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Early diagnosis of Alzheimer’s disease and prospect of new technologies
YUN Ling', GAO Hongmei', LI Shuo’, YANG Shuo', WANG Haitao', CUI Huijuan', LIU Huanliang',
FU Yuan'™*
(1. Department of Neurology, the Fourth Hospital of Harbin Medical University, Harbin, Heilongjiang,
China, 150001 ; 2. Department of Ultrasonography, the Fourth Hospital of Harbin Medical University, Harbin,
Heilongjiang, China, 150001)
[ABSTRACT] Alzheimer’s disease (AD) is a progressive neurodegenerative disease with hidden onset.
Due to the lack of effective therapy for AD, there is an important need for early diagnosis and intervention. This
review highlights the recent advances in early AD diagnosis from the perspectives of genetic testing, biomarker
detection, imaging measurement and new technology prospects.
[KEY WORDS] Alzheimer’s disease ; Early diagnosis; Molecular diagnosis
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TR ZE A FIIE 0T 4 J B 11 it -O A 3k Jon T i 5
B JE) A0 P A A, 5 L ot B o o A R, 0 T 52 M)
I Bt A S AN AB T RR ™ AL, APOE &4
WS Brk AR FEARANA H WS R tau B 5 R
TEIRFEIH -0 4310 7= HE RAE SN S8 A2 NN tau B
B 7 A QL EZ DT S B i) AR S S L DS
HET AR L T P B AT AT LOAD B .

SR OCHBFSEIESE T CD33 2 H 5 AD &
s AT e, iRk /) CD33 8 (e K i b £ 2
FH /NS DT 240 B 2 58, R /N T3 4 A S AR A4
IR MBI, J& LOAD 5 JBBL R 7 55, F1) FH i
SRS T REREILIR % 2 X CD33 LR AU 3 F 50
BRI - SOR AR BRI v il T i, 76 8 T 5% [n] vt I 8%
F| CD33 FEHRIFI AD Z [ AFAE A B AR, X 2 k&
WK CD33 He AN HA T DR A e 44 1 i — 25
(R UL IR AN, AT T % BT T AR e 2R
I] tau (Microtubule-associated protein tau, MAPT) &
Al HB 3 B U t-tau A1 p-tau 7K S B 25 18 0, R HH
MAPT FER W AE R 512 W AD A3 200 i A FE 1A
ATy Bk — 2L A L SE R 2250 5 AD & XU
(AR AR S T LA 0 I 3K 4 35 PR v 00000 0
A= I RE 1 BB PT RE A BOR L HEH 2L,

2 EYEIREYRN

AD H 5G4 = s R I 2 22 LI A Y
R E, BEE SR TBery gt 2D, 7e 40 A i i 25 oAl
R AR AR IR ST A 5 U2 W A ) s

B ARYEEBR TR 203 ] S S e o e gt
SERIZWIARAE , I E T AB L ZKF T FE EL tau R
Ak tau 7KL TN JE A B AD SRR IZ TR
WEZ —. Lewczuk % N JRIEMHR ' ABA2 Bk
X AD 2 Wr B BB S 69.3% |, 4 S e ) ] ik 3
88.9% , ABA2/ABAO [ A Ay AU : AR 5% 40 1 A
93.3%1 100% , TE I R FLAAAF T Ik AB42/AB
40 10 ABA2 W LAHE i Wi aff 1 | SR I VR A
Yibs i ] AR R (LGB i LR Tk S %
ELSF IR RZ A ) I PR A IR (B 2 A7 A B TR M, T —
i BLRR AL B A R BRI S Ak s i P
o AP Ml p-tau SEME A W) Ebr & 1) e R4
A, AT AT AR BE RN D RE AT R 2 2E AD Y A
U, A R4 AD JRE HEAT R T 10, AR
FEE T 1(Visinin-like protein-1, VILIP-1) & —FfpfiZs
TGN BB AL BRR 1, TE MR 3 A5 AL R L R B 5] A vh
T UESE AT Ry oo s i 4 b, LT AR A i 22
JCEJRB AR A RS S . it S e o0 AE
PE R BB YRR 5 T REXT AR AT N it
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SR AN 22 27 PR 02 B — 3t , CSF 1 VILIP-1
FIVILIP-1/AR42 AT/E A U AD BB E AR DI6E T R
(RTINS Y, HAT 45 tau F1 tau/ARA2 248, 7] AE A
h AD LR AR PR A R CSF -0

P T 0 A5 TRORGE T %) A ) e R e R e K i
IV R B B AR R T M, R ST IR 4 HDOL %
MR AR EY . TR AR I R,
P D00 e YR 1 R A Ak A
i v, A T N 2 BB . E R R
AD . % B I\ A1 I fig BE A% (Mild cognitive impair-
ment, MCI) FEEFEXT EZH 14 122 AR t-tau F1 p-tau
K, &P AD T MCI R 113 t-tau
F1 P-tau 7K 15 Tt hRE X RE2H , A 25 AD BB 5 1L
¥ t-tau Fl p-tau 7K V-5 T MCI 41, 3 H. p-tau #H ¢
PEEE 25, WM t-tau F1 p-tau 247 P ) 57 A5 5
W] AD , {H I ¢ p-tau 7K V-5 AD J™ 5 5 B AH OG5
F L3 t-tau"™ s BEAM, FWFIE A K BT t-tau
p-taul81 £ 7KV 5 SR RIR P4 S AR OC , it 4h
JZHFIM t-tau F1 p-tau 75 R 5109 AD B FIN A7 75
Yy, A 0] BEAE I AR KBl AD B35 UG B8 bR
43 AT MCI fil AD #3451l 3¢ Micro RNA #% 5t 41,
microRNA-206 & L 5N HIHE 1 T BRI IZ BB
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A ZUAH S, FAE DL B 9 1n) Bifi 15 % 21, microR-
NA-206 7E A K1 T A8 B 15 4 A= 2 Fi 5 3 39 n, 7l ]
T MCI B BelHIRE s i R R

e Y A= 4 2 s s 0 ARG 0 2 — e L It 9 S Sy 1
A 77 v, A1 = R U Y Luminex 73BT 7 60 1R
t-tau , p-tau Fl ARA2 & /K- 7 & PPl 45 R
7 AD B p-tau /t-tau LUAE 3380, 7E S396 BE1R
A7 S AR AL B B 2 ik S SR I MY tau AR
H AT REBLA AD RS ) A= )b iy, L ]
I T IEHE AR 3213 i A, 11T AD IR T HR I
TR BRI > ek, F5 I8 7R AD R Y
T ABA2 KB X B, 28 BT VRS
AT R A AD B2 W G E e B — A B
20 T I S A AR AR M IR T LA, AT ORRE
AEE I UE B ST T RE I AU AR ES W)

3 ®HBEERE

AGFHOR R RS AD WIS HIWT HA
FE L., AD HBE B ILR 1% (Magnetic Resonance
Imaging, MRI) K 25 1) 32 22 U2 2 K o 1 i 2 400 R ki
Y RN ZUE T (H Tk =X AD 245
P, FETHEER AT 5 DR R ARG, . il
RN AGEREEIR UG rh—TUHT 4 A HI T ) 4
AR FIFHIZEORUED] AR BAT fiwiteE,
AITEREA AR = AR ZN X L, e A3l vl LA
KA AD /R AL AR BEHLASRAE

TEFRL T S IR 2 A e B R A AR R R
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T 7 bl R bR I S B A A
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THIELA , 2257 50125 L (P<0.05) ; RBP  Hey . Lpa 5 NIHSS 1143 4 1F A 56 (P<0.05) 5 fiAH I 1 20 B
B, WM 2 v s 5] 5 , RBP . Hey Lpa 4755 NIHSS 34341 56 (P<0.05) ; RBP . Hey . Lpa T 1 45 F-3if 114
AUC 43 %I 4 0.858.0.897.0.751, RBP . Hey Bk 45 Lpa Fi il if 4 9F 13 9 AUC b 0.912(P<0.05) . £5it
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Relationship between RBP, Hcy, LPA and NIHSS score in patients with acute cerebral
infarction undergoing intravenous thrombolysis

HE Ke*, LV Youmei, LU Bing, PENG Along

(Department of Neurology, Xinhua Hospital, Huainan Xinhua Medical Group, Huainan, Anhui, China,
232052)

[ABSTRACT] Objective To explore the relationship between retinol binding protein (RBP) ,
homocysteine (Hcy) , lipoprotein a (LPA) and National Institutes of Health Stroke Scale (NIHSS) score in
patients with acute cerebral infarction undergoing intravenous thrombolysis and the efficacy of combined
prediction of vascular recanalization. Methods 84 cases of acute cerebral infarction patients with indications of
intravenous thrombolysis in Huainan Xinhua Medical Group Xinhua Hospital from January 2019 to December
2020 were selected for the study. All patients underwent intravenous thrombolysis with altepl. According to the
recanalization after thrombolysis, they were divided into the non - recanalization group (n=21) and the
recanalization group (n=63). The baseline data, RBP, Hcy and LPA levels of the two groups were compared.
Pearson and partial correlation were used to analyze the relationship between each indicator and NIHSS score.
Receiver operating characteristic curve (ROC) and area under ROC (AUC) were used to analyze the
effectiveness of each indicator in predicting the effectiveness of non - recanalization. Results There was a
statistically significant difference between the history of stroke in the non - recanalization group and the
recanalization group (P<0.05). The NIHSS score, RBP, Hcy, and Lpa of the non-recanalization group were
higher than those of the recanalization group (P<0.05). RBP, Hcy, Lpa and NIHSS score were positively

AERA LA HFFREEIRE AT B (2018jyxm 0726)
VB St e s A7 AR B 7 R W) 37 4 E TR AY 22 WAL, 8, W & 232052
*SRAZAEE AT, E-mail : Hk19880519@163.com
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correlated (P<0.05). Partial correlation analysis showed that after controlling for stroke history, RBP, Hcy,
and Lpa were still correlated with NIHSS score (P<0.05). RBP, Hcy, and Lpa predicted the AUC of
recanalization were 0.858, 0.897, 0.751, respectively. The predicted AUC of non-recanalized blood vessels by

Hcy combined with Lpa was 0.912. Conclusion RBP, Hcy, and Lpa are related to the degree of nerve defect

and vascular recanalization after intravenous thrombolysis in patients with acute cerebral infarction. They can be

used as biomarkers to predict vascular recanalization and provide references for clinical evaluation of the

condition and treatment decisions.

[KEY WORDS] RBP; Hcy; Lpa; Acute cerebral infarction; Intravenous thrombolysis; Nerve defect;

Vascular recanalization
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RBP) i LLsZ M 2 IR AU 1) 2 A ke Ta) B I
iz (Homocysteine , Hey ) SARFE L4 i Jri o i A G,

£ % M a(Lipoprotein a,Lpa) & £ T HEE AL I AH
", SRIMCT RBP Hey Lpa B4 00 i 3 P
e B B D AR5 B 7E 4R 1) RBP . Hey . Lpa
52 AE A 8 o5 58 [ B AL DA MR B A SR
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F1 MABRLAH BERILE [(x£5),n(%) ]
Table 1 Comparison of baseline data and indicators between

the two groups [ (x+s),1n(%) ]

AEFm A A AL , -

ki (n=21)  (mey) A PH
(S 58.34+9.77  56.91x10.32 0.557 0.579
PSR4 11/10 39/24 0.593  0.441

RIS (kg/m®)  23.74+1.42  2355+1.60 0.484  0.630
KIREABERFE () 3.02+0.54 2.86+£0.61  1.070 0.283

ARG 14(66.67)  36(57.14)  0.593 0.441
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Table 2 Multivariate logistic regression equation analysis of

vascular recanalization

W E B SEMH Wald ¥ OR{H — 95%CI P
RBP 0476 0.142 11.225 1.609 1.526~1.697 <0.001
Hcy 0.147 0.042 12.288 1.159 1.035~1.297 <0.001
Lpa 0.828 0.256 10.455 2.288 2.003~2.614 <0.001
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Table 3 ROC analysis results

WURIE RS Pl
(%) (%)

RBP 0.858 0.765~0.925 >66.56 mg/L.  76.19 85.71 <0.001
Hcy 0.897 0.811~0.953 >11.21 wmol/L 85.71 92.06 <0.001
Lpa 0.751 0.644~0.839 >38.17 mg/dl  66.67 77.78 <0.001
B4 0.912 0.829~0.963 9524  80.95 <0.001
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Figure 1 The effectiveness of various indicators in

predicting vascular recanalization
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Evaluation of microsatellite instability detection by high-throughput sequencing

JIA Zheng', XU Ren®, ZHANG Wenxin', HUANG Jie'*, QU Shoufang'*

(1. National Institutes for Food and Drug Control, Beijing, China, 100050; 2. Shanghai Yuangi Bio -
Pharmaceutical Co. Ltd, Shanghai, China, 201403 )

[ABSTRACT] Objective To use human multi-gene mutation detection kit (reversible end-termination
sequencing) to detect the national reference materials for microsatellite instability (MSI) , to evaluate the kit
performance. Methods The national reference materials were detected by the detection kit to determine the
coincident rate of positive reference, the coincident rate of negative reference and the limit of detection.
Results In 62 cases of testing samples, the results of positive reference were all microsatellite instability-high
(MSI-H). The results of negative reference were all microsatellite stability (MSS). The results of LOD1 and
LOD3 limit references with tumor DNA content 20% and 10% were MSI-H, but the corresponding MSI-H
status was not detected with the tumor concentration of 5%. LOD4, LOD5, LOD6 and LOD?7 limit references
were all microsatellite stability (MSS). Conclusion The national reference materials for microsatellite
instability could be applicable for performance evaluation of the kits by high-throughput sequencing.

[KEY WORDS] Microsatellite; Microsatellite instability; Mis Match Repair deficiency; National

reference material ; high throughput sequencing
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Figure 3 The results of national reference MSI-LOD3-20% .MSI-LOD3-10% .MSI-LOD3-5% for detection limit and their
matched reference MSI-LOD3-control (chr22:29682881 )
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AMS . leptin . TG HUillH % &5 A1 &I MRS 2 &S5 A
A OHE

EE AR RIk RKxg LhE

(8 E] B T EE(AMS) 98 X (leptin) H Al =15 (TG ) TN AH 4& 45 17 49 1 88 2 %
ARG ELEME, ik EE 2019 4E 3 A F 2020 45 3 AW L4 — A R ERRIGA 1Y 96 1 JH 3 45
GIMEEZ LA ARE MIEARR 1VEE RN NERHA (n=19) KE KA (n=177) , LI L
TR RRT ARG 3.6 4 AMS | leptin . TG /K-, 2R 1 £ [ % Logistic [B1 05 77 R 53 BT &2 & 14 HH 5& 52 1
H,RZIE TAERERZ (ROC) & ROC T FL(AUC) 2 HT R 3.6 1~ H AMS \leptin \ TG Tl &2 %
M. ER ERAALFZFHEESRERAWE, 27051248 L (P<0.05) ; E EHAARE 3.6 1H
AMS .leptin \TG | TR E LU, 2R A G112 XL (P<0.05) ; Z [ & Logistic [M1JH 5081 B, F Lk 5558
EEHE, ARG 3.6 1H AMS .leptin \ TG & & % A Sl 57 #2001 K 2 (P<0.05) s RJF 6 1~ H %465 b A
T &2 & 1) AUC BEAR G 34 H XS R85 K, RJG 6 4~ AMS \leptin TG KA T &2 & 1Y) AUC 4351
0.853.0.886.0.826 ., 0.924; AMS . leptin , TG 5 /K F-# & & K& TIKFEH, 27 HH %8 L (P<
0.05), &t MMEEAEGIFMSEZ R ARG E KL EH AMS leptin TG T, 5 EZEVIH G, G
SN A AR S R0 A2 K 0 — AR 48, I PR T L B 1 B A R I 5
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The value of AMS, leptin and TG in predicting the recurrence of gallbladder stones
combined with multiple common bile duct stones

GUO Jiantong, SU Shuying*, ZHANG Geng, CAI Yunfeng, WANG Zhonghui

(Guangdong Medical University, Zhanjiang, Guangdong, China, 524023)

[ABSTRACT] Objective To investigate the value of amylase (AMS), leptin (leptin) and triglyceride
(TG) in predicting the recurrence of gallbladder stones combined with multiple common bile duct stones.
Methods A total of 96 patients with gallbladder stones and multiple common bile duct stones who were
admitted Foshan First People * s Hospital from March 2019 to March 2020 were selected and divided into
recurrence group (n=19) and non-recurrence group (n=77) according to their recurrence at 1 year after surgery.
compare the baseline data, AMS, leptin, and TG levels of the two groups before surgery, 3 months after
surgery, and 6 months after surgery. The multivariate Logistic regression equation was used to analyze the
relevant factors of recurrence, and the receiver operating characteristic curve was used (ROC) and area under
ROC (AUC) were used to analyze the value of AMS, leptin, and TG in predicting recurrence at 3 months and 6
months after surgery. Results There was a statistically significant difference between the paranipple
diverticulum in the recurrence group and the non-recurrence group (P<0.05) ; the recurrence group had higher
AMS, leptin, and TG at 3 months and 6 months after the operation than the non-recurrence group (P<0.05) ;

Multivariate logistic regression analysis showed that after controlling the paranipple diverticulum, AMS,

AR B kLA A A7 B (1920001001305)
Ve dds . T RBEAHXE ) &, HIT 524023
*ABAZVEE A 3E, E-mail : Ssying@fsyyy.com
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leptin, and TG were independent factors related to recurrence at 3 months after surgery and 6 months after

surgery (P<0.05) ; each 6 months after surgery The AUC of the index and the combined prediction of

recurrence is larger than the corresponding index at 3 months after the operation, and the AUC of AMS, leptin,

TG and the combined prediction of recurrence at 6 months after the operation are 0.853, 0.886, 0.826, 0.924,

respectively; AMS, leptin, and TG have high levels The recurrence rate of patients was higher than that of low-

level patients (P<0.05). Conclusion The increase of AMS, leptin, and TG in patients with recurrence of

gallbladder stones and multiple common bile duct stones is closely related to recurrence. Combined detection

can be used as an effective plan for predicting recurrence and provide references for clinical intervention and

follow-up management.

[KEY WORDS] AMS; leptin; TG; Gallbladder stones with multiple common bile duct stones
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JIH3E B 7 0(0) 2(2.60) 0.035 0.852
L3k H3 0(0) 3(3.90) 0.019 0.890
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®3 EXMEERE Logistic MPFREDHT
Table 3 Multivariate logistic regression equation analysis of

recurrence

EWHENE  BIE SEMH Wald ¥ OR{H  95%CI PiE

ARJF 34 A
AMS 0.624. 0.167 13.958 1.866 1.069~3.258 <0.001
leptin 0.352 0.102 11.894 1.422 1.249~1.618 <0.001
TG 0.908 0.258 12.382 2479 2.351~2.614 <0.001
RJF 64 H
AMS 0.746 0.186 16.089 2.109 1.265~3.515 <0.001
leptin 0.494 0.135 13412 1.640 1.511~1.779 <0.001
TG 0.962 0.223 18.599 2.616 2.508~2.729 <0.001

FBAEREAS, 2l ROC Hh £k Wos , KRG 6 ™ H
AMS . leptin \ TG M B A AU & & ) AUC B A5 3
AHAXRFEb R R W4 E 1,

*2 THAMS. leptin TG b3 (x+s)
Table 2 Comparison of AMS, leptin and TG between 2 groups ( x+s)
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A3 RE 64 A AE3ANH RE64M

HERHA 19 65.32+18.61 46.49+12.37  59.85+18.42  12.66+3.59
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PH 0.630 <0.001 <0.001 0.731

1592224  16.65+2.14  1.85+x0.36 2.11+x0.29  2.39+0.35
13.19+£3.07  13.28+2.89 1.92+0.41 1.89+0.38  1.97+0.39
3.638 4.763 0.682 2.356 4.285
<0.001 <0.001 0.497 0.021 <0.001




- 1572 - DTEW SIGITAE 20214E10 A 413 %

%3104 J Mol Diagn Ther, October 2021, Vol. 13 No. 10

&4 ROCHMER
Table 4 ROC analysis results

185 AUC  95%CI cut-off i MUK FRE PIH
ARJF3MH

AMS  0.792 0.685~0.900 >40.20 U/L 0.737 0.713 <0.001

leptin  0.851 0.766~0.937 >14.20 pg/L 0.842 0.779 <0.001

TG 0.693 0.571~0.815 >1.99 mmol/L 0.790 0.623 <0.001

A 0.901 0.826~0.975 0.847 0.857 <0.001
ARJF 64 H

AMS  0.853 0.738~0.968 >52.47 U/L 0.737 0.897 <0.001

leptin  0.886 0.809~0.962 >15.39 pg/L 0.842 0.792 <0.001

TG 0.826 0.717~0.936 >2.15 mmol/L 0.842 0.714 <0.001

B4 0.924 0.871~0.987 0.948 0.805 <0.001
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Figure 1 ROC curve
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Table 5 Comparison of recurrence rates of patients with
different AMS, leptin and TG levels [n (%) ]
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Expression of LINC00634 gene in colorectal cancer and its correlation with prognosis

MA Tiantian', LIU Jiacui', DUAN Yiping', CHEN Liangyue', ZHU Cuiwen', ZOU Xiaofeng™*

(1. Gene Diagnosis Center, Department of Radiology, Zhongnan Hospital of Wuhan University, Hubei,
Wuhan, China, 430071; 2. Scientific bureau, Zhongnan Hospital of Wuhan University, Hubei, Wuhan, China,
430071)

[ABSTRACT] Objective To investigate the expression of LINC00634 gene in colorectal cancer
(CRC) and its relationship with clinicopathological characteristics, immune infiltration, and prognosis.
Methods RNA-seq data of (CRC) and clinicopathological information of patients were downloaded from the
official website of The Cancer Genome Atlas (TCGA) database, and the expression difference between CRC
tissues and normal tissues were analyzed by Mann-Whitney U test. The association between the expression of
LINC00634 and the clinicopathological characteristics. The correlation between the expression of LINC00634

and the prognosis of patients was analyzed by Kaplan-Meier method. The relationship between the expression of
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LINC00634 and the clinical prognosis of patients with CRC was analyzed by univariate and multivariate Cox
regression. Gene set enrichment analysis (GSEA) was used to explore the signaling pathway of LINC00634 in
CRC. The association between LINC00634 expression and the abundance of tumor cell immune infiltration was
evaluated using R 4.0.2 software. Results The expression level of LINC00634 in CRC samples was significantly
higher than that in normal tissues, and the difference was statistically significant (P<0.05). The expression of
LINC00634 was significantly correlated with the patient’s age, clinical stage and lymph node metastatic stage (y*=
4.326, 4.666, 6.513, P<0.05). The overall survival rate of patients with the high expression of LINC00634 was
significantly lower than that of patients with the low expression of LINC00634, the difference was statistically
significant (P<0.05). Multivariate Cox regression analysis showed that LINC00634 was an independent prognostic
factor in patients with CRC (HR=5.377, 95% CI: 2.218~13.031, P<0.05). GSEA enrichment analysis results
suggest that LINC00634 is involved in DNA damage repair, TGF signaling pathway, ECM receptor interaction
pathway and other pathways. The expression of LINC00634 was positively correlated with CD8"T cells, CD4"
memory T cells (R>0, P<0.05) , but negatively correlated with eosinophils (R<0, P<0.05). Conclusion
LINC00634 is upregulated in CRC and participates in a variety of cancer signaling pathways. LINC00634 can be

used as an independent prognostic factor for CRC patients and a new molecular marker for CRC.
[KEY WORDS] Colorectal cancer; LINCO0634 ; Prognostic analysis ; Immune infiltration

%5 B %98 (colorectal cancer, CRC) &4 FBR4E U
KH UL, 7 4t 5 R A DG BB T N
8.5% . Mi¥A N CRC Hrige i Wi # 2 A, CRC
TE TR 0 A AW BT, S 45 Rk A ok
() A 16 7 SRR S I 28 A G, a0 = s — IR (g
RN B E G R ) e T
FU CRC 835 0 TUAR A 47 28] (53K 90% , Tk
= R Witn &Y, K24k CRC B 12 Wi Ak
TR B, A AR AR AR 2 704% 7. I,
T4k CRC kA= kK A B 43 Fhn ¥, %+ CRC
MW JRIT RWG A G EEME L NRER
B SN DB RNA A VRN 3 A A B AR
1 70% 19 RNA 4 JE 4 i RNA, XF T 20 Bl 25 1
JT 1) B 1 B B oy A 2 R R B AE . B
B A 200 SR TR 19 3E i 5 RNA FR b K
5% F %% % RNA (Long non-coding RNA , IncRNA ) ,
IR W, VF £ IncRNA 7E 4% Flogs i Hh 38 2018
JE 52 W BE A G, BN, IncRNA HOXA-AS2 7r
FLIRE  H WS 2 FOBR MNP R w R
ik, IncRNA DDX11-AS1 1¢ 198 45 H e 4 %
FOGYEM R P M m R AR RN
LINC00634 i i+ miR-342-3p/Bcl2L1 il 7F £ 4 @5 IR
O Mg P & M o R M AE Y, E R
LINC00634 7F CRC &A= % J& i i) 43+ ALl Je 5 1
JE B R AR, AW 4T TCGA i
JiE KK LINC00634 7E CRC H () 2 3k | 38 331
K WG i E o

1 AHSHE

1.1 Bl S Ak

TE TCGA %4 2 '8 J7 W ¥l (http : //portal.gdc.
cancer.gov/) 245 H % RNA -seq(level 3, HTSeq-
FPKM) i . b 6045 CRC ZHZUREAS 473 3], 1
WA LA 41 ], e PR 2Rk Bl AT
IH— Ak AL 21, 3f Log2 $4 4L J5 I T J5 2L 3t o 7E
TCGA %4 P I F 2 JF 42 U CRC F8. 35 19 ik PR 21
FRAEAE B, N BR I R AR S B A REAS
1.2 CRCHZUS IEHHL Z A 1922 e Rk I K

fdi I R 4.0.2 Ak i e 22 S BL H . A5 301y
26 5 B il R
1.3 LINC00634 1K 5 PRI BRI RIS 15 4

MR LINC00634 7% CRC B % h F ik (H 15 ]
(VA QO o s ol T R 1| D2 B N i
LINC00634 5 CRC {8 # It IRHFFAE #Y C & o F
Kaplan-Meier % M58 241 2 (8] BLAR A A7 1) 22 57
i FH Cox [BE /34T LINC006.34 FI TS 18
1.4 JEPEHHr

K FH 3 K & 4E 43 #1 (gene set enrichment analy-
sis, GSEA) 43 M1 LINC00634 1¢ CRC & £ % JE h 2
51558 ¥, M Broad Institute [ ¥4 (http : //soft-
ware.broadinstitute.org/gsea/index.jsp) T 2 GSEA 77
B4 F GSEA 4.1.0, 43 #73# #% >k H Molecular Sig-
nature Database (MsigDB ) ¥ J& "' 19 c2.cp.kegg.
v7.0.symbols.gmt 45 5 o SR FHIAL & £ 125047,



- 1576 - DTEW SIGITAE 20214E10 A 413 %

%3104 J Mol Diagn Ther, October 2021, Vol. 13 No. 10

B AL ZH & B A 1000 YK, Bir AT HiAt 2 B0 %
BERE . PIE/DNT 0.05 FEE iR & B (false
discovery rate, FDR) /N T 0.05 [t 3 K S5 4 o I 3
HEMEA,
1.5 PRI AT

fdi I R 4.0.2 A4S LINC00634 3835 5 Jih i
20 it S R VR I = B R DG o K 473 I MR AR
DL 8053 Sy i AR 3B 4L 53 AT LINC00634 % 11
PER GBI o I TR A N R B
LA ¥ CIBERSORT (http : //cibersort.stanford.edu/)
DAL A5 21 2 (B L PR e 8 1 A X AR 1k
1.6 Gil2=otr

KA SPSS 25.0 AT EE 73T 5 THECT R
Phn(% )RR AT ¢ K55 ; Wilcoxon Fk FIAS 5,
CRC f#H WAE I ME5 . TNM 2330 %5 115 FR 35 A
fra AL A, A Cox HE 5] X6 [81 I 46 250 £ 5
K22 F1 22 IR 22 4307 5 A= A2 2 BT R F KM i 5 P<0.05
hZEREFIFE L
2 #R
21 RbEEFHEN

i i 2 S FE T 5 3645 51 3 314 28 7 Rk

HOE ), Hd 19334 A EF 1 381 4
TR

Volcano B

logFC

0100 200 300 400 500
~logl0(FDR)

T AR B KL 2060, 35 B e, R TFR,
1 ERREEEH

Figure 1 Differentially expressed genes

2.2 LINC00634 1% CRC Fl1F H H 4 b iy ik
CRC "1 LINC00634 W 3R ik 7KF- 5 1E# 4 2UH
I, 2R A S L (P<0.05) . WL 2,
2.3 LINCO00634 ik 5 CRC H # IIfi A B4R E
ER)IFEA
LINC00634 W35 /K- 5 38 B AR08 LI R 43
A L 25 5 B B3 A OE (P<0.05) , L3R 1. IR
I 582 LINC00634 1) 335K 75 MU B A L,
ZRA G E L (P<0.05) ., WWE 3A, KAEHKE

1.04 =1.267e-06 p=3.7¢=05 4
b os—A . " B /,
[ # 02 /
® 06 T ®
3 3
g 04 £ 01
O (3 9]
g 024 - 2
= 004 i = 0.0

NRGE e B EA

T : Al LINC0O0634 TE25 B I 1E K L4V CRC LS i 323K 22 57
H s B oy A1 XX ) CRC 4141 LINC00634 19 3235 HL A
B2 LINC00634 7E CRC AR I RIE ST
Figure 2 Analysis of LINC00634 expression in colorectal

cancer tissues

F 1 LINC00634 Fi%5 CRC BE G RAFERHE K IED 17
(n(%) ]
Table 1 Correlation analysis between LINC00634
expression and clinical characteristics of colorectal cancer

patients [1n(%) ]

- KRR BIE kbR
IIEEKCI:?{H; (%) (%) XZ{E P{E
R (R <65  66(18.30) 86(20.88) 1326 0,038

>65  128(31.70) 108(29.12)
el Ei 101(28.10)  103(24.48) 0,041 0.830
b’y 93(21.90)  91(25.52)
ol ya
I 7341 [+1123(3119) 102(26.80) | o
M+1V  71(18.81)  92(23.20)
FUORME M TAT.  41(11.86)  32(6.96) 1367 0.242
TAT,  153(38.14) 162(43.04)
Vi -1
FEALFEFS M, 163(43.04)  164(41.49) 0,019 0,839
M, 31(6.06) 30(8.51)
3 Vzs / E b
LA NN, 170(43.56)  151(38.92) 6513 0.011

NAN,  24(6.44)  43(11.08)

SRS HF ) LINC00634 3635 K -5 4 % = 3 b
HRAMI, 2254 %t 2 X (P<0.05) , WL
3B~D.
2.4 LINC00634 iKY CRC BH 5 HR

fR 2218 LINC00634 241 B35 1) VAR A A7 R A%
TR, E R AT L (P<0.05), WLEl 4,

AEE (Stage 43 T 205 M 431 N 40 DL
LINC00634 ¥l VE R TG R 2, ZH % Cox [BH 43
Mries , A58 T 43 W F1 LINC00634 7] LIAE N CRC
BE RS SRR (P<0.05), WLk 2,
2.5 GSEA UJRE & HHT

i F GSEA Dy & 4L ik — 20 1 f# LINC00634
£ CRC KA K BB T S 50558, & L4
R WK 5.
2.6 LINC00634 32355558351

LINC00634 35 5 CD8+T 4l Jffi .CD4+ic1Z T
1 M M1 Y E G 20 AR R R NK 28 O A OG
(R>0, P<0.05) , 5 B8 IR 1k ki 410 B 5 7 A 5% (R<0,



SNTEWi SR T 20214510 45134 45108 T Mol Diagn Ther, October 2021, Vol. 13 No. 10 - 1577 -
~~~~~~~ ge | &3 stage Il & stagelll &5 stagelV T &T1 T2 &3 8 T4 M EZMO EIM1 N & NOE3I N1 83 N2
_om T e 001
-ﬂé D0 E‘i o 531 15 ’ E](EZ 20 073 o
. - X s X 15 5 —B
5 2 0.05 8 tkf 2 0.35 — ﬁ t“f 15
] : 3 2 10 3
=] 5 ] ) £ 1.0
z z g z e o z : .
3 . 3 &, .t Fos v }"‘ Sos| .
kI PR e . A A Ay S “ "
oL e e e S e e R o| ClilE = o chil s o5
Stage I Stage Il Stagelll StagelV T1 T2 T3 T4 MO Ml NO N1 N2
A W5 B VR R 3 ) C LR D L4 B )

H A-D MG IR S0 R & R 433 e A RS MR LS RS 0 I 5 LINC00634. ¢ 35 5 AH M7 H o
B3 LINC00634 RiEE S CRC B IhRFIBEERE XS

Figure 3 Correlation analysis between LINC00634 expression and clinicopathological characteristics of colorectal cancer patients
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PHC 13497 5 5677 AL AFP . AFP-L3% .DCP \GP73 /K F- 22 {8 (4 X4 i) ¥ K F CHB 41, 22 A 4i it ¢
X (P<0.05), % AFP AFP-L3% DCP 5 GP73 BS54 0] Jyiifi FRi2 Wt CHB \PHC $2:44t4H B &% |

[X$R] BRI BRI WIS AFP-L3 SRR L3R 5o BE M AgE ; = /R ek
HEHT3

The clinical value of combined detection of AFP, AFP-L3% , DCP and GP73 in assisting
diagnosis of hepatitis and liver cancer

PAN Junjun, HUANG Xiansheng, CEN Weiming, HUANG Lixia, DU Hua, DENG Peiwen, SUI Hong*
(Department of Clinical Laboratory , Dongguan Kanghua Hospital, Dongguan, Guangdong China, 523000)

[ABSTRACT] Objective To explore the value of Alpha fetoprotein (AFP), ratio of AFP-L3 isoform
(AFP-L3% ) , Des-gamma-carboxyprothrombin (DCP) and Golgi protein 73 (GP73) in the diagnosis of hepa-
titis and liver cancer. Method A total of 84 patients with chronic hepatitis B (CHB) in Dongguan Kanghua
Hospital were selected as the CHB group, 84 patients with primary carcinoma of the liver (PHC) as the PHC
group, and 40 healthy volunteers were selected as the control group. The levels of serum AFP, AFP-L3%,
DCP, and GP73 in the three groups were tested and compared, and the clinical application value of each indi-
cator was analyzed. Results The levels of serum AFP, AFP-L3% , DCP, GP73: the PHC group > the CHB
group > the control group (P<0.05). Serum AFP, AFP-L3% , DCP, GP73 were positively correlated with
HBV-DNA and LSM (P<0.05). The AUC of the combination of serum AFP, AFP-L3% , DCP, and GP73 for
CHB and PHC diagnosis was 0.912 and 0.938, respectively, which had high diagnostic efficiency. The differ-
ence (absolute value) of serum AFP, AFP-L3% , DCP, GP73 levels after treatment and before treatment in
the PHC group was greater than that in the CHB group (P<0.05). Conclusion The combined detection of
AFP, AFP-L3%, DCP and GP73 can provide an auxiliary reference for clinical diagnosis of CHB and PHC.

[KEY WORDS] Chronic hepatitis B; Primary carcinoma of the liver; Alpha fetoprotein; Ratio of
AFP-L3 isoform ; Des-gamma-carboxyprothrombin; Golgi protein 73
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18 P 2 AU & (Chronic hepatitis B, CHB) Kl
PR B WA Mg 2 — , Gl o, #1219 CHB
B T 10%~20% A] #E — 25 K JE Sy I AL
B 2 JF & P B 95 (Primary carcinoma of the liver,
PHC)"*', PHC HAEMERE R & fF R L TR 2
22 | TS B 25 W RRAIE , 3K B PHC Ji SE 35 2
50% , T2 W 3R T7 — BELBOA N & BE PHC B
FiE B OCHES . H AT R A2 W PHC 1Y 1L 2%
PR A H G 2 1 (Alpha feto protein, AFP) , {H H:
FE CHB KAt P 1 JF U 5 5 £ 1T rh A AR
[ FEEE TR o AR RIm K — B U T PHC 12 Wihs
HEWI ST, AFP-L3 53 B {4 LE %% (ratio of AFP-L3
isoform, AFP-L3% ) . 5 i & Ifil i )5 (Des-gamma-
carboxyprothrombin, DCP) . 15 /R F& /K % [ 73 (Gol-
gi protein 73, GP73) &5 AH 4k B R B , [H 4545 b5 B0
W AEE AN S AR AR Y 2 i IR Y
AFP | AFP-L3% .DCP Y GP73 5k £ K il 4 Bh 12 B
R R ImIRNE . e an T

1 #BRE5AFE

1.1 —fRwER

FEHL 2020 4F 1 H & 2020 4F 12 H ZRIERIEERE
8415 CHB H & /E ) CHB 41, 44 A kgt : D454 CHB
ZWRE @QE IRI2 ;@ H FA7THRE S RAT, o
AR ; DB HIRANY, O FE . &
B CHB ZHAHIT AR BEY 84. 4] PHC & PHC
4, HAFRE : OFF & PHC 2 Wikr e ; @1 IR I112
G H EATNEES R AT, T AT i PR A ; (DS HIE
AWGE, CAEENE . Jiks5 CHB 4IAHIT % B
(1) 40 I e AR A VR ) BRAL , A A : DX F AR
BEdEAT 4 B IARKS , R R B 5w s @ A AT MR
K47, To{RE s T i s @ MIRAI S, O E R E
B s HEBR b vt - QOA I WE TR s JF Al JHF 2 5 8
H s QA I HAD R R g 2 5 )™ F i i A9
Yo I DI RE R AT s DI R G B I
JERYL IAPR FR IR SR R ORI e
ARG E QAN E 2 M BT
CHB.PHC & . 3 41150 AF#% R 4540 (Body
mass index, BMI) L% , 22 5% L4 i1 24 5 X (P>
0.05), W1,
12 Fik

FEAR R 5 v REEIT AR R A YK
A1 JEFKAL 5 mL, 250 Ak 3 B , R R iokr

Rl BHE-MABEE [(x+5),n(%) ]
Table 1 Comparison of general information in the three

groups [ (xs),n(%) ]

mp  fRCHL CHBAL g g Pl
M5 (B 58/26 53/31 26/14  0.678 0.712
WA (R) 57.63£9.81 55.86+8.45 53.64+8.16 2.735 0.067
BMI(kg/m®) 24.38+2.29 23.91+2.36 23.63+2.05 1.756 0.175

EIME HE  25(29.76)  20(23.81) 0.759 0.384
SRR 16(19.05) 10(11.90) 1.638 0.201
EgIMLGE  31(36.90) 25(29.76) 0.964 0.326
] 8(9.52) 12(14.29) 0.908 0.341

T =" IR TR B

27 S O 35 43 A ik U E 1L VG AFP . AFP-L3% |
DCP 7K, i & A b ot B B A A R
Ao SRHAH AR 22 A G R I GP73 /K-, 1) S
M 25 E R&D 2~ wl o SR 2L E Y A=W R 58 H]
A2 7Y 7300 B SN SO E i PCR R GE iR 17 36 A
P3G 0 HBV-DNA #5, AZH Y KR L E
Echosens 7 7 Az 7 14 J AT 157 ] 5L 1 41 1 000 4 3 )
E P ERE 5 (Liver stiffness measure , LSM) .

IRYT L CHB 4 AR S I8 M LAY
RBFIGTER (2019 4ER) ) “HEATIRYT , PHC 4R H A
B Je 2 BRI R MRy 7 FE (2017 4R/ ) 4 7
HY7 RT3 A TS FRRIGE S A48 hR K.
1.3 Sit==hik

B b 3R FH SPSS 22.0 #3809 kL DL
n (%) 3R R K5 TH R FORHL (v £5) ik, 2
20 [) L3R R R 3Ry 22401, i — 20 P 4L T L
R SNK-g A5 56 , W4 241 [H] L ek ST FEAS £ 4G
56 5 R &M 7B K FH Pearson AH G R BB AL 12 Wik
REST TR 32 1038 TARFRIE (ROC) h 42, FR i 26
THE(AUC) , ARlZ Wy Z i 4 T R EbECR
JH DeLong #5 %% , X 512 S it Logistic — It A H4
B AR [FHZWHER logit(p) , B HAE Al 57 K6 56
AR HEAT ROC 43415 P<0.05 MR G5 X,

2 R

2.1 3AIMIEHEPR L

3 #f I3 AFP . AFP-L3% .DCP.GP73 /K [t
. PHC 41>CHB 4I>X M4l , 2R A G E X
(P<0.05), W32,
2.2 CHB 4 .PHC 41 HBV-DNA .LSM 4%

5 CHB 4 tb %%, PHC 41 HBV-DNA \LSM %5
L, ZER A E L(P<0.05) . L33,
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F2 3HEMFERAKFILE [(x£5),n(%)]
Table 2 Comparison of serum levels in the 3 groups
[(x=5),n(%)]

41 3] n AFP AFP-L3% DCP GP73
A (ng/mL) (%) (ng/mL) (pg/l)

PHCHA 84 92.65+41.18" 16.53+5.12° 11.73+5.82" 155.67+32.68"
CHBZ 84 53.62+30.57" 10.462.38" 6.37+2.35" 96.74+27.54°

X HE2H 15.63£8.45 8.17£1.65 4.06x1.12 55.69+16.78
F1a 79.189 91.754 62.114 193.242
P1E <0.001 <0.001 <0.001 <0.001

X RN, °P<0.05,

%3 CHB 4H.PHC £ HBV-DNA LSM XLt (x+s)
Table 3 Comparison of HBV-DNA and LSM between CHB
group and PHC group (x+s)

PHC ) AUC ¥J>0.7, %485 8K 512 W7 CHB \PHC 1)
AUC 439124 0.912.0.938(P<0.05), WFE5. &1,

100

[ LS

AFP
AFP-L3%
DCP
—GP73
e
%%

020 40 60 80 100
CHB #§ 5 (%)

1 fiEHRIZH CHB.PHC i) ROC

100-45 521 (%)

0 02 04 06 08 10
PHC fiU % (%)

[E=a7)
AFP
AFP-L3%
DCP

2B n HBV-DNA (IglU/mL)  LSM(kPa)
PHC 41 84 5.00+0.73 11.32+1.26
CHB 41 84 3.85+0.61 7.64+1.13

A 11.946 19.928

PAH <0.001 <0.001

2.3 [l AFP.AFP-L3% DCP.GP73 5 HBV-DNA .
LSM I G %
CHB .PHC £ # [fLi# AFP,AFP-L3% .DCP.GP73
5 HBV-DNA .LSM [H] S IEAH G (P<0.05) . W3 4.
% 4 I7EF AFP.AFP-L3%.DCP.GP73 5 HBV-DNA.LSM
PSS
Table 4 The relationship between serum AFP, AFP-L3%,
DCP, GP73 and HBV-DNA, LSM

J5 r HBV-DNA LSM
A i Pl BT Pl
AFP 0.741 <0.001 0.779 <0.001
AFP-L3% 0.785 <0.001 0.810 <0.001
DCP 0.706 <0.001 0.728 <0.001
GP73 0.812 <0.001 0.839 <0.001

2.4 [fi.# AFP,AFP-L3% .DCP.GP73 2 i CHB .
PHC M {E

22y AFP.AFP-L3% DCP.GP73 2 CHB .
PHC 1 ROC Hh £ , 45 2 & 7R 4% 45 #r 12 Wi CHB .

Figure 1 ROC of CHB and PHC diagnosed by various

indicators

25 CHB # . PHC # I8 J7 §7 J5 1L 7§ AFP .
AFP-L3% .DCP ,GP73 7K V- A5 {15 14
PHC 41ifJ7 7 S1RJ7 AT ILTE AFPAFP-L3% |

DCP . GP73 7K - 2 {H (4 4t i) ¥ K+ CHB 41,
FA G R L (P<0.05), W6,

%6 CHB#.PHC 477 /F1ME AFP,AFP-L3% .DCP,

GPT3 K FH5BTRIEEILE (v £5)

Table 6 Comparison of serum AFP, AFP-L3% , DCP, and

GP73 levels after treatment in CHB group and PHC group

with the difference before treatment (x+s)

a5 AFP 2%{fi  AFP-L3% DCP %1{fi GP73 21i
(ng/mL)  2MH(%) (ngmL)  (pg/L)
PHC# 84 43.18£21.79 3.24%2.35 2.95+1.38 52.97+21.63
CHB#Zl 84 30.81x13.16 1.57+0.81 1.46:0.62 38.64x17.19
IXi: 4.454 6.158 9.027 4.754
P <0.001 <0.001  <0.001 <0.001
3 ITig

RS PE LG 43 2 Wb i W2 24 1T PHC G At
FEFE, O 20 TG TAE T, FLREE I AR
PHC & EHLHAHAARWIERA  BOREBZ ) PHC FHE
Sy AN BB RITU S IR bR

AWESE Kk B, PHC M % I35 AFP B i & T
CHB 4, HY s TR ARE, 5 [ ARG

*®5 HKIEFRIZHET CHB.PHC BIME ST

Table 5 Analysis of the value of each index in the diagnosis of CHB and PHC

ETEL 7 AUC 95%CI Z1H HWE R (%) FEREE (%) P1H
£ CHB AFP 0.838 0.761~0.898 9.719 >41.79 61.92 95.03 <0.001
AFP-L3% 0.725 0.637~0.801 4.630 >9.70 63.10 74.98 <0.001
DCP 0.805 0.724~0.870 8.007 >5.46 59.52 92,51 <0.001
GP73 0.754 0.669~0.827 5.671 >71.86 67.86 72.50 <0.001
A T 0.912 0.847~0.955 16.731 77.39 97.52 <0.001
LW PHC AFP 0.784 0.714~0.844 8.078 >90.47 56.02 91.67 <0.001
AFP-L3% 0.814 0.747~0.870 9.352 >13.41 66.68 80.31 <0.001
DCP 0.826 0.760~0.880 10.167 >9.03 69.05 83.34 <0.001
GP73 0.789 0.719~0.848 8471  >117.34 71.43 72.62 <0.001
A T 0.938 0.890~0.969 24.528 78.62 94.05 <0.001
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g5 5, i —ESE AFP 5 CHB . PHC 1 & 2E &
JEFDIFISE, AFP S M M R, IEH AR
WILT- 2 TRBRE , M 7EI2 W CHB S5 HAth KT
i PR AN LIS, FLTE 80% A A7 B AR A I
T A T R (HHAS WU BRI, 5 A vk
ECA R . AFP-L3% 24720 S 80 i AT Ao
FHOCHR G, REAARAE " B , 40 M s B I
AFP-L3%7K-F-H i 5 T2 MR 3, 5 AFP I
B T3 A B g B2 W (. AR IE R B,
PHC [ # .CHB & I AFP-L3 %I 7K-F-$44b
T SRR, BT &, 5 LR g R —
B, i —IESE AFP-L3%/K V242 5 CHB .PHC [
RS, AR, AF5E I8 7R PHC S8 IS DCP.
GP73 /K F-H T CHB 3% ,CHB Hu I b i Tk
FRNAE . Horh DCP S ™ A5 (1) JCBE il 51 S50
B, A 348 e A0 AR R R A S
Sl 2 K SRS, 3 DCP I, HoKFTt
AR AR AR . GPT3 R
T 7P IR 1, AR KV-32 S PR T4 , 7r A
NI GP73 ek s AR/D (H Y 4 A 57 9 e il
R HE R T AR E GPT3 B4 N, EEA
M. AWFFGE A M 87, &3 CHB \PHC i
F 1M E AFP . AFP-L3% .DCP.GP73 5 HBV-DNA .
LSM [H 4 £7AE A Sk 1FAH DG OC £, Horb HBV-DNA 7K
SR SR AP HBV JE BRI R , 5 S A Sope 1
OB RN FRSRI A F 5 A P T LSME 2 S L
LR LA TR B B8 , LR AR 2 B &7 4 AL R i ik
1 JFF 40 it g 05 = EE Ol e AT DL I AFP
AFP-L3% .DCP .GP73 5 41 udbi fFE 2 UIAH G,
BE—HAIES &R F72 5 CHB \PHC [0 HLH

FF FIRHETE , W 5% 223K FH ROC Hh 26 % B8
H AR IS B A B S I2 W RRE , v o IR IR 12 Wi
CHB ., PHC $2 it 57 ¥ o i B 2 % , H IlL %5 AFP,
AFP-L3% .DCP ,GP73 MY fEN; T CHB \PHC 119
LW, HAEEE CHB . PHC G716 I )5 i BB —E
T, SR RE R AT R 8 A o

ZE bRl I3 AFP . AFP-L3% .DCP .GP73 1]
YN B2 K CHB \PHC MUFREY , & F5hnIk A 78
CHB .PHC W2y i BAT B W A B, BAEPEAL
CHB .PHC iy i L 7 A — @ W 1 . (HARBESE
SAEAE— A2, Q1A AR 5T 1L AFP . AFP-L3% .
DCP . GP73 Bt & % 51112 Wi CHB 1 PHC I 119 Ji
RURE , Ak TAE PR i — PR

&% 3k
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PSP.IL-10.CCL-17 fE3#r 4 JL - % 74 GBS W ifin % H
() I )] ) S

EHREW FXL BRPSF

(# ZE] H#M HRBEAEN(PSP) A4 FR-10(IL-10) ELHE F 17(CCL-17) fEHT A LR
KA B R MAE R (GBS ) WUILE A KA S G IR X o Faid B BHTT A2 AR BE 2018 4F 2
A #2021 42 F 90 #il5 4E LR % #9 GBS Wit A 2B JLAE A Wi i 20 , 5 5626 151 191 30 491397 4 )L GBS Jk e
FBILAFE R GBS 41, 30 49 fa e B 4= JLAE b BT BE2H . 4 M7 I 3% PSP\ IL-10 . CCL-17 7K-F-AE £k B I R 58
o R WULE AL PSP LIL-10 . CCL-17 & T GBS 41 f@FEXT FE 4], GBS 41 & T{at e X lE 4, 2 5%
A Gt 2ER X (P<0.05) , Il PSP IL-10 . CCL-17 538 4: JL GBS &% L L & % GBS WML AE &2 1E AH
K (P<0.05) , A2 WiE A L & R GBS WLILAE B9 AUC 4 0.927, BUEE 4 90.00% , 15 5544 80.00% ,
W ER T % IS T8 AR B2 W7 (P<0.05) , 36 AR LM % PSP (16.57+4.38 )ng/mL . IL-10(54.37+13.14)
pg/mL ,CCL-17(368.41+92.25 ) pg/mL & T 444 H L  JCRCH L, 55 LR T eR08 L, 2R A goite s
X (P<0.05) , IfiL i PSP IL-10 . CCL-17 5478 2 fAH K (r=-0.745.-0.579 . -0.476,, P<0.05) . ZEit I
PSP.IL-10,CCL-17 74 2E JL K & %Y GBS W I AE S5 T8, 065460 0 ] 15 A s DR % B 12 Wt 4 08 6 3%
1 AR T AR S R

[EEIA] Brd LR LA B W I BEER B WIILAE ; A 8 (H AN ZE 105 8717

The level changes and clinical significance of PSP, IL-10 and CCL-17 in neonatal early-
onset GBS sepsis

WANG Jiali, PENG Wenhong, XU Jingxuan*

(Department of Clinical Laboratory , Danyang Maternal and Child Health Hospital, Danyang, Jiangsu, China,
212300)

[ABSTRACT] Objective To investigate the level changes of pancreatic stone protein (PSP) ,
interleukin - 10 (IL - 10) and chemokine 17 (CCL - 17) in neonatal early - onset group B streptococcus
hemolyticus (GBS) sepsis and clinical significance. Methods A total of 90 neonates with early-onset GBS
sepsis from February 2018 to February 2021 in Danyang Maternal and Child Health Hospital were selected as
the sepsis group, 30 neonates with GBS infection during the same period were selected as the GBS control
group, and 30 healthy newborns as the healthy control group. The levels of serum PSP, IL-10, CCL-17 and
their clinical significance were analyzed. Results Serum PSP, IL-10, CCL-17 in the study group were higher
than those in the GBS control group and the healthy control group, and the GBS control group was higher than
that in the healthy control group, the difference was statistically significant (P<0.05). Serum PSP, IL-10,
CCL-17 were positively correlated with neonatal GBS infection and neonatal early-onset GBS sepsis (P<0.05).
The AUC of combined diagnosis of neonatal early-onset GBS sepsis was 0.927, the sensitivity was 90.00% ,
and the specificity was 80.00%. The diagnostic value is better than the diagnosis of each serum indicator alone
(P<0.05). The levels of serum PSP (16.57+4.38) ng/mL, IL-10 (54.37+13.14) pg/mL, CCL-17 (368.41+

KARB Ll A REAHR B (K2019024)
V& AL S IR T 4 SR IR A B A i 3, SRR 212300
*ABATVEF AR BAT, E-mail : xjxhy@163.com
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92.25) pg/mL in the cured children were lower than those in the improved children and the ineffective children.

The improved children are lower than that in the ineffective children, the difference is statistically significant
(P<0.05). Serum PSP, IL-10, CCL- 17 was negatively correlated with the curative effect (r=—0.74, —0.579 ,
-0.476, P<0.05). Conclusion Serum PSP, IL-10, and CCL-17 are abnormally elevated in neonatal early-

onset GBS sepsis. Combined detection can be used as a potential approach for clinical auxiliary diagnosis, and

it can also provide a reference for evaluating the efficacy.

[KEY WORDS] Neonatal early - onset group B hemolytic streptococcal sepsis; Pancreatic stone

protein; Interleukin-10; Chemokine 17

B J% 5% ¥k i (Group B Streptococcus, GBS) J&
— T SR A B T 2 P 2 R g 14 3 S Ji
wWz—" gt A2 GBS Al 1 ik
10.1%~32.4% , B4 )L K 7 GBS MUMILAE % 2E R A
1.6%~2.1% ' H A, $ 3835212 Wogh A2 L 5 8
GBS W IfILAE 4 4 b o, JELRS 0 Jo] S 54, o i S 81
W2 LR g AR . DEOIESE A R
(Pancreatic stone protein , PSP) 1] F - 8% 4L M %3 9%
LW SO AR . 40 A 3R -10 (Interleukin-
10, IL-10) J2 Il R 8 UL A& A S92 S W AH OCHR A , 7]
A R R G 2 2 1 SR RS . B
17 (Chemoattractant cytokine ligand 17, CCL17) A
i 1 4k Th12  Th17 26 i K 36 5 1 T 26 Jifd 22 41 41
P05 B AL, TE JR BB A S Hh kA4 A
R AR S = FE AR A LR & B GBS UIMLAE H
MG RSB Rl . Ak, AW 5T 244K 5%
PSP IL-10,CCL-17 7£47 4 JLF- % 714 GBS W IfiL 4
HA K2R Sl PR o R i

1 ABSHE

1.1 %R

BRI BH T A4 PR BE 2018 4F 2 H 2 2021 4
2 1 90 Bl A= )L & 7% GBS W Ifi e £ ) LAE Sy I ifit
S, Ho 5 55491, £ 35 491, B -F-341 (37.06+0.42)
JA AR 1 (3.36+0.51 kg 5 dE#R R 15) 30
B A= L GBS &4 B LAE A GBS 41, Hid 55 19
B, 4 11, B IS 37.15 JE A AR S 1
3.29 kg 30 g R A= ) LAE A f e s RE 2, b B3
20 B, 2z 10 6], Bl ¥4 (37.10+0.48) J& , A= A H
F-4(3.41£0.67)kgo 3 LR RS AR AT EE Y
Mral b, 22 5 G 2F 7 L (P>0.05) . IAFRHE:
OMIMAELH GBS 41 28 1fi 55 F#E 54 GBS Ja&ke,
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Table 1 Comparison of serum PSP, IL-10 and ccl-17 levels
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Table 2 Relationship between serum PSP, 1L-10, ccl-17

and neonatal GBS infection
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GBS I IfLIE B AUC M 0.927 2 Wi M (08 T 4% 1L 7

EAr 2T (P<0.05) . TLIE 1,

ROC illi £k
e =S
- PSP
08 o IL-10
A CCL17
0.6 [ —T LISey
i BH%

0.1

RS (%)

04 F

02

0 20 40 60 80 100
S (%)

1 Mm% PSP.IL-10,CCL-17 X #7 4 JL B & B GBS W1
fiE 12 BT (B
Figurel The diagnostic value of serum PSP, IL-10 and

ccl-17 in the early-onset GBS sepsis of newborn
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Table 3 Comparison of serum PSP, IL-10 and CCI-17 levels
in children with different curative effects in Study Group
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The diagnostic value of cerebrospinal fluid B2MG, CRP and CSF - NSE for neonatal
purulent meningitis

YANG Xia, LIU Jinfeng*, LU Guozeng

(Department of Neonatal Medicine , Xuzhou Children’s Hospital , Xuzhou, Jiangsu, China, 221006)

[ABSTRACT] Objective To analyze the diagnostic value of cerebrospinal fluid B2 microglobulin
(B2MG) , C-reactive protein (CRP) and cerebrospinal fluid neuron-specific enolase (CSF-NSE) for neonatal
purulent meningitis. Methods A total of 105 neonates admitted to the Department of Neonatal Medicine in
Xuzhou Children’s Hospital from March 2017 to June 2021 were selected as the research objects. Based on the
results of pathogenic examinations and whether purulent meningitis occurred, they were divided into an
occurrence group (73 cases) and a non-occurring group (32 cases). The cerebrospinal fluid B2MG, CRP and
CSF - NSE indicators were compared, data of different infection types and different disease levels were
collected, and the receiver operating characteristic curve (ROC) was used to evaluate the diagnostic value of
cerebrospinal fluid B2MG, CRP and CSF-NSE for the newborn purulent meningitis. Results Comparing the
detection of B2MG, CRP and CSF-NSE between the two groups of children, the difference between the
occurrence group was significantly higher than that of the non - occurrence group, and the difference was

statistically significant (P<0.05). Comparing the detection conditions of gram - positive bacteria and gram -
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negative bacteria, the indicators of 2MG, CRP and CSF-NSE in children with G— were significantly lower

than those with G+, and the difference was statistically significant ( P<0.05). Comparing the detection of

32MG, CRP and CSF-NSE in mild, moderate, and severe cases, severe children were higher than mild and

moderate children, the difference was statistically significant (P<0.05) , and moderate children were higher

than mild children, the difference was statistically significant ( P<0.05). ROC curve analysis showed that

B2MG, CRP, CSF-NSE and the three combined indicators for the diagnosis of neonatal purulent meningitis in
the area under the ROC curve AUC were 0.882, 0.840, 0.787, 0.890, respectively, the three combined AUCs
were significantly higher than each single indicator (P<0.05). Conclusion Cerebrospinal fluid B2MG, CRP

and CSF-NSE are significantly increased in neonatal purulent meningitis. The combination of the three can

improve the sensitivity and accuracy of diagnosing neonatal purulent meningitis.
[KEY WORDS] Cerebrospinal fluid 32MG, CRP and CSF-NSE; Neonatal purulent meningitis
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Table 1 Comparison of cerebrospinal fluid test indexes

between 2 of children (x+s)
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Table 4  Analysis of the diagnostic value of 32MG, CRP
and CSF-NSE detection indexes for neonatal purulent

meningitis

215 n PB2MG(mg/L) CRP(mg/L) CSE-NSE(U/L)

KN 73 2.99:+0.54 18.05+3.91 53.76+9.45
KEkAH 32 2.21+0.39 13.76+2.01 44.49+6.06
X 7.364 5.865 5.101
PAE 0.000 0.000 0.000
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Table 2 Comparison of indicators for 2 different infection

types (x+s)

215 n B2MG(mg/L) CRP(mg/L) CSF-NSE(U/L)
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Correlation of miR-146a, CRP/ALB, Th17/Treg level monitoring and efficacy in children
with Hp infection-related gastritis

ZHANG Jing'*, LI Changjuan®, XING Yajie'

(1. Department of Pediatrics, the First Hospital of Handan, Handan, Hebei, China, 056002; 2. Department
of Gastroenterology, the First Hospital of Handan City , Handan, Hebei, China, 056002 )

[ABSTRACT] Objective To investigate the correlation of microrna-146a (miR-146a), C-reactive
protein/albumin ratio (CRP/ALB) , helper T17 cells/regulatory T cells (Th17/Treg) with gastroscopic
pathological changes and curative effect of Helicobacter pylori (Hp) infection associated gastritis in children.
Methods 80 children with Hp infection related gastritis in our hospital from January 2017 to January 2020
were selected. They were all treated with omeprazole triple therapy. According to the curative effect after 2
weeks of treatment, they were divided into the good curative effect group (n=65) and the poor curative effect
group (n=15). The clinical data, miR-146a, CRP/ALB, Th17/Treg levels of the two groups were compared.
The influencing factors of curative effect of children with Hp infection related gastritis and the relationship
between miR-146a, CRP/ALB, Th17/Treg levels and pathological changes under gastroscope were analyzed.
The predictive value of miR-146a, CRP/ALB, Th17/Treg levels and pathological changes under gastroscope for
curative effect of children with Hp infection related gastritis was analyzed. Results The proportion of children
with course of disease = 2 years (80.00% ), chronic inflammation under gastroscope (93.33% ) , active disease

(66.67% ) and intestinal metaplasia (66.67% ) in the poor curative effect group were higher than those in good
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curative effect group (46.15% ) (P<0.05). The levels of miR-146a, CRP/ALB and Th17/Treg in the poor

curative effect group were higher than those in the good curative effect group (P<0.05). Course of disease = 2

years, miR -146a, CRP/ALB, Th17/Treg levels, chronic inflammation, activity and intestinal metaplasia

under gastroscope were independent risk factors for the efficacy of Hp infection associated gastritis in children
(P<0.05). The levels of miR-146a, CRP/ALB and Th17/Treg were positively correlated with the pathological
changes of children with Hp infection related gastritis (P<0.05). The area under the curve (AUC) of miR-146a,

CRP/ALB, Th17/Treg levels and gastroscopic pathological changes in predicting the efficacy of children with

Hp infection related gastritis was 0.964, which had high predictive value. Conclusion The levels of miR-146a,

CRP/ALB and Th17/ Treg are significantly correlated with the pathological changes and curative effect of

children with Hp infection associated gastritis and can assist clinical prediction of curative effect.
[KEY WORDS ] Hp infection-related gastritis ; microRNA-146a; CRP/ALB; Th17/Treg
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Lp-PLA2 . Hey K v-GGT £ T 5 g4k P41 2 5E i)
ek B R 3 X

KRR PR FRMER AT

(8 Z]1 B MBS HHEHIEEE A2 (Lp-PLA2) | [a] B & BR (Hey ) B y-45 & Bk 55 ik
fifi (y-GGT) £ T JH 8 kA Ak P4 ZEE (ASO) i 35 SR IR X o ik WEAPBE 2017 4F 1 J1 & 2020
A1 A IR RY 112 1) ASO B & 41 A ASO 4, 53 W [R) J 52 il {4 K 119 e B 2 4 AR WP IRAL . Sit
ASO B3 B 5 (ABD) K/, 3 HE B AS TR) A Lp-PLA2 \Hey & y-GGT /K- £l s B, ok H
Spearman A IME MR M R 5 ASO BB RIAI N, 458 ASO 4H Lp-PLA2 Hey & y-GGT
K W T AR, 2R AH S H % B X (P<0.05) ., ASO 83 Lp-PLA2 .Hcy M y-GGT 7K ¥ :
[ W< H<MY], 2 F W75 iH2FE L (P<0.05), ABI<0.43 # 50 #il, ABI>0.43 # 62 4] , ABI<0.43 ZH
Lp-PLA2 Hey K y-GGT /K -1 i 2 25 T ABI>0.43 41 , ABI L T* ABI>0.43 21 , 25 S Y75 G i34 35 L (P<
0.05), FFEMEP el R, Lp-PLA2 \Hey . y-GGT /KF 5 ABI ) B A 56 (P<0.05) . £5if  Lp-PLA2,
Hey & v-GGT ££ ASO M2 R £ ik, H 5 ABL BA7 — & AHOCHE , A &5 1 3 I8 F vl 45 500F Al ASO
SRR R
[EEIA] AR OHCBERREG A2; [FIBIE ISR s v- 77 2 Bha% BRAG ;T Rl IKAT Ak PA) ZE

The expression and clinical significance of Lp-PLA2, Hcy and y-GGT in patients with
lower extremity arteriosclerosis obliterans

ZHANG Wenwen, SUN Canlong, WU Yanqing, SHI Hongtao*

(The First Affiliated Hospital, and College of Clinical Medicine of Henan University of Science and
Technology , Luoyang, Henan, China, 471003 )

[ABSTRACT] Objective To analyze the expression and clinical significance of lipoprotein-associated
phospholipase A2 (Lp-PLA2), homocysteine (Hcy) and y-glutamyl transpeptidase (y-GGT) in patients with
lower extremity arteriosclerosis obliterans (ASO). Methods The 112 ASO patients admitted to this hospital
from January 2017 to January 2020 were selected as the ASO group. In the same period, 52 elderly people who
had a physical examination were selected as the control group. The Ankle brachial index (ABI) in ASO patients
was counted, and the levels of Lp-PLA2, Hcy and y-GGT in different groups were compared. Scatter plots were
drawn, and Spearman correlation analysis method was used to analyze the correlation between the above factors
and the condition of ASO patients. Results The levels of Lp-PLA2, Hcy and y-GGT in the ASO group were
significantly higher than those in the control group, and the differences were all statistically significant (P<
0.05). The levels of Lp-PLA2, Hcy and y-GGT in ASO patients at stage | were significantly lower than those of
patients at stage Il and Il , and the level of patients at stage Il was the highest, and the differences were all
statistically significant (P<0.05). 50 cases had ABI<0.43, 62 cases had ABI>0.43. The levels of Lp-PLA2,
Hcy and y-GGT in the ABI<0.43 group were significantly higher than those in the ABI>0.43 group, and the

A AA . T AR XA ST A (LHGJ20171161)
Vet ln . TaMABRFERESR, TOREKRFE—WEER, 7T, % 8471003
*ABATAEE LA, E-mail : xueguan2000@163.com
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differences were all statistically significant (P<0.05). The results of correlation analysis showed that Lp-PLA2,
Hcy, v-GGT levels were negatively correlated with ABI (P<0.05). Conclusion Lp-PLA2, Hcy and y-GGT

are abnormally expressed in ASO and have a certain correlation with ABI. The detection of the above factors can

effectively assess the severity of ASO patients.

[KEY WORDS] Lipoprotein-associated phospholipase A2; Homocysteine; y-glutamyl transpeptidase ;

Arteriosclerosis obliterans

T B Bl ik A £k 1] ZEE (Arteriosclerosis obliter-
ans, ASO) J& T-— Mg Yy , T2 T3 ik ok 4
1k 88 KT B B0 k-5 08l kb 7 i P 28 DT A8
A5 JBCAR H R S50 R AR 2 4 B 2 Dk A Ak 1 9 7R
TR, ASO AR S DL B KBkl
F o TR, ASO B UK L SNEHE Wik 5 2 &
TN, KRN 0.6%~9.2% , 24 KT EAFE N,
259 SRR OR Bl A5 R IR T S O 2 IR
Y7 ASO Wy M T B, B HAT — 52 J7 3, {H ASO
e BUR A B BURN FE TN Z —, HE
WFFESIUESE , 7E ASO A/ R R R, g & F A
W 5 i A2 (Lipoprotein associated phospholipase
A2,Lp-PLA2) | [A] > it & ik (Homocysteine , Hey )
By - 4% 2 B % K (v -Glutamyl transpeptidase ,
v-GGT) 55 K F il 5 mEZ WM A, AR50k
i — 2 R AR EANFZE AL 3 ASO i
TR RINE O S BARIEWT .

1 ARSI

1.1 —BgeR

WO AR g 2017 4F 1 H 2 2020 4 1 H WA Y
112 5] ASO B HVEH ASO 4 . W AbRIE: O
BEIFFA ASO M2 WibR " QI R 7T R 782
TCHRAR B 2 s QPR A T BrE B AT T i B 55
TEER s D4E R =00 %, H L IREER . HERbR
#E - DA I M W IR R Q& I ™ H AT
BB R MR A s BT RSCBRR IDK 1fi A% S ™ E
B R B 597 @B ks e . B 1T, &
35 B, - Y 4E I (64.63+£8.49) % 5 7 M 1K & 45 %L
(24.15+3.23 ) kg/m’; Fontaine 7337 . 1 3, [A] Bk
BEAT 38 4l 5 T 1A, £ ECA #5043 1) Y, A8 2
A 7 SR 31 6. 53 e IR 52 5] A A ) gkt
FREZAE AR R RRL, B 40 4], 2 12 191, S 24 4E 0%
(65.25+9.01) % ; F-HARE 8% (23.51+2.42) kg/m’,
PILL PR AP IS 55— PR LR 22 7 RS
X (P>0.05), AMF5T L BE B 5 2 10 B 2% By 2541t e
Wi, Z IR E S E SRR,

1.2 ik

H R A A2 K # 5 mL A5 I8 A JE # K
I, & F 3 000 r/min B K &0 10 min, &0
£ 10 cm, Bl J5 fhH B 20, BT -80C M 5
R T . Lp-PLA2 R I HLST b b i 460, Hey .
v-GGT 2 FH g 5% £ 98 W B RS, 3750 &5 2 v g
AR Y R L T A 2D TR e IR B
FBHAT o
1.3 WEFE R

D H % Wi 4 Lp-PLA2 \Hey & v-GGT /K-
@115 ASO & ABI K/NE I, 3 HL# A T
ABI K/ Je AN ] 43 191 f8 3% ) Lp-PLA2 | Hey &
v-GGT /KF-. ABI &t : % H 8MHz £ & )12
i S 0T I Bk WA e e AT I £ B A R R i
ik R s Ik HE 3 ik 5 15 3 ik 2 182 B 3
ik 8 50 e e P AL A SR S N B s bk 5
KU s e 2 b R BRI 48 5L . 5% Gregson 45
SCHR L DL 0.43 A BR ¥ B3 40 i ABI>0.43 41,
ABI<0.43 41 .
1.4 GiteFk

K H SPSS 22.0 Geit A AT 48140 pr i i
R (3 +5) Fom , 47 e K2 30 5 #H MR spearman
PRI EE , DL P<0.05 N 2ZE S A Gii¢E L,

2 #R

2.1 ASO 4]  XfH&4] Lp-PLA2 Hcy M v-GGT /K
Tl
ASO 4l Lp-PLA2 Hey M y-GGT /K-F#4) i & &
TR, 22 A G AL (P<0.05) . WL 1.
&1 ASOHH. 3T Lp-PLA2 Hey & v-GGT /K FE L%
(x+s)
Table 1 comparison of Lp-PLA2, Hcy and TNF - o
between ASO group and control group y- GGT level (x+s)

%  n Lp-PLA2(pg/L) Hey(pmol/L)  y-GGT(U/L)

ASO4H 112  64.76x7.15 26.53+3.84 40.36+7.23
XTHRA 52 26.87+3.63 10.63+2.31 22.41+2.44
A 36.074 27.603 17.423
PE <0.001 <0.001 <0.001




BB SIRIT 4G 20214E10 7 #5134 551081  J Mol Diagn Ther, October 2021, Vol. 13 No. 10 - 1597 -

2.2 ASO AN A] Fontaine 43 #] H % Lp-PLA2 Hcy
Je y-GGT /K He 8
ASO #.3# Lp-PLA2 Hcy M y-GGT /K- T i<
<], 2539 GeitA @ L (P<0.05) . WL# 2.
2 ASO A [E Fontaine 43 #i 835 Lp-PLA2 . Hey K&
v-GGT /K FE L& (x+s)
Table 2 comparison of Lp-PLA2, Hcy and Hcy in patients
with different Fontaine stages of ASO y- GGT level (x+s)

ms Lp-PLA2 Hey y-GGT
(pg/L) (pmol/L) (um)
I 38 55.25+4.21 19.68+3.67 28.66+4.99
i 43 603.25+£7.46" 27.54+2.19" 41.63£8.59"
1 31 78.51£10.32" 33.52£6.34"  52.94+10.03"
F1a 82.700 95.570 78.800
P{H <0.001 <0.001 <0.001

W5 TR, P<0.05; 5 T L, °P<0.05,

2.3 ASO AN [A] ABI K/ # 19 Lp-PLA2 | Hey .
v-GGT /K~F- f ABI b4

ABI<0.43 # 50 ffl , ABI>0.43 # 62 fi] .
ABI<0.43 #H Lp-PLA2 . Hcy [ v-GGT /K -4 g %
= T ABI>0.43 41, ABI il T ABI>0.43 41, 22 71
HE T 2EE L (P<0.05), WLF3,

%3 ASOAR[E ABI AK/NEHM Lp-PLA2 Hey.y-GGT
KFR ABILEE (v +5)
Table 3 Comparison of Lp-PLA2, Hcy, Hey in ASO
patients with different ABI sizes y- GGT level and ABI (x + 5)

Lp-PLA2 Hcy v-GGT
(pg/L)  (pmol/L)  (U/L)
ABI<0.43 %1 50 72.63+8.14 31.71#6.11 45.63£9.84 0.25+0.06
ABI>0434]1 62 58.41%6.35 22.35£2.02 36.11%5.13 0.63+0.11
tHH 10.387 11.329 6.592 21.926
Pl <0.001 <0.001 <0.001 <0.001

2151 ABI

2.4 Lp-PLA2 Hcy.y-GGT /KF5 ABIAHIE: /04t

AHIEPE M HT4AE B, Lp-PLA2 (r=-0.587) .Hcy
(r=—-0.641) .y-GGT(r=-0.465) /K ¥ 5 ABI ¥ & 11
I (P<0.05)

3 it

H A ¢ ASO &I AL 8 SR, N )
BE 52 A 2 2 A= ol ik oks AR 1 Ak 10 R 400 35 4, 5 3l ik
SRR A I REOCR B Y], IEAESR, N i
P OB 2E U 5 52 TR AE A W T, o —Fh 27
iR PR 2= Uk, B AN G R B, A
TR B ke 1) ASO HL % I8 38 v T A e,
ik 70%"" . Lp-PLA2 Hcy M v-GGT %54 924 H -+

5 ASO ZHM KR T35 ],

Lp-PLA2 2 — il il 6 2 W 04, PR S
LW 5 150, B DR 20 B AE 32 3 S R 25
ﬁ&%é}ﬁé 2 B 43 W A2 B 9 RE A A I

"', Lp-PLA2 X & L IR 8RR B A K Ve, HoAE
Jﬂzfﬁ%/\ﬁmmmﬁa_ﬁ% 13, 51 B A M 12
T, o8 96 K 40 % A= OB, O AR 0 sk ok A A
M, BB AT R R B, A AR S ko A g
fb#& Lp-PLA2 /K V-2 3% LT, Lp-PLA2 —E R
EB5 T Sk RE LG B L RS L. Hey &
— PP s R, R R A R T R . =
Hey 23 S 8008 N B2 7= AR 52 B iR 5 L Sk 55 4
H 2, O B S BO5 BR A H R R RS 5E J1FEAIC, 5
RSB 1 A0 407, O I 3 g e D 2T 4 5 (] s ] Sfl 8 o
WOV LA M3 A R RE AL BB R, 2 S i
AL AT G R R 22—, Kozakova %55
it WA BEH ASO [ 5 EBEH ASO [ 1Y Hey
KOV, BILPTAL LA 25 A et 22 3 7E ASO i
HEAFBBh Hey B E#EERH . v-GGT R EAELE
FAEBFIER G, S5 & MBS E s i S5
TR R —E XA, ﬁ‘fciﬁﬁﬁﬁﬁéiﬁimﬁ
v-GGT W] E R T Ox 1L 45 3590 1 A A A i
H ATl ik el ks ks RE A Ak b 34 % A v—GGT
IEVERIL 1T v-GGT IR BE i 2 1 AU S
INF, T ARV % B A 1 A S VK ok AR s A B A
EH, L v-GGT 2 5 T ghlikils Herfb ', i —
A H AR R A 43 1 L ABL K/ B9 ASO i
Lp-PLA2 Hcy & y-GGT /KF % 8t , AR 434 . ABI
KN ASO 3 BRI F/KF L 2 R A G i
B S, O Lp-PLA2 Hey M y-GGT 7K

FIREAETEAL ASO Ji i /™ H R B 11 RLFE A

ABT S DAk JE] Rl LA A 2 99 s 70 A )
— AT T B, FLAR B T BR T AR IR L 4 B
T2 Jok BE 5 £k 25 PR 28 X6 J I 46 X6 L 1) 5% ]
AT 858 A TR i 2 IR T Ik e i ) s A8 AR T
A B 58 38 1 43 BT Lp-PLA2 . Hey . y-GGT /K F 5
ABI A 6, % B Lp-PLA2  Hey .y-GGT 7K -
A, ABTEEIG , 2 35 UM G o ABT R/ s il
ASO B - E AR, BI85 ABL UG , o5 17 ™
# , [A] i} Lp-PLA2 \Hey . y-GGT 7KV # 5 , 5L 2 IR
SR A WY Lp-PLA2 Hcy .y-GGT 7KK T, ASO
()RR % . iR T ATV A iRl ASO ™ 5
FEEE AL YIHE AR
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(# E] BH S0 —EAEEE5 5 RIL AT e EOR I K 282807 5, R K8 % & i HL b4
Fo Ak AR B R E S IR LTRSS T AN SR AR B O A B
9 3 R SR AR i A T R SRR AR ST R AT S B 1 . SR T, S O E , R KBS ILIG
TR 22 B AH 06 (B0 5L F] HES7 177 ¢.67AT>C (p.F225S ) 4478 5 % A0 45 4% Wlis A% A A Bk, i 5 43 1
T, A5 S A7 R (A A 0 G — S R L AR 25 e A e i A . 858 HES7 3 ¢.674T>C
(p.F2258) v 4l A 58 MRS FEUR LB K B R E MEURH R, 5 IVEPEHER B & B A4 (SCDO4)
PRI I K A

[KER] mlm e, VARG HE S AT A4 ; HES7 3K

Application of high-throughput sequencing in the diagnosis of a rare case of spondylocos-

tal dysostosis

ZENG Yukun'?, DING Hongke"*, LIU Ling'*, YU Lihua'*, ZHANG Yan'**

(1. Medical Genetic Center, Guangdong Women and Children Hospital, Guangzhou, Guangdong, China,
511442 2. Maternal and Children Metabolic - Genetic Key Laboratory , Guangdong Women and Children
Hospital, Guangzhou, Guangdong, China, 511442)

[ABSTRACT] Objective To analyze the possible pathogenic genes and mutation sites of a fetus with
abnormal ultrasound structure to provide guidance for clinical genetic counseling. Methods Medical exome
sequencing was performed on a fetus with abnormal spine dysplasia detected by ultrasound, and bioinformatics
methods were used to conduct amino acid conservative analysis and protein secondary and tertiary structure
prediction at the mutation site of the disease - causing gene to identify its pathogenicity. Results The
pathogenic gene HES7 and the homozygous variant c.674T>C (p.F225S), which are related to the clinical
manifestations of the fetus, were discovered. The locus was inherited from the parents. Through analysis and
prediction, the mutation site can make the secondary and tertiary structure of the protein more significant
changes than the original structure. Conclusion The homozygous mutation at the ¢.674T>C (p.F225S) locus
of the HES7 gene may be a pathogenic factor leading to fetal spinal dysplasia, and is related to the occurrence
of type IV spondylocostal dysostosis (SCDO4) disease.

[KEY WORDS] High-throughput sequencing ; SCDO4; HES7 gene
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S G L SR ACBE SR P g e 2 0 A4 5 ik A T R
I, e S Bt Xk e B 32k PR A S 67 e 2R AT B0 P T
53T, RS 45 R A 2R A N B e PR 15 A R AT 38
Feig i Bt TR AL TR KT

1 ARMNKREFE

1.1 S EBoR

210,29 % 2419 Ji], 2019 47 8 H R & 2R
JG LR B 55 kAR B Rz W b iz .
W25 R BRI )L BoE FEHERAS 55 HEAR RN
—, M HER SR RGBT B4R 4 (29 56 mm)
(E 1) ZZEG AR 2013 & H 8 HE -
B ZAIE L, 2017 45 B DR S & G LB A
24577, 2k e AT K G R R o T K
P e AR TR 51 3 PRLES B Rz ( chromosomal microar-
ray, CMA) , BIR WL 5% o it — 0 e s A, 38
I >R FH e 8 £ I 1) VR X A I AR N KSR DA
KRG ILEA T R0 AT 5 50 o

A SFRRLE HEMER IR — 5 B oW AR 4% (56.6 mm) 5
C ML A B HEHIASE AR/ — , 2 MR Rl
1 RILBHEBEZGE

Figure 1  Ultrasound image of fetal spine

1.2 FiE
1.2.1 DNA 21

fii & — e DU 20Tk — P Br st A8 i B e i A N
K L FAME M A 3 mLo >R H I i FE P 41 DNA £
B & (3 A2 YR e A BR A | L 35
F# 3 1) 2 K FEAR SR H Qiagen DNA MINT Kit 50 it
& AT DNA 48 5, 48 B 4= 55 8 20 DNA 21
H nanodrop2000 ( Thermo, 3¢ [ ) &1 , 41 Ji] 1fil. DNA
K T 80 ng/pL, 3£ 7K DNA K T 100 ng/pL, A260/
A280 7E (1.8~2.0) Z 1], F=20CH{RAF 5 H o
1.2.2  FIRFEARRRATG YL 3

K PCR- T 448 FL Uk 12 W] B Az 0 s LN
2% 13 AN DR Z 2R84, B 1k PR JR 5 Y
Mo iERE,
1.2.3 BEFINEFAT5) 58

HE B A4 J S T A1 1 42 5L R 4 DNA K
7K DNA #5100 L, 36 22N g Az P 2 il A FR 2

A AT 5 B AH OC Y 4 000 S 2156 K 4w i b
DI S ANZE D 91 53 i o DU 5 R A5 0 S s
KA i BWA BRKAPFHEA TS LR, 2R GATK
Fl Var Scan B0 AR S A TR G RAL T IR Z
251 (single nucleotide polymorphism, SNP) . i A 5
R SR TR RS A . A Annovar
A AN E R e A T 28 S R, DAPEAG 45 8
()75 A8 S B 52 e o AR A A BT 45 2R, 2% db
SNP iz P2 HGMD s a8 H AT A EOR 28722
1.2.4  Sanger I 7 5 1E

HR P 28 B 27 A1 i 41 5 i DY ) A p 4
S, i ] Sanger W 5 5 2 6 1 )L S A BE A2 S Ao
ST UE . SR FH Primer5 AT W, FH R
4 B 4 [ ) (PCR) 2 R 4™ 18 HES7 JE P (NM_
001165967 )78 5407 15 ¢.674T>C (p.F225S ) A 1w 4 i
T B P51, 519 R R — I | M 3 R
ABRA G B, 51951 : HES7-EX4F : CTTGG-
TATCTCTGCGCCC, HES7-EX4R : CCTCGGGCT-
GGAGTCTCTAC. #% LK &9t 17 #E47 PCR 9
4 . LATaq IR 12.5 pL, #3605 pL, IE
519145 1 pL, FEZA DNA 1 L, TR K 2 25 uL;
PCR I 251 0 94ACTHUEE 5 min; 94T 30 s,
62CiR K 30 s, 72CHEAH 40 s, PEAT 40 MG ; e )5
72°CHEfH 10 min, PCR ¥k 2 K —WEIL | JH 5k
RIRH A BR A 7354 T Sanger )7 .
1.2.5 BSOS BUR ST
1.2.5.1  RASHRF LI TR ORFIE T Jlad
B PR A R EL A ACERYE B A [R) W 1] 2 7 o5 2
FRORSFIE ST , LA 7R 58728 DX BUR 75 5 BE AR ST o
1.25.2 HHAR—REH X007 it TheEx-
PASY # {f: ¥) Protparam T H (http://www.expasy.
org/tools/protparam.html ) ¥ 1F % £ F M2 A8 8 FH 1T
AR
1253 HEH “HAM XT3 Hr B H] TheEx-
PASY (http: //www.expasy.ch/) Fll £ [ JiT — 2} 25 #4)
T 4% 4 predictprotein (https : //www.predictprotein.
org/ ) Xt 85 [ Z A5 AT 00N A EE X, 23 A 45 )
IEH 5 548 B TR 7R S o B 2 15 25 il =
SER IO, TR AR S AR SO M
1.25.4 R ZHAXS AT 1V JH SWISS-
MODEL (http: //swissmodel.expasy.org/) X 1E %
98 A8 85 1 = 045 A 30 47 S80I R0 LG X, ) 20 4
Wr 2 A8 X HES7 £ 1 = Z5 ) I S2 g O, it — 20
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HEM S S A BORTE

1.2.5.5 PolyPhen-2 FAF0 AR S0 A A7 AR B0 P
18 38 SR B4 polyphen-2 TEZE M ik (http : //genetics.
bwh.harvard.edu/pph2/) , ¥ R ZL 3K fr A AH A5 E
XS S A7 a5 R AT B0 P T 43

2 HR

2.1 EAEANE AP
211 Rl TR T S8

S PRI A I DX ) 7 55 A A S PR 2 h B0 L
il B 14 4 000 S FHICEE ], 74566 -4 it X84t
A 12 424 088 MBI KL . V¥ 5 IR 256+/-
180X, KT 10X A i X [H] 1§ 97.4% , KT 20X B
X (8] 7 94.4% , 2% )7 5 A5 : GRCh37/hg19,
2.1.2 I A1 TG I 2 AR 4

38 ot B s 3 B Sk BLSE I HEST SR AE TR
(NM_001165967)c.674T>C(p.F2258 )i 54l 578+
2.2  SangerMFHHIE

X} PCR P #yifA 7 Sanger MJF , KIS CUE# HES7
I ¢.674T>C(p.F2258) Al 78 5, AR5 ki
SRS S EE I P RS IR 2,

| ‘ A AR
\ AANAANN ANV

‘ WA AV WA A WL Y
¥ A &3 HES7 3 ¢.674T>C (p.F2258 )Wl )7 141 ; B B} 32 HES7 3k
K c.674T>C (p.F225S) W J¥ & 5 C )i JL HES7 %&£ A ¢.674T>C
(p.F2258),

B2 HES7EA c.674T>C(p.F225S) i & sanger iUl ¥ B
Figure 2 Sanger sequencing of ¢.674T> C (p.f225s) of

HES7 gene

2.3 RS S BRI HT
2.3.1 AT A SR PP RS A

i o A RS 7 43 HES7 3 1R 55 225 i
RIETRAE T A R AP RSP . DL 3,

L« 20077 HE 55 15 Sk T Ak S 57 5 P 1 5 0 1 4 ) 2 R TR A S T
Py e i Py AL
3 HES7£[& c.674T>C(p.F225S) 7 7[5 4 Fh i8] 4R <F 1
S
Figure 3 HES7 gene c.674T> c(p.f225s) conservative

analysis in different species

2.3.2 HH—RLE X

i 3 TheEXPASY #% 1 1Y Protparam T. H it
BT IE R R R R AR E A
JUE
2.3.3 HEH BN R a8
X R BE MW  BIES B EAMELL T
AL C R PP AR TG B =45, D RoR R
ARV B =R, BT e KB C 5 D 45l
KA TS [ 45 0 224k (i Sk TR AL ) o I
Kl 4,

T A AR BRI A TS B OISR R A S H R
B4 BFERESRTHEBARMN-RENS =REMEITE

Figure 4 Comparison of secondary and tertiary structures of

wild-type and mutant-type proteins

2.3.4 PolyPhen-2 3k {:-49) A Tt 4%

P T ID 5 5 AR A AR B N R R
(1) 24 FE 12 1 5 S A RE L7 ', B0 28 0 A {6 A
0.957, WKl 5,

F1 FEBRRTABUERIIE

Table 1 physical and chemical properties between wild type and mutant type

U 24 70 5 A TR PR AR A BN L

Eibl]l RN

AXS o F B R B PIE

THERE BPHIOKEE ARl IR RS A RERE

PP/ CUEH™IN*O™'S° 25 280.21 3 586.00 10.49
ZEASRL CUEHTINMOM™SC 25 220.11 3 577.00 10.49

21 220.00 -0.659 30 /Nt 74.00 76.45
21 220.00 -0.67 30 /N 74.00 76.45

1 ¢ il i TheExPASY 411 Protparam T L THIN 245 {if J5 25 57— 2 45 40 BRAL M 5MH DG A8 AR 10 AR FL 1 2 o
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This mutation Is predicted tobe PROBABLY DAMAGING  with a score of 0.957 (sensitivity: 0.78; specificty: 0.96)

T 7R 2 {8 ] PolyPhen-2 #4500 I 1) 7T 58 3500 14 , J3 (1 Bl 42
I, ATREMEMR
& 5 PolyPhen-2 il HES7 B & ¢.674T>C (p.F225S ) i &=
TRER AR
Figure 5 Polyphen-2 predicted the pathogenicity of HES7
gene ¢.674T>C (p.f225s)

3 it

SCDO J&—Fh ULy S Rl B 8% R & 5+
w AN & T b R rh AR (e, B SM
5 WL RN I A A i A 2 20 ) e 4 T A, 4 A A
BRE AR 5k B, AH O A K B N o
%14 : DLL3(SCDO1:MIM277300) ,MESP2(SCDO2:
MIM 608681) , LFNG (SCDO3: MIM609813)
HES7 (SCDO4: MIM613686) #1 TBX6 (SCDO5:
MIM122600)“ ", 5% & X $L 3L K 354 Noteh {5
3 [ 1 T B B 43, 1 Noteh {5 518 Al 1 I8 1
B TR A4 R 22 240 L ) 3 AL R DI B L 2 1T 4
B B R B R A R R,
MZAGE 5 SRR B AT E .
H i E N A5 SCDO A SR AR i/ L, IR
TG SCDO Af4idia . AMIEhii A HES7
FLRAN T 17p13.1, 3 4 4B F, J& Noteh f5 514
S B DAL T A R A R O T
S 5B IER KT . XSRS HES7 5
IR 34 38 75 #1455 LENG (Notch {5 510 J A% .0 FE X)) 55
2SR S RIAR A = A B R R (AT
(5315 RE" . Sparrow S5 HFSY K I HES7
T AYEUR R A S SR A B , Bessho S5 TS
RIVFERIR HES7 5 0/ N PR AT 0 15 AR SE
SIER T, A B FEHER) ™ BRI .

AW 5T Hh R P S A R BAG  LAE A B S
HLOAEARANNE ZRAFERERERIL, XL
TER KRR FHRIZ S TR AL &= T
R B AEPEBN  H LK G ik & CMA £
MZERIB KR KT o it — PRI T RREER
o LA 5 2k FH v T ) R R AGL
A BRI IR AT R R, e A AE HEST 2
FRBT A5G LS R AV YA O AR A7
Mo I A B S AR R R TR B AN R )
Fofr ) e B DR ~F AR O, 28 A8 i S 8 R R A

PRI, ZREEH 5 = A5, 455 A DS T 45
L 25 FIB o BT I I A 55 500 A8 S A6 a5,
AT REPE R, S G L) S0 R R %Y .
HFREEHEMBEREAENHE TrE LR,
HrE WIS HES7 5K 5301 SCDO4 A A 9T
AR, AR 5 WL LB B2 T,
WSRAEIE AL B IR B A A2 50 A T2 W, B
0 R R ICEEAFAE RN XE RIS AU o i
J7 14 5 J A S A A T PR A2 e rh R e 1) 2R
RS, (AR AR AR I ARSI A H 2 = DL B PR 35
A9 (A2 T rh R B BRI 3h i B R A e —
R e KR I BUAS AN IR %, v s H AR g 4
J 2 i SO TR 3 7 LB A A A S B 5L
A R B A B R B AT O A PR IS T M it
BB L TR EARE . AR BARTE—E R
BB T T BRI 3 R AV A5 AR T S AT
BB F UM B0 rAS , P iR 1 aRak )
e S Y B A A T — 20 B R AR S A S R Y O
FXAEAMNR N — RN

SE 3k
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CD64 . SAA Je PA K iMIAE 7]y JLIPIR i ik 4 % 512 hp
Hid v H

R KEE BEmt LE ISR

(# ZE] BH Srhdkigiii CDo4(CD64) | I JE M HEH H A(SAA) Ui A F1 8 11 (PA)
AR /N LI 3 8 e S e Wi i i AN (B . 73k BEHL 2018 4F 1 H £ 2020 4 5 H AR B UIA Y 106
WP I R g S8 LA SR RS 2, AL S92 30 5 R e 45 R 00 A A T R A 21 (n=54) R 75 B e 4 (n=52) . Ji ik
08 151 [R) 30 T 2 B 422 3% fat R PR RS L 235 SR 1E o A LBV e R R4 . HL3e 4% 41 CD64  SAA (PA K,
THR = W PR, SR FH ROC [ ITAG A R 2 W1/ JL 2 i 40 TR P RE WG IR UL [ 3R . S8R WiFoR
2 CD64  SAA 7K -1 T X R4, PA K MIE T X B4, 22 F 396 S it 24 3 L (P<0.05) o 4 Bk e 4
CD64 . SAA K15 Tkt UL 4, PA AR TR 2 B e A, 22 A it 2 2 L (P<0.05) o 2 T 2% e
ZH Ky CD64 .SAA \PA FH1E2(96.30% . 100.00% .98.15% ) 5 T 2512 YL 20 (86.54% .92.31% .90.38% ) , 25 5%
BIF Geit 28 L (P<0.05) ., CD64 .SAA PA = FH KA KM R R 555300 0 91.65.92.45, 5 T =&
B (P<0.05), Z5i&  MIESMNE LT CD64 . SAA \PA K-, T A A5 4 51| 1 35 Sk e 25 781

[XBiR] IPIRIEYY; CD64; SAA; PA

Application of CD64, SAA and PA detection in the differential diagnosis of respiratory
tract infections in children

DU Yanhui, ZHANG Xiaoying, JIANG Renpeng*, MA Yan, WANG Guangjun

(Department of Pediatrics, the Third Shandong Provincial Hospital , Jinan, Shandong, China, 250031 )

[ABSTRACT] Objective To analyze the value of cluster of differentiation 64 (CD64), serum amyloid
A (SAA) and serum prealbumin (PA) detection in the differential diagnosis of respiratory tract infections in chil-
dren. Methods The 106 children with respiratory tract infections admitted to this hospital from January 2018 to
May 2020 were selected as the research group. According to the results of laboratory tests, the patients were di-
vided into bacterial infection group (n=54) and virus infection group (n=52). In addition, 98 children who had
physical examination in our hospital during the same period and had normal results were selected as the healthy
control group. The levels of CD64, SAA, and PA in each group were compared, the positive rates of them were
calculated, and the ROC curve was used to evaluate the efficacy of combined detection in the diagnosis of acute
bacterial respiratory infections in children. Results The CD64 and SAA levels in the study group were higher
than those in the control group, and the PA level was lower than that in the control group, and the difference was
statistically significant (P<0.05). The levels of CD64 and SAA in the bacterial infection group were higher than
those in the virus infection group, and the PA level was lower than that in the virus infection group, the differ-
ence was statistically significant (P<0.05). The positive rates of CD64, SAA and PA in the bacterial infection
group (96.30% , 100.00% , 98.15% ) were higher than those in the viral infection group (86.54% , 92.31% ,
90.38% ) , and the difference was statistically significant (P<0.05). The sensitivity and specificity of the com-

bined detection of the three indicators were 91.65 and 92.45 respectively, which were significantly higher than

EAFB LA K ES T AR B (2018WS215)
Ve ttn. R 5 = ERILE, LR, Fd 250031
*ABAZAVE A F A=, E-mail : jiangrenpeng0207@163.com
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those of the single detection of CD64, SAA, and PA (P<0.05). Conclusion Determination of the levels of
CD64, SAA and PA in peripheral blood can effectively identify the types of respiratory tract infections.
[KEY WORDS] Respiratory tract infection; CD64; SAA; PA

/N LW T IR Ayl R B DL SR RE , 2
BURIETE A A S AR AL UAR TS & . i/ L
M RE R G AR LB 2 MR %, — Bk
AT R T UK RN . A5 BCR Jt
IBIT  AMEZ N LI B L T 8 B , 2 2
BAET o IR T JE S 3255 A 20 TR M S R B
YL, ZBUT AR AR 2 b A PR, oAt A
ARIEAS MY | B DL RS SE LR I R AR IRAR
XEXT P I T2 B S S 0], S B 15 1R YT I
151 PN 1 i e (L M e vl Bt By R NI
X3 /N LI A R e 2 Y S HO LR IT A & T
BEEME L, B A, kL4l i CDo4
(Cluster of differentiation 64, CD64) £E M-I H YL e
I ELAA FEEZLZ WM, I35 7E MR R 1 A (Serum
amyloid A, SAA) J& T 2 PERHA RO N & 1, S HLIAZ
P 5, W SRS B LI [FEE, M wT
14 1 (Prealbumin, PA ) % 45 £k X} I 18 3 J% e S 7Y
AR SO . AR SR AT 73BT CD64 SAA I
PA K IUTE/ N LAV S5 5 PP UGE R YL S 5112
W A P B, BB AT

1 AHSHE

1.1 —fwER

PEHL 2018 4F 1 A & 2020 4F 5 A A B s 1
106 P W B Ge fBULVE M FE 24, AR PG S0 56 = K 4
S5 NGBS LR R S Ry 20 R G 2 (n=54) R 5 K
Ye2l (n=52) . Hrp 4w gL 20 55 30 1l , L 24 4] ;
SR (4.69£1.88) % o R TR R AL 5 20 ], %
23 14| ; EHIAEMS (4.94+1.62) % . G AFRUE : ¥k
JE R BE G2 Wi b ) Hh OG- I W T S e )2 W
FRUE s @l R 9 8} 5 5 T il U 5 B2 S 4 il 75
FIEE 225 AR 25 K A 1012 Ry 200 PR ek G o3 B Bk Y
@AW AE 0~14 % Z 8] ; @ Al FH HAb 25 W36 97
o HEBRARE: O/ IFEERANEIL; Q5 I
P35 oMLV 2R GE 0 1 UL s BB G Pl i 1 2R
L s @3k 34~ PN IR 32 A3 9% 25 53 BT ] DT AR 71 28
JL; @i FRERER L

73 1R 98 {5 [ 1] T A% e 422 37 fat B Ak H 45 21
WEH A LEAE XS IR . Hodh 58 35 4], & 23

0] I AE S (4.1221.95) % o & AR I SE 4L
LR BTR LA E S R G I L (P>0.05) o ARFSE
PR R AR PR D et i, 2 A

W2 B G R A
1.2 Wk
Xob BB FIARKG 24 K A9 4H TG 2 244 T Al L

Jok il 3~5 mL >R PG G2 W FfF2: 0 E SAA (PA,
Hrh PA<100 mg/L 4 BHPE , SAA>10 mg/L A B,
CD64>12.2MFI by FHAE | BH 4 A6 H 8= 2 491 450
BiI%Ix100% 7', KA AR B 574 [ 3 A 4o b
ORI, AH 5 12 7] 5 2R W8 T Fik 1B A= P BB A7 FR
oAl SRR RO I E CD64 7K -, /N
BT A 2 A R AR id 1) B s BE SR CD64. fH 26 [H
Beckman Coulter $2 4t , H7T {4 00 % 41 414k 2= 1050 &
P VI s S A R IR . T R E Y4
A B A T BCE UL AT, Rk N A
1.3 Gtk

K F SPSS 22.0 A TG 43T, T FORER
HH(x£5) 3R, R e ke THECERER F n(%) 01,
KH ks ; 251 ROC 4k 747 CD64 . SAA \PA HX
B R IIZ W/ IN L2 A B T T R AN T
L AUC L, LA P<0.05 2= HAGE#E X

2 #R
2.1 BTN HELH CD64 SAA PA Fik/KF s
5T 4 CD64  SAA 7K A & & 1 % R4, PA

KB BAK T X IR, 2 5 WA G2 L (P<
0.05), WFE1,

R1 FREMIRE CDo4.SAA PA RIZKFELLE (x+s)
Table 1 Comparison of expression levels of CD64, SAA

and PA between study group and control group (x+s)

2 53] n  CD64(MFI) SAA(mgL)  PA(mg/L)
oIkl 106 18.89+5.96  143.55%84.76  196.77+26.65
fHEHEXTIEAH 98 9.56%2.61 5.51+3.39 296.62+68.49
& 14.281 16.106 13.916
P{H <0.001 <0.001 <0.001

2.2 HREAA AR CDOA \SAA (PA K
IRIKF HUA
AR YL 4] CD64  SAA 7KW 5 585 T 2
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P2l PA K- BAK T s B 4, 2 R A SR
R L (P<0.05), W#E2,

®2 MEBREAMRFEERACDOASAA PA RIX
KELEE (x+s)
Table 2 Comparison of expression levels of CD64, SAA
and PA between bacterial infection group and viral infection

group (x#s)

4151 n CD64(MFI) SAA(mg/L)  PA(mg/L)

R4 54 20.18+2.05  173.91+84.95  105.39+26.29
SRR 52 14.1622.15  120.19+£59.29  247.49+66.75
18 14.757 3.762 14.520
P1E <0.001 <0.001 <0.001

2.3 G M R4 CDOA  SAA (PA 1Y
BHE R

AR IR YL 41 1Y) CD64 . SAA (PA FHPESR I 25
TR RG], 22 R A gt L (P<0.05) o
W3,
K3 AEBRAMNRSELACDo4.SAA PA BIFRME R

bb3gE [n(%) ]
Table 3 Comparison of positive rates of CD64, SAA and

PA between bacterial infection group and viral infection group

[n(%) ]

5 n CD64: SAA PA

MEREYH 54 52(96.30) 54.(100.00) 53(98.15)

JRTERH 52 42(80.76) 47(94.23) 45(90.38)
Pal! 6.366 5.449 5.117
PAH 0.012 0.020 0.024

2.4 CDO64.SAA PA BEG K INIZ /N L 2 M40 T
PRI I SR G 1

CD64 .SAA \PA =BG R R B R 7 B
S350 91.65.,92.45, I 3 5 T — K (P<0.05) .
D4 K1,

R4 CDOA.SAAPABXE IS HI/INL S 40 5 1 FE IR
BRI NE
Table 4 diagnostic value of combined detection of CD64,
SAA and PA in children with acute bacterial

respiratory tract infection

DI _ 25 2% .
MW Cuoff S 55t AUC 95%CT g P

CD64  25.12 0.898 0.836 0.942 0.885~0.999 177.37 <0.001
SAA 24.65 0.791 0.835 0.818 0.704~0.931 161.58 <0.001
PA 23.14  0.846 0.825 0.928 0.866~0.990 166.01 <0.001

CDo64+
SAA+PA 24.89 0917 0.925 0.979 0.000~1.000 183.10 <0.001

IR

i 23.69 0.895 0.839 0.954 0.739~0.957 171.92 <0.001
=

Hlh £k i
— CDo64
SAA

0 02 04 06 08 10
1-HF SR

B 1 ROC #h&
Figure 1 ROC curve
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Detection of TNF-a, G-CSF, MCP-1 and S100B protein levels in umbilical cord blood
and amniotic fluid for diagnosis of fetal brain injury caused by premature rupture of
membranes

DUAN Yiding'*, JI Tao', WANG Xinyan', HAO Xiaoling', LI Hongxia®

(1. Department 6 of Obstetrics and Gynecology , Cangzhou maternal and child health hospital , Cangzhou,

Hebei, China, 061000; 2. Operating room of Hebei Cangzhou maternal and child health hospital, Cangzhou,
Hebei, China, 061000)

[ABSTRACT] Objective To explore the diagnostic value of tumor necrosis factor o. (TNF-a), gran-
ulocyte colony stimulating factor (G-CSF), monocyte chemoattractant protein-1 (MCP-1) and S100B protein
in cord blood and amniotic fluid in fetal brain damage caused by premature rupture of membranes. Methods
101 fetuses with premature rupture of membranes delivered in Cangzhou maternal and child health hospital
from January 2019 to September 2020 were selected, including 40 fetuses with brain injury (brain injury
group) and 61 fetuses without brain injury (brain injury group), the levels of TNF-o, G-CSF, MCP-1 and
S100B in umbilical cord blood and amniotic fluid were detected in two groups. Results The umbilical cord
blood TNF-a, G-CSF, MCP-1 and S100B in the brain injury group were significantly higher than those in the
non-brain injury group (P<0.05); The TNF-o, G-CSF and MCP-1 in amniotic fluid of brain injury group
were significantly higher than those of non-brain injury group (P<0.05) ; There was no significant difference
in amniotic fluid S100B between brain injury group and non brain injury group (P>0.05) ; The ROC curves of
cord blood TNF-a, G-CSF, MCP-1 and S100B predicting fetal brain injury were 0.707, 0.646, 0.787 and
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0.929, P<0.05; The area under ROC curve of amniotic fluid TNF-o, G-CSF and MCP-1 predicting fetal brain
injury were 0.960, 0.783 and 0.778, P<0.05. Conclusion TNF-a, G-CSF, MCP-1 and S100B proteins in

umbilical cord blood and amniotic fluid have certain value in predicting fetal brain injury caused by premature

rupture of membranes, which deserves further study.

[KEY WORDS] Tumor necrosis factor o; Granulocyte colony stimulating factor; Monocyte chemoat-

tractant protein-1; S100B protein; Premature rupture of membranes
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Expression and clinical significance of sE-SLT, sICAM-1 and STAT1 in children with
bronchial asthma

YANG Jing, XUE Guochang, REN Mingxing*

(Department of Pediatrics, the Ninth People’s Hospital of Wuxi, Jiangsu, China, 214000)

[ABSTRACT] Objective To analyze the expression and clinical significance of soluble E-selectin
(Soluble E-selectin, sE-SLT), soluble intercellular adhesion molecule-1 (sSICAM-1) and signal transduction
and transcriptional activator (STAT1) in children with bronchial asthma. Methods The 79 patients with
pediatric bronchial asthma admitted to this hospital from April 2015 to April 2020 were selected as the study
group (48 cases in the acute phase, 31 cases in the remission phase ). In addition, 79 healthy children who had
physical examinations in the hospital during the same period were selected as the control group. The levels of
serum sE-SLT, sICAM-1 and STAT] in different groups were compared. The forced expiratory volume in one
second (FEV1% ), the percentage of peak expiratory flow (PEF % ), and the percentage of forced expiratory
volume in first second to forced vital capacity (FEV1 /FVC% ) in children at acute stage and remission stage
were compared. The correlation between the expression levels of SE-SLT, sICAM-1 and STAT1 and lung
function indexes were analyzed. Results The expression levels of serum sE-SLT, sSICAM-1 and STATI in
the study group were significantly higher than those in the control group, and the difference was statistically
significant (P<0.05). The expression levels of serum sE-SLT, sSICAM-1 and STATI in the acute phase were
significantly higher than those in the remission phase. The FVC1% , PEF% , FEV1/FVC% values in the acute

phase were significantly lower than those in the remission phase, and the differences were statistically
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significant (P<0.05). The expression levels of serum sE-SLT, sICAM-1 and STAT] in patients with bronchial
asthma were negatively correlated with FVC1% and PEF% values (P<0.05). Conclusion sE-SLT, sICAM-1
and STATI1 may jointly participate in the pathological and physiological processes of patients with pediatric

bronchial asthma. Clincally, the level of the above indicators can assist in evaluating the patient’s pulmonary

function status.

[KEY WORDS] SsE-SLT; sICAM-1; Pediatric bronchial asthma; STATI; Lung function
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The expression and clinical significance of FGF-23, ST2 and CXCL16 in patients with
diastolic heart failure

LV Shuhua*, FENG Haijuan, GUO WEeili

(Department of Emergency , Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To investigate the expression and clinical significance of fibroblast growth
factor-23 (FGF-23) , growth stimulation expression gene 2 (ST2), CXC chemokine ligand 16 (CXCL16) in
patients with diastolic heart failure (DHF). Methods A total of 108 DHF patients (DHF group) and 50
healthy controls (control group) who were admitted to our hospital from June 2019 to December 2020 were
selected. The demographic data, FGF-23, ST2, and CXCL16 of the two groups were compared, and the
demographic data, FGF-23, ST2, and CXCL16 of people with different degrees of diastolic dysfunction were
compared. Spearman analysis, multi-class logistic regression equation analysis, receiver operating characteristic
curve (ROC) and area under ROC (AUC) were used to analyze and process the data. Results FGF-23, ST2
and CXCL16 in the DHF group were higher than those in the control group (P<0.05). Comparison of atrial
fibrillation, E/A, left ventricular end systolic diameter, FGF-23, ST2, and CXCL16: severe > moderate >
mild (P<0.05). FGF-23 (r=0.818, P<0.001), ST2 (r=0.754, P<0.001), CXCL16 (r=0.706, P<0.001) were
positively correlated with the degree of diastolic function impairment. Multi-class Logistic regression analysis
showed that after controlling the atrial fibrillation, E/A, and left ventricular end-systolic diameter, FGF-23,
ST2, and CXCL16 were still related to the degree of diastolic function impairment (P<0.05). The AUC of FGF

HATRA TE o E AR AREA R E R B (2018020858)
Ve An  FN B B ARE R ZS A, 7, %65 0 450000
*iBAEAEE . B P4, E-mail : lvshuhual23@126.com
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-23, ST2, CXCL16 and the combination predicting severely impaired diastolic function were 0.820, 0.827,
0.764, 0.954, respectively. Conclusion The levels of FGF-23, ST2, and CXCL16 are elevated in patients

with DHF and are related to the degree of impaired diastolic function. They can be used as biomarkers for

evaluating diastolic function.

[KEY WORDS] FGF-23; ST2; CXCL16; Diastolic heart failure
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EB G 73 W% R 9 46 00 1l 7 FGF-23 . ST2 . CXCL16 7K
V-, FGF-23 3257 &1 T/ 5t 2% DA ) FH A FR
5], ST2 1 & 0 TR T 2 4 A= R AT FRA
F), CXCLI16 i & W F bt 5 & AR R A BR A
), 47 A e BRG] G U B B AR E A TR
1.3 GEireFhik

B K F SPSS 22.0 4bFR R YR DL (x+5)
FR , Z AR L LA R 25 22400, PR LA DA
t R THECEE R n (%) Fom 2 K86, R Spear-
man 43 HT FGF-23 . ST2 . CXCL16 5 &7 57K T B 32 i1
PR K 2, 2R 1 224326 Logistic [1 )75 #2/ Hr &7 ik
LI RE 32 932 BE (R AH DG i [H 2%, SR H A2 108 T AR
FHF Hh 26 (ROC) J2 ROC T T L (AUC) 43 #1 4% 45
FRVFAL &7 5K Dy g 51 B 2 AT . P<0.05 F 25+
At L,

2 HR

2.1 A #%ERE FGF-23 . ST2 .CXCL16 H#%

PIZH AR P A BT e 25 O s R S L
5,25 LG 2F 5 L (P>0.05) ; DHF 4] FGF-23 .
ST2 .CXCL16 & T X IR, 2 3 A G it 22 XL (P<
0.05), W31,
2.2 REEFIKIIREZ R A 4458k [FGF-23 |
ST2.CXCL16 .52

AN [ &7 7K D) e 32 40 RE FE R AR M AT
SRR OO B W s IR SR O PR R I
FE b e I I AR A EPIKROR N AR LR
ZRITEH2EE X (P>0.05) ; FrER (E/A /5 %0 4
KN FGF-23 .ST2 .CXCL16: T i > B >3 i |
ERAGIFE L (P<0.05), W2,
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*®1 WAAOZEHER.FGF-23,ST2,CXCLI16 L
[(x£s),n(%)]
Table 1 Comparison of demographic data, FGF-23, ST2,
CXCL16 between 2 groups [ (x+s),n(%) ]

4 F IR
Yot pae I wpw i
A () 66.30x12.45 64.25+11.07 0.996  0.321
el
% 48(44.44)  27(54.00) 0898 0.343
& 60(55.56)  23(46.00)
WA (ke/m®)  23.48+1.39  23.70£1.55  0.892  0.374
PRI 81(75.00)  42(84.00) 1.126 0.289
W S o 32(29.63)  20(40.00) 1228 0.268
FGF-23(ng/L) 59.78+16.11 32.06£10.76 11.068 <0.001
ST2(ng/mL) 39.87+10.77 15.29+4.36 15538 <0.001
CXCL16(ng/L) 485154 2602082  9.703 <0.001

2.3 FGF-23.ST2.CXCL16 5475k Wit Z 0 # F
% F Spearman # 17 M M 43 AT, 45 R BoR
FGF-23 (r=0.818, P<0.05) . ST2(r=0.754, P<0.05) .
CXCL16(7=0.706, P<0.05) 5 &7 5k D e 52 1 72 5 52
IEAHE,
2.4 %4325 Logistic [M1)H 7 B4t
L& 5k T 68 27 16t A Ok PR A i (% B
1, R EEWRAE R 2, B B AE O 3) , DA FGF-
23, ST2 ., CXCL16 4 H 28 & (K T ¥ {H W AE N
1, & FHEEME R 2, FGF-23 . ST2 . CXCL16
{5 & ¥R M 59.78 ng/L . 39.87 ng/mL . 4.85 ng/L) ,

N 2 43 25 Logistic [ 5 J7 72 70 A &7, % 5
i E/A A F LR AR WA R 5 , FGF-23 . ST2 |
CXCL16 15 5 &F 5k T 6 2 it #2 B A ¢ (P<
0.05), W3,

£R3 BHZE Logistic BIIFFESH

Table 3 Multi-class logistic regression equation analysis

WWNZE B SEH Waldy ORMH  95%CI P{H

FGF-23  0.507 0.135 14.082 1.660 1.068~2.579 <0.001
ST2 0.428 0.129 10987 1.534 1.247~1.886 <0.001
CXCL16 0.513 0.141 13.236 1.670 1.577~1.769 <0.001

2.5 FGF-23.ST2.CXCL16 V-1t &F 7k Tl fE & %
P E

VLEE B R A FR bR O BHPEREAS , DA% B A
JE B AR AR N BIVEREAS 2 i & 48 A PEAS BT 5K
IR i 37 #5119 ROC Hh £k 7w , FGF-23 . ST2 Bt
CXCL16 il &7 5K T g 51 B2 52 45 19 AUC # K (P<
0.05), W4 K1,

F®4 ROCHITER
Table 4 Results of ROC analysis

BRI 455

(%) (@) °PH

Bhr AUC  95%CI cut-off i

FGF-23 0.820 0.734~0.887 >67.24 ng/L.  73.53 81.08 <0.001
ST2  0.827 0.742~0.893 >44.52 ng/mL  70.59  86.49 <0.001
CXCL160.764 0.673~0.840 >544 ng/L.  58.82 83.78 <0.001
B4 0954 0.896~0.985 82.35  94.59 <0.001

R2 ARFKINEZRBEE AOFHE R FGF-23.ST2.CXCL16 tL# [ (x+5),n(%) ]
Table 2 Comparison of demographic data, FGF-23, ST2, and CXCL16 of people with different degrees of diastolic dysfunction
[(x£s),n(%)]

7kt BB (n=25) T (n=49) B (n=34) FIy 8 Pt

() 64.52+10.14 66.12+9.69 67.87+9.13 0.889 0.414

5 % 12(48.00) 19(38.78) 17(50.00) 1101 0.551

@ 13(52.00) 30(61.22) 17(50.00)

M 5 AL (kg/m®) 23.62+1.35 23.59+1.16 23.22+1.28 1.093 0.339

PRI 20(80.00) 34(69.39) 27(79.41) 1.509 0.470

2 A 5 7(28.00) 14(28.57) 11(32.35) 0.179 0.914

I 5 A 5 3(12.00) 6(12.24) 4(11.76) 0.004 0.998
BRI 5(20.00) 10(20.41) 9(26.47) 0.520 0.771

e I 4(16.00) 11(22.45) 8(23.53) 0.558 0.756

T 3(12.00) 5(10.20) 6(17.65) 1.012 0.603

5 B 1(4.00) 9(18.37)* 12(35.29)® 8.920 0.012
ZEE S A% %) 62.58+5.79 61.97+5.84 62.33+5.25 0.105 0.9000
E/A 0.8520.11 1.09+0.14° 1.27+0.16" 64.271 <0.001

L EEF AR N (mm) 47.99£5.28 48.24+6.07 48.68+5.89 0.109 0.897

A A AR AR (mm) 29.71+4.17 31.94+5.70° 34.95+5.92" 6.908 0.002
FGF-23(ng/L) 42.11+11.86 56.69+14.52" 77.23+18.03" 40.370 <0.001
ST2(ng/ml) 25.03+8.55 36.97+9.31° 54.06+£12.45° 65.017 <0.001
CXCL16(ng/L) 3.10+0.87 4.52+1.05° 6.61£1.57" 64.483 <0.001

SRR L, P<0.05; 5 R EE LA, PP<0.05
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Figure 1 ROC curve

3 it

FGF-23 j& A 44 A= 4 7 R 2 —,
1E 2D WIESE B T, 5 FGF-23 /K4 R KO L
EFE R AR, I 5 T AR I R Il 45743
LEE Oyt W 1K= 7 S ol /) R N A
7, S fdHEAREAR LG, DHF B3 FGF-23 3/ , 5 von
Jeinsen B % HRE AL, UFESE FGF-23 5 DHF A %
HAEBEFERE ARG 348 & B, bt 5 6 5K D g 27 it
JEHE N, FGF-23 7K 3% i 34 , $& /% FGF-23 5
DHF i i B 56 . FGF-23 RELTS O LA it A 45
T o 2 W R /T 40 R 40 A DR RSO WL
AR E T R AL I ), 1755 DHF 1Y & 4, JThE
T T A B R R A 2 ek, RO B R -
SR R - R R G, S Sk O LR AL R A fiE 2
o E AR A Ak, A HE R R R A T 0 A 54 51
L N B DI R R AT, B R - 1 A Rk - R R S
WOE I RS Ak L N Bz Tl RE R X W] S 300 IR AT 5K
IREREA , 510 DHF B9 & 41 o 1T I P38 2 A6
M FGF23 AALIEAL 4~ & DHF KUK , i858 T i Hol
AEET K DI REAZUREE , DT R PR+ TR 2%

ST2 SEHE i F 2 5 etk b R AN E-1%
RF G 2 — , Beil o AE AN 2 B B4 T 40
Jif Ko JFCAH DG 20 Jif R 745 2 5 B SRRE S0 A G
WM LS GE , ST2 KPR 0 f1 3
R 1 AR P R AR B BE A TR SE T G
B PR 25, BB TN O oy b AR 30 i A S A A
. AHFSE SN, ST2 7E DHF B Th i, S5a7ik
T RE 52 RE B AH O, mT PEAh BB 3 &7 ik TR 2 P I
#. ST2 7% DHF Ll n] Ge45 : OST2 fig il i 1 H
TRE K40 A .2 48 Bh P T 40, A RAE N, 51
E S PRI EERE AL, 0RO LA, I 0E— AR L
LA B A= A7 S5 P8 T s @ST2 50 LA 5K ) F £ 4
oA 6, A R0 =B, IS BUET Tk T Re bR
R, ST2 K Fim , &7 sk DI Re 2 1™ &, A il
PRXF ST2 /K45 v Fi A, ‘L R DHF & AR KRG

KA1, AN B TG .

CXCLI16 & —Fh b K+, BB 15 2% CD4” |
CD8" T 4 . [ 8K A% 175 40 M 45 1) 98 i A 458497 350 157
SEAE fRE R PEANMEIR I Y ARHFSE R, DHF &
A CXCL16 = T g5 ARE , BifiO Wk &T 5k D) 58 52 14
T 3 N i 1S, 5 & 5K D) e A2 R B A G
FAEFEAED R, CXCL16 /K48 o, &1k ahBE
2%, "] AERi2 K DHF B4R , fiE T CXCL16
7t DHF /£, DHF &4zt it fe v WU A
PN AT RE I, = A IR R SE A F o TR
v S JREAT R, PRI CXCL16 (1724, CXCL16
NREWM B RIEN S 5 = A, IF R L C-Jun
BRI AR IR, WS AT dE A, O ILER
A4, WIS DHF & 2B J5 MU L3 21 ) 2F B i
AL 5] O AL A0 A B it Bl S, R T A & -18
TRy FEREAMEHE T4, CXCL16 &
G PRSI, T IE BCEAEAE 2R | 52 F8 35 47 3k 1)
g, NULAE DHF G785 000 1 4 0 S i
(45 5 21 1F , A CXCL16 28 4 VA iR /K F
MRG0 LA AL D RE , B8 T o

2% |, FGF-23 .ST2.CXCL16 7f DHF 3% 1k
T, IS0 IEET K T REZ R A O, AR N
RO EET 5K D RE A A= P05 i, R PR T i it
2%,

S5 3k

(11 BXE RENLRE, 5 18 M0 T2l & IR B
1l1.2% BNP ,CRP Hl HbAlc [ 35 I 5 0 DI RE 4 2 i A1 5 b
(1. 3 T2l 53697 24, 2021,13(1) 1 119-122+127.

(2] JEME, FEHAE . 54 SRl 7 3 7604 5 s g h i
TERILT]. PR 22 TR, 2020,26(4) :375-380.

[3]  #Z/)Il . FGF23 iifi it ROS/STAT3/SMAD3 i 7242 0> B 41
44k [D]. 7 E R, 2019:3-19.

(4] J5bd, ok, SRME L, 45 . LRI IR A DUIIB A1) e 4 391
5 I TR A0 WL #  IfL3E CXCL16 5 ET-1 /K - (4 5% Wi
(1], P REEEMZE, 2019,21(11) :1696-1698.

(5] THEK,D, B, M sST2 454 2002 B i 43 Hout
bk LRI BE )5 0 ) 5208 B NN A (D). R EE 2,
2019,40(4) : 384-388.

(6] BEEAE AT, e, % &Fikdn I Ema kg r &
FALR[T]. I RO IR 2475, 2020,36(1) : 1-10.

(71 2548, A, ik . 2k ST Bdf v B0 UL o 3 1 375
BT A A A 1 PR T 23 S A ARk Bl PR R ST ). o il i
B2k, 2019,38(2):124-127+132.
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CYFRA21-1.LDH It & NSE K 4 Wiz Wi I 5
TNM 41126 £&

KA A% AHEE

[(# ZE] BH HImiEAneMEMA-19 5 BdiJR (CY-FRA21-1) 7L I & (LDH ) I & P 48
JUHE SRR AL (NSE ) A6 46 B2 W s Ko 55 TNM 0 WY SG R . ik 1EHR 2016 4F 7 A 2 2020 4 11
R A BE WA 14 98 11 ilidiz F 3 R i 2, 08 4 R M5 5l R R 2, 08 (ol (e A Ky AR EE R 20 . 1L
EORE RIS CYFRA21-1 LDH K NSE 7K, 43+#f CYFRA21-1 . LDH &% NSE X} filifes 5 & A2 Wi i {e
%R CYFRA21-1.LDH F NSE /K L #5 « il 2> Rtk Al > fd e 4, 25 53 47 Geih2# 38 L (P<0.05) .
I3 CYFRA21-1,LDH K NSE Bt & & i 12 Wi il Ji () R S00% 0 91.84% | ¢ 5 )8 K 91.84% 1 11 &
90.82% , W1t 75 T B — K (P<0.05) o B TNM 431360, fili i £ 44 17 CYFRA21-1 .LDH & NSE 7K
VIR F G (P<0.05) o ARl #I R i J 27 1M CYFRA21-1 . LDH K NSE /K7 LE#4 « B <
Fa</NMRATRE , 22 398 BT 78 L (P<0.05) . 4518 17 CYFRA21-1 LDH B & NSE #illl 78 i i 12
W7\ TNM 433 LA B 3853 U35 LA — 2 (I PRA2 Wi (i, (A 4R I

[X$iA] FRA21-1; fififii; LDH; NSE; TNM 43

CYFRA21-1, LDH combined with NSE detection in the auxiliary diagnosis of lung cancer
and its relationship with TNM staging

YU Jiangiao*, ZHOU Jun, FU Haiqin

(Department of Respiratory Medicine , Xuancheng Central Hospital, Xuancheng, Anhui, China, 242000)

[ABSTRACT] Objective To explore the value of serum Cytokeratin fragment 21-1 (CYFRA21-1),
lactate dehydrogenase (LDH) combined with neuron specific enolization (NSE) detection in the auxiliary diag-
nosis of lung cancer and its relationship with TNM staging. Methods The 98 patients with lung cancer admit-
ted to this hospital from July 2016 to November 2020 were selected as the lung cancer group, 98 patients with
benign lung disease were selected as the benign group, and 98 patients who had healthy physical examination
were selected as the healthy group. The levels of serum CYFRA21-1, LDH and NSE in different groups were
compared, and the value of CYFRA21-1, LDH and NSE in the diagnosis of lung cancer was analyzed. Results
The levels of CYFRA21-1, LDH and NSE were as follows: the lung cancer group >the benign group >the
healthy group, the difference was statistically significant (P<0.05). The sensitivity, specificity, and accuracy
of the combined detection of serum CYFRA21-1, LDH and NSE in the diagnosis of lung cancer were 91.84%,
91.84% and 90.82% respectively , which were significantly higher than those of the single detection (P<0.05).
With the increasing of TNM staging, serum CYFRA21-1, LDH and NSE levels of lung cancer patients
showed a gradual upward trend (P<0.05). The levels of serum CYFRA21-1, LDH and NSE in patients with
different pathological types of lung cancer were as follows: adenocarcinoma <squamous cell carcinoma <small

cell lung cancer, the difference was statistically significant (P<0.05). Conclusion Serum CYFRA21-1,

AEFRB ZHE A RS E 47 B (1808085MH312)
Ve Bds . ZIR T P BB R A AR, Z 8, F Bk 242000
*BASHEF A LIH, E-mail : 276156894@qq.com
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LDH combined with NSE detection has certain clinical value in the early diagnosis of lung cancer, TNM stag-

ing and pathological classification, and it is worthy of clinical application.
[KEY WORDS] CYFRA21-1; Lung cancer; LDH; NSE; TNM staging

Jirt e S A i s e A T T S AR R I
PR IE | TRTRR I o o8 S PR Ry S AR PR 9
LR 2285 b 28 A MRS U5 T 45 O BRI e
A7 7 e [ N3 (1N 0y O RN R e S 3
P FBE 0 DUAEIR , BEE R TE N R R S AR
B> IR T2 BT A R AE R T2 261 33% A2 A7
R A RRE R R 12% A A5, T PRI
e Tk AR I ST T 3R A 2% L]
IR A R B Y R AR
S LU 27 i e FRoR R 10 A5 A4, RO IR &%
23 305 G DA R AR SR R 5 It 1) A AR AEAE
—ERFR MR R N SRR A R, R
B2 W FRYT SR TR AR SCE Ik 8 FH I3 240
Jid A B8 1F1-19 B BBt (Cytokeratin fragment21-1,
CY-FRA21-1) . FLER I (/i (1actate dehydrogenase,
LDH) 5 #1 8 JCE 5 P 4 B4k (Neuron specific eno-
lization, NSE ) X} i i A 7HE G2 B, #R 1T Ho A B2
WrifH{E LA S5 TNM e e & SRS a0 T .

1 ARSI

1.1 R

BEHL 2016 4 7 H % 2020 4F 11 H AR B UIA I
98 i) i e S8 B B A s 2 . Hob MRS 63 11,
B 35 ] AR R (59.23+6.48) % s TNM
R T ol 1o ), 03 41 41, IV 3 38
1] 5 ARG B 4325 i 41 ), R 24 B, /N
M 33 19 o I AARUE : OIFF A (b I R & 1 il
FEI2 9T IS ) v & T Il 98 192 Wi b o, HL 20
SERGAT AN ARG A DL AR SRR A 2T QBT
A RBENIREA LGB F TR . HEBR bR
i« O 78 Al 3R B0 952 95 50 7 i g 45 5 1R
H QR EHO T VB REAEBRE QT
U W I 2 M 5 (D7 A0 RS A 8 93 TG 1k g 5 A A 90
eMAME 223 55 Ve A1) 08 5] KL i g R ik
R R, Horh 67 il A £ 35, 31 {51 A it R
i B, B 59 1, 2 39 i, AR T2 (58.86+6.37)
A, HEH 98 il [ B[] Bt {44 A AR A S fik B
4, Horp 5 56 i, 4 42 9], -4 F- 14 (58.73+6.33 )
4 3R R E RIS 24 L (P>0.05) .

ARG 28 G5 B BR A AR B 2 D S bl L, BT &2
RE BB MERE
1.2 Ry ik

JT A X G A AR D B R S8 A A A, T
PR A BESE 2 R I fadt B4 AR K XY KRG IR 25 IR
FhECER Bk I 5 mL [ SREE[E S LA 3 000 rpm #5405 10
min, JUME . R L2 LK CY-FRA21-1
NSE 7K, Kz Y #% 4 &' [C Cobas e601 4= [ 3l HL
b2 K AL, 50 & il 2 G2 W 7 i (R ) A FR
3 AR 5 SR R A I LDH /K, A A% A
H 3223w 7600-10 4= A sh A AL a3 AT A, 524 ™A% 4%
MR B HE T IR A ™ : L7 CY-FRA21-1 4
9.5 ng/mL, LDH } 196.2 U/L,NSE 3} 12.5 ng/mL,
S WA R I (B0 Sk BHE | DA AR S 40 8 Bm o
1.3 Gtk

K1 SPSS 22.0 A #EAT ST 40 B, T Bk
K (x+5) Fon A0 FEBCR ¢ K56 2 411 g
K7 2R 5 5 TH RSB R FH n (%) FoR , R H
1 K55 DL P<0.05 22 AT G E R X,

2 HR

2.1 KR[A AH I CYFRA21-1,LDH K& NSE /K
Tk
CYFRA21-1 LDH } NSE /K- FUA% « il 2> R
PEASERRRA , 22 Gei AR (P<0.05) . WA 1.
®1 HHAME CYFRA21-1.LDH & NSE K FLbE (x+s)
Table 1 Comparison of serum CYFRA21-1, LDH and NSE
levels in different groups (x+s)

24  n CYFRA21-1(ng/mL) LDH(U/L) NSE(ng/mL)

JiijEEZH 98 10.64+1.05 205.13£20.98  15.34+1.22
Kkgl 98 6.1420.59 158.64+16.93  11.06+0.94
feFE4] 98 2.11+0.40 95.35+9.41 8.53+0.79
F1H 3323.82 1094.90 1162.74
P1E <0.001 <0.001 <0.001

2.2 |filif CYFRA21-1,LDH K NSE X} fii i 1) 12
Wr i

L% % CYFRA21-1 . LDH } NSE B4 46 I 2
T i 9 1) R R R 91.84% | R S FE R 91.84%
BB R 90.82% , W Wk i T B — A 2 W 46 2R, 25 %
AEit2EE L (P<0.05), W2,
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%2 % CYFRA21-1.LDH & NSE 3% i & K912 B i &
[(n(%) ]
Table 2 The diagnosis of serum CYFRA21-1, LDH and
NSE in lung cancer [ (%) ]

[OEER i n REE (%) Fr5 8 (%) HERE (%)
CYFRA21-1 98 72(73.47) 82(83.67) 79(80.61)
LDH 98 75(76.53) 78(79.59) 76(77.55)
NSE 98 78(79.59) 70(71.43) 71(72.45)
CYFRA21-1+LDH+NSE 98 90(91.84) 90(91.84) 89(90.82)
7E 12.073 14.156 11.168
P1{H 0.007 0.003 0.011

2.3 JiiJ H 1ML 3 CYFRA21-1.LDH 2 NSE 7K
V-5 TNM 43 1 56 £ TR
Fifi 5 TNM 43 301 i 38 I, il g G828 O35 1)
CYFRA21-1.LDH /& NSE /K -3 5 % i | T #4
POERAGIFE L (P<0.05), WLE3,
x3 BhEEEME CYFRA21-1.LDH B NSE/KELE
TNM £ i€ R LB (v2s)

Table 3 Comparison of the relationship between serum
CYFRA2I1-1, LDH, NSE levels and TNM stage in patients

with lung cancer (x+s)

g3 CYFRA21-1 LDH NSE
(ng/mL) (U/L) (ng/mL)
9o 41 12.12£1.22 2223842210  13.44%1.11
Ji e 24 925+0.83  185.46+18.92  8.25+1.63
INAIMEIMRE 33 13.67x1.34  234.15+25.42  18.13x1.79
F{i 97.89 34.08 359.72
P <0.001 <0.001 <0.001

2.4 JiliJ B34 MY CYFRA21-1,LDH & NSE /K
AN [ g S TR ) 56 2R LA

AN TR) i H2AS Y fii 5 S8 I 19 CYFRA21-1,

LDH J NSE /K- HL A8 - i s <593 </ 40 e i 98

SRS R (P<0.05) . WK 4,
x4 MEBEZIE CYFRA21-1,LDH X NSE /K E5R[F
RIERBMX R (v2s5)
Table 4 Comparison of serum CYFRA21-1, LDH and NSE
levels with different pathological types in lung

cancer patients (x+s)

%] n CYFRA21-1(ng/mL) LDH(U/L) NSE(ng/mL)
I#H o9 8.2320.64 191.46£19.33  11.28+1.20
m# 10 10.21+0.98 208.23+20.63  13.24%1.33
me 4 11.35%1.42 215.33+20.97  15.161.42
Vi 38 12.62+1.22 233.68+25.41  17.64x1.73
Fii 26.39 8.13 43.74
PAH <0.001 <0.001 <0.001
3 iTfig

Bt 2 3 15 Tl B B AN BT A R, 423 B PR 5

15 Y 7] RBUZ 7 0, R AR 2 N 10 il R e R BT
TR R R B e T S SR
BE MIFET- MR S5 B REAL, 25Kk AR, i
RAERE R IT R, I K67 ME B, U5 15
250 EURTIG R L H R A il v Ay 200 B2
A MR R R A SE . TN AR A S R
B R, AR AR S A — o RMEAE
L, AFIF R W (8 s A kA B
FHICR] P SR, BB B I R -
FHIRH B2 W oy T 2

CYFRA21-1 1E M4 1 19 R AT A
B AN 4R R AR 4y, I AR R A
i, TEIEHEM T CYFRA21-1 7 I8 & =A%, i
— B R A0 A, A AR R S AR AR S
MG IR A, 7 T CYFRA21-1 8 ] gl P45 AE
MAEH CYFRA21-1 ZEILHE R & T HEAS
FERGTT, CYFRA21-1 K- T 5 (1) S5 e FEURRAE 1)
R I H AR 38% 2247 . Huang 25" F 5
7R, CYFRA21-1 7E IfiL i 1 1Y 22 38 7K ~F- 5 116 PR
JAT WA IEARSG . LDH & T 250, vl b 7Lk
FAL BN AR , 5 40 B O SR B RR L TE T
REFCEE LS BV E . Lei 5 AR A B,
Jib RS AN IR BE IS, 1A AR A e R fin b, 4 i g3
B PEEAR , (4 RS R A I , 58l ¥ LDH
TEPESE N . NSE A JFE0E 7 fiff i, 76 0 2800 P2 N
G3 UL ZURN JE Rl A e 42U A7 S H RTI IR
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Application of Ultrasound Molecular Imaging in the Differential Diagnosis of Benign and
Malignant Breast Lesions

TIAN Miao, GAO Xiaozhan*, MA Fei, WANG Lu

[ Ultrasound Department, Second People’ s Hospital of Three Gorges University (Yichang Second People’ s
Hospital ), Yichang, Hubei, China, 443000 ]

[ABSTRACT] Objective To study the application effect of ultrasound molecular imaging in the
differential diagnosis of benign and malignant breast lesions. Methods The clinical data of 120 breast disease
patients who visited our hospital from January 2019 to June 2020 were retrospectively analyzed. Based on the
pathological results, the differences in the differential diagnosis results of ultrasound molecular imaging,
mammography, and ultrasound were compared. Results The pathological results of 120 patients with breast
disease included 80 benign and 40 malignant. Compared with the coincidence rate, molecular ultrasound imaging
(95.83% ) > mammography (85.00% )> ultrasound (73.33% ) , the difference was statistically significant (P<
0.05) ; Ultrasound molecular imaging suggested that malignant breast lesions showed high enhancement after
contrast agent injection, while benign breast lesions showed no enhancement after contrast agent injection; based
on case results, sensitivity, specificity, and accuracy were comparable In comparison, ultrasound molecular
imaging (96.25% , 95.00% , 95.83% )> mammography (86.25% , 82.50% , 85.00% ) > ultrasound (77.50% ,
65.00%, 73.33% ), the difference was statistically significant (P<0.05). Conclusion The application effect of
molecular ultrasound imaging in the differential diagnosis of benign and malignant breast lesions is significantly
better than that of mammography and ultrasound, and it is worthy of promotion and use in future diagnosis.

[KEY WORDS] Breast Lesions; Benign and Malignant; Differential Diagnosis; Ultrasound Molecular

Imaging
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Expression changes of IncRNA UCAI, VEGF, PKCa in benign and malignant adrenal

tumors and their relationship with prognosis

WU Youyou', REN Qiaoxia', XU Liuting **

(1. Department of Endocrinology, the 940th Hospital of Joint Logistic Support Force, Lanzhou, Gansu,
China, 730050; 2. Department of Urinary Surgery, the 940th Hospital of Joint Logistic Support Force,
Lanzhou, Gansu, China, 730050)

[ABSTRACT] Objective To investigate the expression changes of long - chain non - coding RNA
urothelial-related genes (IncRNA UCAI) , vascular growth endothelial factor (VEGF) and protein kinase Ca
(PKCa) in benign and malignant adrenal tumors and their relationship with prognosis. Methods 74 patients
with adrenal malignant tumor were selected as the malignant group and 31 patients with benign tumor were
selected as the benign group. LncRNA UCAI, VEGF and PKCa were compared between the two groups. The
relationship between the above indicators, the correlation with the pathological characteristics of the malignant
group, the value of differential diagnosis between benign and malignant adrenal tumors and the relationship
with prognosis were analyzed. Results The mRNA expression levels of IncRNA UCAI, VEGF and PKCa in
the malignant group were higher than those in the benign group, and the difference was statistically significant
(P<0.05). LncRNA UCAI was positively correlated with VEGF and PKCa mRNA, and VEGF mRNA was
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positively correlated with PKCa mRNA (P<0.05). IncRNA UCAl, VEGF, PKCa mRNA was positively

correlated with the maximum diameter, T stage, capsule invasion and distant metastasis in the malignant group,

and negatively correlated with the degree of differentiation (P<0.05 The area under the curve (AUC) of IncRNA
UCAI, VEGF, and PKCa mRNA combined to identify adrenal malignant tumors is the largest, which is 0.907.
The 3-year survival rate of patients with high expression of IncRNA UCAI, VEGF and PKCa mRNA was lower
than that of patients with low expression (P<0.05). Conclusion LncRNA UCAI, VEGF, and PKCa are

highly expressed in malignant adrenal tumors. Combined detection can provide scientific guidance for clinically

distinguishing benign and malignant adrenal tumors, assessing the degree of tumor malignancy, and predicting

prognosis.

[KEY WORDS] LncRNA urothelial-related genes; vascular growth endothelial factor; protein kinase

Ca; benign and malignant adrenal tumors
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Relationship between the levels of serum VEGF, PDGF and ES and wet age-related macu-
lar degeneration

XIE Pengliang*, ZHENG Lufang, DONG Mingxia, DONG Rujiao, CHEN Fang

(Tangshan Eye Hospital , Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To explore the relationship between the levels of serum vascular endotheli-
al growth factor (VEGF) , platelet-derived growth factor (PDGF) and endostatin (ES) and wet age-related
macular degeneration (AMD ). Methods 78 patients with wet AMD (case group) and 40 healthy people (con-
trol group) in the hospital were selected from October 2019 to October 2020. Enzyme-linked immunosorbent as-
say was used to detect the levels of VEGF, PDGF and ES in the two groups, and the relationship between each
indicator and wet AMD staging was analyzed. Receiver operating characteristic curve (ROC curve) was drawn
to evaluate the diagnostic efficacy of indicator. Results The levels of serum VEGF and PDGF in the case
group were higher than those in the control group, and the level of ES was lower than that in the control group
(P<0.05). The levels of serum VEGF and PDGF in the case group: advanced stage > middle stage >early
stage, and the level of ES: advanced stage > middle stage > early stage, with statistical significance in pairwise
comparison (P<0.05). Serum VEGF levels in AMD patients were positively correlated with PDGF levels (P<
0.05) , while serum VEGF and PDGEF levels were not related to ES levels (P>0.05). The levels of VEGF and
PDGF in AMD patients were positively correlated with the stage of the disease (P<0.05), and ES levels were
negatively correlated with the stage of the disease (P<0.05). The area under the curve for diagnosis of AMD by
VEGF, PDGF, and ES levels were 0.868, 0.833, 0.694, and the area under the curve for diagnosis of ad-
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vanced AMD was 0.945, 0.874, and 0902. Conclusion The levels of VEGF, PDGF, and ES are closely re-
lated to the occurrence of wet AMD, and can be used as potential diagnostic testing indicators for wet AMD.
[KEY WORDS] VEGF; PDGF; ES; Wet age-related macular degeneration
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Table 1 Comparison of general data between 2 groups (x+s)
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A IR Gy ) (i)

XFHEZL 40 18/22  60.542+6.89
SEWIZ 78 94 36/42  62.57+7.94 6.89+1.23  20/66/3
1/tH 0.014 1.373
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Table 2 Comparison of levels of serum VEGF, PDGF and

ES between 2 groups (x+s)

HH  n VEGF(ng/L.)  PDGF(p.g/L) ES(ng/L)
XHRZH 40 65.52+26.23 39.66+10.41  164.28+33.85
R4 78 155.58+72.35  60.26+19.32 136.82+38.86

18 7.610 6.283 3.791

P{H <0.001 <0.001 <0.001
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Table 3 Comparison of levels of serum VEGF, PDGF and
ES in case group of patients with different disease status (x+s)

J§l% n VEGF(ng/L) PDGF(ug/L) ES (ng/L)
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P1E <0.001 <0.001 <0.001
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X (r=0.613, P<0.05) , MM Ifil{& VEGF 7KF-#l PDGF
IR TE RIS BS 135K 6K (r=0.165,
0.197, P>0.05) , AMD . # VEGF .PDGF /KF 5
I 15 23 1 54 TF A 6 (7=0.754., 0.664., P<0.05) , ES 7K
S5 3 5 U C (r=-0.706, P<0.05) .
2.4 il VEGF.PDGF.ES /KF X% AMD & # i)
RURUENIED

43 1A VEGF ,PDGF ., ES 7K 212 Wi AMD
& 1Y ROC Hi] 28 , AUC X 1 4 0.868. 0.833 .
0.694, HUEME N 83.33% . 57.69% . 55.13% , T 5
4 92.50% .100.00% .82.50% . LI 1,

ES
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100 4 54
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Figure 1 ROC curve
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Figure 2 ROC curve
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apoB/apoA-1.LDH J& ALP K1~ 55 5 0o B T 2EA
RIS SR OC &

A EwmE B EZw 2

(3

[ =] BH WalsE A B/2&IEHE 1 Al (apoB/apoA-1)  FLR i & il (LDH ) A § M 8 g it
(ALP /K- 556095 (CHD ) 8 F2OR RO M H 4 (MACE) G R . Ak EH 2017 4E 5 A % 2018
A5 A ARBEWCIR (17 115 il 5680 £ VR AT IR 4, R4l A8 2 TS 1 0 & 24 MACE #1500 A 41 (n=28) ,
A KA MACE #1520 B 4 (n=87) , 3 BEHX 120 11 [7] 1 5 o 5 . 5 £ ¢ 17 28 e AR 2 ok e 5% A E 52 3 5 o
WA X IR #4540 apoB/apoA-1 . LDH M ALP /K F-22 5, 5% JH Logistic 911543 # 52 Wi 56 .0 s 58 &
%' MACE 1 1 [6: IR %, 2% Fil ROC i1 Z 43 7 apoB/apoA-1 . LDH 2 ALP 7K % 7.0 95 S8 - & 4= MACE
BT, Z58R  WF5 4 apoB/apoA-1,LDH J ALP /K= F X R4, 2 R H G il %3 L (P<
0.05) . A ZHEF M apoB/apoA-1 . LDH K& ALP /K5 T B 4, 22 R YA Gi it 5 L (P<0.05) . Logistic
IR S HT i 7 « FR A GRACE P43 A i e D & T 43 BC=50% 6 915 LU B IR apoB/apoA-1
LDH & ALP /K- 5% Tt R 52 00 70 9 H 3 HE B MACE (118 B8 [ 2% (P<0.05) . ROC [l £R 43 #r o
apoB/apoA-1.LDH } ALP /K = 3 B & 29 8 fa 4 S 2~ i A oK, 43 90l 0 £ 0.788.0.961 . 4518
apoB/apoA-1 . LDH J¢ ALP 7K -5 A2 Ak 55 56005 JR 3 11 B MACE A & % VIR | BEGS = A6 bn A
PEA 1% S MACE i A %5 5 24

[X##iaA] apoB/apoA-1; LDH; ALP; j.0o i ; A KO ML 4

Relationship between apoB/apoA-1, LDH and ALP levels and main adverse cardiovascu-

lar events in patients with coronary heart disease
QIN Xiaomin*, LI Sirong, LIU Hui, WANG Lilan
(Department of Cardiology, Wuhu Fifth People’s Hospital, Wuhu, Anhui, China, 241000)

[ABSTRACT] Objective To analyze the relationship between apolipoprotein B/apolipoprotein Al
(apoB/apoA-1) , lactate dehydrogenase (LDH) and alkaline phosphatase (ALP) levels and the main adverse
cardiovascular events (MACE) in patients with coronary heart disease. Methods 115 patients with coronary
heart disease admitted to this hospital from May 2017 to May 2018 were selected as the study group. According
to the prognosis of the patients, the patients with adverse cardiovascular events were set as group A (n=28) ,
those without adverse cardiovascular events were set as group B (n=87) , and another 120 patients admitted to
this hospital for suspected coronary heart disease during the same period and did not have non-coronary heart
disease confirmed by coronary angiography were selected as the control group. The differences in the levels of
apoB/apoA-1, LDH and ALP in each group were compared. Logistic regression was used to analyze the risk
factors MACE in patients with coronary heart disease. The ROC curve was used to analyze the value of apoB/
apoA-1, LDH and ALP levels in predicting MACE in patients with coronary heart disease. Results The lev-
els of apoB/apoA-1, LDH and ALP in the study group were higher than those in the control group, and the dif-
ferences were statistically significant (P<0.05). The levels of serum Cys-c, SAA and CRP in group A were

higher than those in group B, and the differences were statistically significant (P<0.05). Logistic regression
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model analysis showed that the patient’s GRACE score was high risk, the left ventricular ejection fraction

was = 50% , hypertension, diabetes, and the abnormal increasing in apoB/apoA-1, LDH and ALP levels were

risk factors affecting MACE in patients with coronary heart disease (P<0.05). ROC curve analysis showed that

the Youden index and the area under the curve of combined apoB/apoA-1, LDH and ALP levels were the larg-

est, which were 0.788 and 0.961, respectively. Conclusion Abnormal changes in apoB/apoA-1, LDH and

ALP levels are closely related to the occurrence of MACE events in patients with coronary heart disease. The

combined detection of the threeplays an important role in assessing the patient’s condition and predicting MACE.
[KEY WORDS] apoB/apoA-1; LDH; ALP; Coronary heart disease ; Adverse cardiovascular events

BRI PR XF F 5% 0 % (coronary heart disease,
CHD) [FIG ST VA2 S AFAR T30k & (B A B
Vi &, AR JE T2 KO I F5 44 (major Ad-
verse cardiovascular events, MACE ) & 4= % & , il 5
wezEt L, Wl R CHD [ 35 H 3 MACE, X}
MRS A EEAEN . W5 &3, CHD iy &4
58 ks RERE AL AR %5 32 A AR 1 JIEL ] P v B e
P FE RS IR [ B REARAA OC A SCER A , 2l
# 11 B (Apolipoprotein B, apoB) } # fif £ 1 Al
(Apolipoprotein A1, apoA-1) &1k . /& % B g & M
(1 3 N5 2 LA, 6 R B Dk i LS A K 2
5 RH [ A JE] 2 1 39 7 i B A H AR H 5 apoB/
apoA-1 YA 1T A5 50 s e .00 i e vh g 25 11 S 1
TEOLY o A CHRE R I3 A s bR L R
fiff (1actate dehydrogenase, LDH) . B 1'f % 2 i
(alkaline phosphatase , ALP) X 5 .0 i EL A %5 5 £
JENE X PEA B IS B BRARAE S o A S
apoB/apoA-1 .LDH & ALP 7K~F-X} CHD i #% MACE
MIVPAR I B HEA TR ST, BB T .

1 ABSHE

1.1 —geR

PEHL 2017 4F 5 H 2 2018 4F 5 H AR B IiA 19
115 5] CHD J#EAVE AT . 99 AbrifE : O 2
CHD 2 Wity 1" . £ £+ (Left main artery, LM) .
72 1 B% 37 (Left anterior descending, LAD) | 2 [F] Jig
% (Left circumflex artery , LCX) . £ eIk 2 ik (right
coronary artery, RCA) "1 28 /b 1 37 I 45 % 78 2 >

50% ; @l R R o8 3 H B0 HEBR bR il : DA
bE T LS s AN RYT 3 QA IF 218 1 sk
Yt g RO e BB s oK 4 il A M 0
R H . R B UG 15 00 00 & 4 MACE
FHVEN AU, KL MACE H BN B4,

96 R[] 39 PR 5 A0 e O 5 i A B, O 28 e 4R 2l
Ik 35 5% A S 1 A8 B 2 AR <50% | I3 I F T H
I PRt 58 24 119 120 ) FE 60005 5 S X HRAH . P
YL PRSI IS S — R R 22 R RS R
X (P>0.05), WFE1, RHRLERRIZE 2
ek, Z IR B S FAERE
1.2 WA

P T A B J5 ¥ 25 T XHAE SZ R 3697, Wiode
IR GORE, A4 M3 AR BMI(=25.0 kg/m’®
Rl A 8 L, =30.0 ke/m?® B R BB B ) i O 8 IR
95 9 St R WA SRS L G SR 4 BR A0HE IR Bl Bk
A 8] 732 M (global registry of acute coronary events,
GRACE) "4, <108 43 MK AE , =109 43 K = f
PIZL Y F ABE 24 h PSR AR 7 0 95 BRAE W R
A BRZy w89 S b ik 5] & A apoB LapoA-1,
JF1158 apoB/apoA-1 H{H 5 & 15 1% [R A F] cobas
8000 ¢702 4= 1 2l 4= 1k 43 Hr A 45 Il LDH , ALP 7K
V. apoB/apoA-1 FEHRE" : 4 apoB/apoA-1 L {H
<0.7 B} A IEH , 24 apoB/apoA-1 HL{E=0.7 k74 Tt
1o LDH HZEARME": 24 LDH /K ¥<140 U/L Hf Ky
1EH, 24 LDH /K F-=140 U/L Ik 5% TF & . ALP
I SE AR AET 24 ALP /K F-<45 U/L B R 1E %, Y
ALP 7K¥-=45 U/L B R 558 FHE

F1 MABRKHABILE (2(%), (x=s5)]

Table 1 Comparison of baseline data between the two groups [n(% ), (x+s) ]

e

215 n PE (5B /4 ) () BMI(kg/m®) R P WA W A 2
ol 115 82/33 61.09+9.77 24.46x1.30 48(41.74) 34(29357) 71(61.74)
X HEZH 120 88/32 60.79+9.58 24.23+1.19 38(31.67) 29(24.17) 74(61.67)

HH - 0.121 0.238 1.416 0.635 0.872 0.000

P - 0.728 0.812 0.158 0.425 0.350 0.991
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1.3 BT &G

Bl 177 B[] > 2 48, #0E 2 2020 455 H 30 H .
XTRT A CHD F& % 3 o i i [ 55 7 =Xk 17 Bl
Vi, CHD 8% Ml Ji B 4F J& 45 75 W58 48 5 (24 4>
H) & %4 MACE, Ik 2 & 4 W HiJg A K .
MACE "5 SR D PRPEFE T, A 2o PE o A
BE, RO SR AE B, RS M i A v, 30 00 A5 B
1.4 G5k

PLGE 4K SPSS 22.0 X ECHE #EAT 404, T
PERLERF (R 25) o AT KI5 T HBOEE R DL (%)
7N, K5, R FH £ 0T Logistic 9115 43 #1152 1 CHD
B I MACE B &R I 2 R H ROC 6534t
apoB/apoA-1,LDH & ALP %} CHD 4} #{ MACE fi}
AN, LA P<0.05 A2 538 Geit24 7 Lo

2 HR

2.1 Wil apoB/apoA-1 . LDH & ALP /K- b5

X} H8 44 apoB/apoA-1,LDH } ALP 7K - ¥ Ik
T A, 25 WA G 73 L (P0.05) . W
%2,

%2 T4 apoB/apoA-1.LDH % ALP /K ELLEE (x+s)
Table 2 Comparison of apoB/apoa-1, LDH and ALP levels

HAP RO R A B R 14 9], S0 00 A TR R 10

il , Ak o v WU SE 4 61, H % 4= MACE &

apoB/apoA-1.LDH & ALP /K-F-218] i & T B 41 ,
WA S EE X (P<0.05), W33,

%3 A.B%H apoB/apoA-1.LDH % ALP /K ELLEL (x+s)
Table 3 Comparison of apoB/apoa-1, LDH and
ALP levels in group A and B (x+5)
2 5] n  apoB/apoA-1 LDH(U/L) ALP(U/L)
A4 28 0.95+0.17 286.33+26.11 171.06+25.20
B4 87 0.80+0.12 266.75+x14.92 159.63£17.24

tH 5.165 4.944 2.706
P <0.001 <0.001 0.008

2.3 5N CHD & 3 MACE By & &=
Logistic [l A H /347 7R : 88 GRACE W47
M fE e E SIS BN =50% A LU B
JR % . apoB/apoA-1.LDH K ALP /K F 5% Tt M
S0 CHD 8 3% H 3 MACE Y @[ H & (P<0.05) .
k4,
2.4 apoB/apoA-1.LDH } ALP 7K~} X} CHD f&#
L MACE 19750 41 {8
apoB/apoA-1.LDH }z ALP = F A gk T il
70.961, KT = F 5kl (P<0.05), W5 &1,

between 2 groups (x+s)

3 itig

21 51 n  apoB/apoA-1  LDH(U/L) ALP(U/L)

W94 115 0.84+0.18 2715242092  162.41+23.85

XL 120 0.52+0.04  125.41£10.91 39.41+3.94
i 18.993 67.527 55.712
PE <0.001 <0.001 <0.001

apoB J2 K i 4 H A 2 245 M 8 1 o,
R R S AE S I e BRESRAEL K, J2 e 2y ok 55 A Al A 1
Olo apoA-1 R EIENRE A ERABEA, 12

Sk bR . K ImIRIT5E &3, apoB/
2.2 A .B %] apoB/apoA-1 .LDH /& ALP /K- 5 apoA-1 B FR AL FE R 45 1 e % B IR A AR
BOEBEUTZ 115 BEE I MACE 28 9], RN AR 8 AR PEAl CHD & 2 1 SURPE S8 43, Ty

R4 S CHD EEHI MACEHIBREZSH

Table 4 Analysis of risk factors influencing mace events in CHD patients

. LA E i EA iy

- OR{H 95%CI P OR{H 95%CI PiH

P (5 vs %) 1.139 0.713~1.513 0.569

A (<60 4 vs =60 %) 1.658 0.892~3.081 0.644
GRACE W43 (=1 vs K15 1.791 1.325~1.616 0.019 1.857 1.257~1.754 0.041
ZE 0 S LB (=50% vs <50% ) 1.716 1.236~1.497 0.010 1.598 1.364~1.885 0.023
BMI(=25.0 kg/m’ vs <25.0 kg/m®) 1.765 1.212~1.535 0.015 1.685 0.268~1.779 0.538
L A vs T8) 1.614 1.143~2.280 0.020 1.672 1.072~2.609 0.012
BRI 1 vs T8) 1.829 1.022~3.274 0.023 1.972 1.091~3.564 0.010
W Jif s (A7 vs T6) 1.672 1.112~2.514 0.026 1.714 0.867~3.391 0.578
apoB/apoA-1 (534 F+m vs 1E%# ) 1.831 1.644~1.972 0.016 1.6369 1.365~1.784 0.035
LDH (5% F+ i vs 1IE% ) 1.586 1.357~1.867 0.022 1.754 1.452~1.885 0.008
ALP (53 Tt vs 1IEH#) 1.658 1.587~1.575 0.004 1.658 1.369~1.789 0.017
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# 5 apoB/apoA-1.LDH & ALP 7k 3¢ CHD £ H
MACE BTl i &
Table 5 the predictive value of apoB/apoa-1, LDH and
ALP levels for mace in CHD patients
TP 7 R R R RAREL AUC 95%C1 P
apoB/apoA-1 0.864 0.762  0.626  0.823 0.671~0.974 <0.001
LDH 0.871 0.767  0.638  0.758 0.607~0.909 <0.001

ALP 0.803 0.731  0.624  0.890 0.799~0.982 <0.001
=FWA 0975 0813 0.788  0.961 0.000~1.000 <0.001

sk
apoB/apoA-1
LDH
ALP

#a

0 02 04 06 08 10
15

1 ROC #h%
Figure 1 ROC curve

T CHD &A= A B " o Ah, MOG34
XF 4Bk 52 AN 5, 2 7 Z 4] CHD & #4790 51 %)
HEAE 5T & B0, 0L B% PR 99 L M | apoB/apoA-1
R G I 0 1) E A P R, FEAIK apoB/
apoA-1 7K X6 45 il A IS 0 19 kA HLA 2L
ERM . Abi o845 5k 5 BEAEAH OG22 38 I it o
S5 AHML . apoB . apoA-1 43 &R B S kit
FERTE AL 55 B sl ik ok B3 A 19 47 ZCH8 1iE , 177 CHD £
BRI R S S koA AL OC R BT, — B
18N, AT 52 apoB/apoA-1 /K EHLE T & . ASHF
9% 4 2 7t Logistic [21H 73 B 45 2 1EW] apoB/apoA-1
254k 5 CHD 2% H Bl MACE % R %], Al {41
i MACE H 3L A 3LFE 5

VLA, MR SRR 5T A B, I35 $8 AR AG CHD H
A R BURAE , TR RO W IR B PR AE FR B T
fli & TG "', LDH J& 254 #it , nT 1k LR &
AP R , 55 20 A | i AR T AR A T PR
A HUEAE A S % V) AH O, J& B A R L AW
WLAZ A SR A . AHSCHIFSE4E Y, 20 LAz
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UA .NT-proBNP. PLR 1EfisiBE bEif bk iz fe b 2 24 AL

I IR REC FATE BREF

(# ZE] BM HiITWRER(UA) N AKu B AU 4 K5 (NT-proBNP) | il /MR -5 i EL 40 i He A
(PLR) 78 2 PE A AE (AIS ) W ik s i h sh 8 A b Je i S0 Ask deBOR M T N RSB 105 1] AIS B,
Bpri i s ia 77, M40 & 99 90 d B Rankin 174> (mRS) 43 B UG A R4 (n=26) . R4F4 (n=79) , Lt
PR T ARG 24 h ARG 7 d UA NT-proBNP . PLR 7K - 2 & 5 90 d mRS 43, 4347 5 (4940 %
SR 2, IR AR IS 24 h RS 7 d UA NT-proBNP . PLR 7/KF- 5 &5 90 d mRS $E43 56 2 S F 1515
AR, B8R ASRARKRIE 24 h JBHJ5 7 d UA NT-proBNP PLR /K V-2 T R IF4H , 2% A 51t
X (P<0.05) s AR AR 90 d mRS P74 T RAFAL, 25 A G00HFE L (P<0.05) ;%18 J5 24 h F
J& 7 d UA NT-proBNP .PLR /K V-5 & J5 90 d mRS $F43 A 77 IEAHIE I R (P<0.05) , 5 AIS M 5
R K (P<0.05) ; TR KE IS 24 h 85 7 d UA NT-proBNP, PLR Tl AIS f 2 Wi 5 A B 9 ith 28 T mi il
(AUC)¥>0.7, )5 7 d S35 FREEA TN K AUC Bk, 4 0.953, £5i8  UA NT-proBNP PLR /K75 i
AU P v A v 2 155 A R VT AR, 5 0 3 T S 35 AR 56, ) 4y B I PR 00000 8 38 305 2 VA 7 7 o

(8271 AVERRESE; PRI ; N A B BRI BRI ; (/M5 bk C 40 (8 5 ki ie

Dynamic changes and significance of UA, NT - proBNP and PLR in intravenous
thrombolysis of cerebral infarction

SUN Weiming'*, WANG Guihua’, ZHANG Ying®, QI Xiaoru', FENG Chengfang'

(1. Division 1, Department of cerebrovascular disease (intervention) , Cangzhou people > s Hospital,
Cangzhou, Hebei, China, 061000; 2. Department of gastrointestinal surgery, Cangzhou people’s Hospital,
Cangzhou, Hebei, China, 061000; 3. Department of Neurology, Cangzhou people’s Hospital, Cangzhou,
Hebei, China, 061000; 4. Second District, Department of cerebrovascular disease (intervention), Cangzhou
people’ s Hospital , Cangzhou, Hebei, China, 061000 )

[ABSTRACT] Objective To investigate the dynamic changes and significance of blood uric acid
(UA), N-terminal pro-B-type natriuretic peptide (NT-proBNP ), platelet to lymphocyte ratio (PLR) in acute
cerebral infarction (AIS) intravenous thrombolysis. Methods A total of 105 AIS patients from the People’s
Hospital of Cangzhou City were selected for intravenous thrombolysis. According to the modified Rankin scale
score (mRS) at 90 days after the onset, they were divided into a poor prognosis group (n=26) and a good
group (n=79). Before thrombolysis, 24 h after thrombolysis, 7 d after thrombolysis, UA, NT-proBNP, PLR
levels and 90 d mRS score after thrombolysis, analysis of prognostic related factors, and analysis of 24 h after
thrombolysis, 7 days after thrombolysis d The relationship between UA, NT-proBNP, PLR levels and mRS

score at 90 days after the onset of onset, and the value of predicting poor prognosis. Results 24 hours after
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thrombolysis and 7 days after thrombolysis in the poor group, the levels of UA, NT-proBNP, and PLR were
higher than those in the good group (P<0.05) ; the mRS score of the bad prognosis group was higher than that in
the good prognosis group at 90 days after the onset of thrombolysis (P<0.05) ; 24 hours after thrombolysis, 7
days after thrombolysis, UA, NT - proBNP, PLR levels and 90 days after the onset of mRS scores were
positively correlated (P<0.05) ; 24 hours after thrombolysis, 7 days after thrombolysis UA, NT-proBNP and
PLR are all significantly correlated with the prognosis of AIS patients (P<0.05) ; 24 h after thrombolysis and 7
days after thrombolysis UA, NT-proBNP, PLR predict the poor prognosis area under the curve (AUC) of AIS
patients Both were >0.7. The combined prediction of AUC of each index was the largest at 7 days after
thrombolysis, which was 0.953. Conclusion The levels of UA, NT - proBNP, and PLR in intravenous
thrombolysis of cerebral infarction gradually decrease with the improvement of the disease, and are significantly
related to the patient’s prognosis, which can help clinically predict the direction of the patient’s prognosis.

[KEY WORDS] Acute cerebral infarction; Blood uric acid; N - terminal pro - B - type natriuretic

peptide ; Platelet to lymphocyte ratio; Intravenous thrombolysis

=0 i F BE (Acute ischemic stroke, AIS) M IIfi
PR o LG I 7B, 2 P i 8 32 AL i 3 ok e 2=
T e 7R Bl A P ZE T O L A AR R R
H T, B NN Ia e m = B R R R
WK HEIRIT ALS, A 345 RAFTTAL . [HAENG IR TAF
W ZBURETERR KSR 24 h N B EURE AR 3 B, &6
o3 FE SRR Z N EE, An] LI 2 A S AT R [R) 7
AR BT R 55 PRI T AR M B2, A e
35 H |, 1fiL 3% PR W2 (Uric acid, UA) K F-15 ATS & 9
N Bl DK B 7 A S TE AR G, HLZ 520 ATS S8  1%
PRI ZR . N R B A4 K (N-terminal pro-
brain natriuretic peptide , NT-proBNP ) J& Uk f1t).0> T
Redn Y, HoKSEAR 405 ALS # 2 D) Rg sl ™ i JE
JWG A RAFRIFRCHED S eAh, B iFoeds i
/I 5 TR E 41 A e {E (Platelet to lymphocyteratio,
PLR) T} i 45 5 in AIS 6 25 114 i & 5E 10 A, Jf: filf
UG AR R ARt AR5 220 UA
NT-proBNP PLR 7£ AIS #fikia e a2 (b A& o

1 AR

1.1 — %R
FEH 2018 4F 10 H 2 2019 4F 12 A %M AR
= Be 105 5] AIS £ 35, 577 Bl 25 35 fifg k08 1 0R

J7 , K4 A& 9 90 d 2 B Rankin 1 % 7F43 (modified
Rankin scale, mRS) "3 A Tl J5 A K 41 (mRS $F43>
343 ,n=26) . R #f-4H (mRS ¥F43r<3 43 ,n=79) . XTI
P PE ] AR S R T e A A R R A KT
T, 2R TG E L (P>0.05), WK1,

AR UE : DS BECH [ S Sl i 14 ik A< iz
B8R 2018) M2 Ky AIS ; @ K i TR YT I Al <
4.5 h; OH B ; DX AR Y Ik 2 O &
HRFEBEAGARG, CEBF R HEBRbRE
O H3 il A 1) 25 5 @Sk 348 ™ 8 A 47 0 3 F AR L35
UM R G # 5 @B R 2 ; &)™ F O i
B P E DR 2 @A I AL AT RS A
WEGEFE AR I N, Qs B B i . A
W A BBt P T B 25t
12 ik

FEARA I T 92« BB A B IS B BT R A
IR IT o0 Tl RIS 24 h AR5 7 d R
£E AN E KL 5 mL, B3 mL Il kR AR L 3
500 r/min #5500 (0248 5 cm ) AL FE 5 min, H
L3, SR FH PR R 2 00 22 13 UA 7K, 357 &0
H WL AR O 5 DR AE o ot A R 2 D 5 SR R ] 43
HEDE I G033 2 M A I 1L 7 NT-proBNP /K-, i
& B 7N S A PR A PR A v 5 B2 mL Ifi

K1 WEA—BEBLEE [(vxs),n(%) ]

Table 1 Comparison of general data between the two groups [ (x+s),n(%) ]

g1 51 IR (%) Wﬁﬁﬁ?ﬁ%éﬁ&z Ui veli] _ é‘#ﬁ _
(Br&) (kg/m®) GB/) (2/1%) & PR 0 L E
R e 79 48/31 59.84+5.41 24.41£1.29 30/49 24/55 37(46.84) 11(13.92) 40(50.63)
NEE 26 18/8 61.35+5.17 24.73+1.88 11/15 9/17 13(50.00) 4(15.38) 15(57.59)
A AL 0.601 1.248 0.973 0.154 0.163 0.079 0.019 0.391
PiE 0.438 0.215 0.333 0.694 0.687 0.779 0.890 0.532
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WARAS , R FH OTA-400 B4 [ 8h A= A A (e A
VPR 28 B 7 DA A7 PR DEAT 28 W) ) AGr I i /DA bk
CL 407K, 33158 PLR
1.3 Guitsorik

BAGACHFLRH SPSS 22.0 84, AR n(% )
R K5, SFH R w K25 . TR R
B Bartlett 77 2= 55 P46 56 5 Kolmogorov-Smirnov 1E
ATERS , BN B A 7 22 551 B M IEZS 431
Ph(x+s)filiid , R IS ST REAS ¢ 46056 5 AH S 23 Bk

H Pearson H 3¢ 2 BB AY 5 52 0 K 22 53 M2k H Cox

] A5 7Y 5 T AL A 43 B R FH 32 38 T AR FRAE

(ROC) 4k ; P<0.05 N2 H Geit=#i L,

2 #R

2.1 4 UA NT-proBNP . PLR 3 2754k
AR 24 h B85 7 d UA NT-proB-

NP .PLR ¥ R 4F 4 &, 27 A G i 2 X (P<
0.05), W2,

%2 T UANT-proBNP.PLR ZhASZE (k+s)

Table 2 The dynamic changes of the two groups of UA, NT-proBNP and PLR (x +s)

b 2H %1 % aZ el WG 24 h WG 7d
UA (pmol/L) R 26 428.66+67.29 357.86+59.44 349.23+31.88
R A4 79 419.57+64.03 319.07+48.76 322.67+35.57
A 0.620 3.328 3.384
P1H 0.537 0.001 0.001
NT-proBNP (pg/ml) NEEE 26 305.29+59.34 257.34+36.84 249.18+37.43
R4 79 310.49+55.28 219.56+33.92 208.23+40.55
A 0.409 4.822 4.549
P1H 0.684 <0.001 <0.001
PLR NEEE 26 142.06+19.78 121.39+17.26 103.55+13.50
R A4 79 146.53+21.67 106.88+14.75 00.27+10.81
A 0.931 4.168 5.008
P 0.354 <0.001 <0.001

2.2 W EW)E 90 d mRS P4 LR
ARHYE R4 %95 00 d mRS W5 b3k,
ZRAGIFE L (P<0.05), W3,

®3 FWHAZXKE0dmRSIENELE [n(%) ]
Table 3 Comparison of mRS scores between the two groups
at 90 d after the onset of disease [n(%) ]
4 B 19 24 34 () 54
ARH 26 000.00) 000.00) 000.00) 22(84.62) 4(15.38)
R4 79 6(7.59) 49(62.03) 24(30.38) 0(0.00) 0(0.00)

ufd 7.661
PiE <0.001

2.3 UA NT-proBNP PLR 5 mRS -4 & &
Pearson 7 #T /8 , 5 i J5 24 h I J5 7 d
UA NT-proBNP .PLR 5 % i J5 90 d mRS 143
EAI(P<0.05), W4,
2.4 FiEHmEE B Cox 7 Hr
PRIAR & Fillf5 R A7=0, WU A R=1; {28 5
J&F 24 h 7512 )5 7 d UA NT-proBNP ,PLR; i/ | Cox
50T R, 7 H 5 24 h 125 7 d UA \NT-proB-
NP .PLR ETE ARG A R (P<0.05) . W3R 5,
2.5 UA NT-proBNP PLR Tiilll i) i) ROC Hh£k
FIPEREA  ARMABKRIE 240 5 7d

#4 UANT-proBNP.PLR 5 mRS #5 X &
Table 4 Relationship between UA, NT-proBNP, PLR and

mRS score

UA NT-proBNP PLR
e WG WG WG BRE BRE BRE
24 h 7d 24 h 7d 24 h 7d
mRS ¥4 rfH 0.503  0.679 0565 0.520 0.534 0.574
P{H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

x5 WEHMWERE Cox @RS

Table 5 Cox regression analysis of prognostic factors

A ES B SEfH Wald ¥ HR{H  95%CI P
iR G 24 h

UA 0.144 0.048 9.024 1.155 1.007~1.325 <0.001
NT-proBNP 0.820 0.249 10.832 2269 2.051~2.511 <0.001
PLR 0.324 0.113 8214 1.382 1.152~1.659 <0.001
WA 7d

UA 0.166 0.042 15569 1.180 1.025~1.359 <0.001
NT-proBNP 0.925 0.226 16.765 2.523 2.316~2.748 <0.001
PLR 0.433 0.102 17.980 1.541 1.264~1.879 <0.001

UA  NT-proBNP . PLR; FIPEREA . RAFAHIF RS
24 h % )5 7 d UA NT-proBNP ,PLR ; 2 il ROC
M2k BRI IS 7 d 4548 bR BB A 1 i 28 F T R
(Area under the curve, AUC) K T )5 24 h X} b/
P bR LA AUC, W6 1,
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Table 6 ROC analysis results

St AUC 95%CI cut-off {& HURE (%) RS (%) P1H
Wk 24 h UA 0.715 0.599~0.831 >350.86 wmol/L 61.54 70.89 <0.001
NT-proBNP 0.804 0.715~0.892 >244.46 pg/ml 88.46 63.29 <0.001
PLR 0.722 0.593~0.850 >115.82 46.15 97.47 <0.001
A 0.910 0.853~0.967 84.62 81.01 <0.001
WieJE 7d UA 0.895 0.872~0.964 >332.19 wmol/L 69.23 94.94 <0.001
NT-proBNP 0.844 0.750~0.938 >234.05 pg/ml 84.62 82.28 <0.001
PLR 0.791 0.694~0.887 >95.82 80.77 74.68 <0.001
B4 0.953 0.914~0.991 88.46 80.87 <0.001

100 .

80

& 604 60
P r &
B o404 # a0
B H B

— W5 7Td PLR
— 5 7d UA
— &5 7 d NT-proBNP

— ## 2 i7 24h NT-proBNP

20 — PLR 20

it 2 e BRI Th S
0 20 40 60 80 100 020 40 60 80 100
FESREE (%) FESRIE (%)

Bl 1 UA.NT-proBNP.PLR F il /5 ROC f £
Figure 1 ROC curve of UA, NT-proBNP, PLR predicting

prognosis
3 it
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MRS EON 5 3 FE ™ . AW IR & 8L PLR 16
AIS (B F B IRYT 5 BE 1 I 2 W R AIG, d
PLR KV 25 40 5 AIS [ EH Pl 5 A &, A5 —
A3l A O BT, RIS 24 h RS T d
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BT LRE R BHEMENE RS 24 h B )5
7 d UA \NT-proBNP ,PLR A Jij F T #iill AIS s %
SRR YT B T % )9 7 1), 38 2 222 1 ROC T 4%t
AR HEI AT SR, R B S 24 h RS 7 d
UA .NT-proBNP PLR it l] AIS &35 1l J5 A~ R %)
AUC B7E 0.7 DL b ¥ HA — @ Bl 8, Fe )2
Wit JE 7 d A FE RIS T AUC 355 0.953, i
FEFIN RS FE 5 B 53 1 ol 88.46% .89.87% , H.
A5 TN CRE , AT Ay i R 30 90 A8 S TS B
H 5 m et — g 2%, N4 5 B2 AR5 J e J5
SLIRIT T T
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Relationship between HMGB1, EOS, IL-23 and the extent of chronic sinusitis and its
diagnostic value

WEI Xinxin*, XU Huan, YAN Yimin, YIN Zhongpu

(Department of Otolaryngology, Head and Neck Surgery, Nanyang Central Hospital, Nanyang, Henan,
China, 473000)

[ABSTRACT] Objective To investigate the relationship between high mobility group protein B1
(HMGB1) , eosinophils (EOS) , interleukin-23 (IL-23) and the extent of chronic sinusitis (CRS) and its
diagnostic value. Methods A total of 98 CRS patients admitted to Nanyang Central Hospital from January
2019 to December 2020 were selected as the CRS group and 45 healthy people from the physical examination
center were selected as the control group. The baseline data, HMGB1, EOS, and IL-23 levels of the two groups
were compared. The visual analogue scoring (VAS) and Lund - Mackay scores of people with different
expression levels of each indicator were compared. Pearson, multivariate Logistic regression equation, receiver
operating characteristic curve (ROC) and area under ROC (AUC) were used to process and analyze the data.
Results Compared with the control group, the CRS family history, HMGBI1, EOS and IL-23 in the CRS
group showed statistically significant differences (P<0.05). The VAS score and Lund-Mackay score of those
with high levels of HMGB1, EOS, and IL-23 were higher than those with low Levels (P<0.05). HMGBI1,
EOS, IL-23 were positively correlated with the VAS score and Lund - Mackay score (P<0.05). Multivariate
logistic regression analysis showed that after controlling the family history of CRS, HMGB1, EOS, IL-23 were

KA A . g AL R R 3| A (172102310167)
Ve B4z M P s B F BB Sk I — R X, 7T &, & A 473000
YRR # A A, E-mail : veilxun@126.com



NTEWiER T 20214510 45134 45108 T Mol Diagn Ther, October 2021, Vol. 13 No. 10 - 1645 -

still related risk factors for CRS (P<0.05). The AUC of HMGBI and EOS combined with IL-23 was 0.951,
which was higher than 0.818 of HMGB1, 0.856 of EOS, and 0.803 of IL-23. Conclusion HMGBI1, EOS,

and IL-23 in CRS patients are higher than those in the normal population, which are related to the subjective

condition and lesion range, and can be used as biomarkers for the diagnosis of CRS, thereby providing

reference information for clinical diagnosis and treatment.

[KEY WORDS] HMGBI1; EOS; IL-23; Chronic sinusitis; Lesion range
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Comparison of the epidemiological characteristics and detection methods of influenza A in
a hospital in Guangzhou from 2018 to 2019

HUANG Jiasi'*, HE Yuting®, CHEN Yao®, YU Xuegao’, HUANG Hao®*, CHEN Peisong**

(1. The Third Hospital of Changsha, Changsha, Hunan, China, 410000; 2. The First Affiliated Hospital ,
Sun Yat-sen University , Guangzhou, Guangdong, China, 510000)

[ABSTRACT] Objective To analyze the epidemic characteristics of influenza A virus in a hospital in
Guangzhou from 2018 to 2019and and evaluate the clinical application of colloidal gold immunochromatography
and Real-time RT-PCR in influenza A virus screening. Methods In the retrospective study, a total of 12 506
cases of influenza-like illness (ILI) admitted to the hospital from August 2018 to July 2019 were recruited. Pha-
ryngeal swabs were collected, colloidal gold-labeled immunochromatography was used to detect influenza A anti-
gen. Real-time RT-PCR was used to detect nucleic acid. Results The detection rate of ILI influenza A was
4.19% , mainly from January to July. There was no statistically significant difference in ILI influenza A detection
rate of different genders (%*=0.606, P>0.05). There was a statistically significant difference in ILI influenza A
positive rate between different age groups (¥*=31.260, P<0.05), and the positive rate was the highest in the 7~17
year-old group (6.19%). Real-time RT-PCR method of influenza A virus positive detection rate is 15.20%, with
Real-time RT-PCR method as a reference, the sensitivity of colloidal gold immunochromatography method is
10.48% , and the specificity is 98.98%. The positive predictive value was 64.71%, the negative predictive value

was 86.05% , the coincidence rate was 85.53% . The Yoden index was 0.095, the consistent Kappa value was
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0.144 (P<0.01), the missed detection rate was 89.52%, and the false positive rate was 1.02%. Conclusion The

colloidal gold labeled immunochromatography has a high rate of missed detection. Clinically, more attention

should be paid to nucleic acid detection in pathogens, and the sensitivity and specificity of rapid methods includ-

ing colloidal gold methods should be continuously improved to meet clinical needs to the greatest extent.

[KEY WORDS] Influenza A; Prevailing characteristics; Colloidal gold labeled immunochromatogra-

phy; Real - time RT-PCR; Sensitivity and specificity
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WEFE 53 M 1 12 506 151 37t A 99 9] (influenza - like
illness, ILI) , #35F H AU 3t 80 25 A Ui A THRR AR AT
SEF RS A B, L) Real-time RT-PCR &% 7
5, o BT A 4 B A A 95 2 BT ek XoF PR B S SR 5
ARSI BE

1 BREFE

1.1 — sk

WegE 201848 H 1 H £ 201947 H 31 HEER:
12 202 B AT BE B & iy ILL A BF e X 42
TLI 4 SR A ) I B I 7 42 (2017 4 Ji) )™
FrE, B & B (PRI =38C ) |, 1 W% ik 5 W 9 =2 —
Ho HeBgARUE: QA E 2B Q@ IRt aE
it 400 ) 700 2R T A R 2 W BT A I S B B
A DA R e R IR 2 s @RI T TR R B3 O
JERaANRERL G it — DR A . g8 A 12 5006 fi i
L H A B E 6 379 4], Lotk 6 127 B, AF I T3
(27.37+23.20) % ; H:vh 161 1] i Ji] Real-time RT-
PCR LA, 11654 141 i FH I AR 4 b i e 8 2 AT i
K, 691 441 [a] B5H e Fil T Real-time RT-PCR %5 F1 %
RS AR LRI E TR . ARG 28 5 B PR 24 46
PR G A, e EB AL Y2 B S R .
1.2 U5

Clearview F %/ 2, A4 Vit B 5 BT 4Gz 0 48 551

& LAY B2y (BUN )2 7)) 5 A% IR HE B sk 44k
A CHp Ll R 23k 2 S B A A FR A AL b5
DA0623) . 4 [ 2l A% R AN (Ll R 2 35 22 FE T
B A AT BR 2N ] , TS . Smart32) 5 B B 3 B 25 4% 12
RN B (L 2 ik 2 o R A A R 7)) 5 512
fif % 7 i PCR 43 Hr A (3£ B ABI A ], B145 .
Prism7500)
1.3 ik
1.3.1  ArACRAE S Ak

FHTH =2 I B A ] Hsf 2R B DL AR 3 BT
A TN TCR A ) T8 RO, JF7E 30 min 3%
2P, A RE SRR RA
TS I 7 %2 (2017 4E R )" St
1.3.2 B

1 R AR A 1 mL JC R A= BRER K,
7% IR A5 B 300 mL TAX R 12 BORH & , 4% 1%
TR ULRH 5B
1.3.3 [ #% 5% 521 (Real-time RT ) PCR 6 il 37 /8%
TR

FAS R IR BA S, F| FH—257% Real-time RT- PCR
G 4 A, LA 78 35t s 7 5 DR G b DX 1) e R AR
SF DX DX, B TR S 1 5 | ) B e SR, SR
Xof AR A e AL R B 119 2 A
1.3.4 ARG IC R 2Pk R

i) B3 PN 6 9 Flu 240000, B — SR i il A
Jei TR A BT A S, R R AR | AR 3R 5 A
A, 15 min J5 B2 55 N DUARYE A HI 15245
1.3.5 ZWitriE

ZWibs R QA TR B 1297 7 2 (2018 4F
FO) ) 02 9 AR U o SR PRRE R I | Real -
time RT-PCR Fl/a5 e 4 4 i i o 95 2= B 32 46 I BH
PRI Wk B R B 1 . PR iR A SR AN — 2L
i}, L) Real-time RT-PCR A6 A5 2% 7 12 .
1.4 Gitoawr

K H SPSS 19.0 Gt i 3k 444 1 A 7 B4 i iR
Gt o3 AT, THECR B n 5 (% ) R, 2x2 DU £
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SEEREIN 25 3 IF U R S B L B
(B B PR B0 A0 498 5 38 R e B 48 B, — Bk
Kappa £ 5 o QA58 L RF 5 B FLAF 6 R 1
90% , WA NI 52 % Ik g R —3 —3
£ Kappa {H=0.75 X /x5 ik 5 2% )5k m g
— 3, Kappa=0.40 i 574~ — 3, Kappa<0.40 j A —
B P<0.05 NZERAGTIFE L,

2 HR

2.1 TLT B FP B0 g0 Ty B ) oA
2018 4F 8 H 5 2019 4F 7 7 H AL i Jak 1 5 2
P L AR 7 s iEfe 1 7, Hofl T 4y PLEK
RAE, Wk,
*1 PRRBEEHZERAMRLSA (2(%)]
Table 1 The tdetection rates of influenza A in months [1(%) ]

Hisf [i] it AR 151 FH AR i SRR
2018 4F 8 H 179 1 0.56
2018 4 9 205 2 0.98

2018 410 234 0 0.00
2018411 H 316 1 0.32
2018 4F 12 H 600 10 1.67
2019 4F 1 H 1453 91 6.26
2019 4F 2 f 1022 60 5.87
20194F 3 H 1482 90 6.07
2019 4F 4 H 1577 79 5.01
2019 4F 5 H 1879 66 3.51
2019 4 6 F 1914 65 3.40
2019 4F 7 H 1645 59 3.59

it 12 506 524 4.19

2.2 N[l I TLT HE 28 A 1 o
AN TR 51 TLT H 76 3 ks o st , 22 5+ 648
5 L (4=0.606,P>0.05), W2,

2 AEMER LI FEGFEGHELE (n(%) ]
Table 2 Comparison of detection rates of ILI influenza A
between male and female patients [1(%) ]
PRI WEEER]  WEGRG KR (%)  fHE PE
% 6379 276 4.33
© 6127 248 4.05

0.606  0.436

2.3 N[EIAEHAZH TLI F R 3 ks i %

iz FRATAS 1 KN i 3653 Sk 5 AN AL, 7~
17 % L BAVER R 5, 7 6.19% , AF45=66 % 21 (4.54%)
R, NI ] TLT R AR PR L3, 25 5
il L (=31.260,P<0.05), W73,
2.4 Real-time RT-PCR Fl 1K 4 bpic fo i 2 4 s
ghER

FE 691 5] [m] B fef7 FH 9 A 7 32 A 00 % TLX S AR

£3 REEHEA L] R R 5
Table 3 Comparison of detection rates of ILI influenza A

among different age groups

() SRR WD RlR (%) H PHE

0~ 1 364 54 3.96

3~ 1769 76 4.30

7~ 2198 136 6.19
31.260  0.00

18~ 6073 208 3.42

=66 1102 50 4.54

it 12 506 524 4.19

T prA A, AR 45 10 G 3% J2 A A il o R AR
WK EE 17 4], W2 4. Real-time RT-PCR 7% 105
1y BHAEBR A, AR 42 i #9882 A v BHAE 11
], 575 o4 ] KA 5 i 586 5 B PEFR A, 6 191 i
REARIC R EHTEHY . 52 kb, )’
TR G FRic S 2 AT Ik R AR R 10.48% , B 5 5
98.98% , [H 1 75 I 18 N 64.71% , BF P 7 {8 Ky
86.05% , 15 A % 85.53% , Ju & 48 %51 0.095 , — B
Kappa {H 0.144.(P<0.01) .

# 4 Real-time RT-PCR MR E SRR BEMELLER
Table 4 Results of Real-time RT-PCR and colloidal gold

labeled immunochromatography

Real-time RT-PCR %

FHME BAE AR
FH P 11 6 17

JRE A G bm i g8 2 BT i Bk 94, 580 674
Ju¥ i 105 586 691

2L EREN

3 it

FH A 900 B 1 28 W k2B B D A A R R
B, HprJiAs 5 i R BN R E fe Jesk, o2
5| R BT AR R Y R B R AR . B,
FH 704 00 S 7 O AR 9T 32 B O 2 G . I e Ak )
NI X, 2018 4F 8 H 2= 2019 4F 7 H W8 7 B 25
G T W 448 SR 4 %, PR JERAG M R R AR 1
AR 7H, wmigerE 1 A, A A Ok N £
XS5 HIX 2 &R RATH AR, 57 RA
B AT IE AL, H SR F R T X H E
R R EEWATE Y WA - T
B TR] T B R ARRE 2 R 2 W, 255 54 , Il
ZR R shE 2, 5 E N AL T RATRE A
JUARTR M EATHIF 5 Hp AL 3 S8 B 114 A BE
R AR FH MR ST A DA 21 (WHO) KA
[ 2018~2019 4 4 75 25 4 BRI B A 793 7 i 5 2
P, AT RE SR ARSI AT
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KW S , A58 52 i it B B 1Y 3k, (1
WFoTas R g —Eie . /M4 K B 25~60
AR SRy IR R e AR T o A AR WU E
5~14 % 22 % L ILL FHPE R . AJHA LB, 7~
17 % {248 L K /AR BRI R e, OO 66 %7
DL AE N K 3~6 5 8 L . 434 IR R A g
JESFIR AT LI 2RI L N D4R DUE RIS B o
F, HARMAY IR, - BARITWEAR,
25 oy 1 R A T 5 110 66 27 LA 1 4F AR FH
PERAORTF 7~17 % 2508 )L s AR, S E Y
AN ST IR TE R — B, X AT RS R B IR 1 %
IR BT 2 R 2 RE B, WA IR SRR,
BRE LA,

H i 0 25 9 A 0 7 R 8 A 59 B
Oy B R FR T IE SRR I G g2 ) v M
1K 4 8 2T H R \RT-PCR % . AW 5% % F I IR
b H P B F )7 7 (Real-time RT-PCR {25 Rl A4 45
FRig e EAT) E4T AL R s A, 5575
T HHE, AR 4 b S e R TR I R A A 2
TR 3k 89.52% , FHLAFTEABR PR , by i — 3
PR 22 . ATBEIR A - DU B 5 HA F1 NA B
J¥50 5 KA AR o R B PUR SR, S B8R A
T BRAR B 1 s SR s B R 4 b i A B 2 T i
() R Z BT MR R AR R PRI A
AP EE R B TR AL B I A T 20
15 Y BT 1 A 4 B i e IE AT IR P @1
55 A [ 9 75 L 40 BA B BB AT RE A AE A XY
5 3 S5O BH A 5 O AR £ i S 8 J2 B ik 45 4R
FI B — W FE W . Real-time RT-PCR £
FE A 3 PR DX 501G ok S B A% R 1 K
W, B R & R A Sh AR B i AR
N (AR I 28 G SR S i i N o v Tl S
M, {H Real-time RT-PCR 46 Il i A< 5 5
FE N T BRI Bd , LI TN
FIIBA S T8 I R SE 6 28 48 0 b s R I, &) 4 it
[ 4 , F: 3 Real-time RT-PCR {2 8 4k 3 L &2
AW 5% 12 506 {71 ILI {#i ] Real-time RT-PCR %
R Fg EEABIAL A 6.81% , 33 1F J2 S BB AR B 2R
PRAR I TP o BRI, I PR 7 2 5 o o R i 2
1) A% B A I, ) s AN DT i o A 458 IS AR 4 12 7 T 1Y)
PR T 1) SR R R S SR i DR U JR R A

SR | AER 832 B i B A I

&% 3Lk
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R DA Bt R A B 2R D2 . A B e 77 %2 (2017 48
WM [Z]. 2017-03-30.

JURA DA AT TG )R R T %
(2017 4 i) [DB/OL . (2017-05-31)[2018-06-10]. http://
zwgk.gd.gov.cn/006940132/201706/t20170601_707611.html.
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COPD Ji4 e B3 % PSGL-1 . IL-6 ST A1)
I RO ELF 58

FEF* RBET® AR KRAH'

(8 ZE] B SHIHEMERLZEERE (COPD) I & YL 3 L35 1 A 3 -6 (IL-6) A& i v
L4 M % T P- 1% % ZE AR (I BC A 1 (PSGL-1) KA1 A il A A% 40 i v B 2R 11 AL I I RN (B . A7k
PEIL 2018 4F 6 F 28 2020 4F 11 A 768 % B N R EBEFFIR N EHATT I COPD i34 84 4, COPD Jf- & & gx i
H 85 ], [] Bof 5k B 83 ] {ekt S (A A 5 A S %o R o ARSI = A RR LY HR TL-6 KT, H MR A1 3R T
PSGL-1 ik , [A] BRI HE 2 A1 mRNA KB HK P, &R COPD F & YL AL Il 7 H TL-6 7K - B
i 55T COPD 41 FI st PR 4H , 2% 55 it 24 7 L (P<0.05) ; COPD I & g% e 40 rp s 40 ifg 3¢ 1] PSGL-1 %
K% COPD ZH R BB 2H 5 , 2 A Si 2 7% X (P<0.05) ; COPD Jf & B Y 28 8 35 41 J&] I P A% 240 i v s
A 11 A1 mRNA M8 139 COPD 2 Rt IR 4H &1 , 22 A B2 L (P<0.05) 5 COPD & I B L 4 3E
T7HE M IL-6 \PSG-1 K& 1 A1 mRNA FHXT 2Rk i MR AL 111 A1 2R LR 288 1 W e /= A2
BE ZRAGIFE L (P<0.05) . ROC 74T 7R « A8 LB 2 F1 A1 mRNA L ZH [ 7K-F Al IL-6 . PSG-1
F LB A I I X COPD A& I e 38 TR B — 2 TG (P<0.05) . 4518 COPD Jf & B f8 34 1ML
T IL-6 WA S T, AR A0 M 2R 1 PSGIL-1 #3538 00, &1 & i A~ % 41 it H BB 25 11 A1 mRNA 2B
FERKF ] TR, A T X COPD I 42 Jl e s 3 B WU it A

[SEsiA ] ISP PR ; PR AR TBUR 1; AN 3 -6; IR AL

Clinical Value of PSGL-1, IL-6 and Annexin Al in Patients with COPD Complicated
infection

LI Guogan'*, CHENG Hongning®, ZHOU Anyan’, LIN Liangfen'

(1. Department of Respiratory Medicine , People’s Hospital of Ding’an, Ding’an, Hainan, China, 571200;
2. Department of Respiratory Medicine , Hainan people’s Hospital, Haikou, Hainan, China, 570311 )

[ABSTRACT] Objective To investigate the clinical value of serum interleukin-6 (IL-6) , P-selectin
glycoprotein ligand - 1 (PSGL - 1) on peripheral blood neutrophils and annexin Al in peripheral blood
mononuclear cells in patients with chronic obstructive pulmonary disease (COPD) complicated by infection.
Methods From June 2018 to November 2020, 84 COPD patients without infection and 85 COPD patients
complicated by infection treated in our hospital were selected. At the same time, 83 healthy people were
selected as the control group. Serum IL-6 level, PSGL-1 expression on neutrophil surface were detected, and
annexin Al gene and protein levels were detected. Results The level of serum IL-6 in the COPD complicated
with infection group was significantly higher than that in the COPD group and the control group (P<0.05).
The expression of PSGL-1 on the surface of neutrophils in COPD complicated with infection group was higher
than that in the COPD group and the control group (P<0.05). The levels of annexin A mRNA and protein in

peripheral blood mononuclear cells of COPD complicated with infection group were higher than those of the

AERA hd A RAF AL G EF A (20168340)
A1 R BARERTRAF, Ed, &% 571200

2. B AARER S BEFRMEEHER)FRAH, Hd,H2 570311
*iEAEEH 2 E T, E-mail : liguogan0038@163.com
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COPD group and the control group (P<0.05). The relative expression levels of IL-6, PSG-1, annexin Al

mRNA and Annexin Al protein in the dead patients with COPD complicated with infection were significantly
higher than those in the survival patients (P<0.05). ROC analysis showed that the AUC (0.95ci) of annexin Al
mRNA and protein levels in peripheral blood, IL-6(P<0.05). Conclusion The level of IL-6 in serum, PSGL-1

expression on the surfsce of neutrophils and annexin A1 mRNA and protein expression in peripheral blood

mononuclear cells were significantly increased in COPD patients complicated with infection, which is beneficial

to evaluate the prognosis of COPD patients complicated with infection.

[KEY WORDS] Chronic obstructive pulmonary disease; P-selectin glycoprotein ligand 1; Interleukin-6;

Annexin Al

AT IR, 18 BH ZE M it 95 (chronic
obstructive pulmoriary disease , COPD) Ft /& J&& 4t fiY)
KA 697/1 T N4 IR B COPD &
IS 1 K e, REAS - T 350UE 8 ERORE il 48 | DL i B
TR AR T B KB HE I T COPD 5 Ik e i
FIRFER RS, XF COPD & I 8% e 1 9 155 P4
REAE Rl R AR OG- B P27 S B T i i 2=
% . 4 %&-6(Interleukin- 6,1L-6) i £ ik T, 6
%38 31 1755 T 96k U8 440 i i B e ZE L, 1 1T I R it
Wb B ZH A S A 45 5 A0 I v Mok 40 i 3R
T} P-1E 5 2 M 85 H AL #& 1 (P-selectinglycoproteinli-
gandl, PSGL-1) BEA% $& i1 2 4% 2 5 K -+ 19 B0G
FREE AR N U A AR 0 | e 242 H G T
it e [ J5T 2 ) IR0 i S O P 17 1 2 S
A Ja] I B A% 240 R 2R T AL R S E T Y
AH S PR, X5 9t A e A i B R A A i 1Y
SHERR I BRI SR AR IR R AR
N T #75 PSGL-1.IL-6 IR 8 11 Al BURIA S
COPD & I 8% 1y I O AH SC 1 , LU R it PRIZ297
PSR, A SCRTT T PSGL-1IL-6 | JIEHK 25
AL BRAGO, F-A7 a0 M A .

1 ARSI

1.1 IR E

PEHL 2018 4F 6 H % 2020 4F 11 H W) e 2 %
N R ERBEPFIR NEHEYT I COPD i 8414 & COPD
IF ARG 8 E 85 1], [ 83 Bl g Re (A ke 2 1 R xof
WA, ARRUE: OFT A AL E 555 COPD £
FEMRIZWbRAE" . @323 B H A &8 A I 1R
Bo HEBRARE : O & A Hofth™ B ; QHERR 2
JERR AR E 5 3R EH — R i
SRGFE L (P>0.05), W1,
1.2 gk

SR FH bk B2 440 6 4 5 A SR AT A At 7 A

®1 3HEZFKE-MABLR (x£5)

Table 1 Comparison of general data of three groups (x+s)

215 n B ()
papicEil 83 49/34 64.58+9.23
COPD 4 84 44/40 63.74+9.96

COPD Jf- & & e 41 85 46/39 63.97+9.53

2IF A 0.804 0.301

PiE 0.669 0.740

Z: B A1 154 4% 41 i (Peripheral blood mononu-
clear cell, PBMC) Ifil 3% ,PBS 5 & 7% i BUR 40
M2 T80 9, 1 000 t/min 2500 15 min, fil AZL
20 R S A R, = 1R B 20 min, 1 000 r/min B
015 min, B FIFRIA, PBS PR 2 U, A 100 wL
A BRER K TR , HE 45 AT PSG-1 A 5 B AR 7 I3
FbkaL 5 mL HARACE SR E IR IL-6 KF-.
R AE B AR TN A 96 FL A A5 AR T, R FH ELISA
AT PSG-1 I TL-6 FAG

il B2 A 3 1) S DK ot O 0 B R W
A, iR Pl b B S A 4 W) A 7 R B X
HEAT RNA I HEHL, 1305 5% 7 cDNA J5 #6473
(R 38 5 3 R % A B R 5 1 9 15 18 ] primer 5 4K
4, H v GADPH 2N &, B & 1 AL 514 5
CAAGGACCAACTACAACC 3’ T ii# 5’ TGCCTC
TTCTTTAATTG3' , 2 JJi 45 NE 5 k47 it 48 %
fife , BEAFLIBEE 3 AR AL, BP9 . Rz K
) R A POk o O BB 2 A B v DL s
Ji R S ] A2 77 ) UniCel DI 800 28 KOG #%
X RSB (A EA TR, e a0 & b s LR AR
ISR
1.3 Gtk

fii FH SPSS 23.0 #ATEIE Z 1T 43 Hr . R
BHDL (v 2 s) H53R, Z 411010 B Ry B R O 2297
B PR LA e, THECPERHL n( %) 158 AT K
5o A AR A A TS 1 PEAh M (E 5347 ROC o
PL P<0.05 2R A SR Lo
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2 HR

2.1 3HEHE M IL-6 K s
COPD Jf- & JE YL 4H IfiL 75 1L-6 .PSG-1 B EX 25 [

Al mRNA B (AL KF B 5 T COPD 41
Xt #8245, COPD 4 Ifil 35 IL-6, PSG-1 | LI & [
Al mRNA FIE FKCFBIR & TR, 2R A5
PeEE L (P<0.05), W2,

+®2 3AMBIL-6KFELLE (x+s5)

Table 2 Comparison of serum IL-6 levels among 3 groups (x+s)

n IL-6(ng/L) PSG-1 IR 1 A1 mRNA MR RIE R BREICEE (1 A1 B IR X ik
X} A 2] 83 10.84%1.79 437.21+19.83 1.15+0.53 0.7420.06
COPD 4 84 101.70£20.42* 513.87+21.37" 1.35+0.78" 0.81%0.12"
COPD Jf RI&H4H 85 132.85+27.54% 532.69+24.71" 2.87+1.23° 1.57+0.64"
Fi 847.958 442.592 94.604 118.923
PiE 0.000 0.000 0.000 0.000

T XA AL, P<0.05; 15 COPD £ LS, "P<0.05.

2.2 COPD & IR YA 5 B4 IL-6 . PSG-1 45
K H R

COPD & B YL 4l AL T & 1ML 7 TL-6 . PSG-1,
JHREE 1 A1 mRNA A FA R AR () A1 8
AE R i W B ARG R (P<0.05) . WL3E 3.

%3 COPD&HEEAREHGEE IL-6.PSG-1EKF
bbEE (v +s)
Table 3 Comparison of IL-6 and PSG-1 levels in COPD
patients with different prognosis (x+s)
B A1 BEEEE AL
W5 n IL-6(ng/L) PSG-1 mRNA A AT
X RER Rk
BT 15 150.02+23.33 550.03+21.13  2.91x0.92  1.71x0.42
15 70 120.02+21.12 520.03+20.01  2.42+0.82 1.400.30
i 70 4.902 5.219 2.056 3.369
PAi 0.000 0.000 0.043 0.001

2.3 Al mRNA 7K F-FIIL-6 \PSG-1 45 4 F8 i1
X COPD & Jf-Jik e s 5 AN [R) il () DAk (i
DIBET 41K BHEREAS DA TG LN P MR AT 3t
57, ROC MZi2 W i A 7Y, 25 5 S < 565 o %)
COPD & Jf- e F AN ) 1 J A PPAS AN (ELRH S s T
B 36 br Bk B, AUC (0.95CT) N 0.845 (0.733~
0.951) , M 0.847(72/85) (P<0.05), W4 &1,

1.0

0.8

i 9

Z 0. 2 06

E i

= = 0.4

W O— ke AL edas [ WO
—O— 16
—A— 0.2 —— WA
@B AL v A

0 0.2 04 06 08 10 0 0.2 04 06 08 10

1-455# 1% (Sp) 1-4¢5 5 (Sp)

1 ROC HiZkE
Figure 1 ROC curve

3 it

KM SRS B 18 M SR R B RR IS
i COPD 1 & 25, 76 G IF A S il AW PR s 5l 2
HABAR % 1) 28 5, COPD A I UL i & A=
KAl — 251 BT I K I COPD A I B 4 1)
KA R S EURE 24 B TIRE R B 1 kA, B
T COPD & # 8058 5l 5 9 A6 1 KUBS: ™ o B B ik
ZX}F COPD & I e 5 5 i 15 VAN 1) 1MLV 2 48
b , B 9R F545 R AE S 7E COPD & IR YL 11297
R REME R . (HER 5T & B, SR B ES 2R
JE Al COPD 4 -8 4 k8 25 903 17 19 % SR 31K,
FLPPAl7 85 18 1 R A AN /2 35% , DAk 19 11 FH
PRI

&4 Al mRNAFEBKFMIL-6.PSG-1 % 4 547X COPD A H BEBERBATEHITHANE
Table 4 the value of A1 mRNA and protein levels, IL-6, PSG-1 and other four indicators in evaluating different prognosis of

COPD patients with infection

Fabr AUC 0.95CI [BaRED RgE  FERE LB FEEL TR (%)
JEIBE A I A1 mRNA 0.721 0.497~0.947 2.7 0.733 0.700 0.433 70.6
MREI AR 1T Al B Rk 0.741 0.499~0.985 1.53 0.733 0.757 0.490 75.3
IL-6 0.733 0.507~0.959 134 ng/L 0.733 0.757 0.490 75.3
PSG-1 0.706 0.468~0.937 530 0.667 0.714 0.381 70.6
B4 1 0.845 0.733~0.951 0.867 0.843 0.710 84.7
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Effects of different dialysis methods on uremic toxin clearance, inflammatory factors and oxidative
stress in patients undergoing MHD

LIU Shaofang*, LI Jinxiang, CHEN Haiyan, ZHAO Yu, ZHU Aihua

(Department of Emergency , Tangshan People’s Hospital, Tangshan, Hebei, China, 063001)

[ABSTRACT] Objective To explore effects of different dialysis methods on uremic toxin clearance,
inflammatory factors and oxidative stress in patients undergoing maintenance hemodialysis (MHD). Methods
A total of 100 patients with uremia who underwent MHD in the hospital from April 2017 to May 2018 were
enrolled. They were randomly divided into 2 groups (low-flux dialysis group and high-flux dialysis group), 50
cases in each group. The two groups were treated with low - flux dialysis membranes and high - flux dialysis
membrane for hemodialysis, respectively. The dialysis effect, blood toxin indexes, inflammatory factors and
changes of oxidative stress indexes before and after treatment were compared between the two groups. Results
The total response rate of dialysis in high-flux dialysis group was significantly higher than that in low - flux
dialysis group (94.00% vs 78.00% ) (P<0.05). The levels of toxins indexes such as Scr, BUN and P were
significantly decreased in both groups after treatment (P<0.05). The level of B,-MG in the high-flux dialysis
group after treatment was significantly lower than that before treatment (P<0.05). The difference was not
statistically significant in B2-MG level of the low-flux dialysis group before and after treatment (P>0.05). The
levels of toxin indexes in the high-flux dialysis group were significantly lower than those in the low-flux dialysis
group after treatment (P<0.05). The levels of inflammatory factors such as TNF-«, CRP and IL-6, and the

AEFR L TAHRER RS L4553 %1(101302113C)
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oxidative stress indexes such as SOD, T-AOC and GSH-PX in high-flux dialysis group were significantly
increased after treatment (P<0.05). The difference was not statistically significant in the inflammatory factors or
levels of oxidative stress indexes in the low - flux dialysis group before and after treatment (P>0.05). The
inflammatory factors and levels of oxidative stress indexes in the high-flux dialysis group were higher than those
in the low-flux dialysis group (P<0.05). Conclusion The effect of high-flux dialysis is better than that of low-

flux dialysis for patients with uremia undergoing MHD, which is more effective in blood toxin clearance,

decreasing inflammatory factors and improving oxidative stress status.

[KEY WORDS] Maintenance hemodialysis; Uremia; Toxin clearance; Inflammatory factor; Oxidative

stress

o 15 P 1L 9% 3% M1 (maintenance hemodialysis,
MHD) Ry JREEAE A I R HRYT =X, ReE A 2
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] 2 3 4~ H B E R s @ H HE IR & it
400 mL ; @AFFT SR E AU 7] B DL A B 2 2
CHE S HEAE . HEBR AR . OB H T D) RE 47 7™ 5
Q& 1 stk KR s @ B BB ; @i P AR
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Table 1 Comparison on general data between the 2 groups

(x+s)
wp  (ORREICH BRI e
5 (A1) 24/26 22/28 0.161  0.688
AR (%) 47.33+5.24 47.18+5.33 0.142  0.887
P A
DR B 12(24.00) 10(20.00)
18P BNERTEE 8 10(20.00) 12(24.00)
B EEE R 8(16.00) 8(16.00) 0.161 0977
@R % 9(18.00) 10(20.00)
BRI BKEEAL 11(22.00) 10(20.00)
SRR (4F) 4.34+1.21 4.54+1.15 0.847 0.399

BT E () 15.24+2.53 15.22+2.46 0.040  0.968

O3 ) S P R I SRS A i R
AR FRHAEYRHA R A .
1.3 Jik

B AT U U R B B AT R U R T
A 500 mL/min, I8 38 #3580l DK A 2, iR i
FE SN 200~250 mL/min, H- P HF R HEFrhrEE . K
30 i 375 Ay 26 A8 O AT 3 BT WG T, AR
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Mras AT M o AR 3E 5 A A s 3l B AT A 3
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Table 2 Comparison of dialysis effects of patients between
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Table 4 Comparison of inflammatory factors before and
after treatment between the 2 groups (x+s)

21 5] % HHE] TNF-a(ng/L) CRP(mg/L) IL-6(pg/L)
N =T
X RITHT 49.33£5.32  8.64+1.51 20.69+2.41
Ll AT 50 |
fieid 2 VRITIE 50.3224.69  9.02+1.65 21.3623.96
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Ny
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SE RSB 50 |
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1 - 5 B T R, *P<0.05,
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0.05) , I8 5 37 AT 46 97 15 A N S b 25
%%ﬁ”ix@mm)ﬁfF%Léﬁm@%
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Table 3 Comparison of toxins before and after treatment between the 2 groups (x +s)

205 15155 i ] Scr( wmol/L) B-MG (mg/L) BUN (mmol/L) P(mmol/L)
. NEYagill] 927.59+104.41 25.81+3.62 27.32+4.53 2.41+0.89
Ll i B T4 50 .
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L - SR B M AL HE A, *P<0.05,
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Table 5 Comparison of oxidative stress indexes changes before and after treatment between the 2 groups (x +s)

fFCH £ 57 AT 4H (n=50)

BT (1=50)

45 i i i i
415 P Py tfH P1H P P HH P{H
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Differential expression of VEGF, melanA and IncRNA HOTAIR in benign and malignant
adrenal pheochromocytoma and their relationship with prognosis

LV Suyi'*, ZHANG Lei*, LI Shancheng’

(1. Department of Nephrology , Feicheng Chazhuang Mine Hospital , Tai’an, Shandong, China, 271619 ;
2. Department of Intelligent Medicine, Shandong Provincial Third Hospital, Jinan, Shandong, China,
250031 ; 3. Department of Minimally Invasive Oncology, The Third Affiliated Hospital of Shandong First
Medical University, Jinan, Shandong, China, 250031)

[ABSTRACT] Objective To investigate the expression of vascular endothelial growth factor
(VEGF) , melanin A (melanA) and long non - coding RNA (IncRNA) HOX antisense intergenic RNA
(HOTAIR) in benign and malignant adrenal pheochromocytoma (PCC) and its relationship with prognosis.
Methods 69 cases of malignant PCC were selected as the malignant group and 33 cases of benign PCC as the
benign group. The expressions of VEGF, MelanA and IncRNA HOTIA in benign and malignant PCC were
compared. The correlation between the expression of VEGF, MelanA and IncRNA HOTAIR and the
clinicopathological features of the malignant group was analyzed. The differential efficacy of the above
indicators for benign and malignant adrenal PCC and their relationship with 1-year survival rate were evaluated.

Results the positive expression rate of VEGF and IncRNA HOTAIR in the malignant group was higher than
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that in the benign group, and the positive expression rate of MelanA was lower than that in the benign group (P<
0.05). The expression of VEGF, MelanA and IncRNA HOTAIR was correlated with the clinical stage, degree
of invasion, lymph node metastasis and degree of differentiation in the malignant group (P<0.05). The area
under the curve (AUC) of VEGF, melanA, IncRNA HOTAIR combined to identify malignant adrenal PCC is
the largest, 0.919. The 1-year survival rate of patients with positive expression of VEGF and IncRNA HOTAIR

was lower than that of patients with negative expression, and the 1-year survival rate of patients with positive

expression of MelanA was higher than that of patients with negative expression (P<0.05). Conclusion The

expression of VEGF and IncRNA HOTAIR in patients with malignant PCC is increased, and the expression of

melanA is decreased. The combined detection of the three can be used as a potential indicator for the

differentiation of benign and malignant PCC and prognostic prediction.

[KEY WORDS] Adrenal pheochromocytoma; Vascular endothelial growth factor; MelanA ; Long non-

coding RNA HOX gene antisense intergenic RNA
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melanA . LncRNA HOTAIR % & %f KM B F IR
PCC [ 2 5N B 53 B R T 32 38038 TAERHIE (ROC)
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2 #ZR
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Table 1 Comparison of the positive expression of VEGF,

Melania and Incrna hotair between 2 groups [1(%) ]

20 n VEGF melanA LncRNA HOTAIR
EPEAL 69 58(84.06)  21(30.43) 41(59.42)
KP4 33 12(36.36)  29(87.88) 10(30.30)

718 23.586 29.477 7.571

P1a <0.001 <0.001 0.006
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B 1 REM4E ERPCCEE VEGF.melanA FRik
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Figure 1 The expression of VEGEF in patients with benign

and malignant adrenal PCC was detected (SP,x400)
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Table 2 Comparison of positive expression of VEGF, Melania and Incrna hotair in patients with different clinicopathological

characteristics in malignant group [1n(%) ]
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%3 VEGF.melanA .LncRNA HOTAIR iz 5% M Ak
RRIEFFIERI M K 1
Table 3 Correlation between expression of VEGF,
Melania, Incrna hotair and clinicopathological features of

malignant group

I PR 9 B VEGF melanA LncRNA
FEE HOTAIR

rH P rf P r{H P{A

WA 0759 <0.001 -0.701 <0.001 0.738  <0.001
AMEFREE —0.725 <0.001  0.676 <0.001 -0.703 <0.001
WHERE 0.659  <0.001 —0.621 <0.001 0.639  <0.001
WL 0.691  <0.001 —0.640 <0.001 0.667  <0.001

28 N 1 AL (AUC ) 4 0.919(95% CI : 0.848~0.964.) ,
HRCRE S BE A 91N 89.86% . 93.94% (P<0.05) .
TE 2,

0 20 40 60 80 100
FESIE (%)

2 ROC HiZk
Figure 2 ROC curve
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Figure 3 Relationship between VEGF, Melania, Incrna

hotair expression and 1 survival rate in adrenal PCC patients
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Serum and fecal CEA, CA199, AFP for the diagnosis of colorectal cancer
TANG Yang, JIA Yiwen, PENG Qiong*
(Department of Gastroenterology , Hefei First People’s Hospital, Hefei, Anhui, China, 230000)

[ABSTRACT] Objective To investigate the diagnostic efficacy of fecal carcinoembryonic antigen
(CEA) , carbohydrate antigen 199 (CA199) , and alpha-fetoprotein (AFP) for colorectal cancer. Methods
From January 2017 to March 2021, 132 patients with colorectal cancer (colorectal cancer group) , 50 patients
with colorectal polyps (polyp group), and 50 hospitalized patients with no abnormalities in colonoscopy ( Con-
trol group) were selected. The levels of CEA, CA199, and AFP in peripheral blood and feces in each group
were compared. Receiver operating characteristic curve (ROC) and area under ROC (AUC) were used to ana-
lyze the efficacy of peripheral blood and feces in the diagnosis of colorectal cancer, and to compare the inci-
dence of colorectal cancer in feces with different levels of CEA, CA199, and AFP. Results The peripheral
blood CEA and CA199 levelsin the colorectal cancer group were higher than those in the polyp group and the
control group. The peripheral blood CEA and CA199 in the polyp group were higher than those in the control
group (P<0.05). The peripheral blood AFP in the colorectal cancer group was higher than that in the polyp
group and the control group (P<0.05). Fecal CEA, CA199, and AFP levels in the colorectal cancer group
were higher than those in the polyp group and the control group, and the fecal CEA, CA199, and AFP in the
polyp group were higher than those in the control group (P<0.05). Compared with the indicators of peripheral

blood, the AUC of fecal indicators for the diagnosis of colorectal cancer is larger. The AUC of the combined

KRB AT A AR R EFHFA B (hwk20182d008)
Ve 5 A RE TR 5 — A RE TR H AL AL, 42, A-FE 230000
*iBAZAEH : % 3%, E-mail : pq_is@aliyun.com
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diagnosis of colorectal cancer by the combination of peripheral blood indicators and the combined fecal indica-

tors is greater than the single indicator of the corresponding specimen, and the combined AUC of the fecal indi-

cators is greater than the combined AUC of the peripheral blood indicators ; The incidence of colorectal cancer

in patients with high levels of CEA, CA199 and AFP was higher than that of patients with low levels (P<

0.05). Conclusion Colorectal cancer, colorectal polyps, and healthy controls have the same trend of changes
in feces and peripheral blood CEA, CA199, and AFP. Fecal CEA, CA199, and AFP are more valuable in di-
agnosing colorectal cancer and can be used as a non-invasive examination for colorectal cancer.

[KEY WORDS] Feces; serum; CEA; CA199; AFP; Colorectal Cancer
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£ 4H5MNE I CEA.CA199 . AFP L3R (x+5)

100 F

Table 1 Comparison of CEA, CA199 and AFP in
peripheral blood of each group (x+s)

2157 5% CEA(ng/mL) CA199(uw/mL) AFP(ug/L)

ZEEEA 132 3.41£1.12°  32.64+10.63°  5.65+1.37"
HRH 50 1.90+0.61° 24.56+8.03" 3.92+1.26

X HRZH 50 1.24+0.39 16.33+5.15 3.68+1.59
FAi 122.639 60.365 50.188
P <0.001 <0.001 <0.001

X BB AR, P<0.05;5 5 8 A 4L HL 8, "P<0.05.,

R2 KIEFEECEA.CAI99 AFPELEL (v+s, nglg)
Table 2 Comparison of stool CEA, CA199 and AFP in
each group (xv+s, wg/g)

251 n CEA CA199 AFP

LEE IR 132 32.87£10.25"  78.68+25.13%  5.21+1.68°
B 50  16.03%5.89"  35.25x11.64' 2.64%0.79"
X 2 50 5.03+1.57 21.49+6.62 1.78+0.57

FiE 230.858 186.103 145.949
PiE <0.001 <0.001 <0.001
T X IR LR, P<0.05; 5 B R AL I E L "P<0.05,
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f8h5 , A FEARERA 1Y AUC KFAME A48 4r
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&3 ROCHITER
Table 3 ROC analysis results

U 5
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S AUC  95%CI cut-off {H

CEA
SMEIL 0.805 0.748~0.854 >3.13 pg/L. 56.82 93.00 <0.001
B 0.926 0.885~0.956 >22.11 pg/g 85.61 91.00 <0.001

CA199
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AFP
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SRR LA
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EanlSEy
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Figure 1 The value of different specimens of various

indicators in the diagnosis of colorectal cancer
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[n(%) ]
Table 4 Comparison of the incidence of colorectal cancer in

feces with different levels of indicators [n(%) ]
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Z e Pl B L) L Pk g R AR S5 40 ifn. B wi
FHIEIHE K Beclinl Feik K FAH Pk
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[ ZE] BH FUTRSGEMLERAE (SLE) LMok 40 I #E 5 50 & i F A 3 A Beclinl
(Beclinl ) (A ME . F3E R 2018 4F 01 H & 2019 4F 12 A WA 82 T A b2 LR IE 462 4 SLE 1 56
B IL A BFFEXT 4, 40 Al SLE 41, AR5 SLE 1% 30 &£ 1743 36 (SLEDAID) 4324 1 2l 1 (32 441] ) FiE i 2 1]
(24451 ) 5 X B2 Sy () 30 it B PRz L2 25 5] o X LU AL 22 18] 2 L MR 40 Bt bk R 4l Bl i 2T 8 1 e
dsDNA Hif& . ANA HL BT Sm HiiA . APL FHE  #MA C3 AR BB 40l (LDGs ) . SLEDAI 3143 L) K 41 &
Ifil Beclinl By kK, 558 SLE 41 H LAY LDGs {7 . Bt dsDNA HifA H 5] . SLEDAI 343 & Beclinl
W T X0 B, AMAR C3 KPR T3 JRA, 22 S5 399 Geit 0 L (P<0.05) o 13l SLE LA #MA C3
KOFAEAR TG S LR, LDGs L] Bt dsDNA $if& Lb 5 . SLEDAI -4 & Beclinl 3555 TR & sl 1L,
2 58 Gt L (P<0.05) o Pearson #HOC/ AT 45 2R 7R, SLE £ LAY LDGs Lt 5 SLEDAI i 53 (r=
0.245, P=0.033) & Beclin1(r=0.356, P=0.002) 2 IEAHIC, M 5 M4 C3 PL dsDNA BTk N TCHH BAH G 451t
SLE {8 JL3R¥ } LDGs FH Fl Beclinl =335 , —F1F SLE (1 &4 & R B ] BEAEAE 1E ) A G EH .

[KEIA] REVELLBERIE ; % BORAHHE ; Beclinl 5 AHCHE

Relationship between peripheral blood neutrophil subsets and expression of autophagy
related gene Beclinl in children with systemic lupus erythematosus

LIU Zhiming, GAO Miaomiao, SHAO Lili, ZHU Cuimin, LIU Xiufen

(Department of Pediatrics, Cangzhou Central Hospital, Cangzhou, Hebei, China, 061000)

[ABSTRACT] Objective To investigate the relationship between neutrophil subsets and peripheral
blood autophagy related gene Beclinl in children with systemic lupus erythematosus (SLE). Methods 56 chil-
dren with SLE diagnosed in pediatrics of our hospital from January 2018 to December 2019 were selected as the
research objects, and they were divided into the active stage (32 cases) and inactive stage (24 cases) according
to SLE activity rating scale (SLEDAI). 25 cases of healthy children in the same period were selected as the con-
trol group. White blood cells, neutrophils, lymphocytes, hemoglobin, anti dsDNA antibody, ANA antibody,
anti SM antibody, APL positive, complement C3, low density granulocyte (LDGs) and SLEDALI scores were
measured and compared. The level of Beclinl in peripheral blood was detected by real-time quantitative RT-qP-
CR. Pearson correlation was used to analyze the correlation among the parameters. Results The proportion of
LDGs, anti dsDNA antibody, SLEDAI score and Beclinl in the SLE group were significantly higher than those
in the control group, while complement C3 level in the SLE group was lower than that in control group (P <
0.05). The level of complement C3 in the active SLE patients was lower than that in the inactive SLE patients ,
while the proportion of LDGs, anti dsDNA antibody, SLEDAI score and Beclinl in the active SLE patients
were higher than that in the inactive SLE patients (P<0.05). The results of pearson correlation analysis showed
that the proportion of LDGs in children with SLE was positively correlated with SLEDAI score (r=0.245, P=

KA A s A EEAS A 4T A (20200302)
Ve 45 N s E R JULAR, JT AL 7 M 061000
*EAEVEE 2 E, E-mail : czyslzm@163.com
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0.033) and Beclinl (r=0.356, P=0.002) , but there was nosignificant correlation with complement C3 and anti

dsDNA antibody. Conclusion Children with SLE show increased LDGs and high-level expression of Beclinl.

LDGs and Beclinl may have a positive correlation in the occurrence and development of SLE.

[KEY WORDS] Systemic lupus erythematosus ; Low density granulocyte ; Beclinl ; Correlation

RGP LL IR HE (Systemic Lupus Erythemato-
sus, SLE) J&— X} i & 42 5 24 R G s B AR RE
FEAE R ) H B G RE T |, 2238 i 52 O I A
M EERESET:, JLE SLE M LD B H)F
RALAE Ry ™o, SR T 2 19 91 2 0 RN v 1Y
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FAHG, I LB R IR Y AR FUIRAS I6 9T EAFAEAR
ZIRMERPR K AL G697 7 R BB fin Il , 24
W JCRFRORYT T-B . R, #R1 SLE 19 & Bl
FEXFZIR 2 W 56 A BT Z W E o ik
4 L FE SLE & A= & J v 4 e E 2 0 A ), B
PG5 FE AR A0 A (low density granulocyte , LDGs)
% 9] HH Hacbarth & SLAE7E T SLE A SN I
AL i (PBMCs) il 25 W v | J5 S AH 4k M BRI
() I TP RE 3 25 2] LDGs, FERF IR, Rk b
R E B R RPTRE AR RE T 82T, K
PN R 240 sz i O Rk L B 22 i R R SR BT 1 L TL-6
IL-8 K T3 (IFNs) 7' Tiij F W AH G AL [A] Beclinl
(Autophagy related gene Beclinl, Beclinl) J& H I T
BRI LR R A ARG By T A AR
"™, H It W] LDGs Ml Beclinl 7 SLE 9 % 1= %
Je sk FE T A] BRAFTEAH EAE I AH B AR W C R
BRI ICHIE . ASBFFT LA SLE B L BRI 4L, 815
LDGs 5 HAMA Il Beclinl 3k A, DUIH 5]
w2 JLEE SLE BT AR &9 -

1 X&MTTE

1.1 RN

VEEL 20184F 01 A & 20194F 12 F WMES A b
JLBHH 612 R SLE 14 58 L 56 5 R B 5% XF 42 (SLE
g, Hdr B0 1, Lot 46 B, AR5 (11.26+
2.38)% o JIiEHRIHIARY M DT R fa R A A ) L2
25 BFE AT RELL, Hod B3k 6 191, Zo 19 1], A1
(11.42+2.43) % . AW R AEARBEAC I Z L S L,
F A SR G m A e o AN I A B s R

SLE 41 Ak brifE : OFF A 1997 4F 36 [ KU s
225 (ARC)EIT Y SLE 2 Wibr il s @41/ T
18 A % o HEBR bR : O A H A F 53 ol X 1 AH

KI5 QR A MBI i PR s s At 1t A 25
LB OB T REORBL AR E . 7
&b, J8 5 SLE % 8l BE P17 % (SLEDAI) % SLE i 5J)
PEHEATIEAR, B A 9 43, A A SLE A4bF i
i, Rz WO EAETE Shi . 455847 32 4] SLE &
JUAL T 1% S, Fl 4 24 191 R AR B .
1.2 A

Ficoll-Hypaque A bk U040 i 49 25 W (A 7= K
KA D il b B A BRA R 5 Trizol (AR5
% : Invitrogen /A A ) 5 15 & &5 cDNA 11 5% 5% Kti (200
Reactions ) (477 ] 5% : Applied Biosystems ) ; %V iE
& PCR H b5 % [H fil I 2 GAHDP (Primer Premier
5.0 Attt Invitrogen 23 W] 45 ) s PCR 4714 R 48
(I3 B Applied Biosystems ) .
1.3 PRACICER B NS HE I A% A i (PBMC ) 73 25

WRZEAMT LIS A U R (EDTA-K, )
PUBE ) 0 2R S 487 SR S T AT WF 98 0 52 2R 4 41 JA] i Jik
1. 2m1, i F Ficoll-Hypaqu 3% M5 4E UL EH | SR L
W B B B0 540 B PBMIC, I 3R F I B v 25 B
PBMC,, SCAE TR A% 1 3 EL 40, FH 6 RNA (3R
1.4 L RNA 25

TERCA T AT 248 AR 1 HE S A ARHR, A
Trizol 1 mL, TE & FHCE 5 min; A S5 0.2 mL
JFRAHAIE, T 4C, 12 000 t/min 5544 T &0 10
Ay, B ER R Z 500 pL, BT — B0
%5 1 mL Trizol i IA 0.5 mL 5 PP, il i
B 20 min J5 ,4C, 12 000 r/min FHKE 0> 10 min, 5
W AR T UA ) 75% L BE 1 mL, RA A
Ji ,4°C, 12 000 r/min &0 3 4380, 35 LIS, T4 5
F] 10 min &7 , A Z) 20~50 wL DPEC 7K %5 fi# 5 i it
AN EEE AN RNA V5V G e B A4
1.5 Beclinl F:H A E
1.5.1 AR

fic il & A5 5xgDNA Eraser Buffer ,gDNA FEraser
Je s RNA 19 2 W AR AW, F5- 7 2% 31 B A s 48
o, B JE A RNA A0, T 42°CHEH] 2 min 50Z R
5 min, BI75% RNA S s VK251 F L ICRNA 2
M 10 wL, 435 i A RT Primer Mix , Prime Script
RT Enzyme Mix I 4% 1 pL } 5xPrimeScript Buffer 2
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(for Real Time) 4 wL, )5 A RZE K AH G2 20
wL,37°C, B 214 15 min, 85T 55,4 CHEHR
1.5.2 S E & RT-PCR

H 93 R A1 N 2 GAPDH 4351114 40 MIEER,
A RVARR AR, THEAN L 1, RO
& & : Sybergreen 10 pL, I F{i#54% (10 pwmol/L)
% 0.8 wL,cDNALS5 wL, MXGE/K % 20 pL, PCR
J 8 254 95C , 2 min; 95C, 155, 60C, 1 min, 40
MG 5 A8 7= R AE T AT KM . S50 &
PCR 7 , 38 it AR 47 8 — b ab L 5 1 H 5
ACTfH.

F1 R

Table 1 Amplification series

HR 2l
GAPDH  iE[n]:5'-TGAAGGTCGGAGTCAACGGATTTGGT-3’
1 :5'-AAATGAGCCCCAGCCTTCTCCATG-3'
Beclinl  1E[1 : 5'-GGAGGCGTGATGGTGAACTC- 3’
JI1] : 5'-CTCACAACAGCCTGTGAGGT- 3’

1.5.3 PCR”¥f i /it

T B VKA T A 1.5% B I BEEE I 2 0.5XTBE
HLUK VR 2 M T . AR JE HPCR PTG 72 10
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BECFLIN o 42238 H AR, 4 R 2 ol v ) 3 i
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min) , S HLR . BURBERE , AU g R G T
F6 43 M1, 315 Beclinl 19 4H % 25 B , 18R 3
mRNA X kK
1.6 LEEMHLSE

RGPS S e e I o = A1 AN R 8 e R
ECL 200 i S I 40 2 1155 5 KB e e S50 £ B Bt
dsDNA $1& . ANA $T1& Bt Sm HLi&F1 APL BHH: ;
LA K AMA €3 \LDGs & SLEDAI 143 o
1.7 Gt b

il 3 SPSS 25.0 #EAT S it 4 B, T & %R
(xs)F7n SR ¢ KRG HEAT LA 5 21 MR) 3 507 R
n(% ) AT Y ke, W Pearson FHICHES TAH G
HTe P<0.05 HZESAHGIE L.

2 #R

21 PIHBRILEASHILE

SLE 41 £ JL 1% LDGs Lt . $iT dsDNA i 44 Lt
1] . SLEDAI -3 % Beclinl 34 B 5 &5 T %) BB 4H , %b
A C3 KR F XTI, 27 F Gt 58 L (P<

0.05) ; P41 LAY I F M2 %0 ANA HT4R BT Sm
U APL BHYE L], LA S gt i L (P>
0.05). WL 2.
®2 PMABILERSHILK [(x2s),n(%)]
Table 2 Comparison of basic parameters between 2 groups
[(xxs),n(%)]
SLE 41 Xt B

e (56 i) (2541) iy Pl
41 (X10°/L) 3.40+1.23  3.69+1.47  0.922 0.359

PRI (X10°L) 521322 5.06+3.11 0.196 0.845
L E L (X10°/L) 1.26+0.68  1.52+0.79 1511 0.135
ML/ (X10°/1L) 84.18+21.45 91.32+24.20 1.330 0.187
MELEE 1 (/L) 03.08+19.12 96.83+20.12 0.802 0.425

41 dsDNA ik 33(58.93)  7(28.00) 6.614 0.010
ANA Fifk 52(92.86)  20(80.00) 2.893 0.089
B Sm bk 19(33.93)  9(36.00) 0.033 0.856

APL HTE: 17(30.36)  7(28.00)  0.046 0.830
*MA C3(g/L) 0.54+0.12  1.06£0.26  9.556 <0.001

LDGs H.f1 (%) 12.26£3.08  3.70+1.18 18.042 <0.001

SLEDAI(/}) 8.95£2.23  7.58+1.78 2.708 0.008
Beclinl 1.52+0.54  0.90£0.32  6.428 <0.001

2.2 ARG IEILSE

1% 2 W1 SLE f& L iy #h A& C3 /K P3¢ HE T 5))
WL, 1 LDGs L L 47T dsDNA $it 14 L 6] |
SLEDAI ¥4} &% Beclinl 34 5 FAEG s &L, 22
A E L (P<0.05), L3,

*3 ARAFEIFHEILSEELE [(v£s),n(%) ]
Table 3 Comparison of parameters of children with different
activity stages [ (x+s),n(%) |

1] *MA& C3 LDGs 1 TfﬁdeNA SLEDAI
(g/L) (%) ETIREN (43)

W 32 0.44+0.12 14.35+3.67 23(71.88) 9.58+2.74 1.81+0.72

JE1% 3h 24 0.68+0.18 9.47+2.25 9(37.50) 8.11+1.72 1.14+0.35
1 H 5.657 6.139 5.171 2.457 4.59
PIH <0.001  <0.001 0.023 0.017  <0.001

2.3 SSHEEIAH M T

Pearson AH & 1] 41, SLE £ JL¥) LDGs [t 7] 5
SLEDAI 343 & Beclinl & iF A 3¢ (P<0.05) , 5 #b
& C3 . Bt dsDNA 44K I J& B 1 AH 4 (P>0.05) o
W34,

Beclinl

®4 BESHEBEXED T

Table 4 Correlation Analysis among parameters

5 LDGs 7] Beclinl
i P r i PAi
*MA C3 -0.135 0.245 -0.187 0.106
#1 dsDNA Hifk 0.126 0.278 0.164 0.157
SLEDAI 0.245 0.033 0.138 0.234
LDGs 41 1.000 0.356 0.002
Beclinl 0.356 0.002 1.000
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3 itig

R4E SLE B AR O B4 & HH K
Z W NE IR AT IR AT I, B O il R A2 A
11 H A ¥ JC SLE ARYA 7" . SLE HAT B 8 i 1l
W2 5, v e s B MO B AR A O T L3
SLE % JiAF £ HLAT B v 1) 0 19 3l B L o L 1Y
I 25 32 B2 R EE 22 1) S 8 B0 i 500 1 D, T R L 2
SLE (L E L g iy IR R 2

AWFSE K P LDGs \$T dsDNA Hiid i 7 v
#MA C3 KT R L /B SLE [ R BUARAE . i
6 3h ) SLE g LA #MA C3 7K 4 3R 16 h 3 22 L
fik ,LDGs 4] 470 dsDNA FifA Ho 4] . SLEDAI 43
Bre TR sh 8L s #2878 LDGs W] fig /& 5% SLE
TS A N 2, [ N AMIFSE & PR, 83% 1) LDGs
JKSETH A SLE FRa s BRMAS 98 W B 4% 5 i k%
SRR s LDGs U 93N, 7T e & SLE 5 3
Jok s A B Ak 2 s ) BE Ak, X 47U B LDGs S 1%
St SLE MEEAREY . HAERPLHEE ARG LS, o]
B2 : (DLDGs 3 1o B8 0 b 20 B L 217547 09
(NETs) , ZEPLIA 1 R R BURE B B e 5w )
&1 ;@LDGs J& IFNs (e #E7] , 1i IFNs 7£ SLE %
s BoA AR ], B IFN-o A] 523 3k fff LDGs 7%
BE P4 7 40 R0 B TFN- o (4 RE 745 3458 (AR
KMo eh, SLE HULAY LDGs L 5 SLEDAI ¥
Ay R PEREHS , W] B 55 5T 98 A 04995 161 B3O X 4%
DA A R R T LIRSS

W A7 22 F O R R 4, AS R B S T FR B
AN[E, Beclinl & A MER S EIREZ —, AFH
40%~70% 14 & 1 0 S0 | 2L IR 9 R 20 R g AR
H R Beclinl A5 (57 55 A, 1M Beclinl ({9 & 4 44 ml
T 2 AN G W T e 0 R 4N 2R G R
PED S BWFSEIERA , SLE £ 35 4 41 A i b B 40 it v
Beclinl ik L, JULANG 2 ) SLE B b 2. A
AR S E RS AHAT , $27R Beclinl A HE7EJL
# SLE 1% 8l A —EEH  (H A & 2 Beclinl
5 SLEDALI (1) HH g AH G, AT 58 -5 A ASESORE X g 21>
A%, %4, SLE B LAY LDGs 5 Beclinl & IF
XK, HEM T R85 NETs fTE BUA ¢, SLE MR HI 34
T, LDGs i i 2 25 A~ 7] 38 % B it NETs, g
5 E W, 11 Beclinl W& H 2L [ ESEH L AR
AT S RN B A W BE , AT Is 0 H NETs &
W, {H 3T LDGs 5 Beclinl F4H 5T 4R 1B 1)

B HAE ML i — 2P o

Zi I+, SLE it JL LDGs 1 Beclinl &k 7K °F- &
FIti, 5 TE SLE W &k B R S il 7 h T e fE TR
AHEAE L, I R AT I LA, 8 AT 2k SLE 3697 24t
HIEAE . (HARBEGE R AREAR S D REETEA
i B} LDGs 1 Beclinl [A]/E AL, G ¢ J5 228K
UL IR A B IESR
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p33™° PDGF-A J& bFGF {F: ARC .3 SR A 1= Fz 4
R e 3 Bellfa A< 33 L

9k

(# ZE] B® 287 p33™ Bt s dE4n i f K K+ (bFGF) /Mgl A= 4 [+ A(PDGF-A )
FEARIE AR DGR 1N B (ARC) R IR AR T f 4 i 263k S R o ik #2018 4F 4 H % 2019
A 4 H A B 19 67 4] ARC B35 1E N ARC 4, 38 B I O B 5K 12 19 70 461305 055 1E TR 2 4 A it i
Mo RHELIHRE MR LBCT ARC 4RI BEZH A SR 7R gt B 4% 5 mm J05 [l P9 B9 AT AR, B4 40
p33"" bFGF ,PDGF-A mRNA F&ik K-, 1 52 45 41 A AL B 3 8 F [ 79 8 (MDA) 48 Bt H K S 1k 9 it
(GSH-Px) ], Pearson 73§t p33™°" . bFGF , PDGF-A mRNA 257K - 5 & A0 N B H T AR ek, &R
ARC 4 p33™° 23K 1K AR T X MEZH , PDGF-A f bFGF mRNA 23k 7K ¥ 25 TR AL , 22 A Giit 2 &
Y (P<0.05), ARC £H GSH-Px /K VA% T X FRZH , MDA 7K i T %t R 4H | 25 3498 Si T2 75 3L (P<0.05) .
Pearson 7P HT 45 R 7R : ARC B35 p33"7 mRNA #3515 GSH-Px /K- 2 IEH 56 % & (P<0.05) , 5 MDA 7K
S B AR 56 )G 2 (P<0.05) ; PDGF-A ]2 bFGF mRNA 357K -5 GSH-Px /K -2 71416 K £ (P<0.05) , 5
MDA /K -2 IEH KR (P<0.05), it p33™ PDGF-A } bFGF mRNA /K75 ARC H 3% SipRAE - fz
YA 2 S H Rk, = K-S ARC B AN S A AR S A I LK S AT AR T I A 15 VA

[%#Ei7] p33"“'; bFGF; PDGF-A; fFHHOCHE (TN BE 5 AR T Bz 4i il

Expression and clinical significance of p33™“', PDGF-A and bFGF in lens epithelial cells
of patients with age-related cataract

GUO Qing

(Chaoju Ophthalmology Hospital, Inner Mongolia, Hohhot, China, 010050)

[ABSTRACT] Objective To analyze the expression and clinical significance of p33™®', basic fibro-
blast growth factor (bFGF) and platelet derived growth factor-A (PDGF-A) in lens epithelial cells of patients
with age-related cataract (ARC). Methods The 67 patients with ARC admitted to this hospital from April
2018 to April 2019 were selected as the ARC group. In the same period, 70 patients who came to the hospital
for myoporthosis operation were selected as the control group. The continuous circular capsulorhexis was used
to take the anterior capsule within 5 mm from the central diameter of the human lens of patients in the ARC
group and the control group. The p33™*, bFGF, PDGF-A mRNA expression levels of patients between the
two groups were compared. The oxidative stress factors [ malondialdehyde (MDA) , glutathione peroxidase
(GSH-Px) ] were measured in two groups. Pearson was used to analyze the correlation between the expression
levels of p33™*, bFGF and PDGF-A mRNA and oxidative stress factors. Results The expression level of

SINGI

p3 in the ARC group was lower than that in the control group, and the expression levels of PDGF-A and
bFGF mRNA were higher than those in the control group. The differences were statistically significant (P<

0.05). The level of GSH-Px in the ARC group was lower than that in the control group, and the level of MDA
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was higher than that in the control group, the differences were statistically significant (P<0.05). Pearson analy-

3INGI

sis showed that p3

mRNA expression in ARC patients was positively correlated with GSH-Px level (P<

0.05), and negatively correlated with MDA level (P<0.05). The PDGF-A and bFGF mRNA expression levels
were negatively correlated with GSH-Px level (P<0.05), and positively correlated with MDA level (P<0.05).
Conclusion The levels of p33™, PDGF-A and bFGF mRNA are abnormally expressed in lens epithelial

cells of patients with ARC. The levels of the three indicators are significantly correlated with oxidative stress in

patients with ARC. The detection of their levels is beneficial to clinical assessment.
[KEY WORDS] p33ING1; bFGF; PDGF-A; Age-related cataract; Lens epithelial cells

1P B A A R AR e A TR, BHRS SR 46 0 AR
PR, DT XS 4007 2 e il 1) — PR o AR 8 AH G
P 19 N B (age-related cataract, ARC) % A Jil 45
L ERBCETENE B EZ R, Rk, F
PN G127 35 350 DA 25 381 ) 285 0T it R AR B9 R D Ak 27 i
o¢ o AR T TR EMEY BG4 IR A G
ARC B9 &R HILTAT AR 58 205 M o AR+ 1
(inhibitor of growth 1, INGI) % i F A Y& {4 &
13q33-34, Hgm i 1y 8 (A = W W& 1. INGI
mRNA 4 INGla,INGIb , INGle £ Ff A [i] {1 25 {37 3§
PRI, A2 paT7™o", p33™T, p24™ = Fh AR [a] 1Y
EEEY . AWTIAN p33™ By Rk a2 i
“IME YV S AR T HC T H S ARC /Y
KR EEAT B Bl Bl AT 4 20 i A K T (ba-
sic fibroblast growth factor , bFGF) {7 7£ T Z Fi s ¥
FNB IR A LU R A5 H R SE R
FEA) /N R A K T A (Platelet derived
growth factor-A , PDGF-A ) 24 —F fhy 2 24 Jifd 7~
AW Z K, 5 2 FIRBHE R Y C R —
SR R ST . AR A p33™' . PDGF-A K&
bFGF TEAF I A JCPE 11 74 B i85 AfeobR A | e 4 g
2R IR K R SGHEA T 20 A, RG4S

1 ABSHE

1.1 R BOR

TEHL 2018 4F 4 A 2 2019 4F 4 H A BRI 67
15l ARC H#AE ARC AL, Hrh 55 37 4], % 30 441l
AR IS (69.31+5.44) % . AN ARRIE: (1) 5 &
ARC HJZWibrif ' : OAFRTE 50 % K LA B3 Qff
FH SRR TR 3 70 2% R 8¢ 1T (lens opacity classifica-
tion system I ,LOCS 11 )"/ & by Je Joz 24 AR AR TR
A% A RAATR RS T A IR AR b, IR
o X R TG 52 M 1) s R L B H 8 AR TR T A
0.7 I s @A N BT ARG AT b RARFLTC iR 44

AR B 2 SR A7 1 IR 2 ARC 2 s o i ]
Wik ARC. OHARTEHT 1A H WA IR i 5
Wi 38 R K RIE DI RE 259 . HERRARIE : D)
R SR IR A 5 A R R BRI R O
MRGFHEH ; OMMHEE .

Xof HEZH 35 B[] 1R e 144 T 1 2 OGSk
A REYTEIARIGYT B AL 70 41, 39 4], 4 31 4], F
KA (68.4525.41) % o A ABRIfE : DR B fiE
SH TCARA R B s @ AT IE 14 0.5 &
DL B QAR IR TEIR M, T bR AR 1) SR SR 3R
HEERANREIHEEMHERES, AL E
BefC P B3 A E T . ARC 41 5% R 41 2 %
B ZE RS THEE L (P>0.05)
1.2 75k
1.2 SRR T R 4 i b B

R HE ST L BUT ARC 4D B2
AR ELAR 298 5 mm N A RTHENR , 95% NaCl A
YRR BT EP A R T80 CrkAfi & H .
1.2.2 p33™" PDGF-A }% bFGF £l

SR FH 52 B 5% 9 72 5 PCR 3 HEAT A - B I A
TRARAT B IR AR L 2 4N 21 21, 4% B8 Trizol 3077
S UL PR ELAL 21 5 RNA , #2 # miRNA 5%
AR B ERVE A B 2 weg RNA U565l cDNA,
2 J5 #i2 18 SYBR Green RCR master mix i 57 54 B
e SRR 2 I INEE . RT q-PCR S i 44 22 3L 20
pwL: SYBR Premix Ex Taq Il (2x) 10 pL, cDNA
2.0 pL, I Fi# 51 ¥4 0.8 pL, ROX Reference
Dye Il (50%) 0.4 pL, X 7&K ddH20 6.0 pL. 5¢
AR 8 i A % % R B PCR X b ik A5 S,
FFE }:95C 55,95C 155,60C 30s,72C 155,
41 DPHEIN, T2CLHEA 10 min, 0S5 UG &
HECHE |, IF XF BT A5 B Ce (E 2E 1T 4 A, SR
28c AR w4144 p33™  PDGF-A . bFGF mRNA
(AR T ek
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1.3 AR 1K e

BB AT L AR AR, 43 25 3 mmx3 mm, fiTA
IR %% v (pH 7.3) , IR IERE ¥ , —ACTHIE T if 1T
B0 o K48 A5 O I B (Malondialdehyde,
MDA ) . 7+ bt H K i 4246 ¥ ¥ ( Glutathione peroxi-
dase , GSH-Px ) , Kl 77 42 Jhy P16 4 95 W FfF 5
1.4 Giiteorik

IV FH SPSS 20.0 GEit o At AT o0 By L v T
B (x £5) RN AT ¢ K50 5 AHSC VR T Pearson 71
Br, LL P<0.05 225 A GeitE Lo

2, R

2.1 ARC 41 5%} Be 4l p33"™' . PDGF-A } bFGF
mRNA ik Hi

ARC 4 p33™" Feih KPR T X R4, PDGF-A
S bFGF mRNA Kk KV TRIRA , 22 ¥ A 58
P2 L (P<0.05), W1,

*®1 W4 p33"" PDGF-A & bFGF mRNA Fi& 7K F
PEEE (x+s)
Table 1 Comparison of p33INGI, PDGF-A and bFGF

mRNA expression levels between 2 groups (x +s)

415 n p33INGI mRNA PDGF-A mRNA  bFGF mRNA

ARCZ 67  0.44+0.13 1.06+0.25 265.62+15.18
XTHBZH 70 0.87+0.21 0.54+0.13 134.09+14.07
HE 14.335 15.368 52.627
PH <0.001 <0.001 <0.001
2.2 ARC 5% 2 S AL B S0k F- e
ARC 2 GSH-Px K- PHIL T XT 2 , MDA 7KV
TXTRAL, 2RI G2 E L (P<0.05), W2,

®2 ARCASWRAFWRHAFLILE (vxs)
Table 2 Comparison of oxidative stress level between arc

group and control group (x+s)

21 5 n MDA (pumol/mg ) GSH-Px ( mol/g)
ARC 4 67 18.09+2.34 0.36+0.04
X HEZH 70 6.98+1.13 0.87+0.08
& 35.624 46.869
Pfa <0.001 <0.001

2.3 ARC & p33™' PDGF-A }. bFGF mRNA
55 A A K B A PR

ARC 3% p33™" mRNA ik 5 GSH-Px /K%
EIEMH KR (P<0.05) , 5 MDA /K2 ik & 56
% (P<0.05) ; PDGF-A . bFGF mRNA ik /K5
GSH-Px /K- 52 A 9C 3¢ £ (P<0.05) , 5 MDA 7K
TR IEA KR (P<0.05) . WFE 3,

£ 3 ARC &E#E p33"9 PDGF-A K. bFGF mRNA &%
5 SRk FEHE K
Table 3  Correlation Analysis of p33INGI, PDGF-A and
bFGF mRNA expression and

oxidative stress level in patients with ARC

e MDA GSH-Px
Eistan . . .
r{H PiE r i Py
Pp33INGI mRNA -0.659 <0.001 0.674 <0.001
PDGF-A mRNA 0.864 <0.001 -0.798  <0.001
bFGF mRNA 0.749 <0.001 -0.854  <0.001
3 it

ARC & AEALH 1435 2%, B AR F AR BEAR
U b 32 RE RIS T, (R R AE S R SR AR
P SRS E WG REHE T
R [RIEH AR AR 1 XUBS th 25 FR A ok T 7™
) B0 B DRI B 4 T B R A B R I Y
s PR 2 B 3 vk AR L e bt R R Az
AN 5 M) i B B A A T R AR R R Y
AR AR R AT, 24 1 28 40 i 2 A O Y TR B
S5 R AR R A AR | FH G4 A ARC 1 &
Az 5 AN A AR A AR R B 1) SR ER

TE— 1o HO, A5 B T3R5 S A N
AT IN N NS e S N TR N NI | Y
TEHBE KRBT T- A, X — KA J A TE T Atk
A b Bz A0 A 98 T 0T BB A N B R A 1 3 [
21 i 2 FE R X — BRIE T, p33™ R T Ak B & B
(18— Fofr A A ) 3 R, LA 2 0 A0 0 T 0 o 4
Ja AR VE Y . BIFSE K BE, p33™et e ah SZ DK
B NIH3T3 4 19 576 T A L K 5 R i 2T 4k
20 0 A AR AE IR TR) S T p33™C! kT 9 U] AT A
SR T, B o 200 A A R R 0 4 3k
KWt , B B R AR R AR A . AR ST
AL ARC SR SRR R 4 rf p33™ mRNA 2
K2435, p33™" mRNA 5 GSH-Px /K-S IEM %, 5
MDA 7K 5t A 56, 5 BE1E Sk i) 18 45 SR A0 —
FH R p33™ mRNA £S5 ARC fb AR il
AT

PDGF-A J& V) g e o i A K 1 2 — , @ ad
43 W Bl 55 43 WA VR YT, X 22 Al s B E e & G TR
B S REARARTEMHI, SCEEE H, IE% A5
7K N PDGF-A F 22T G 2 4k 45 SR L B2 240 i iy
IE A A A3k, A bR AR S0 E R D e B AL 3
il AWFFE T, ARC % PDGF-A /K- T
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W& 20 , PDGF-A /KF5 GSH-Px K& k56, 5
MDA /K2 IEA X, PDGF-A 18 i 50 R A4 F
&ﬁwﬁm%%%mmﬁimwm%wiﬁ%w
BT, T — 5 PDGF-A ¥R B & A 2w, Ho & 1%
A 2257 Z40E F S B0 AR L B A0 TE 8 R 3
gt R, BT LAHEI PDGF-A 197K K 53 A AN
1E AR AT BB SO AR b Ak A AR
HA MRS NRERZ —,

AT LS R, ACR U SR b iz 41 it vh
PDGF-A mRNA 7K/ 3k 8 & T+ , H PDGF-A
mRNA KiEK V5 GSH-Px KPR FAMKCKR, 5
MDA 7KV IEA O FR , 7] UL PDGF-A mRNA 5
ARC W EEXREY) L TEE/EH. Rk
AR R b 2 ik Z A 03— S g A -, 5
HEA IO s R 1558, 32 1T A 400 B P L A
o oAb B A S AR AE X S8 A0 i R R p33tet
PDGF-A Jt bFGF mRNA [/ {8 A A A 257N
=FH A BRI ACR KA 1 R B by bt
55 o

28 Tk, p33™' PDGF-A M bFGF mRNA 7K
SEAE ARC BB SRR Tz g pf rp B 5 ek, =
FHIKT-5 ARC B A0 0 3 5 B 0 A S 1, Azl
HIRKSEAT FI T AR 18 PEAG

Sk
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HOMBREEA 0 1565 HOWIRIGY Y PCOS 11 SHBG.
GLP-2 J2 PYY 7K F-384k

' ORERT FAE FAM AR

[ E] B8 b mees oy Z2mi 5 Ba — UG T £ 48 00 455 1E (PCOS) By M i R 45
A EREE 1 (SHBG) | JB & I A AK- 2(GLP-2) K is K (PYY) KA1k, Aik BEICARRE 2018 4 6
H %2019 4 9 HUIA ) 106 il PCOS HEA/E Mgt 4, Forh T AU 13 4], 11 80 19 4], AL g 5 43
i, IV L35 314010, 59 e BRI ZE A 5 T Ti2ARAG 1 120 e HE A REA: (e BE X IR 2H . LA W) ABE AN TF)
i 49 SHBG .GLP-2 } PYY /K VAR AL #, R Pearson 537 , RS E, 4397167 Hi SHBG .GLP-2
PYY /K5 B F R IRIE A, R VAP EIITSE 40 SHBG .GLP-2 N PY'Y /K -1 i 3541 T fee e ot
WA, 22 R A Gt 2F 3 L (P<0.05) . JAJTRTASIEIE A SHBG \GLP-2 2 PY'Y /K- /i - IV AU Il 74> 1T #l>
[ #, 22 %A G258 L (P<0.05) . Pearson f13M: 43125 7w - A Y7 AT SHBG .GLP-2 & PYY /K F5
PCOS Jifi 4l 2 1A% (P<0.05) . PCOS [ {AYT J5 SHBG .GLP-2 J& PYY /KF-H & & TRy i, 22 5745
BEI#E L (P<0.05), G518 FRMEREA N Z20 Fr 106G SUIIAYT PCOS JBRF I RS 7 4 & , vl $2 71 &
# SHBG .GLP-2 & PYY 7K, Kl _L 3R ACE ] I PRIEAR PCOS B i R H it 5 2%
[%4i"] SHBG; GLP-2; PYY; PCOS

Changes of SHBG, GLP-2 and PYY levels in patients with PCOS treated with ethinyl es-
tradiol and cyproterone tablets combined with metformin

WANG Wei'*, ZHANG Cuiyun®, LI Jinying', GONG Yuejiao’, KANG Xiaojing'

(1. Department of Obstetrics and Gynecology , Qinhuangdao Workers” Hospital, Qinhuangdao, Hebei, China,
066200 ; 2. Department of Internal Medicine, Qinhuangdao Workers’ Hospital, Qinhuangdao, Hebei, China,
066200; 3. Department of Ultrasound, Qinhuangdao Workers’ Hospital, Qinhuangdao, Hebei, China, 066200 )

[ABSTRACT] Objective To analyze changes of sex hormone-binding globulin (SHBG) , glucagon
like peptide-2 (GLP-2) and Peptide YY (PYY) levels in patients with polycystic ovary syndrome (PCOS) treat-
ed with ethinyl estradiol and cyproterone tablets combined with metformin. Methods A total of 106 patients
with PCOS admitted to this hospital from June 2018 to September 2019 were selected as the study group, includ-
ing 13 cases in type I , 19 cases in type Il , 43 cases in type Il and 31 cases in type IV. In addition, 120
healthy people who had physical examination in the outpatient clinic of this hospital during the same period were
selected as the healthy control group. The changes of SHBG, GLP-2 and PYY levels in different groups and dif-
ferent periods were compared. Pearson analysis and scatter plot were used to analyze the correlation between the
levels of SHBG, GLP-2 and PYY before treatment and the patient’s condition. Results Before treatment, the
levels of SHBG, GLP-2 and PYY in the study group were significantly lower than those in the healthy control
group, and the differences were all statistically significant (P<0.05). The different subtypes and the severity of
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the disease before treatment showed that the levels of SHBG, GLP-2 and PYYY increased significantly with the se-

verity of the disease, and the differences were statistically significant (P<0.05). The Pearson correlation analysis

showed that before treatment, the levels of SHBG, GLP-2 and PYY were positively correlated with the type of
PCOS course (P<0.05). The levels of SHBG, GLP-2 and PYY after treatment in PCOS patients were significant-

ly higher than those before treatment, and the differences were statistically significant (P<0.05). Conclusion

Ethinyl estradiol and cyproterone tablets combined with metformin have a significant clinical effect in the treat-

ment of patients with PCOS, which can increase the levels of SHBG, GLP-2 and PYY in patients. The detection

of the three can provide a reference for clinical assessment of the progress of patients with PCOS.

[KEY WORDS] SHBG; GLP-2; PYY; PCOS
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X BRAH TR Y B BFIR AL IR Y7 R 28 IR
AR K 3 mL, 2R F AL 2E R IE AT (3
[ % [N ] B411 B A SHBG,, 5 FH Bt Bk 4 3%
B 56 ( F i 7R BF 2 W] CDE68 &) il %€ GLP-2.,
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K HI SPSS 22.0 #AF AT G o0 B, i R
KH (x£5) 3R, AL L BCR F K50, Z2 411 H i
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£1 BfFEITAH SHBG.GLP-2 B PYY K FLLE (x+s)
Table 1 Comparison of SHBG, GLP-2 and PYY levels

between the two groups before treatment (x +s)

415 n  SHBG(nmol/L) GLP-2(ng/mL) PYY (pg/mL)

WIgE4H 106 46.85+15.32 10.742546  55.31+18.21

fEREXT IR 120 73.51+22.06 16.03+2.08  86.15+18.42
HE 10.148 0.838 12.627
P <0.001 <0.001 <0.001

%*2 AEILE SHBG.GLP-2 R PYY /KFLEE (x£s)
Table 2 Comparison of SHBG, GLP-2 and PYY levels in
different subtypes (x+s)

4% n  SHBG(nmol/L) GLP-2(ng/mL) PYY(pg/mL)

[/ 13 33.06+2.84 7.06+1.03 40.06+2.89
Im# 19 41.06+5.71° 0.34+1.48" 51.37+5.17
m# 43  50.87+6.31" 13.84+1.97°  60.08+7.04"
VA 31 57.42+4.75" 15.06£1.94%  70.06+3.51"
F1H 76.75 88.55 107.76
P1E <0.001 <0.001 <0.001

W5 T AR, P<0.05; 5 TT AL LKA, "P<0.05; 5 T L4, <P<0.05,

2.3 JAJTHI SHBG.GLP-2 & PYY /K ¥ 5 PCOS
FRE R AT AR DG

FHNE A3 BT 45 S B , 1397 | SHBG , GLP-2
K PYY /K-35 PCOS #3243 B 5L 1F A1 ¢
(P<0.05), W32 3.

R3 BFFBISHBG.GLP-2 R PYYKEE PCOS £H%
BEoBEXH
Table 3 Correlation between SHBG, GLP-2 and PYY

levels and course of PCOS before treatment

LD i PiA
SHBG 0.972 <0.001
GLP-2 0.899 <0.001

PYY 0.915 <0.001

2.4 JRYT TG PCOS H # SHBG.GLP-2 & PYY
IKF LA

PCOS # #4877 )5 SHBG . GLP-2 }2 PYY /K
T & TIRITH, Z R WA S E L (P<
0.05), W34,

F4 BITEIFLE SHBG.GLP-2 R PYY KELLE (v +s)
Table 4 Comparison of SHBG, GLP-2 and PYY levels

between the two groups before treatment (x +s)

M SHBG(nmol/L)  GLP-2(ng/mL)  PYY(pg/mL)

WBIFET 46.85£15.32 10.7425.46 55.31+18.21
BIT A 70.21£20.06 15.26+2.51 83.06+19.33
i 9.528 7.744 10.758

P{H <0.001 <0.001 <0.001

3 it
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i AR 35t 5 59— T AT 3 58 2E 20 2 B 2 W 1 Rk
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JPYY 7K BH 5 5 YA T T, GE S0 AR R F b
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Yp 5592l 20+ PD-1.PD-L1 Ml Cyclin D1 2R %35 5
HURIR &
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[ E] B® W5 LR SEA SR )P T2 K1 (PD-1) P HESET-H 7 1 B4
(PD-L1) F40 i A 1 % D1 (Cyclin D) E AR A KL SR, Ak #EH2016 49 A 2 201749
AT RS R Be 32 FARIGYT 9 88 4] I Bz MO S0 iR R R B W A 2R 5 A U AR
% 8815y, western blot K| FE4< 20 21 PD-1.PD-L1 1 Cyclin D1 #& |4 A %} 2635 7K °F ; 43 7 PD-1 . PD-L1
i Cyclin D1 & 15 SH B4R EZ MM R, &R 41409 PD-1.PD-L1 Ml Cyclin D1 £ 14 % k7K
EREETREBALN, ZRYAESE T ¥ L (P0.05) . |~ G~G, 9% i 4 41+ PD-1,
PD-L1 . Cyclin D1 & FH XS k7K 2 B AR T W~ VIR G 9t 3, 22 S 3H i1 7 X (P<0.05) .
PD-1.PDL-1 il Cyclin D1 [Ri FRik 4 3 44 47 % . # Ik F PD-1 .PDL-1 fil Cyclin D1 ik 323k 41, 25 73 4t
T2 L (P<0.05) o Pearson #H M /3T SR | s 4140 PD-1 F1 PDL-1 £ 13835 5 Cyclin D1 ¥ & i 2%
B IEFH I OC R (#.=0.332,0.3065 P<0.05) . Z518 b A2 M P 596 8 35 s 41 21 b PD-1 . PD-L1 #il Cyclin D1
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Relationship between the expression of PD-1, PD-L.1 and Cyclin D1 protein and prognosis
in ovarian cancer

DU Xiaoli'*, ZHANG Dongming®, XU Hong’

(1. Department of Gynecology, Langfang People’s Hospital, Langfang, Hebei, China, 065000; 2. 61267 Army
Health Company, Beijing, China, 101100; 3. Key Laboratory of Organ Fibrosis in Hebei Province, Tangshan,
Hebei, China, 063210)

[ABSTRACT] Objective To study the expression of programmed cell death protein 1 (PD-1), pro-
grammed death factor 1 ligand (PD-L1) and cyclin D1 (Cyclin D1) proteins in epithelial ovarian cancer
(EOC) and their relationship with prognosis. Methods During the period from September 2016 to September
2017, 88 EOC patients who received surgical treatment in Langfang People’s hospital were enrolled. 88 tumor
tissues and adjacent tissues samples were collected during the operation. The relative expression levels of PD-1,
PD-L1 and Cyclin D1 proteins in cancer tissues and adjacent tissues of EOC patients were detected by Western
blot. The relative expression levels of PD-1, PD-L1 and Cyclin D1 protein in patients with different clinico-
pathological characteristics were compared. Results The expression levels of PD-1, PD-L1 and Cyclin D1
proteins in cancer tissues were higher than those in adjacent tissues, there were significant difference (P<
0.05). The relative expression levels of PD-1, PD-L1 and Cyclin D1 proteins in in cancer tissues of patients at

stage I ~II and grade G1-G2 were lower than those at stage -1V and grade G3, the difference was statistical
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significance (P<0.05). The 3-year survival rate in PD-1, PD-LI and Cyclin D1 high-expression patients were
lower than that in PD-1, PD-L1 and Cyclin D1 low-expression patients, the difference was statistical signifi-
cance (P<0.05). Pearson correlation analysis showed that the protein expression of PD-1 and PDL-1 in cancer
tissues was positively correlated with Cyclin D1 (#=0.332, 0.306; P<0.05). Conclusion The expression lev-

els of PD-1, PD-LI and Cyclin DI in epithelial ovarian cancer tissue are related to the malignant progression

of the tumor, which is expected to guide the development of clinical targeted therapy drugs.

[KEY WORDS] Epithelial ovarian cancer; Programmed cell death protein 1; Programmed death 1 li-

gand; Cyclin D1
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2.1 L K55 4140 PD-1 . PDL-1 il Cyclin
D1 & KRR K R

Y6 41 24 f PD-1 . PDL-1 il Cyclin D1 & [ % ik
KOF I 2 TSR A, 2 R A Gt L (P<
0.05), WK1,
*1 EAAKRESHLAHRPD-1.PDL-1 71 Cyclin DI EH

RIKKFLLE (x+5)

Table 1 Comparison of expression levels of PD-1, PDL-1

and cyclin D1 in epithelial ovarian cancer

and adjacent tissues (x+s)

2051 n PD-1 PDL-1 Cyclin D1
Y 40 41 88 0.78+0.15 0.82+0.16 0.74+0.12
fror 4l 88 0.23+0.04 0.27+0.05 0.25+0.04
A 17.714 16.405 19.369
P1E <0.001 <0.001 <0.001
2.2 AN[E)lm PRI BERRAE B S5 41 21 PD-1 . PDL-1
Al Cyclin D1 2 135

FIGO 70 I | 11 Wi # i 2H 21 b PD-1 .PDL-1
Fl Cyclin D1 8 1A X 23k W 25K T 10 . IV B9 A&
H L, EFWA G E L (P<0.05) , 9% B 53 9
Gi~G, % 5 i 4 41 vh PD-1 . PDL-1 Fl Cyclin D1
FEHMM R ERT GYEH, LR YHESIT
U (P<0.05), W2,
2.3 PD-1 FKikX B TG R0

BE 1T 3 4F, Ui 15 B, L3R4S 73 Bl
HAETEGERE, VTR N 17.05% o K JH oA B0 6
PAFAAEGORH 73 1] 835 53 PD-1 (5 3R3A 4 (n=
38) MK £k 2 (n=35) ., PD-1 i #iA4] 3 417
PR AR ] LT PD-1RERA A, 2 5
A g8 X (P<0.05), W3 K1,
2.4 PDL-1 ik X B3 TS 52

K FH P B R AR A AR ORI 73 51 R
9 PDL-1 {5 %5 4 (n=37) Pk 5 4 (n=36) .
PDL-1 i Rk 4 3 AEAAF %, R A A Bf ), S 2

Table 3 Effect of PD-1 expression on prognosis of patients

[(n(%)]

5 no LVARIEAPR 24EQATR AT R
PD-1 535401 38 30(7895)  22(57.89)  12(31.58)
PD-1 k5520 35 31(8857)  26(7429)  20(57.14)

718 1.242 2.074 4.378

P 0.265 0.150 0.036

. ~=PD-1 Rk
== PD-1 ik &k

HAEHR (%)

0 10 20 30 40
AAFI I ()

B 1 PD-1RiEX BEFGEME

Figure 1 Effect of PD-1 expression on prognosis of patients

{XF PDL-1 KRR IR, Z R A G 2= 2 L (P<
0.05), WFa K2,

F4 PDL1REXMBEBSHEM [n(%) ]
Table 4  Effect of PDL-1 expression on prognosis [7n(%) ]

2H 51 no VARAAEER 2AEAEER 3AREAAER
PDL-1 & #ik4H 37 30(81.08) 21(56.76)  11(29.73)
PDL-1 K% 36  31(86.11)  27(75.00)  21(58.33)

el 0.349 2.355 5.285

Py 0.555 0.125 0.022

100
80
60

10 - PDL-1 % #1541

it - pDLAl R AL

HEAEH (%)

20

0 10 20 30 10
AAFITI CH )

2 PDL-1 RiEXTEETG =M

Figure 2 Effect of PDL-1 expression on prognosis of patients

2.5 Cyclin D1 FR3EX] 5 T 00

R A RO AR A A BORMEY 73 451 B8 5 4
1 Cyclin D1 & 3% ik 24 (n=35) Fl ik & ik 4 (n=
38), Cyclin D1 #3541 2 4FF 3 4E 7R, i
A AEIE], KT Cyclin DI IA4, 22 51
Gt EaE X (P<0.05) . W 5.4 3.

R2 AEIMGKRFIEYSIEID E A LA PD-1.PDL-1 1 Cyclin D1 EHRIE (x+5)

Table 2 expression of PD-1, PDL-1 and cyclin D1 in ovarian cancer tissues with different clinicopathological characteristics (x =s)

R HARME n PD-1 t{E P PDL-1 il P{  Cyclin D1 i PH
A (%) =50 51 0.80+0.17 1532  0.129 0.85+0.18  1.971  0.052  0.76x0.13  1.839  0.069
<50 37 0.75%0.12 0.78+0.14 0.710.12
FIGO 431 I~T#H 40 0712017  4.062  <0.001 0.76x0.18  3.322  0.001 0.68+0.13  4.300  <0.001
Mm~IV# 48  0.84+0.13 0.87+0.13 0.79+0.11
FEHL G~G: 50 0.73%0.17 3239  <0.002  0.78+0.18 2770  0.007  0.70£0.14 3269  0.002
G, 38 0.84x0.14 0.88+0.15 0.79+0.11
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# 5 Cyclin DI RixX BEFEHM [(2(%) ]
Table 5 The effect of cyclin D1 expression on prognosis of
patients [1n(%) ]

4151 n UVEAARR 2IEEIER IR
Cyclin D1 m #3524 35 27(77.14)  19(54.29) 10(28.57)
Cyclin D1 flkZ#354] 38  34(89.47) 29(76.32) 22(57.89)

pal:! 2.037 3.984 6.276
P{H 0.154 0.049 0.012

100
80
60

-+ Cyclin D1 5 #3541

40 , — Cyclin D1 fiE%ik41

HEAFR(%)

20

0 10 20 30 40
AAFRTTECH)

3 Cyclin D1 RiAX BE TR M
Figure 3 Effect of Cyclin D1 expression on prognosis of

patients

2.6 JEZH4U% PD-1 .PDL-1 il Cyclin D1 % 4 33k
Z [E) A AH S

Pearson HH ¢ 14 23 #7 8.7~ J68 41 41 vh PD-1 Fll
PDL-1 #1381k 5 Cyclin D1 ¥ 5 b 2 (%) IEAH G
£ (r=0.332,0.306; P<0.05) .

3 it

P B g — Pl i UL A A B R G R, ok
S B 52 2%, 55 e 114 S PR e e A AR 4 i 32 0k ik
HKo AFFREEHR UL PD-1 . PDL-1 #1 Cyclin D1
PR 5 T i 1 R Y O S0 20 M )
YieEAT N AR i v B . PD-1/PDL-1 72587
IR IR 5 G Bk iR A DG AL, PD-1 AL EC A
PD-L1 £56 AT LAl G Ze kA o, 0% PD-1 4Hi LA
(14) S8 52 AR 1 L IR P 7 356 15, D8/ T 9 B4 400 G ) 3
ARG, (15200 G328 32 MR, 5350 240 i
BUENERATE . Cyclin D1 F PR 2 —Fh 41 it R e 4 3
, AT AR G HA4AN 1 () pRb 25 1, pRb 7F G1 1
Wb TRBERR LIRS , Be 5 5 H - E.F 5456, A
RESEI . PP ARSEEE Bon , FUIRE B PD-1/
PDL-1 58 335 5 Mg (r e R A ¢, il LA &
o 290 e i kAL AR (1 e i W4 o Gwak 45V IFE i
7, Cyclin D1 AT LA B fiea 20 M A3 90 1, PPAk e
RN o S5 A A ST S5 R, 1 PD-1 1 PDL-1 1]
REH LA ] T Ik AN TR , s P S0 0 SR B
DN SR AN A R B s i, 2 Ak

AT AAE AT 45 R WoR , PD-1.PD-L1 Al
Cyclin D1 25 [ & ik 41 B 3 A A7 R 1 i E R T

Fkdl . W R AR LRI BE & A PD-1 AT LU S
HFELR PD-L1 454, il T 4 i i 76 4k, i 4
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T4 e 732 20 B 38 5 R0 o3 Ak 58 A AN A2 I e
L, SECR A A B . Mandai S5 RS R
W, ¥ [m) PD-1/PD-L1 1% 188 S0 88 16 97 A B2 i) 2
7S g J 3 A S RN, R SR /E A, PD-1
1 PD-L1 25 {6 US98 1) U5 A5 25 55 R T B A 5
i) , 75 B Ay PR 2450 & B BT B A5 . Trawan 250
WF5E 7R, Cyclin D1 25 [ RA /K- 5 e 20 i i A
2253 BEIEFEAT O, Cyclin D1 8 AT, Sz i
SN B RR BER  WR 2 . | A R R
], F 94 Cyclin D1 £ 11 & 35 7] LA 4 %6 Ji 98 1) 4 i
Jili], Cyclin D1 ik F55 5 U1 S5 40 B W Ve A
R, Hm RIA AT LIRS A A%

AMFFT Pearson A M3 Br 45 R R, 414
o PD-1 #1 PDL-1 2 [1 %35 5 Cyclin D1 ¥ 2 i 3%
MIEAOCOC R . Zhu 55 BFSE 8w, 45 SR 40
35 414U rh Cyclin D1 5 PD-L1 &2 i A 3¢, $2 7%
Cyclin D1 5 PD-L1 2Z [A] 775 52 AH B 42 7 H
O A W5 o, BN S 9 40 21 PD-1 . PDL-1 Al
Cyclin D1 25 ¥ 0 58 = 2258, H -5 s i % v
HEJE AR AERT (B 4 0 A O, RIFRGER 5T
AW RAAEH 3 2 57, v BE 2 5 PD-1.PDL-1 #l
Cyclin D1 S £35S 5 ZL e Wk o e i 8 42 07 =X
FEEFA KR,

Zi BTk, b R R O 0 R A 40 PD-1
PD-L1 I Cyclin D1 £ F1 K3k KV 35 Th i, B
Jih 8 B 1 J'¢ PD-1,PD-L1 il Cyclin D1 fJAHXF 22 1k
H % 7+, H PD-1.PD-L1 il Cyclin D1 25 [ 55
FIRBEWGHR 2,

5% 3
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Galectin-3 .CF6 . H-FABP 518 k.U i i O I RE . Wi
IRIESS

FHEE OFAR IS EEd R

[ ZE] B® Wi Rk % -3 (Galectin-3) HIK T 6 (CF6) K.t I 5 R 245 & 45 1
(h-FABP) /K- 51 H0 B E LI TR MR, Ak wEH2016 41 A £ 2018 42 1 A ABEBUA T
124 {51) P 0 8 B A (RS 0k 56 [ A 249 0 IR 976 2 2 % CHIF J 5 R AT O T RE 0 9, 1T 9% 42 {9 I &% 37 9]
IV &% 45 ) VE R FFE 4L, 73 35 L 130 3] ) 309 A Bt 132 32 {4 G L85 SR T 8 3 /S v IR AL . A 45 4L ]
Galectin-3 ,CF6 }¢ H-FABP 3 A 7K V22 57, ic s 8 k0 8 B 5 FUS 1K 0, R F ROC 4k 73 B Galectin-3
CF6 J H-FABP SIS A Rl AT Pk O BB BilS A R B (B . Z5R  DF5e 4183 Galectin-3 |
CF6 J¢ H-FABP /K-35 1 25 5 T X IR, 22 5 Gei 2% 38 L (P<0.05) . Galectin-3 ,CF6 & H-FABP /K-:
VA>T R4S BAUL, 2254 G2 X (P<0.05) . R EREDTLE R, RILHUS 154l TS BL 41
(n=91) R ) AN R4 (n=33) . Tl K440 8 # Galectin-3 .CF6 K H-FABP /K F- W] AKX THm A R4, 22
S G X (P<0.05) . Galectin-3,CF6 K H-FABP /K J = % 14 il 42 7F 1 A4 3124 0.839.,
0.789.0.763.0.963, L) = F WG M4 T 1 AU I e K (P<0.05) . #4518 Galectin-3 .CF6 & H-FABP /K%
TEPE RO B R R 2 e IR I PR T3l o o i AV 0 5 == 00 P A A7 90 5 1 B T

[%£48i7] Galectin-3; CF6; H-FABP; 180> %

Relationship between Galectin-3, CF6, H-FABP and cardiac function and prognosis in
patients with chronic heart failure

HUANG Qianwen', SU Chunyan®, WANG min', WANG Jianan', HUANG Qian**

(1. Department of Cardiology, Quanzhou First Hospital Affiliated to Fujian Medical University , Quanzhou,
Fujian, China, 362000; 2. Department of Laboratory Medicine, Quanzhou First Hospital Affiliated to Fujian
Medical University, Quanzhou, Fujian, China, 362000; 3. Department of Teaching and Research Section of
Physiology, Basic Medicine, Quanzhou Medical College, Quanzhou, Fujian, China, 362000)

[ABSTRACT] Objective To study the relationship between serum galectin-3 (Serum galectin-3, Ga-
lectin-3) , coupling factor 6 (CF6) and heart fatty acid binding protein (h-FABP) levels, the heart function
and prognosis of patients with chronic heart failure. Methods The 124 patients with chronic heart failure ad-
mitted to this hospital from April 2016 to April 2018 were selected (According to the standards of the New
York Society of Cardiology, the cardiac function of patients with CHF was classified, 42 cases in grade II ,
37 cases in grade Il , and 45 cases in grade IV) as the study group. In addition, 130 patients who had health
examination in this hospital during the same period and had normal results were selected as the control group.
The differences in the expression levels of Galectin-3, CF6 and H-FABP between the groups were compared,

and the prognosis of the patients with chronic heart failure was recorded. ROC curve was used to analyze the
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values of single and combined detection of Galectin-3, CF6 and H-FABP levels in predicting the poor progno-
sis of patients with chronic heart failure. Results The levels of Galectin-3, CF6 and H-FABP in the study
group weresignificantly higher than those in the control group, and difference was statistically significant (P<
0.05). The levels of Galectin-3, CF6 and H-FABP were as follows: grade IV group >gradelll group >grade
II group, and difference was statistically significant (P<0.05). As of the end of the follow-up, according to
the prognosis, they were divided into a good prognosis group (n=91) and a poor prognosis group (n=33). The
levels of Galectin-3, CF6 and H-FABP in the good prognosis group were significantly lower than those in the
poor prognosis group, and difference was statistically significant (P<0.05). The areas under the Galectin-3,
CF6 and H-FABP curves and the area under the combined curve of the three were 0.839, 0.789, 0.763,
0.963, respectively, and the area under the combined curve of the three was the largest (P<0.05). Conclu-

sion Galectin-3, CF6 and H-FABP levels show abnormal expression in patients with chronic heart failure.

Clinicians can strengthen the monitoring of these three indicators to assess disease progression and prognosis.

[KEY WORDS] Galectin-3; CF6; H-FABP; Chronic heart failure

18P0 17 3235 (chronic heart failure , CHF ) /& HH
o JIUVEEFE O LR | I B0 7 2 B Ao aok B L AR A 45
Ji A 5 | R ) s o UL A9, 36 B0 L5 4 0 ) g 1Y)
AL, B R BOL FE R N R A YRR T A — 4
I IRZE AR . CHF HA 8 T2, ™ 5 B
i e fa . FAIXT CHF (& #1711,
Xl st s HA A S ISR R -3
(Serum galectin -3, Galectin-3 ) &Il /K _ A R
IVESRINY || R4 2 e SRR SR € i E AN T S h W
CHF (& F 5 ik e R Wi s C R B IR+
6 (coupling factor 6, CF6) 1F 2 % Fik i 21 1 1Y) ATP
it , 75 SO B gl Dk v T S T A v AR IR
PR O BIHR 5 B2 45 & & 1 (heart fattyacid
binding protein , h-FABP ) J& i 4F 5% 87 & 3 19 .0 L
P br W, A 20t e K2R A AE L O A A5 B
It R 12 W 2 345 EE IR IR (. A 58 w8k
CHF £ # 5 Galectin-3 .CF6 [ H-FABP /K V-.0> 1)
AE T A O R TR, IR & 40T .
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1.1 —seoR

PEHL 2016 4F 1 H & 2018 4F 1 H 7 B A 1Y
124 5] CHF B #AE ks dl . WA bRHE: OFF &
CHF i2Wibr "™ ; Qe R 78} 525 s HEBR bR : D F
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T R B HAth o B R PS5 45 5 @& I I L 1 9
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Table 1 Clinical data of two groups (x+s)
451 n B PR BMI (kg/m?)

Wil 124 69/55 60.85+9.01 24.34%2.75

XERRAL 130 78/52 60.73+8.86 23.75+2.95

1itH - 0.493 0.107 1.646
PE - 0.482 0.914 0.100

1.2 WEHER
1.2.1  Galectin-3 ,CF6 } H-FABP il

XA FARK Y B OWF A T ABE IR H il
TN T R A KL 3 mL, B TR R B P
o, ZE AR R B0 AL B0 (3 000 t/min, 15 min) .
B 400 wL I 3 3% K, SR FH R 36 e 9% W B D
Galectin-3 \H-FABP 7K1, i il & e 4% 1 8% SR A
PR A BR2A W) 5 2R HITC e 43 20 4 CF6 , 1051
& i1 % [H Phoenix Pharmaceuticals Inc $&/4 ; #4E
TR A iz BRI 5 9017
122 fijm

B BE e B AT AT — R R
G YT, e B HE WU O, A3 O = A
Gt R O EVR R AR BT AR I A TS
AR Bl A 2 AR R A AR T, BV AR H
R 20204F1 H 30 H
1.3 Gl FabH

F G SPSS 22.0 #4748 2007, 114k
TERLL (%) FoR AT 2 KK T TR LA (3 £5)
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R UL B R e K56 L 22 AL TH) HL SR F R
5, % JH ROC Hi£E /3 #T Galectin-3 ,CF6 . H-FABP
JKAF-XF CHF £835 15 A R iy S A (6L, A P<0.05
hEFAGITFE L,

2 R
2.1 W4 Galectin-3 .CF6 }2 H-FABP 7K F [t 45

W5t 41 4 Galectin-3 .CF6 [z H-FABP /K-
TR, 2R A G X (P<0.05) . L3R 2.
%2 W4 Galectin-3,CF6 } H-FABP /K FEbE (v +s)
Table 2 Comparison of galectin-3, CF6 and H-FABP levels

between the two groups (x+s)

®4 FERHFASHERRA Galectin-3,CF6 &
H-FABP /K F LLER (w+s)
Table 4 Comparison of galectin-3, CF6 and H-FABP levels

between good prognosis group and poor group (x+s)

Galectin-3 CFo6 H-FABP
(ng/mL) (ng/L) (p/L)
WG R4 91 16.62+3.52  426.85+27.41  33.82+2.85
WA AKRY4. 33 33.30+4.41 532.68+60.34  44.67%6.11
tE 21.751 13.405 13.464
P1a <0.001 <0.001 <0.001

25 n

%5 Galectin-3,CF6 & H-FABP 7k Fxt CHF & W5
T RETN M E
Table 5 predictive value of galectin-3, CF6 and H-FABP

levels for poor prognosis in patients with CHF

1] ; Galectin-3 CF6 H-FABP ‘ —
(ng/mL) (pg/mL) (ng/L) WK F  HURE FRRE AUC 95%CI Pl
WFosdl 124 21.06+7.43 484.37+68.49  36.71+8.56 Galectin-3  0.798  0.746  0.839  0.718~0.960  <0.001
XHRRZ] 130 5.31x0.24 188.18+25.49  10.03+2.84 CF6 0.754  0.811  0.789  0.646~0.932  <0.001
t1H - 24.158 46.078 33.651 H-FABP  0.763  0.796  0.763  0.583~0.937  <0.001
P - <0.001 <0.001 <0.001 =FBES S 0952 0736 0963 0.905~1.000  <0.001

22 AL YyEE S 9 #H Galectin-3 . CF6 [
H-FABP /K- LE A%

Galectin-3 .CF6 5 H-FABP /K- IV 2 40> 1 %%
H>MHAH, 225 A 572 L (P<0.05), W3K3,

x3 AEDOINBEELSREE Galectin-3,CF6 & H-FABP
KELE (xxs)
Table 3 Comparison of galectin-3, CF6 and H-FABP levels

in patients with different cardiac function grades (x+s)

1%  n Galectin-3(ng/mL) CF6(ng/L)  H-FABP(ug/L)

g 42 15.21+1.58 422.09+6.21 30.23+2.08
e 37 20.11+3.85" 453.16+21.34*  37.14+4.52°
V& 45 27.29+3.37* 568.16245.68"  42.41+3.89"
FH - 171.40 283.73 123.88
P{H - <0.001 <0.001 <0.001

W5 024 b4, P<0.05; 5 I 9% 40 [L 5, "P<0.05,

2.3 124 {4 CHF £ ¥ i J5 J Galectin-3 . CF6 }
H-FABP /K 58

2 BE 15 45 R, 124 ) CHF & % 3t 33 ]
(26.21% ) H LTS AS KAF O, AR5 B3 TS 17 DL 4y
JiE R4 (n=91) X TG AR (n=33), F/F R
I-2H f8 3 Galectin-3 .CF6 } H-FABP /KF- B AT
R AR, Z 5 A g TR L (P<0.05), W34,
2.4 Galectin-3.,CF6 } H-FABP 7K V- %} CHF %
T AS KA T 44 1

Galectin-3.CF6 & H-FABP 7K & = # B4 ith
28 N TEFRS3 904 0.839.0.789.,0.763 .0.963, L —# Bk
A AR A K (P<0.05) . L35 K& 1,

1.0

[HiES 31/
0.8 Galectin-3
i CF6
> 06 H-FABP
g =HWed
0.4 SHL
0.2
0 02 04 06 08 1.0
5t
B 1 ROC HiZk

Figure 1 ROC curve
3 it

H HX T CHF B &AL i ok A, 53 R
L5 5O e I JERG 55 BRAF A I AT KT
BRI R X T CHF BYIRYT 5 2 DL AR 08 [ 2
ARSI E ITFRETFH AR B
PEFF ARG R FERAR I SN, an ey S o
Pl CHF BB I8 (02 BRI R A A

Galectin-3 RV FUEEE R B L 2 —, 1247
AT LB NAE RS Yrh, FoAE 240 5 40 20
Ji 5 L 2 R SR R, 2 5 A 1 4
A ACRN Ry BB G R T RN 75 O AR N R
ARV B E W3R, Galectin-3 5
5 CHF $&i it 2, H 5 B iU R %Y. CFo6
KR ATP [0 07, 8 S5 ATP s S B
YR W R B, MALARS S AR A
R TR ] S8k CFo A il ™', H-FABP J&—
ThFEAE T 40 B B A< 5 A 105 1% 1) 2 11 i, 32 4
ARAERG W WL L0 W0 45 Aig 105 2 A3 3% R4 4
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H-FABP 3@ : 1 45% B 7 B ks B I 1 DA 4 L m 2 113
HLEE AT ATP LUGE R O LA R fERE™

AWFFELE R KR, W 5T 4 4 Galectin-3 . CF6
& H-FABP /K-t 2 5 T X R4, Wu %% CHF
AT & PR, Galectin-3 7K - i 2 % 175 2%
b 525 T, T CHF F 3 75 17 150 A 20 1 35
PR, AR R AE S Wy S & R, #ibk CHF
/NE Galectin-3 FEH 5 , O LT IA =il A
WH5T & B Galectin-3 7KF-5 CHF B35 LIIRE T
IEAHSE, HBUS A R4 B HOK Ttk 3%,
5 DAESCERIR B 25 AL . % 185 CHF i fe it Jig
B o LA s sy R, S B8R A 32 B
RN, S B v 20 fitd 43 Galectin-
3, FEHKE T m A L AREFGEH ] L CF6 7K
B CHF B8 15 (1 i =0 .35 75, 1 CFe
K25 CHF Bt . % IEILALH] 5 CFo6 i i
X AT IR 2R (A, P L i A8 PR -, 42 400 L
PRI ST WAL, N I P B A2, 5 B0 e
A, BERRA SCRRES R, & BB T 75 kO L
PN B2 A LB 47, 5 S50 S s M e L 5 | R 4
PE A5 9 Bz 32450, AR 0 CF6 A BTtk AL i
i ¥ 58 CF6 1 1E o0 3212 3R X W 19 A7 348
FRU ARHFSE X CHF 8 3% H-FABP /K-F- k17 1F
5%, BRI HIK V2546 5 CHF #8303 e & i 5%
REY) PR S S B B AR ER AR
W58 R, — B WLEZ 3, 1A P9 S04k 0 L i 3
58, x5 A 1D R AL fiE , S 200 UL H-FABP |- 7t
IE R &R . WEFE I PR X F Galectin-3 . CF6
H-FABP = # /K F-3: M2 5 CHF £ 1l J5 B 5%
BRI ARG E— 22k F ROC 2tk A7 il
KB = B A RIS T i 26T TR fe ok RS
Galectin-3 .CF6 }2 H-FABP 45 ¥ %} CHF (%34 %4
B, LA R A =8 Ar A I TV S 0 A8 3 S AN
KA T B

2 | r ik, Galectin-3 . CF6 & H-FABP /K- 1E
18 0 B B T B R RO I IR T AR 7T
A 3 A = U B A 5 1 R R T

5% Hk
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2 HUBEBR 95 VEGF . Alb J2 HbAlc 55 B4/ i 45 93
R FR

RLAY FhE \RMA Frok FHOBLL K

(¥ =] B 05T 2 SRR ILAE W A K R F (VEGF) R A 8 H SR 21 2 A5 B
MAERAMER, Fik  EE2019 41 A Z 2020 4F 6 A ARBEIIA I 160 1] 2 KU RIS BE BRI,
FIEE 155 B[R] 0] A B b A T fid Ay LR AT 25 SR IE B AE X IR . AL VEGF R LR 1 RO (b
LT AR KT THRAE AL A 91 B IS i 455 28 % A6 3%, R H 22 9T Logistic [F1JH 3 M52 i 6% R IR
BE IR BN RS N E . B8R W54 VEGF R M & A BB 40 8 FUKE 2 8 T R
4, 22 A G E L (P<0.05) . 2 BB PRI A I B MRS/ L85 22 f8 38 53 411 (33.12%) , 14 B 9F 4,
A I B ER I A9 28 B 107 191 (66.88% ) AR A IF4l . & IF41 VEGF R A 1 Bk m 41 &
KB T RGN, ZRIAGI2EE X (P<0.05) . WHH LDL-C .FPG ,VEGF JE 155 [1 M B 1 21 2
FA A DR 5 2 B B/ N L4575 78 1Y 2. 2R (P<0.05) . FPG L VEGF \ Jik (A 35 XL I 210 35 K SF- 5
SRS BRI I & B IR N A5 A8 (A ST fE R P R (P<0.05) . 4538 VEGF R 1 MBIk I 2T 25
TKEAE 2 BUBR PRI A B Al IS I A9 A8 v 22 S5 i 338, I =35 B T R B R AR T i R A o

[E@IA] 2 AU PR ; VEGE; R ; LM Lr s r B IERL N i 48 s 28

Relationship between the levels of VEGF, Alb and HbAlc and renal microangiopathy in
patients with type 2 diabetes

ZHAO Wenjie*, LI Huafeng, TIAN Linlin, LI Xiaobing, LI Min, JU Wenwen, ZHANG Xu

(Department of Endocrinology, the Third Affiliated Hospital of Qigihar Medical University, Qigihar,
Heilongjiang , China, 161000)

[ABSTRACT] Objective To study the relationship between the levels of vascula endothelial growth
factor (VEGF), urinary albumin and glycosylated hemoglobin and renal microvascular disease in patients with
type 2 diabetes. Methods The 160 patients with type 2 diabetes who were admitted to the hospital from
January 2019 to June 2020 were selected as the study group. In addition, 155 patients who had physical
examination in this hospital during the same period and had normal results were selected as the control group.
The expression levels of VEGF, urinary albumin and glycosylated hemoglobin between two groups were
compared. The incidence of renal microvascular disease in the study group was calculated, and multivariate
logistic regression was used to analyze the risk factors of renal microvascular disease in diabetic patients.
Results The levels of VEGF, urinary albumin and glycosylated hemoglobin in the study group were higher
than those in the control group, and the differences were statistically significant (P<0.05). 53 cases (33.12% )
with type 2 diabetes combined with renal microvascular disease were classified as the combined group, and 107
cases (66.88% ) without renal microvascular disease were classified as the non-combined group. The levels of
urinary albumin and glycosylated hemoglobin in the combined group were higher than those in the non -
combined group, and the differences were statistically significant (P<0.05). Smoking, LDL-C, FPG, VEGF,

EARA . F e REFRE N ALA B (QMSI2019Z-22)
HEAL . FFEREFREWER ZERASL—H, 2RI, F 5% R 161000
*BATAHEE A A, E-mail : 13684528135@163.com
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urinary albumin and glycosylated hemoglobin were the single factors affecting diabetes complicated with renal

microvascular disease (P<0.05). Abnormal levels of FPG, VEGF, urinary albumin and glycosylated

hemoglobin were independent risk factors affecting diabetes complicated with renal microvascular disease (P<

0.05). Conclusion The levels of VEGF, urinary albumin and glycosylated hemoglobin are abnormally

expressed in patients with type 2 diabetes and renal microvascular disease. Monitoring the three is helpful for the

evaluation of the patient’s condition changes.

[KEY WORDS] Type 2 diabetes; VEGF; Urinary albumin; Glycosylated hemoglobin; Renal microvas-

cular disease

Bifi 25 AATT A 35 7K S W B2 v, B PR 1) &
R BAE TR, b DL 2 BUBE bR S R
U o A, 3 2 4 BROBE PR v B e AU 22 11 [
%, B 2013 AR, I OB R R R B ok
10.9% , HABAEASWTE int= o Aol 4705 22 Ja T8 PR
o5 FETE R 18 VR T AORE , DAL A8 45 48 F ) g e
AR B RERG AR, 25 5 5 | S s B IR
i PR O B 2 S A L 7 , ™ S i) A B A (gt
JRE XA b S e A B IR I A AR A T R
W EAT B Y A N R AE KR (Vascula
endothelial growth factor, VEGF ) J&—# IfiL 5 N 2 A2
SRR T, S IMERIEROCR T BB, Wik
B, W R B R ) 1 A8 & AR 78 5 VEGE A K,
WAL 2T 2 A2 W FNE T 0 PR 1) FEZ A8 bR 2
—, PREVE P2 WIS /NER D) BB TC 5 1 1Y B 248
PR'e o AR SC TN 2 AUBE PRI 25 VEGF K 1R
I SOEAR M 2128 55 B T A/ 1T 7 72 1Y) 6 R i
TTHIESE, B AR 2 B bR K3 2B B I/ S 1 48
S RIS TR S % . IRGE IR .

1 ARSI

1.1 —RweR

YEHL 2019 4F 1 H & 2020 4F 6 J A Bl AJRYF
) 160 f5i] 2 BUBH PR H & VE R BFge 4L, I 5 87
W, 22 73 9], SEIIAERS (52.96£9.45) % 45 AbRifE
O 75 1 2 B A U2 rp 56 F 2 BOBE R IR (112
Wibm o7 L 28 I bE B b i i 00 S A A 2
@3 I B} o B To A s HEBRARIE : OF IR R 5
PR s QA BME M S AR & OF " H
FIEZS DI RE S 3 s A KR S e R G0 ol ML IR &R
BRI O TG SRR . S IEE 155 4]
IF) 34 S B 2 A il R A A i 245 2 1 P S Xk
ML, Hop 5% 00 B, Zo % 65 i, 7 4R IR
(47.49+6.99) % . WILHEEATERI LI 22 S TG0 it2%
B (P>0.05), BA AT HtE . AW 4 B B 2R

PIZE Lottt , 2 B B s R E T
1.2 Jrik

T A 521 T RS I i bk i 3~5 mL, 78
IR B AL ES 0 (3 000 t/min, 15 min) J5 4385 Ifil
T, WU 5 o VEGF SR i 5 G0 75 1% R i A6
WA & A E RO EA Y TR RRA A
AL 1121 25 11 2% Beckma Coulter LX-20 4> H 354k
ACAS I ASCHEA T ARSI o PR 11 8 1 1 43 A I SR
2 RO R |, 3R A R e AR A R
AR EIEAE . 5 X 9T 2 361 725 1 1B (Fasting
blood glucose, FPG) & & IH [ i (Total cholesterol,
TC) . H il = B8 (Tri-glyceride, TG) . % FEfE & 1 IH
[ i (High density liptein cholesterol, HDL-C) it %
& H5 & H AR [# B (Low Density Lipoprotein, LDL-C)
Rl . ARG S8 B Ll N B A TR
1.3 WESEIR

@ HHA R B VEGF LR A 8 (4 OB fE I
21K AR IB KT s QT HEIE 9 416 91 B E GO
I 4595 78 2R AR AR 3 2 5 A 01 B A0 DN 1t 45
AN IR S ARG IR . BRI i 4 e A2
FW S 2 3 Yl 24 h BRAYCE F & HEFR>20
pg/min, G IFH A G IR VEGF K
I AR ML 2T 8 1 1 2238 7KF 5 @43 B i 2 Z
PR £ % A B I I A5 7 B B PR 3R
1.4 Giitveirik

K1 SPSS 22.0 #AFBEAT ST o0, THEEBORE
Ph(x )RR, R e 5550 5 THECROR A n (%) 0K
R K ; R 1l 2 7€ Logistic 15 53 BT wipi R
s S8 T R B RGN I A5 9 28 i AE R IRV 2R L DA P<
0.05 W 2R AL FE XL

2 HR

2.1 VEGF.JR H & H Mk i 21 8 FH 7 AR [ A
T 1 TR 1 5
W54l VEGF R L8R F OB fb 21 8 3%
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B E TR, 25 A 51225 L (P<
0.05), WFE1,

&1 VEGF.RBEBRBEHMAEZEBEARRARHE
RIEER (x+5)
Table 1 expression of VEGF, urinary albumin and
glycosylated hemoglobin in different population (x+s)

A5 n BHEmZIEN (%) JREAE (mg/L) VEGF(mg/L)

WHIE4l 160 11.95%1.16 89.33+21.75  117.32+11.66
XFREZH 155 5.51+0.40 20.42+4.54 65.91%5.26
1 65.449 33.590 50.168
P1a <0.001 <0.001 <0.001

2.2 VEGF.JR A& A KM 20 & A7 5 I
HREIFA PR FRIEFENR

AR FE 2 O R A 5 BB D il A5
A5 53 1(33.12%) , A R A 141, KA I B IER
/NS 95 A5 B 3 107 191 (66.88% ) , I A A A I 4. .
G IFA T VEGF R 8 1 SRR I 2188 1 kK
T E T AREAGHA, ZEREA G EE X (P<
0.05). W32,

®2 VEGF.REEBRBANIZAESHASKEH
HHERIEBER (x£5)
Table 2 expression of VEGF, urinary albumin and
glycosylated hemoglobin in combined group and non
combined group (x+s)
BEA 213 1 R VEGF
(%) (mg/L) (mg/L)
HIFH 53 13.11%1.07 105.48+11.79  128.98+10.89
KAEIFLL 107 11.38x0.94 81.3326.49  111.54+6.77

2N 7.186 10.616 10.635
P <0.001 <0.001 <0.001

45

2.3 s 2 FUME PRI B AE I R B S0 I A8 o AR
() LR 2

HH R 45 R WoR , AR L LDL-C \FPG .,
VEGF | JK 1 8 1 B b i 21 2 11 359 5 8 bk o £
O kB BN i 9 AR A E (P<0.05) o L
#3.

K3 BM2BERFEREALEERNDERETNER
20 (%), (x£s)]
Table 3  single factor analysis of renal microvascular disease

in patients with type 2 diabetes mellitus [7(%), (x+s) ]

FEpiRil KEFA
M= (n=53)  (ner07) X7 P

B(%) <65 20(5472)  59(55.14
PR ( ) S9(5514) e 0.960

=65 24(4528)  48(44.86)
J l—l|
P i) B 26(49.06)  61(57.01) 0904 0.342
i 27(50.49)  46(42.99)
M 4 £ 39(73.58)  47(43.93) 12502 <0.00]
J& 14(2642)  60(56.07)
EMER S A 38(71.70)  67(62.62) 1906 0255
T 15(28.30)  40(37.38)

TC (mmol/L) 5.36£1.12  5.71x1.33 1.338  0.184
TG (mmol/L) 1.82+0.31  1.79+0.47 0.349  0.727
HDL-C(mmol/L)  1.23+0.34 141077 1377  0.171
LDL-C(mmol/L.)  4.85x1.16  3.16x0.92 7.561  <0.001
FPG(mmol/L)  10.31x1.12 11.64x1.25 5.290  <0.001
BEALIMZI A1 (%) 12.33+21.07  9.99+0.94 14.607  <0.001
JREAEH (mg/L)  91.26x11.79  56.19+6.49 22878  <0.001
VEGF(pg/L)  134.59£10.89 99.76x6.77 23.915  <0.001

2.4 SR 2 RUBE R S T A B RS0 IS 1487 A8
(EASES

FPG . VEGF . JK F £ F Sk i 21 8 FHKF 5
A DA PR AR O B G D ot 7 A g
SLIERE & (P<0.05), WK 4.

3 it

W5 DRI 8 T I PR & UL %) P9 43 AR e 0, ™
G HEE N A AR . SR B, T E
B PR G 525 RN 2002 4E 1Y 4.2% 3 | T &
2010 4F- %) 11.6% , H 15 38 EURE iR s 8 5 o 1.14
Ao W PR s B ML A 2, 40 5 52 T g
TR, Bt 25 o 1 a0 R 25 S B0 IR0 3, &2 B T
MWL B RAE « KA 25%~40% 15 bR &
AR A2 R TR R W e B L XA R S OB IR
g BB LRI B B I IR R 22— R, R
B 12 W W e R0 32 5 R A B O A s A
SRR T FHe it HL AT EE A

T4 EM2BRERFEEHABSERNMNIERENSEEZSH

Table 4 multivariate analysis of renal microvascular disease in patients with type 2 diabetes mellitus
A IS ES BIZR% bR Wald #fH OR i 95%CI P
MR (TG vs 45) 2.136 1.923 5.952 8.466 0.195~366.897 0.213
LDL~(<3.4 mmol/Lvs >3.4 mmol/L) 1.958 1.026 6.689 7.367 0.986~55.034 0.694
FPG(3.9~6.1 mmol/Lvs >6.1 mmol/L) 1.594 0.291 5.285 4.923 2.783~8.709 <0.001
AR UL 2T 5 4 (4%~6% vs >6% ) 2.097 1.062 7.089 8.142 1.016~65.269 <0.001
JR A5 11 (<20 mg/L vs >20 mg/L) 1.594 0.291 5.285 4.923 2.783~8.709 <0.001
VEGF(41.5-91.1 pg/L vs >91.1 pg/L) 1.838 0.491 5.963 6.284 2.400~16.451 <0.001
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FIE A/ 0N 0 A7 A8 1 e B R 28 SRR AR IR R 23R
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Changes in miR-122 and miR-181a levels of patients with chronic hepatitis B and liver
fibrosis and their relationship with the severity of liver fibrosis

CUI Hongmei*, LU Kunling, FU Likun, ZHANG Lili

(Department of Gastroenterology , the First Hospital of Qinhuangdao, Qinhuangdao, Hebei, China, 066000 )

[ABSTRACT] Objective To explore the changes in miR-122 and miR-181a levels of patients with
chronic hepatitis B (CHB) and liver fibrosis and their relationship with the severity of liver fibrosis. Methods
A total of 186 patients with CHB (CHB group) and 100 healthy individuals (control group) were enrolled in
this study from March 2018 to May 2020. The levels of miR-122, miR-181a and liver biochemical indicators in
the two groups were measured. According to the grade of liver fibrosis, the patients were divided into SO (25
cases), S1 (44 cases), S2 (35 cases), S3 (52 cases), and S4 (30 cases). The levels of miR-122 and miR-
181a in patients with different grades were compared. Results The expression levels of biochemical indicators
[ aspartate aminotransferase (AST), alanine aminotransferase (ALT), total bilirubin (TBIL) ], miR-122 and
miR - 181a in the CHB group were significantly higher than those in the control group (P<0.05). With the
increase of liver fibrosis grading, ALT, AST, TBIL and miR - 181a were increased, while miR - 122 was
decreased in the CHB group, and the differences were statistically significant (P<0.05). Pearson correlation
analysis showed that miR-122 was negatively correlated with ALT, AST and TBIL (P<0.05), while miR-181a

was positively correlated with the liver biochemical indicators (P<0.05). Spearman correlation analysis showed

AARA K2 5T AFEAR LA R (2016024144 )
Y fln. k2 BT 45— ERELAH, T, &2 5 066000
*iBAE AR B M, E-mail : cuihongmeil98@163.com
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that miR - 122 was negatively correlated with the severity of liver fibrosis (P<0.05) , while miR - 181a was
positively correlated with liver fibrosis (P<0.05). The ROC curve showed that the area under the curve (AUC)
values of miR - 122 and miR - 181a for diagnosis of severe liver fibrosis (S3-S4) were 0.851 and 0.783,

respectively. When the cut-off values were 3.26 and 1.42, the Youden index was the greatest. Conclusion

There are changes in the levels of miR-122 and miR-18la in patients with CHB and liver fibrosis, which are

related to the severity of liver fibrosis. Clinically, miR-122 and miR-181a can be used as reference indicators for

evaluating the severity of liver fibrosis.

[KEY WORDS] Chronic hepatitis B; Liver fibrosis; miR-122; miR-181a
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Table 1 Comparison on clinical data and expression levels

of miR-122 and miR-181a between 2 groups (x+s)

ALT AST TBIL
(U/L) (U/L)  (pmol/L)

CHB #1186 75.48+10.71 55.98+15.7119.38+4.71 3.37+0.62 1.53+0.32
XTHRZ1 100 22.41%5.28 24.15+5.99 10.22+3.96 1.24+0.33 0.45+0.20
tHE 46.575 19.500 16552  31.988  30.669
P1H <0.001 <0.001 <0.001  <0.001  <0.001
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Table 3 Value of miR-122 and miR-181a in the diagnosis of
severe liver fibrosis (S3-S4.)

b AUC Bt ?f; S R oswcr  PE

miR-122  0.851 3.26 0.566 0.768 0.798 0.796~0.906 <0.001
miR-18la 0.783 142 0.516 0.829 0.687 0.718~0.848 <0.001
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Figure 1 Value of miR-122 and miR-181a in the diagnosis

of severe liver fibrosis (S3-S4)
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miRNA i) 70% ., miR-122 3= %ty AT JIE 40 it Be i
F 5% 2 B, IF 40 B o 3% 3K miR-122 w] 41l il HBV
DNA F4 5 il , BR8P 45425 . miR-122
A1 ) JEF L DR 40 i 1 B 9/ I O G ) 7 A A
[ L0 A T R N ] S e 2B T ST (2 95
X PR ZH [ %, CHB 2H miR-122 By ik B T+, X
— 250 5 Lin 58 N"BF5E 45 5 25, miR-181a /&
— M A E T A P Y miRNA, iff 57 R B H AR
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Table 2 Comparison on clinical data and expression levels of miR-122 and miR-181a among patients with different stages

of liver fibrosis (x +s)

2H n ALT(U/L) AST(U/L) TBIL ( pmol/L) miR-122 miR-181a
S0 25 48.52+8.45 25.16+4.71 13.52+3.26 4.52+0.86 0.85+0.12
S1 44 55.17+10.22* 33.96+6.82" 13.88+4.71 4.01+0.85 1.020.20"
S2 35 79.52+12.74" 75.14£10.27" 21.71£5.11" 3.22+0.74" 1.66+0.43™
S3 52 02.14+13.18" 68.12+12.71" 20.965.26™ 2.85+0.39" 1.98+0.40™
S4 30 04.17+22.17* 70.59+13.52* 26.856.12"™ 2.56+0.45" 1.90+0.42"

FAH 98.111 165.727 41.205 47.790 79.990

P{E <0.001 <0.001 <0.001 <0.001 <0.001

5 S0 W AR, *P<0.05; 5 ST Fedse,°P<0.05; 5 S2 B Fe i, <P<0.05; 5 S3 ] FL#% , *P<0.05.
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Correlation between HDCP maternal serum APN, chemerin, sFIt-1/PIGF and perinatal
outcome

CHENG Jin, ZHOU Ping*, LI Mingwei, MA Ning, WU Quan

(Department of Obstetrics and Gynecology , the First Affiliated Hospital of Anhui University of Technology ;
Huainan First People’s Hospital, Huainan, Anhui, China, 232007)

[ABSTRACT] Objective To explore the correlation of serum adiponectin (APN) , chemerin and
soluble vascular endothelial growth factor receptor-1 (sFlt-1) to placental growth factor (PIGF) ratio with
perinatal outcomes of puerperae with hypertensive disorder complicating pregnancy (HDCP). Methods A
total of 102 puerperae with HDCP who delivered in the First Affiliated Hospital of Anhui University of Science
and Technology were selected as the study group between January 2019 and January 2021. Meanwhile, 63
healthy puerperae were selected as the control group. The levels of serum APN, chemerin and sFlt-1/PIGF were
compared between the two groups. The diagnostic efficiencies of the above indicators for HDCP were
discussed, and their correlation with perinatal outcomes was analyzed. Results The APN level in the study
group was significantly lower than that in the control group, while chemerin and sFlt-1/PIGF were higher than
those in the control group (P<0.05). The area under the curve (AUC) of serum APN combined with chemerin
and sFlt - 1/PIGF in the diagnosis of HDCP was 0.965, which was significantly higher than the diagnosis
efficiency of a single indicator (P<0.05). Multivariate Logistic regression analysis showed that systolic blood
pressure (SBP) , diastolic blood pressure (DBP) , chemerin and sFlt- 1/PIGF were risk factors for adverse
perinatal outcomes in puerperae with HDCP, and APN was a protective factor (P<0.05). Conclusion Serum

APN, chemerin, and sFlt- 1/PIGF can be used as effective indicators for clinical diagnosis of HDCP, and the
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above indicators are closely related to poor perinatal outcomes, suggesting that targeted early intervention is

needed to improve perinatal outcomes.

[KEY WORDS] Hypertensive disorder complicating pregnancy; Adiponectin; Chemerin; Soluble

vascular endothelial growth factor receptor-1; Placental growth factor

I U =5 1 (hypertensive disorder complicat-
ing pregnancy , HDCP) > 4T Uik 5 A5 %0 , I 47
AR 7R HDCP i 22 I AL A7 U PR AH OG5
W 2L L IS 10%~16% , B E I JCHEFST B
HRHEALEI 2 Chemerin [N 724277 13 5 i 2H 41
v R R A AR 2 ST IR Y Chemerin R
Z 5 PR RIER , 75 % IE HDCP % A2 K J .
ALV I8 N K A2 A R - 52 1 -1 (soluble vascular
endothelial growth factor receptor-1, sFlt-1) & i
H: K A ¥ (placental growth factor, PIGF) 7£ T & Jii
B EHEPh A REBEAEN, ZH E Rt
HDCP (35 A5 ¥ i) 824845, 1 HDCP 7= {9 78
RAFIRIE W 2SR R 45 s kA%, R
Ik 2 (adiponectin, APN ) 42 ¥ 4F 2k & B 19 A5 i 2H
LU E MR, KW s 0 5 &% s
R 5 UM OGS . Y AT Th 2485 APN
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1 BREFE
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FWFF A . N AFRUE : DGR 5 B QR 4
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Table 1 Comparison of General information (x+s)

A n TR i (d) R (BMI, kg/m’®)

WFFE4H 102 28.78+4.58  269.64%6.55 22.57+3.69
YHRZH 63 28.61+4.63 271.33+6.17 23.04+3.56
t{H 0.231 1.646 0.806

P{H 0.818 0.102 0.422

K I, 2 YR [ 5 7E 3 000 r/min 3 R B 15
min , BUILIE 7E-80 CLRAF K o
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(Low density lipoprotein, LDL) . /5 % & 5 &5
(High density lipoprotein, HDL) . & fH [# [ (total
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4 [ AL AT AR I X500 B 2 [ A A K i
AR A B A 7™ Hs e FRRR) & 56 T 454
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K H SPSS 20.0 #AF AT S 15007, 1 KL
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TR AT K5 22 32 E TAEZE(ROC) LAPE
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F2 MAEMLERILE (vs)
Table 2 Comparison of biochemical indexes between

2 groups (x+s)

x4 AEBEFERTA—RIRLR (x£5)
Table 4 Comparison of general data between puerperae with

different perinatal outcomes (x +s)

A n APN(pg/L)  Chemerin(pg/L)  sFlt-1/PIGF

YR 63 9.87+1.83 9.23+1.61 17.93+4.37
WhoEdl 102 6.32+1.22 24.12+6.21 29.67+7.68
A 14.950 23.049 12,516
P1E <0.001 <0.001 <0.001

2.2 [fil{% APN . Chemerin ,sFlt-1/PIGF £ HDCP H
ORI

APN | Chemerin . sFlt- 1/PIGF = # It & 2 Wr
HDCP AUC 4 0.965, B i & T SR 48 bR iz Wi i g
(P<0.05), WLFE3. K1,

%3 APN,Chemerin. sFlt-1/PIGF £ HDCP = 112 i 21 8
Table 3 Diagnostic efficiencies of APN, Chemerin and
sFlt-1/PIGF for HDCP

1R AUC Utk (%) FesE(%) S
APN(pg/L) 0.859 69.84 94.12 8.60
Chemerin(pg/L)  0.872 90.48 89.22 21.97
sFlt-1/PIGF 0.875 96.83 67.65 25.95
A 0.965 87.30 93.14 0.52

T A AR IE CFATIR 6 ) : APN<8.60 pg/L 8, Chemerin=21.97 pg/L
a¥ sFlt-1/PIGF=25.95,

100 R—

-
80| i — APN
— Chemerin
— sFIt-1/PIGF
-

HURE

0 20 40 60 80 100
S (%)

1 APN.Chemerin,sFlt-1/PIGF ¥£ HDCP H 15 B 5L BE
Figure 1 Diagnostic efficiencies of APN, Chemerin and
sFlt-1/PIGF for HDCP
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2.4 ZHEIH

2 Z A % Logistic 71 4 43 #7 , LA SBP, DBP,
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T R A Rl

sz 2R R A P{H
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A (%) 28.64+3.15  29.41+3.62 0916  0.362

BMI(kg/m®) 22.56+2.31  22.64+242  0.132  0.895
SBP(mmHg)  141.26+6.59 158.33£9.71  14.531  <0.001
DBP(mmHg)  95.64+5.33  101.33%5.49  4.080  <0.001
LDL(mmol/L)  3.34+0.41 3.32+0.43 0.186  0.853
HDL(mmol/L)  1.43+0.15 1.44+0.17 0.251  0.803
TC (mmol/L) 1.76+0.21 1.77+0.25 0.177  0.860
APN(pg/L) 6.53+1.09 5.33+1.17 4.185  <0.001
Chemerin(pg/L) 21.36%5.29  37.03x5.69  11.256 <0.001
sFlt-1/PIGF 27.13+3.69  41.55+5.22  13.909 <0.001

9B KL= 45 8 1) fa Bz R 26, APN SRy 47 (A
£ (P<0.05), k5,

x5 BMARBEFERZERSN

Table 5 Multivariate analysis of adverse perinatal outcomes

FSES BIE  SEfH Wald y*{ OR1E  95%CI  P{H

SBP(mmHg) 0.394 0.158 6.218 1.483 1.088~2.021 0.013
DBP(mmHg) 0257 0.119 4.664 1293 1.024~1.633 0.031
APN(pg/L) —0.319 0.125 6.513  0.727 0.569~0.929 0.011
Chemerin(pg/L) 0.326 0.133  6.008 1.385 1.068~1.798 0.015
sFlt-1/PIGF ~ 0.383 0.129  8.815 1.467 1.139~1.889 0.003
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P=0.508) . 45t AJ7 i F o BREE YDA SR 51 A BE 58 IR 14 55 PCR-RFLP 2 fif F Nde T fifi A5 1)
MTRR 3 A66G 222507 5 i DA 52 42 1 RE T 200 3L R AL R )
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Improvement of PCR-RFLP method for detecting MTTR gene A66G polymorphism

HE Zhenyu*, GU Quliang, CHEN Yuli

(School of Life Sciences and Biopharmaceutics, Guangdong Pharmaceutical University, Guangzhou,
Guangdong, China, 510006 )

[ABSTRACT] Objective To improve the existing PCR - RFLP method for detecting A66G
polymorphic locus of MTRR gene to avoid genotype misjudgment that may be caused by incomplete Nde 1
digestion. Methods A pair of primers for PCR was designed. The 3’-terminal antepenultimate of the forward
primer contains mismatched base, and the binding position of the downstream primer is 72 nt behind a natural
Nde 1 recognition sequence (CATATG). The target sequence of A66G polymorphic locus of MTRR gene was
amplified by this pair primers. The polymorphic locus - related original sequence AATRTG (R=A/G) was
changed into CATRTG, in order to use the restriction endonuclease Nde 1 digestion to identify whether the
polymorphic base is A or G, an intrinsic Nde I recognition sequence CATATG at 315 nucleotides downstream
of the polymorphic locus was used as the internal control. PCR products were digested by Nde | to produce
restriction enzyme digestion maps to identify genotypes. Results The target fragment of 478 bp was amplified
by PCR, the restriction enzyme digestion map was made from the PCR products digested with Nde 1. The
genotype of each sample can be identified by the characteristic bands smaller than the PCR products in the
restriction enzyme digestion map. Even if the digestion is incomplete, the residue of the PCR products or the

intermediate products of the digestion can help to determine the genotype. the genotyping method was further

EARA . AAHAXAB(AEFR S A EEXERTE2TR A )(2015A030401098)
Ve ds . T RBHXEAGHESARR G FR, 7 &, M 510006
*BAEVEF ATEF, E-mail : jdbshzy@163.com
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confirmed by gene sequencing. 100 samples were detected. The frequencies of the three genotypes of MTRR
gene A66G polymorphism, namely AA, AG, and GG were 0.57, 0.34, and 0.09, respectively. The
frequencies of A and G alleles were 0.74 and 0.26, respectively, in line with the Hardy - Weinberg genetic

balance (y’=1.355, P=0.508). Conclusion Due to the introduction of endogenous control restriction site, this

method can overcome the genotype misjudgment that may be caused by the incomplete restriction of the A66G

polymorphic site of the MTRR gene using the Nde I enzyme in the traditional PCR-RFLP method.

[KEY WORDS] Methionine synthase reductase; Genotyping; Polymerase chain reaction - restriction

fragment length polymorphism
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Figure 1 Template sequence, primer sequence and primer-

template binding location of PCR
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fifg U1 )2 W AR & 30 L, H A 10 x FastDigest
Green Buffer 2 wL ., FastDigest Nde I 1 wL,PCR j*
Py 5~10 wL.ddH,O #hE KRR, 37CKIBIEAL 1 h,
SR JE 65C/K AR 5 min DUKTE NV, )™
Y128 3.0% 11 35 e W B Jsg R Uk 147 R DN, AR i B A1
P Tl U] ] 3 v ) R IR A5 0 0 B0 B i MTRR
I A66G 2 5 5 B FE P
1.7 WF IR

PRAEATEAG H Y 3 i I R Uy, PCR 4 3 L
478 bp WL T H ZE 64 TAEW) TR B0 A3 BR A 7
AT RS E
1.8 GiiteEhba

K H SPSS 24.0 Gt it 84, A5k LB L
FIAIECE N , R 2 46 5 7547 Hardy-weinberg 5t %
S W B R I LA B A A R A B A BRI R
P, LA P<0.05 A G E L

2 #R

2.1 MTRR F:H A66G £ 2547 5 PCR P24 i) Hi 1k
W SE

PCR F=H) FHi8 K /N K 478 bp , 45 RA4F4 Fidl .
WK 2,

700 —
600

5007—
400,

— 363
— 318

300 —
200

100 —

— 115

— 45

T :M:DNA 43 F i RifE; P:PCR ) 1.3.4.6.7 WEF ARSI A
T AA; 2 WG T AG; 5 HERBRAEF GG,
B2 BEtH) PCR-RFLP £ MTRR EE A66G fif =1 &
B2 ikEE
Figure 2 The electrophoresis map for identificating genotypes
of A66G locus of MTRR gene by improved PCR-RFLP

2.2 MTRR ¥:[H A66G £ 25137 14 PCR 7= ¥ V] &
Tk B B PR AR H) Dy

H Uk 138 B 3 363 bp 4R 1 i ) 45T 1
J AR RI A A F GG AR, N 2 Y 5 SRR
HUH I 318 bp FRAE Ml D) 4501 19 o B AR 4l A 7
AARES TN 2 i 1.4 S FE 55363 .318 bp B Rl
A A B, 55 X 53 2% 5 F AG HE AT 1)
ATEAFR B 363 bp S5 Y EFAERILE G AAFESL,
K 2 H 1) 3.6.7 SFESL G 363 bp 517 M E5 T BlR &

e, HiR A 1Y 478 bp PCR =W 5% B4 | b &
TFREVIASE G IE | WL R B A 4l
AA I, B 2 i 2 S0 S i P AR A AR BH &
363 bp ZH 5 B DR T 318bp S5 , R i 14 35k R 750 Sy
RET AG, WK 3,

Hraboc B R P 5 BN A 57 Sk 192 238507 i, d hAE
AR R IR BRI 55 0 a b e AHR Yk 5 R 43 1) oA B A U 4
T AA AT AG, RAERLAE T GG,
B3 MTRREFE A66G i = 3 Fif B [ B4 i e g B
Figure 3 Sequencing maps of three genotypes of A66G

Locus of MTRR gene

2.3 Hardy-Weinberg jit & - i 46 5

ARWFFEREIE] AA L AG GG 3 FiHE H RUEE § i1
By 90 A = 57 34,9, FH R 114 35 PR AU A5 R 43 391 S
0.57.0.34.0.09, G005 A B R 0.74, 5L
R G BN 0.26, £ Hardy-Weinberg i3 % F
BRI, °=1.355(P=0.508) .

3 it

K ] PCR-RFLP 7 ki il MTRR %: [Hl A66G £
A 5 BEAT A0l A B S 1 e A S
BB e X 1) Wi 51 9 54T PCR, 11 IR 1 14 A% 1
P DI Nde 1751k PCR 7=y il 15 it V) 11 35 43 1 3
IR, s | W 37 S 5050 3 A0 %)l e 5 C 4
FEH YL F 75 AATRTG (R A 2 2540 s i 56 ) o4
& PCR 7= 1 7 51) CATRTG, 24 R iy B £ U 4
Pr LD A B, HAT 9 Nde TVIE], [ 2, 4 R R4S
RUZEN BN G B, HEASREWE Nde T %07 i
FAT B 2 Wilson A SR BFFE ), T HE WP
4 PCR 7= ) & 2l 66 bp, i JT] Nde 1141k PCR
FEW), A SR FE R Y PCR P24 2 9 V) #) A 44 bp Al
22 bp 1 F B, G % i K N By PCR 7= 9 A 2 9 1)
F AR HF 66 bp 14547, Rai V IS4 15 i FH
OGP TR . BT EES ITEE2AS A
JUBRHE 5 A HS BC L B 3 Nde TRV A5, HAY &
FEAE g, —Se R oY N D33 A A R S L A
B3R5 T I 66 bp A PCR P H T 4, iX
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6 PCR 7= ¥ 1Y K J& 2~ 145 bp . 151 bp. 182 bp A
e A XS IR RS 1Y PCR P2 R T £
AL S AHSEF S CATRTG 4b , 1% A % AR Nde TR
BT H, 24 0 A RS JE ] A 1Y PCR =W A 8
Nde 1 5641 AL B I, Ho% B3 1) PCR )11 Al g
S 1 PR SR G AR IR N AR S, SE IR B AA FE
Ao B VR FE R Y AG B O 3 Bl 2L 1 il
TEEF X HoAth 56 R Z2 25037 05, /9 PCR-RFLP 43 74 % o
CAHIE ™,

PR B ] 4 A% 2 P D) Bl (T PR DR ) FastDigest
Nde 14k PCR ) i I} [H]=60 min, 17748 K 240tk
fifi AT LATE 5~15 min P 58 4T PCR =91 AL, &
WK Nde 1Y% PCR 779 B BSCF A X HAIG, 1 Bt
VIR 4 R A, O Tkt G B 71 5 Nde 1
Tl VIR 52 42 1] BE S 25000 3 PR AR5, 7 — b )
B VIR B IR RARA 22, 75 PCR =4 5] A Py Xt
HE it D037 o5 RBAR - b W PCR =9 & A D) 58 42,
e B 2 A AR E A — N
FHY o AR5 45 5 3 Z e T R RE AR 47 s Wi 0 it
YR58 4, MRBAR Gy b 3l o R fE PR D) 257 1 A
W R L, AHIF ST LS | P K A S T A
N7 R BEAA 55 0L U5 | B R 20~26 nt A
S 9, AT 0 _LES 9 A K3k 45 nt 1)
KAEE51%, Horb 5" 3% CCGGGAGCTGCATGTGT-
CAGAGG # [t i i 81, & ok H I F 519
pGEX3', 5= AHHC, HAZH| IS I PCR ™= Hy
BERVEH] , A5 RAE G 4 AL BN Y RA A P iU 2%y
(363 bp) 5 HEAF A S5 I F G RRAF M D) £5717 (318
bp) FE BN E I FL Uk (L% A AP XA,
ey 5 st bHn T — B SBRTC ST 51,
% HE I E D14 CMV-F, 7645/ RIS 149
IR KRR 22 5, NI ORIE PCR RCR

B2 A S R I YT, ) TE
PCR /=5 AT X BBV 55, H PCR =4 |
FAE A S B R R AE PRl V) 257 RIE G 54
B PR )RR AIE 1 il 1) 25 A0 e 22 TR LA R A 1Y X 3
JE AT LA ) 2 A5 57 4 i HLAE YIS 58
ERTEBLT , RE 0 ML 4 9 b 25 A7 35 DR A R 10 2k il
AT 110 L AR 155 50 0 T A0 5 ) S DRI AR A AH 5 1)
2RI AN PRAS I rhAT — 5 W4T R AN

S% ik
(1] S, Buakite, XUBHE, % . MTRR 2K A66G Z 451k

(2]

(5]

(10]

[11]

[12]

[13]

[14]

[15]

[16]

JUTE 2P U B A0 P 19 OC 3R Y Meta 23 Bt [T ]. o Bl v
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1Tl A 21, BHlUA . MTHFR 5 MTRR 3N MG 56748 55
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T4 05, BiFi, R, 5 PGP R R A
S 7 [ s RGN MTHFR A1 MTRR 3R 2250 (3], b B4 4h
TRed, 2014, 20(8) :1255-1257.

MR, BB, MR, % T MTHFR 35 R A1 MTRR
L DR L e 22 A M ARG N 5 2 ARG N 7 T (P ).
J7 4% : CN104962621A , 2015-10-07.

TR, IR, SO0, A5 L E 0 b DR 6 R DURRE R
MTRRA66G JE K £ 25 P 5 N AL i E & [T ], IR EE 2,
2016,56(42) : 46-48.

Wilson A, Platt R, Wu Q, et al. A common variant in methi-
onine synthase reductase combined with low cobalamin ( vita-
min B12) increases risk for spina bifida [J]. Mol Genet
Metab, 1999,67(4) :317-323.

Rai V, Yadav U, Kumar P, et al. Analysis of methionine
synthase reductase polymorphism (A66G) in Indian Muslim
population[ J ]. Indian J Hum Genet, 2013,19(2) :183-187.
Barbosa PR, Stabler SP, Machado AL, et al. Association be-
tween decreased vitamin levels and MTHFR, MTR and MTRR
gene polymorphisms as determinants for elevated total homo-
cysteine concentrations in pregnant women|[J]. Eur J Clin Nu-
tr, 2008, 62(8): 1010-1021.

Aksoy-Sagirli P, Erdenay A, Kaytan-Saglam E, et al. Asso-
ciation of Three single nucleotide polymorphisms in MTR and
MTRR genes with lung cancer in a turkish population [J].
Genet Test Mol Biomarkers, 2017,21(7) : 428-432.

Zhu H, Wicker NJ, Shaw GM, et al. Homocysteine remeth-
ylation enzyme polymorphisms and increased risks for neural
tube defects| J]. Mol Genet Metab, 2003, 78(3):216-221.
XTI H, 3% 1 L. Gilbert Z5 G 1E & Crigler-Najjar £5-& 112
WiJrik (3] 2 W 56 T 2%k, 2016,8(3) :201-205.
Griffioen PH, de Jonge R, van Zelst BD, et al. Detection
and allele-frequencies of the 833T>C, 844ins68 and a novel
mutation in the cystathionine beta - synthase gene [J]. Clin

Chim Acta, 2005,354(1-2):191-194.



NTEWiER T 20214510 45134 45108 T Mol Diagn Ther, October 2021, Vol. 13 No. 10 - 1705 -

< e
.'I,/a 3 e

=)

M G199 4 449 nm23-H1 Al N-cad 1) 338 S i
3 e s

=
< E

2%

S

ST

[ ZE] BH RO R R AU 23 BRI Y S HT (nm23-H1) 25 1 P 25 045 K5
R 8 11 (N-cad ) 35 KGR E X o AiE RAGEEA ML 2011 4F 1 J7 2 2013 4 12 7 BERER
118 1] 5P 59 25 5 41 21 nm23-H1 N-cad Rk H L. 438 nm23-H1 N-cad 235 FHH: 3 5 09 59850 B4y
Y WRESEEERSIA] 1Y 9 2 5 HURIG RS FRARAE 22 6] 1Y nm23-H1 \N-cad #3524 53 MPRLL R AR AR5, B8R
A% nm23-H1 F 3k PHMERAL T o452 41 (P<0.05) \N-cad A BHM: R 5 T4 #5241 (P<0.05) ; nm23-H1
G338 4 A v 38 38 21 S AR e A9 v S B3 2 R T E A8 757 W FIGO 43 91+ T~ TV EL 3] 755 (P<0.05)
N-cad &7 1% 419 B3 2 b I L B \FIGO 4391 vp L~V LEA914ER (P<0.05) 5 nm23-H1 K335 20 3 4F 4
FERAE T 3 3B 4 (P<0.05) , N-cad IR R IA 4L 3 A A7 R 5 TR A4 (P<0.05) . £5i8 DRI
i) nm23-H1 } N-cad &3k 5 GRS & 25 i JAH DG , MATT AT 52 ) B9 S50 A8 8 19 A 4730

[EEiR] U8 B 3RIA; nm23-H1; g RUESRL R

Expression and clinical significance of nm23-H1 and N-cad in cancer tissues of patients

with ovarian cancer

ZHANG Qin', HUANG Qing**

(1. Department of Obstetrics and Gynecology , First People’s Hospital of Jingzhou, Jingzhou, Hubei, China,
434000; 2. Department of Obstetrics and Gynecology , Wuhan Asia Heart Disease General Hospital, Wuhan,
Hubei, China, 430022)

[ABSTRACT] Objective To explore the expressions and clinical significance of nm23-H1 protein
and N-cadherin (N-cad) in cancer tissues of patients with ovarian cancer. Methods Immunohistochemistry
was used to detect the expressions of nm23-H1 and N-cad in cancer tissues of 118 patients with ovarian cancer
collected from January 2011 to December 2013. The relationship between positive expression rates of nm23-H1
and N-cad and pathological grade and lymph node metastasis of ovarian cancer was analyzed. The expressions
of nm23-H1 and N-cad among clinicopathological features and the survival rate between the two groups were
compared. Results The positive rate of nm23-H1 expression in metastasis group was lower than that in non-
metastasis group (P<0.05) while the positive rate of N-cad expression was higher than that in non-metastasis
group (P<0.05). The proportion of serous adenocarcinoma was higher, the proportion of grade Il in pathologi-
cal grade was higher and the proportion of Il ~IV in FIGO stage was higher in nm23-HI low expression group
compared with nm23-H1 high expression group (P<0.05). The proportion of grade Ill in pathological grade
was lower and the proportion of l~IV in FIGO stage was lower in N-cad low expression group (P<0.05). The
3-year survival rate in nm23-H1 low expression group was lower than that in high expression group (P<0.05)
while the 3-year survival rate in N-cad low expression group was higher than that in high expression group (P<

0.05). Conclusion The expressions of nm23-H1 and N-cad in ovarian cancer tissues are related to the occur-

KRB s A RHF R4 (2018CBD0173)

M Az 1) N — ARE B2 da =, #1300 434000
2. KIS IR & B B2 da A 3k, &R 430022

*iBAEA4EF . ® R, E-mail : acf2018f@163.com
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rence and progression of ovarian cancer, thus affecting the survival time of patients with ovarian cancer.
[KEY WORDS] Ovarian cancer; Protein expression; nm23-H1 ; N-cadherin

OIS 5595 2 1 R LA I 2 — R %
L JE 2 PR AR BB 2R G R 55 =, BE T R R
ARG MR S —A o FOCHFSE s, BT O
R R, BB AT E = AR A 2
5 20 70% LA 11 B A B2 i A B 2 A
TR, G2 MR R AR 2R 5 R
TG YRGB I T I B R 2 —,
1M 565 23 #k %% 4G I 49 % K] H1 (non - metastatic -
23gene , nm23-H1 ) J& — > B % 1Y i J6 e B 400 o ik
RS, BIhSE2EE 0 — 5 R, i R
(quercetin) P [ 9 962 248 JfL %) nm23-H1 #1006 -9
1RZEFF R T, M BEUERH T nm23-H1 X ¥ 4 Ji %
R GIAE o b Kz 40 L - 18] 75 52 #% £k (epithelial -
mesenchymal transition, EMT) £ 5 I8 1) & 4 K
5%, P 2 U5 K [ 25 9 (N-cadherin, N-cad ) B
(i) 725 J5T 2481 B A R A, A 0 9 S s KT A 00 32 % 4
LI IRE B A A GBS, BT, B
FEIRIT U B AL 80D nm23-HT 36 D 45 5 14 26 11 )
N-cad 35 N Hoilin R S, Bl anr .

1 BREFE

1.1 — R

O B ZbRAC I R A T 2011 4F 1 H 2 2013
AR 12 [ A B i 1Y 118 40 51 S B . AR
B SRR R4 1 4 (n=49) . 11 4 (n=40) . M 4
(n=29) , 4= ¥ ki 177 & 98 1 AR P bk 0 45 5% 7% o0 M s
% 21 (n=35) M JC % #% 20 (n=63 ) , 43 HT nm23-H1
1 \N-cad 3R Ik FHPE 4 5 O 598805 #5090k 12
SRR DM+ R UL bR
ik (nm23-H1 5 £k 4, n=69 ; N-cad & & ik 41,
n=34) VI PHPE++ G LLT AR A (nm23-H1 ik %
K4, n=49 ; N-cad X £ L4, n=84) .

YA BRUE T B Y 2 B A 32 R O
BUR AP > 18 2 K o HEBRARE : G T AR
A HAD IR S o A B E ARAT Y R
AT BER VAT SR B TR iR YT R R
FKHFARIGIT N E, Mo 8 E B4 32 9 il Bh Ak gy
Sl B DR R o BB OE Y AR R (51.61£10.65)
B, <60 % & 44 6] . >60 & F 14 B ; 4 L Hi E 43
B 6 25 I 2 75 0 s PR O R s 71 )

B R g 39 5] At 8 5] i R AT G 1 9 49
il 10 9% 40 5], 2% 20 4], [ Br 1A 7 FHEK 2 (Inter-
national Federation of Gynecology And Obstetrics,
FIGO) 4 : T ~10 1 47 1] T~V 1 71 491,
1.2 Ky ik

JIT AT 5P 5598 2 SUPRAS Y 2R P #9540 Al ik s A
PUA W2 - R A % 2575 (streptavidin-pe-
rosidase , SP) %" : T A I il b A< ) 284 A0 3, HH
IR ALS pm ESY) R IRAEE T, U & =
PR 0 , 0 E PR K T4, T 3 % i SR A AL 25
P I S AL T, FH pH6.0 MR 2% vh bt IR &
52, 10L3E T AR 10 min J& , 4P A nm23-H1
FpE REBUIAR (Jb i AR AR Y HR A R A A A
72 ACUKGEM B LG , MAEY R bRid 3L,
T & 7B (diaminobenzidine , DAB) & {4, 75
ARAGIE Y B B CBEWK . W RE W TR 5
F s IO 27 0 o WL 5 ik 98 4 i 1) % €8 155 L
v 200 A T B S AN A P A B 1 R
WPKE nm23-H1 Ml N-cad Fric 8 B A5 “+74%
0 A WS B A B 0 JB0RE, UK I bRie o 1
FAFFS =R
1.3 PPAhbRUE

BRI 2 €A B (/B30 LR R LA ) A 4 7]
PR EORLTTE , Y R rh AR RR ) o i 3
FH P A 2 e BH PR 40 B BT o LB 3y 4 9. 0(=) |
1%~30% (+) .31%~60% (++) .>60% (+++) ; Tohi 4=
FEIAFE 1 UCARST BT 4R 28 R 7 52 & (38
TEALFE RS (A B[]
1.4 Stk

K1 SPSS 19.0 Ge it AF #4780 Hl 73 Hr L 1
B DL (ko £5) FRoR AT ek 5, THECEAE LA [n(% ) ]
PR AT PR, P<0.05 #RES AT HE L,

2 HR

2.1 OIEUEA 2 nm23-H1 & N-cad FKik 0

118 151 B 55 963 35 SR AR 88, nm23-H1 BH &
ik &N 78.81% (93/118) 5 Horp — 9% 25 fi] |+ 4 24
B A+ 37 B, +++2% 32 1], WL 1-A, N-cad PHTE
FIE RN 38.98% (46/118) 5 Horfr =2 72 ]  +4% 12
] ++9% 19 ], +++2% 15 5], ILIE] 1 B~E.
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e B el

F¥) N-cad 3K , FAVE+++; E B S ZUP ) N-cad 235, 4%

- A 30+ 50 S5Oz HL 1k B % BEETS B SERS MY Nocad 3£ C % S SLELUH 1 Nocad 263K FHe e D oy SR ALLEUT

B OPEEEEEASN nm23-H1  N-cad Fi&k (FFAKE -2 4L (@, x400)
Figure 1  Expression of nm23-H1 and N-cad in cancer tissues of patients with ovarian cancer (7 AKE-FFHZL YL, x400)

2.2 nm23-H1 FI N-cad 35 5 MR H AL 1 E 5
BEDT 40 A ARAT 4 BE DT 5T R 98 1], 2K

Vi%16.95% (20/118) , He 5 R34 35 {91, el o
63 {5l ; 5% 7% # nm23-H1 K3k FHE AL T I 4
(P<0.05) , 545 N-cad I BH LR T IO 2 4
(P<0.05), L3 1,

&1 nm23-H1 F N-cad RIZSMHBEBHXER [2(%) ]
Table 1 Relationship between expressions of nm23-H1 and

N-cad and tumor metastasis [7(%) ]

izt n % Z1E P

nm23-H1 % 35 14(40.00)  34.082  0.000
T 63 59(93.65)

N-cad s 35 22(62.86) 5539  0.019
TR 63 24(38.09)

2.3 nm23-H1 &3k 5 UGG PRI R AF 56 R
nm23-H1 1% 3¢ 25 21 #5235 41 3% i 780 g o L
il = ERL A3 2 T 2% EL A3 i FIGO 4338 o T~ IV
Lb ] 5 (P<0.05) s nm23-H1 fIRER A4 5 i 3Rk 4,
ZRIG = L (P>0.05), N-cad [k F A 4HH
PR 2% b 4% e AR L FIGO 433 rf T~ IV Fe 454K
(P<0.05) ,N-cad (K FEH S5 E£IRH, lLEER
TG 2#E L (P>0.05), W#E 2,
2.4 AT
A5 Bl 1 B B) AT B SR R T

H 101k 2018 4 4 A L BT 40 1 H o R4 2P BE VI
TORLE 08 191, N BLIE E 1 AR 3 AR AR AR R R
98.98%(97/99) .82.47% (80/97 ) ; nm23-H1 FI N-cad
RERAE SR BHAFEFRXN L ER LRI
3 X (P>0.05) ;nm23-H1 K #3540 3 4E AR 17 R A
F IR (P<0.05) ,N-cad {IR R IAH 3 AR
T e FRA 4 (P<0.05) , 132 3,

#3 nm23-Hl FAN-cad RIZFSEBFTEMWXER [n(%)]
Table 3 Relationship between expressions of nm23-H1 and
N-cad and survival rate [n(%) ]

215 n VARAEAER 3ARAEfER
nm23-H1  fiiREH 49 38(77.55) 28(57.14)
[oESuxil 69 59(85.51) 52(75.36)

718 - 1.240 4.356

P - 0.266 0.037
N-cad KRkl 84 71(84.52) 62(73.81)
[SESuei| 34 26(76.47) 18(52.94)

718 - 1.073 4.828

P1a - 0.300 0.028

3 itig

N nm23 B @A T 17 5 kK I
TZHE A G ELAT BRI T SRS MR A B 1 BT, X
IR RS AE ok (RZE MR R E AR MG
WHgEda  , nm23 FER gits 1 8 LA T A IE

#z2 nm23-Hl N-cad RIEGEMEFIRRREHEXR (2(%) ]

Table 2 Relationship between nm23-H1 ,N-cad expression and clinicopathological features of ovarian cancer [n(%) ]

I R B ; nm2d H Sl P Mread 2l P
KRR (n=49) EHFEILH (n1=69) KRR (n=84) B (n=34)

A <60 % 44 21(47.73) 23(52.27) 1.111 0.292 29(65.91) 15(34.09) 0.953 0.329
>60 % 74 28(37.84) 46(62.16) 55(74.32) 19(25.68)

FREIEAD  RWAAE 71 41(57.75) 30(42.25) 23.634 0.000 53(74.65) 18(25.35) 1.098 0.578
FW IR 39 4(10.26) 35(89.75) 26(66.67) 13(33.33)
HoAt 8 4(50.00) 4(50.00) 5(62.50) 3(37.50)

I LA 2 1 49 8(16.33) 41(83.67) 22.058 0.000 43(87.76) 6(12.24) 11.655 0.003
I 40 23(57.50) 17(42.50) 25(62.50) 15(37.50)
I 29 18(62.07) 11(37.93) 16(55.17) 13(44.83)

FIGO 43+ [~1 47 18(38.30) 29(61.70) 4.279 0.039 39(82.98) 8(17.02) 5.296 0.021
m~v 71 41(57.75) 30(42.25) 45(63.38) 26(36.62)
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B YA TR = o A TR A i AR R R ZEAIR
O3 B ELA 1R BE AL T RE %) g 20 i PR Feak A
ek, BEAE nm23 BN F R84 , Bt
CL A nm23 FEH G A TS HI~H10 48 10 DL, 1
H nm23-H1 3R 5 Mg iR e R %m0

nm23 MHIEF G 2 M HEEER B ESS
WER ST Ak HE R MR S R R A S
8 Ry, 5 M 20 1 SRR S DA T P i e s Bl s =
5 G\ ARG B AZ S, BT A K55 1%
T VAU o A RO SE R AR T, nm23
0] 5 PR A O S & A 0 R R e e RS v, 2
FHIVEHT . TR RS 9905 T AR A4 M~V 19 L
B T a4l , Nt nm23-H1 A £ A5
B S5 1 7F B A 26, nm23-H1 1 15 18 K - RE
% I % D1 5L bR 20 B ) A R R AR A SR
RIR,BE 4 T AR R O SLIE U R R ), X
TIEHIMR R B R RAEEEH . s )E
1 T 3 3 R 40 i A7 3 A 3 T MG 5 i) e
T AR ZE Y B . AL R W, R
RS2 nm23-H1 A 5 PH MR I AR T %% 4.

JRIRE ) i M R R — AN AR L, R
ZHFEILFEWEHIEER . 110 N-cad /R [8) 540
FHICAREDY) , HAE T g AL % [ 3222 5 EMT
AHSE S ABIFFT 4SS s N-cad 3675 5 01 S0 % A
A K. H N-cad ik HLE MR AL FIGOTI ~
VIR B LE T R o [RIES, R %A% 5 N-cad PHIE R T
o X2 TR AR, = R 8 1Y N-cad
ALARAE EMT, {sAF G 1 0 Belied 4 e A2 A iz sl
FIRILHAEL , DX A E R e rh i A 4

JifiE AR5 B e B A 2 KR 4 e R
FEH, 2 2800 W B R N . AE TS Rl
15 /5 T, N-cad 5 nm23-H1 5 H F A £ 8 H 58 441
S EaH . N-cad B Rk 1 AR 3 4L
RIE TR AL, #2718 N-cad 15 Rk 6 GEATT O 21
Jo R TS AN R AU B2 5 5 1T nm23-H1 IR G840 1
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Expression of PET-1, nitric oxide and aldosterone in patients with renal hypertension and
their correlation with renal function and blood pressure

YE Yangmei', LI Lingzhi', WANG Weile**

(1. Department of Nephrology , the Eighth People’s Hospital of Hefei, Hefei, Anhui, China, 238000 ;
2. Department of Nephrology, the First People’s Hospital of Hefei, Hefei, Anhui, China, 230001)

[ABSTRACT] Objective To study the expression of endothelin (PET-1), nitric oxide (NO) and al-
dosterone (ALD) in patients with renal hypertension and their correlation with renal function and blood pres-
sure. Methods A total of 60 patients with renal hypertension admitted to this hospital from October 2018 to
October 2020 were selected as the observation group, 48 patients with essential hypertension who had physical
examination in this hospital during the same period were selected as the essential hypertension group, and 48
healthy people without hypertension were selected as the control group. The levels of PET-1, NO and ALD in
the three groups were compared, the correlations between the levels of PET-1, NO and ALD, renal function
index and blood pressure were analyzed. The ROC curve was drawn to analyze the predictive value of PET-1,
NO and ALD as well as the combined detection of the three in the occurrence of renal hypertension. Results
The levels of PET-1, NO and ALD in the three groups were as follows: the observation group > the essential
hypertension group > the control group, the difference was statistically significant (P<0.05). The levels of PET-1,
NO and ALD were positively correlated with renal function indexes (BUN, Cr, Cystatin C, BMG, UA) in
patients with renal hypertension (P<0.05). The levels of PET-1, NO and ALD were positively correlated with
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the blood pressure of patients with renal hypertension (P<0.05). The areas under the curves of PET-1, NO,
ALD and the combined curve of the three were 0.854, 0.843, 0.860, 0.993, respectively. The area under the

combined detection curve was the largest. Conclusion PET-1, NO and ALD are related to renal function and

blood pressure in patients with renal hypertension. Clinically, the combined PET-1, NO and ALD detection

can be strengthened in hypertensive populations to improve the diagnosis rate of early renal hypertension.

[Key words] PET-1; NO; Aldosterone ; Renal hypertension; Renal function; Blood pressure
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P 0.857 0.989 0.392

1.2 ik

JIE A X R A - g sk # Rk 3 h DL e 3T
A7 23 8l BGE K 1L 3 mL, 3 000 r/min 250>, $54E 5
min 43 &5 178 K 1%, BEAR S F-20C TR 7715
K, K 1 /R 2 % (Blood urea nitrogen, BUN) | L
fif ( Creatinine , Cr) , Bt il & C (Cystatin C) \B-2 fi
BK % [ (B2-microglobulin , BMG ) | JR 2 ( Uric acid,
UA) Ko il AR 2% & D6 3E K PET-1 . ALD 7K
S AN T E A AR B R A N 2 T D B A Y
Aut02000, R G HL @ 32005 NO, 357 &
B e AT oy SR o R S Y N S S AP U S i D
5 DL DR 25 SR WA 1 A DG A ™A% e IR S0 36
AT, PET-1 1E % 75l : 43~70 pg/L'*';NO 1E %
7 Fl : 0.024~0.045 (mol/mL) ™' ; ALD 1F 3t [l 75
151~170 pg/mL"*’,
1.3 WELFE R

Fb#¢ =41 PET-1.NO % ALD /K, Jf 43 #rix
= IR AR B D BE I 22 18] (A S, R ROC
£k 43 BT PET-1.NO & ALD #6: K = 35 1 4 k6
Xof g A B L T A
1.4 Geitorik

K SPSS 22.0 BAF AT ST 50 B , 1 HEUR R
WL (%) T, R 2 K5 T TERER A (R 2 5)
TN, AL L BAT e K 5 Z AL A LR AT F AR
¥ ; PET-1 . NO } ALD 5 5 Dhfig | il & 2 [6] A4+
MR Pearson A 5¢ 737 5 22 il ROC #l £k 43 #7
PET-1.NO K ALD £ K& = 35 15645 Gz I ) 4 5
I B T A EL L 2B I3 H 8 ROC [ 28 1 L2



NTEWiER T 20214510 45134 45108 T Mol Diagn Ther, October 2021, Vol. 13 No. 10 - 1711 -

febn , LV BOAERR 1 . LA P<0.05 N 22 57 A 48
e

2 #R

2.1 34 PET-1.NO & ALD /K Ht#%

3 41 PET-1.NO } ALD /KF- . WL 4H > 5 &
R 2> X RRAL, 22 5 A Giit S L (P<
0.05), W#E2,

#z2 34HPET-1.NO K ALD /K FLbE (x+s)
Table 2 Comparison of Pet-1, no and ALD levels of the 3

groups (x+s)

2.4 PET-1.NO.ALD /K = #F BCA K 4 A
B e L A T A (L

K I ROC 14k 43 PET-1.NO 2 ALD 7k *F
o = 5 B A 4G I & A M v L A I A A
PET-1.NO ALD /K & = F A i 4 1 B 431
9 0.854,0.843 .0.860 ,0.993 , 4545 b i1 28 N i FL LA
AR AR, Wks RE 1,

%5 PET-1.NO.ALDKFER=FHBEEHRNE £ S
= I & B &
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2.2 PET-1.NO J ALD /K5 15 1 e ofiL i b 2 15
DI RE A AH S

PET-1.NO } ALD /K- 5 "B 4 & I 6 A8 o
YIHEAH 4845 (BUN , Cr, Cystatin C .BMG ,UA) &£
EAE(P<0.05), W3,

%3 PET-1.NOXK ALD K5 EHFMEEE SIEER
P
Table 3 Correlation of Pet-1, no and ALD levels with renal
function in patients with renal hypertension

PET-1 NO ALD
WE "W P W PH o PH

BUN 0.831  0.024 0.814 0.011 0.784  0.015
Cr 0.864  0.005 0.789  0.007 0.774  0.004
Cystatin C ~ 0.785  0.010 0.852  0.025 0.689  0.026
BMG 0.699  0.012 0.654  0.014 0.754  0.032
UA 0.824  0.008 0.721  0.008 0.789  0.018

2.3 PET-1.NO J ALD /K5 5 e 1 £ 25 1
JE AR S

PET-1.NO Jz ALD 7K-F-5 B 4 & 1 28 1
JESIEMSE(P<0.05) ., WK 4,

F 4 PET-1.NO K ALD /KT 5 SR M/EHE MERHEXE
Table 4 Correlation of Pet-1, no and ALD levels with blood

pressure in patients with renal hypertension

PET-1 NO ALD

WE W PE o Pl PHE

i E 0754 0.011 0.823  0.012 0.887  0.018
#F9KE 0773 0.015  0.814  0.006 0718  0.021

mNEr  mAERSME REUE JEREE AUC 95%CI

PET-1 25.10 0.619  0.628 0.854 0.725~0.985
NO 26.41 0.720  7.735 0.843 0.721~0.965
ALD 25.42 0.758 0.714 0.860 0.729~0.991

ZEBAE 2759 0.895  0.899 0.993 0.000~1.000
THFE FioA R 1.586 0.587  0.760 0.895 0.734~0.994

Lo

il £
08 ~NO
ALD
| PET- 1
|

0.6 ¥
— SHTA

0.4

THURIE (%)

0.2

0 02 04 06 08 10
1-FESRHE

E1 ROC #h%
Figure 1 ROC curve

3 it

B i I SR Ak R M R L, 2 O R0 A T
T 1) ™ T AT, Bifi o 90 R 3 ] R 2 R e U
PRI . AFE e, B s E 2k
S BIL I Sy < ' DA 3 S AR AT R B 52 S 5 45 PR 3R {6l
BROF A BRSO i B R, 51 R - Rk R -
I ) 322 450 e 1 Bl K. BB R BRR YT I R
I A I RS ) AR e I ) 322 H AR

FHICHIFFE A BT T 58 & 1 v ot e B R e v
I B 138 f PET-1 7KF, & BB 1 5 i B
H PET-1 /K F- W I 285 T D R P o i s R
AW IE K B0, 76 B v O £ 3 PET-1 35K
v, H PET-1 5 51 i Hs A8 5 B D B AH 5G4
Fr (BUN . Cr. Cystatin C.BMG ., UA) S Ifil & (Y 45
JE EF k) SR IEA S . vl ULREE PET-1 K- (1) F+
15, B M R R R B D B AR DG FR b | i B 2 T
fe, PET-1 B4 v i Fs A8 B D B L IR 22 () A %%
DIMR R, SR SOk s 45 0 — 30



1712 - DTEW SIGITAE 20214E10 A 413 %

%3104 J Mol Diagn Ther, October 2021, Vol. 13 No. 10

NO & — R IMETEEY R, 40 T H /R A
BT, HOM I R A I3 I/ 7 1 {H NO
FE B P R I R 8 KO P A IS A 3B . NO
FEFT PN S s RERE A 5 & 1 e i A v )
IR, AR EERIUESE NO 2 5 Bk il
JE B &g B, NO 5 B4 & ot e 28 25 1 ' D g A
SN IV S o Y e (R TE DS

ALD FE R R I 1L A8 458 3 1 2R AR 2 —
B Z B S R ENEN, AFFE sk
¥, 48t ALD 2 5 & i w1 kA4 Ok R R
FF 2 B 1 SR BT R 4 . ALD Ky
WA T SEEAACH B, NI I 40 M AR E
RN 386 i 0 & BEL A3, e B A £ H . AR AR T 4
5 Conway 4525 P IB LS R —E,

Lee 552735 45 1, B i Je Ay W6 301 B o 2
D v O 5 R 1) 0 A R I, A X
1o I R R AT A2 W, I LA I 9+ S it , 7T
HEGE B K e o ASBIFFE R HTROC £k 7347 PET-1 .
NO K ALD SR Ko = 25 5 A A I %o 55 4 v
FE & A BN, 2 BRER A — & K R A5 |y
SRR o (HH T AT AR B M iR R R
PR IR HEATRE T, R T g H WU 5 B, PET-1 .
NO K ALD 7K FAR Ak 5t FUi %z A= 5 e v o e 04 40
EATY A REilE— 250 5T

Zi L frid , PET-1,NO J ALD 7Kt = 5
o I FR B D RE AR G AR | I R . PR I
PR T AE ] 38 3 %o w3 i AR s BX A PET-1 .
NO J ALD £ 10 , JS BL6 51297 T 58, B A ik ik
— it R T ERE TG

S 30k

(1] AW, EWZ%E, WEGE, 5 . /KM IR BT M m
FER O WUE M AR AR5 (1], sh E 250, 2019, 22(10)
1819-1823.

(2] &, 20, PR . (ISH2020 4 BRI 58 B8 7 )
Xof e ] P e L A R SR s [T . rh AR R 2 AR, 2020,
100(42) : 3281-3284.

[3]  Senft RA, Freret ME, Sturrock N, et al. Neurochemically
and Hodologically Distinct Ascending VGLUT3 versus Sero-
tonin Subsystems Comprise the r2- Petl Median Raphe[J]. J
Neuroscience, 2021, 41(12) :1667-1670.

(4]

(9]

[10]

[11]

[12]

[13]

[14]

[15]

Wichmann CW, Goh YW, Parslow AC, et al. Synthesis and
validation of [ 18F JmBPET-1, a fluorine-18 labelled mTOR in-
hibitor derivative based on a benzofuran backbone [J].
EJNMMI Radioph Chem, 2020, 5(1):158-15.

Sheu TC, Holt D, Moole V, et al. Renal artery bypass in-
cluding aortic graft for renovascular hypertension [J]. J Pedi-
atr Surg Case Rep, 2019, 49(11) :101-295.

Abulizi M, Sifaoui I, Wuliya-Gariepy M, et al. 18F-sodium
fluoride PET/MRI myocardial imaging in patients with suspect-
ed cardiac amyloidosis|J . J Nucl Cardiol, 2019,15(8):1-10.
Mccall T B, Boughtonsmith N K, Palmer R M, et al. Synthe-
sis of nitric oxide from L-arginine by neutrophils. Release and
interaction with superoxide anion[J]. Biochem J J, 2019, 30
(1) :293-296.

Conway S P, Dudley N, Sheridan P, et al. Haemochromato-
sis and aldosterone deficiency presenting with Yersinia pseu-
dotuberculosis septicaemia [J]. Postgrad med J, 2018, 29
(761) :174-176.

Rt 5, 235, F215 HbA e . MAIb B4 Cys-C Kyl ZE Bl R
I B 2 T e T TR AR T T D). 2> T2 B SR A
i, 2021,13(9) :1507-1510.

Evci M, Tevlek A, Aydin H M, et al. Synthesis of tempera-
ture and light sensitive mixed polymer brushes via combina-
tion of surface -initiated PET - ATRP and interface - mediated
RAFT polymerization for cell sheet application[J]. Appl Surf
Sci, 2020, 511(1):145-150.

Primus C P, Clay T, Al-Khayfawee A, et al. PA192Re-classi-
fication improvement using 18F-FDG PET CT in the diagno-
sis of infective endocarditis over the modified Duke’s criteria
[J]. Europ Heart J, 2018,46(1):1-3.

Tebbi A, Guittet O, Cottet M H, et al. TAp73 induction by ni-
tric oxide: regulation by checkpoint kinase 1 (CHK1) and pro-
tection against apoptosis[J]. J Biol Chem, 2020,19(43):56-59.
Harutyunyan EH, Safonova TN, Kuranova IP, et al. The bind-
ing of carbon monoxide and nitric oxide to leghaemoglobin in
comparison with other haemoglobins [7]. T molec biol, 2019,
23(1):152-161.

Joseph 1J, Pohlman NK, Zhao S, et al. The Association of
Serum Aldosterone and Plasma Renin Activity with Ambulato-
ry Blood Pressure in African Americans: The Jackson Heart
Study[ J]. Circulation, 2021,14(25) : 69-70.

Lee CK, Wang TD, Lee YH, et al. Efficacy and Safety of
Renal Denervation for Patients with Uncontrolled Hyperten-
sion in Taiwan: 3-Year Results From the Global SYMPLICI-
TY Registry - Taiwan (GSR - Taiwan) [J]. Acta Card Sin,
2019, 35(6) :14-78.



NTEWiER T 20214510 45134 45108 T Mol Diagn Ther, October 2021, Vol. 13 No. 10 - 1713 -

< -
0‘1,/& 3 e

v i) S Joi T4 Ah i A miR-212-3p X LT AT
2R 55

RAYT TH £ FE FUW wWEK it A2

[ Z=]1 B BTSN 585140 (ADSCs) ZM A miR-212-3p %o 28 KR 56 4 48 i 4T 4kt
T AN RA-FLS 3451 GEA8 AR 2252 m VRO . F7ik  WCEE e s 24 e 56— P = B 2R XL
PESETT S (RA) HRE MR 2 M35 4% 20 4], 5% F RT-qPCR K& 11375 o miR-212-3p HIZEIAH 0L . sl n]
534 441 : RA-FLS 4 FAlLER 7 (NC 41) \RA-FLS 4liffi+Exo-ADSCs H:455% (Exo 41) \RA-FLS 4HJid+TERSH
A miR-212-3p 2577 (Exo-antagomiR-212-3p 41) il RA-FLS 4l SMAD1+TERSMNIMA miR-212-3p 2
1 5% (si-SMAD1+Exo-antagomiR-212-3p 41) . ZMEPEIH T ADSCs 4ii i ' miR-212-3p 1 RA-FLS 4fi i
SMADI1 [k KFJ5 , # ADSCs ZMib A 5 RA-FLS i IL 57 5% , CCK-8 Fl Transwell 43 3146 RA-FLS 41
MU FE TG 7 B AR 2R RE T 5 2R FH SO 2 Bl T 4t i PR B2 91F miR-212-3p 5 SMAD1 2 [8] (L [m] 5¢ R o
R SEFEEMHLI, miR-212-3p 7£ RA BUE MILVE TRER IR, 28 5 A G228 L (P<0.05) ; 5 NC 411
I, Exo 417 miR-212-3p ik W 3 LR, BEAIE J) R R FR 28 W B R AN, 22 R RSt 2 L (¥ P>
0.05) s miR-212-3p AEMLHL 51454 SMADI 14 3 UTR;; [R5 NC 4440 1, Exo 20 & si-SMAD1+Exo-antagomiR
-212-3p £ 1 SMADI1 A X3R5 \RA-FLS Al 4515 I 058 A2 2850 0 35 AR, 28 % TCge it i L (B P<
0.05) , 1fif Exo-antagomiR-212-3p 41" SMAD1 AHX} 3¢k \RA-FLS 4 i34 5815 77 iE# AR 284 5 NC 4 Lk
L EFIGIFE (B P>0.05), i ADSCs ZMBK miR-212-3p 7E RA 4 Fl RA-FLS 41l FhAIL £
K, Mo L $ ) F  SMADI #ii ] RA-FLS 415 TR fiz 2.

[SEsIA ] ZERUBHESCT R s W IEANNE; e 72 03 T AN MRS AR 5 SMMA ; miR-212-3p; SMAD1

The Effect of fat mesenchymal stem cell exosome miR-212-3P on fibroblast synovial cells
JIA Bingshen*, YU Peng, JIAO Tuo, LI Jun, LI Ming, QU Guoxin, JI Zhihua, FU Kun

(Department of Joint Trauma, the First Affiliated Hospital of Hainan Medical University, Haikou, Hainan,
China, 570102)

[ABSTRACT] Objective To investigate the effect of ADSCs exosome miR - 212 - 3P on the
proliferation, migration and invasion of RA-FLS cells and its mechanism. Methods Collect 20 serums of
patients with rheumatoid arthritis (RA) and healthy people, and the expression of miR-212-3p in the serum
was detected by RT-qPCR. In vitro cells can be divided into 4 groups: RA-FLS cells cultured alone (NC
group) , RA-FLS cells + Exo-ADSCs co-culture (Exo group), RA-FLS cells + silent exosomes miR-212-3p
co-culture (Exo-antagomiR-212-3p group) , knockdown RA-FLS cells SMAD]1+silent exosomes miR-212-3p
co-cultured (si-SMAD1+Exo-antagomiR-212-3p group). After exogenously regulating the expression level of
miR-212-3p in ADSCs cells and SMADI in RA-FLS cells, ADSCs exosomes were co-cultured with RA-FLS
cells, and the proliferation activity of RA-FLS cells was measured by CCK-8 and Transwell respectively,
Migration and invasion ability ; At the same time, dual luciferase reporter gene was used to verify the targeting

relationship between miR-212-3p and SMADI. Results Compared with healthy individuals, miR-212-3p was

AR B . REEFHFHRAL TR A (NISICS)
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underexpressed in the serum of RA patients (P<0.05) ; compared with NC group, miR-212-3p expression was
significantly up-regulated in Exo group, and proliferation activity, migration and invasion were significantly
reduced (All P<0.05) ; miR-212-3p can target the 3'UTR of SMADI ; at the same time, compared with the
NC group, the relative expression of SMADI, in the Exo and si-SMADI1+Exo-antagomiR-212-3p groups
RA-FLS cell proliferation activity, migration and invasion numbers were significantly reduced (all P<0.05),
while the relative expression of SMAD1, RA-FLS cell proliferation activity , migration and invasion numbers
in the Exo-antagomiR-212-3p group were not significantly different from those in the NC group (All P>0.05).
Conclusion ADSCs exosome miR-212-3p was low expressed in RA patients and RA-FLS cells, and it

inhibited RA-FLS cell proliferation, migration and invasion by targeting down regulation of SMADI.
[KEY WORDS] Rheumatoid arthritis; Adipose mesenchymal stem cell; Exosomes; miRNAs; Tissue

engineering

25 KU M T %8 (rheumatoid arthritis, RA) &
— R BV H B e R o I R ER I R
HEE M A E MR 1 A2 R K B T R T i
FEUESE , AR AR 1 5 240 i (fibroblast-like synovio-
cytes, FLS)7E RA 1Y & ik i F v & 45 G BEAE T, HE
5 AR 2B e ) B HE 0R 5 RA WY K % U1 AH
S A, AR ST PR RA-FIS 41 3 58 Al {5 28 11
B0 o FHLHI G T RA ZOCHE 2, T T
WE S5, B D5 18] 38 5T 1 4f ffd (adipose mesenchymal
stem cell, ADSC) W] 3 1+ 4028 B 1A 335 1o 14 T 44 e s
JO7 A Y 5T S M A B S e M DG TT R ADSCs g3
WA S0 DA A R 8 3R AT B O 19 98 200 B A M ) AR
W2 AN SCHR AR IE , SM R miRNAs 7 RA H
KRR EEEMEH] miR-212-3p /E i T* 17p13.3,
Z 5 Z R R R, HREUZ I RA-FLS 24
X5 e HgH T2 (HEFA SCERHGE ADSC 4
AR XT RA-FLS 20 25 W 2247 0 19 52 0 B A H
A 50 AR I K - #8578 ADSC Ak A 4 miR -
212-3p % RA-FLS 41 e 47 Ay i 45 S 531 Bl

1 RS

1.1 Ak

Wi B T T I 2 B 2 — P = B i Bh 28 KGR
KT (RA) B3 (20 1) A B 5 (20 1)) L7 , &
HHEAFME R, IR ERE A 2
HEWE . NIEH W R4 FLS L SRR O T 98
A 41 AL RA-FLS 1 ADSCs 41l W T 1k 44 A= 4y 41
J% . DMEM #Hifia 4 M5 14 H 5% [ Biological Indus-
tries /A ) ; Lipofectamine 2000 I T H 4% TaKaRa 72y
] ; CCK-8 1 & T H A [Al{ =22 7] ; Transwell /]»
% 3K T 3€ [E Corning Incorporated 23 /) 3 A2E G R
il A5 2 PRSI 5 &1 T Promega /4 7] ; RT-qPCR

514y . antagomiR-212-3p . miR-212-3p mimics 5 ff]
PESEAZ AT R b7 3 30 1 25 B R A R il S it
PriASIE A EE CST A,
1.2 ADSCs #i ffl 1% 5% S ANUMA 53 25

¥ ADSCs 40 il T % 10% JIif 4 1L %% ) DMEM
B BHERFRR N antagomiR-212-3p;
i % 24 h J5 WAE B 37T, 4C 800 g B0 10 min 1T
VE AN ML , 7T 12 000 g 5.0 20 min % R 41 #E
Ao W B, T 49C 100 000 g B0 2 h W&
€, JH PBS Wi 1K, e J5 H 200 wL PBS & Hh il
IRVTTE , —80CHR- A H .
1.3 RA-FLS 4l g% 57 B Y

RA-FLS 40 itd 55 3¢ T & 10% Jit 4 1 V6 1Y
DMEM K5 3231 SR 5 B T 37C 5% CO.K: 5744
PEATHE SR o M4 Lipofectamine 2000 %% 4105 15t ]
5530 Y B PR XT R4 (NC) . miR-212-3p mimics
Fl'si-SMADI ki, 434 NC 4 : RA-FLS 4 ifd s
15 3% ; Exo 4 : RA-FLS 4 fifi +Exo- ADSCs 3% 3% ;
Exo-antagomiR-212-3p 4 : RA-FLS 4 Jitl + 15T Bk 71 il
& miR-212-3p H: 55 3% ; si-SMAD1+Exo-antagomiR -
212-3p 41 : P % RA-FLS 2l Jifd SMAD1+{7T 2k Zh s {4
miR-212-3p L4555
1.4 RT-qPCR

% M1 Trizol ¥ 2 B Il & A 20 it &5 RNA, 2
5% i cDNA ; /] StepOnePlus™ {47 gPCR i ,
PLLU6 1NN Z, I 2547 :95C 30 5,95TC 55,
60C 30 s, JHFF 40 K . LI HEE 3K, 450K H
2N TIHR . SIS ILER 1,
1.5 Western blotting

WA I P BUAS L 0 B B R 1, BCA 4G I 2
R, 1917 SDS-PAGE BRIz Lk , 2085 H il 4%
o X B8 VK 35 5% B0 2 PVDF i | %
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£1 RT-qPCR3|#F %!
Table 1 The primer sequence for RT-qPCR

Target Sequence
F: 5'-CTCGCTTCGGCAGCACA-3’
R: 5"-AACGCTTCACGAATTTGCGT-3’
F: 5'-GGTAACAGTCTCCAGTCA-3’
R: 5'-GCAATTGCACTGGATACG-3'

[8[9)

miR-212-3p

PVDF & T 5% AE Wk v, S I 1.5 hy A
—H1(1:1500) ,4CHEF LK H , A HRP —
1 (1:3000),37CHEF 1 h, il A ECL & (0 317 5
JKE WiA% , 1 H Tmage T X35 A 4400 HEAT € B0 0T
1.6 CCK-8

¥ RA-FLS 4 jfd DL &L A 100 pL (10" 4~/
FL) R0 T 96 FLAR, A LT NN 10 wL ADSCs 4ii g 7k
WA . TAIRT 1 h, SLINA 10 uL CCK-8
FEWIRS), T4 D E 1~4 ho FHBGEAR (N 2
450 nm &k 156 %% 2 (OD) ..
1.7 Transwell

W4 B B 1x10° A>/mL 40 2 % F1 10wl
ADSCs 4l Jf #1306 44 58 Y H2 F T 10 96 A2 ¢ Matrigel
LAY Transwell % . N ZE 01250 pL & 10%
JIG 25 L35 B 58 4 15 95 2, 15 55 48 h, BU /N L A
AR AL, 4% 2 B PR EE T = 400 15
min, 45 52 Y4 {4 15 min, PBS Bt , T8 )5 B T3]
B SR
1.8 X R B

2 5 Starbase % #i5 /&2 71 Ml miR - 212-3p 5
SMADI1 1) 45 4 7 51, [l i 44 8 SMAD1 %8 48 #1
A, 23 ¥ SMAD1 B A= U 1 58 A8 AL 3 (K 5
miR-212-3p . miR-NC 5% 203T 4iififg . e HEAE
B AT 35 R U B A5 A ARG I 45 41 2 R TG 4
1.9 Geitsortr

K H SPSS 20.0 #AF A7 8 m Se 143 Hr , R H
GraphPad Prism 7.0 #{44:El . ALl EHE 3
WA B i B R (2 5) on , AL 1] L
K k5, Z 4 ) AR R 2 22 34, DA
P<0.05 HZERAGIE L.

2 #HR
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Ri 9% ADSCs 200 I3 B 15 752 L3 v iR A0 i
A 385 B T S B LR 0 B B Ah AR (T 1A)
% FH Western blotting 46 il & B4 A 45 5 VbR

¥ CD9 ,.CD63 F1 CD81 #) 315 BH: , i FH PEbr &
CD31 & 3% ik (4 W & AN 3 35 CD31, CD116 Fi
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B Exol Exo2 Exo3

CDO | e—— a—

CD63 | w— a— a—

CD3] |w— — —

a2 cDp31
VE A B BT T GBS LS ADSCs 20 it 1% 8 I 43 B 1 A
1A ; B A Western blotting £ il 4 AR &4

E1 mINS B ADSCs 40 SN R

Figure 1 The exosomes of ADSCs cells were successfully

isolated
2.2 ADSCs #i g 413 (A il RA-FLS 2 Jifg 3% 7 |

B R 2

1 48 .72 h i}, Exo 20 RA-FLS i it 3 5 3% /)
BONC 4 W& AR, 22 7 A gt 38 L (P<0.05)
(1 2A) ;5 NC 4 A L , Exo 41T Fii2 28 A 11 1
W RER (P<0.05) . (& 2B fil2C) .

2 400 B
B
2 300
= 200 a
= 100
F
)
24 18 72 = NC Exo
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C nc
o 250
= 200
= 150 8
Exo = 100
= 50
9
o
e NC Exo

7 Al CCK-8 S 96 5 W1 RA-FLS 4l Jfg # 58 1% 77 ; B.C 2 Tran-
swell 52 46 46 ] RA-FLS Z0 13T 5% F1 f2 2R BE 1 (5 fh L @
x100), 5 NCHiIt, ‘P<0.05,
2 ADSCs ZHi@sh i HP ] RA-FLS 4 Re1iE35E  E /% F0
=E
Figure 2 ADSCs cell exosome inhibited the proliferation,

migration and invasion of RA-FLS cells

2.3 ADSCs 4fl g 4 i & I % RA-FLS 48 il
miR-212-3p i ik

5 NCZHAMEL . Exo 7 miR-708-5p.miR-212-3p
miR-650 & miR-92a i F kK3 2 [, 22 5%
G128 L (P<0.05) . (] 3A) . miR-212-3p 7£
RA fB & LT i 2R3K KT ik 25 I T fa Fle 4 1 77
2 AL L (P<0.05) . (K 3B)
2.4 miR-212-3p #l[n] T I SMADI )3k

5 NC 414 Fb , miR-212-3p mimics 5 SMADI-
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¥ : A 5 RT-qPCR #:ill RA-FLS 4l jfd ] 25 57 22 35 1) miRNAs [¥) %
57K ; B 7 RT-qPCR K il RA #8351 75 JE 4 1075 miR-
212-3p I FRIKKF-. 5 NCHL 4, P<0.05,

3 ADSCs ZHAa S i & 8 RA-FLS 4 A1 5 miR-212-3p
Figure 3 ADSCs cell exosome upregulated the expression of
miR-212-3p in RA-FLS cells
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o
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SMADI1 Z [A] ¥ [n] 5 & . B S Western blotting K5 il i 2% 15 miR-
212-3p Ji SMADL1 [§3RiE/K . 5 NCH I, 'P<0.05,
4 miR-212-3p ¥8[5 & SMAD1 M Ri&
Figure 4 miR-212-3p targeted downregulate the expression
of SMAD1

2.5 ADSCs #iiJifd /M & miR-212-3p il i SMAD1
7 RA-FLS 4 fa 3558 iF 7% FiZ 28

5 NC 41, Exo } si-SMADI +Exo-antagomiR -
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LK 5A. 5 NC 4, Exo 41 } si-SMADI+Exo-an-
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J si-SMAD1+Exo-antagomiR-212-3p 41 RA-FLS 4
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o 2 10
. fio
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k=
<
00
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1, x100) ; 5 NC 41 H L, *P<0.05,
B 5 ADSCs #fa5h i miR-212-3p i SMADI Il
RA-FLS #ifaig43E T FIRZE
Figure 5 ADSCs cell exosome miR-212-3p inhibited the

proliferation, migration and invasion of RA-FLS cells by
downregulating SMAD1

si-SMAD1+
iR-212-3p E:

Exo Exo

3 Wit

RA O BN iR WSS AR HE PR Z — o H
B B D T 2 U R R R AR
{1, [ 37 R A 7 R PR S R AR, LA
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Table 2 Transwell experimental results (x+s)

2151 NC Exo Exo-antagomiR-212-3p si-SMAD1+Exo-antagomiR-212-3p
TE A% 24 0 K5/ L 253+19 159+14 236+17 176+20
tH 15.22 17.23 19.76
Pl 0.002 0.977 0.004
15 28 4 0 A5/ B 207+23 126+18 198+20 115426
i 16.67 21.24 24.88
Pl 0.006 0.700 0.004
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R3 CCK-8EHLER (x+s)
Table 3 CCK-8experimental results (x+s)

215 NC Exo Exo-antagomiR-212-3p si-SMADI1+Exo-antagomiR-212-3p
S (i 24 h 0.56+0.19 0.53+0.14 0.55+0.15 0.5420.14
. 48 h 0.78+0.12 0.6+0.18 0.770.11 0.67+0.15
i J1(0D450) 72 h 0.87+0.15 0.78+0.14 0.84+0.13 0.76+0.14
1 - 1.043 1.267 1.056
P{H - 0.007 0.856 0.006
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[SEIA] QGO 2 G MAETE I Ak b, —%& s B TF-12

Changes of VIP, SOD, NO and CXCLI12 levels in synovial fluid of patients with
traumatic arthritis and their significance

WANG Daohuang'*, CHEN Peng’, YAN Yuejun', ZHENG Yan'

(1. Second Department of surgery , Tunchang people’s Hospital , Tunchang , Hainan , China, 571600 ;

2. Department of hand microsurgery , Hainan people’s Hospital , Haikou, Hainan, China, 570311 )

[ABSTRACT] Objective To investigate the changes of vasoactive intestinal peptide (VIP) ,
superoxide dismutase (SOD) , nitric oxide (NO) and chemokine-12 (CXCL-12) levels in synovial fluid of
patients with traumatic knee arthritis. Methods 120 patients with traumatic knee arthritis (case group) and
60 patients with knee ligament surgery due to trauma were selected as the control group in Tun County People’s
Hospital. The levels of VIP, SOD, NO and CXCLI12 were detected in the knee fluid of the two groups
According to the results of X-ray examination, k-L grading was performed, including 33 cases of grade 1, 41
cases of grade 2, 35 cases of grade 3 and 11 cases of grade 4. And to analyze the differences of the above
indexes in patients with different K-L grades and the correlation between the above indexes and knee function.

Results The VIP, NO and CXCL12 in the joint fluid of the case group were higher than those in the control
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group (P<0.05). The SOD in the joint fluid of the case group was lower than that of the control group (P<
0.05). The VIP, NO, and CXCLI12 in synovial fluid of patients with low KL grades (grades 1 to 2) were
lower than those of patients with high KL grades (grades 3 to 4) (P<0.05), and patients with low KL grades
(grades 1 to 2) SOD in synovial fluid was higher than KL high grade (grade 3 to 4), and the difference was
statistically significant (P<0.05) ; After treatment, the pain, stiffness, joint function, and WOMAC scores in
the joint fluid of patients with traumatic knee arthritis were significantly lower than those before treatment (P<
0.05) ; linear correlation analysis, joint fluid of patients with traumatic knee arthritis There was a significant
positive correlation between VIP, NO and CXCL12 and WOMAC scores (P<0.05). There was a significant
negative correlation between SOD and WOMAC scores (P<0.05). Conclusion The levels of VIP, SOD,
NO and CXCL12 in the joint fluid of patients with traumatic arthritis are related to the knee joint function and

the degree of knee joint disease.

[KEY WORDS] Traumatic knee arthritis; Joint fluid; Vasoactive intestinal peptide; Superoxide

dismutase ; Nitric oxide ; Chemokine-12
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KT H P 52 S D Re R A, e B AR AL R 2R
2 M b DG T R M A S Al RO e R Ak
5 AR AT AT AR S B B 3] Rt o A G SR
PORBE R REMAFREP RN FHAEZENS
SRR, PR G35 98 8 M At i PR - 3R 58 S X
B PE T R B A R R A B AN .
145 7% 7 W BK (vasoactive intestinal peptide , VIP) 3=
PR TR0 B 545 el 21, W5 R VIP A
A e R B OGN SRE L 0 s RN B I A
M. #1LIH T 12 (chemokine-12, CXCL12) 75 4 4iE
RHAEE S RIXIFATRES S TH X TR KA.
RIEIRD ARBFIERABT T A5 R R
A O W VIP AR A W) B A6 T (superoxide
dismutase , SOD) . — & 1k A (nitric oxide, NO) .
CXCLI12 7K-FAR b B H S, B R .

1 ARSI

1.1 —fRweR

PRI & BN R BB R 2018 4F 3 H 2 2020
AE 12 H23R 1Y 120 518145 1 I8 OG5 % 838 (i 1)
4 ) 60 il R 173 e 2 S it I G 1 W0 TR 9 AR
FHAE X IRA . FRBIAL, B 65 .4 55 ], 4F i
27~75 % , 17 (53.20+15.00) %, Hivh 72 i 60 ]
41 60 1], # X 2k A 45 it 17 K-L 739 : 1 4%
33 15 .2 9% 41 6] .3 9 35 B A gL 11 i), XFHEAL,
B35 Il L 4 25 B, A 23~72 %, 15 (52.00+
13.70) %, Hirp 22 33 9 A M 27 1] . PR AL &
AR MRS LR A e, 22 R TS TR R L
(P>0.05)

PABRAE : O3 PE IR TS 2 H A 12 Wb e
Z:2% (R RILIRHE M ) (2014 W) | 36 B KUk
P2 il 8 B bR E s @ R AR IR YU Il 19~75 % 5
@ HA AR T M 5 s @ BRZH SR A 1k
Z W) 2 VAN B T S B B TR,
TCIE AT s @I AEA B 45 52 &1 B B IOC Y
HHETAR; @A B #H M KIE G R O
FEAF AR AT TR E o HEBR bR UE : O M
PRI S5 % @G TFO B B s @FE A I
NI RE R A5 5 R A7 o 7 e | 4 B I My
Wi ;s OFEA A R G0 H FE KB .

1.2 FEbREIN 7

BBV BMJE R 00T, 28 il AP L A 1
MR TN, 7 5 2R R L mL OGS 5 K
G W BiF v (ELISA ) K 5% 19 ) VIP . CXCLI12 /K
- 5 A R 1A DR VA KGN NO 7K 5 £k 2 8 3 4G
SOD /K-,

1.3 BT IIREEH

Xf O 2H SR IR YT T YT 1A H RS E
# Ontario F1 Mcmaster K 2% B 5& 37 % 48 B0 4>
(Osteoarthritis Index scores of Ontario and Mcmas-
ter Universities in the western United States,
WOMAC) {784k , 1% % F 2 FE P RAE |
KA =TNES, it 24 AT H | B0 FRoR
S R T B
1.4 GeiteEirik

SR 1T SPSS 160 15U . B VKR
FH () 0% , PAALIAL LB A o Mo s HH SOV
n(% ), FH xR 5 AH G 73 B >R Pearson £k
PEAR T LA P <0.05 M 22 R A G248 L,
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2 HR

2.1 WAL I LR = R

9 191 4 1 6 35 ¥k T VIP .NO ,CXCL12 & T-%f
WA, 22 5 G243 L (P<0.05) , Ik Bl 41 1) 56 5
Wrf SOD Ik Fxf B4, 2 A Gih 2 X (P<
0.05). W#EI1,

F1 MAXTRPLEERRLR (x£5)
Table 1 ~ Comparison of laboratory parameters in synovial

fluid between 2 groups (x +s)

o VIP SOD NO CXCL12
HH n
(pg/mL) (mIU/L) (wmol/L)  (ng/mL)
JEBIZE 120 390.51+120.62 122.01+28.43 16.41+4.18 7.30+2.11
SHHEZH 60 277.62+83.02 173.81%31.02 5.20+1.76 3.81+0.77
A 6.516 -11.186 19.888 12.392
P{H 0.000 0.000 0.000 0.000

2.2 AN[A) K-L 432 s 5 28 £ 3 O 1 i P i S 5
EIEbR A

K-LARAT 2% (1 ~2 ) JE 1 5 VIP,
NO .CXCLI2 fi& T K-L #1432 (3 P~ 9) i (P<
0.05) , K-L K3 2% (1 9¢~2 9% ) . % 35 b SOD
BT KL B (39~4 %), 23 a 5112458 L
(P<0.05). W32,

®2 AEK-LAZRNFEHABEXTRPHLLEERER
PEE (v +s)
Table 2 Comparison of laboratory indexes in synovial fluid

of patients with different K-L grades (x+s)

VIP SOD NO CXCLI12
BIARY
KL% n (pg/mL) (mIU/L)  (pmol/L) (ng/mL)

1%%~2 %% 74 342.81+113.82 131.72+27.21 12.01+4.11 5.64+1.88

3Y~4 9% 46 467.23£106.41 106.43+26.52 23.49+3.90 9.97+2.06
A 5.969 5.003 15.167 11.823
PAH 0.000 0.000 0.000 0.000

2.3 JRBI BEIRIT A BT DI REVEMY
BIT A, R R T R B E TR TP AR
i R SET T fiE . WOMAC $E43 2 8836 ¥7 Ail i
EHIEAL, ER A SR X (P<0.05), L& 3,
*3 FOAREETHERENIEEN (vxs.5)

Table 3 evaluation of knee joint function in case group

before and after treatment (x +s, points)

W PR f KA Ihe Ay

BITRT 120 14.8425.11 3.67+1.20 42.85+10.57 61.36+15.29
VWIFRE 120 4.2020.88 0.89+0.41 11.72+2.94  16.81+4.22
HE 22.478 24.015 31.082 30.767
P 0.000 0.000 0.000 0.000

2.4 I B FEIRIT HTMOC T TR 5O TR
H1 VIP \NO .CXCL12.,SOD it AH XM

28 2 MR AH G A BT, A O PR R O T R BB G
5 VIP (r=0.574) . NO (r=0.339) . CXCL12 (r=
0.620) 5 WOMAC ¥ 7 & 1 & 1E A ¢ P (P<
0.05) ; SOD (r=-0.481) 5 WOMAC ¥4 & B & 1Y
AR (P<0.05) .

3 it

AR T A2 8l 7 X AR T 7K &
BAMG Sz s bl 2 i T s, AP oC Ty
R RR MR R LT EHEY (AEREH T, ¢
FAONGHE ST R R AT AEAE G, 1 RIS I
X B 1 ST 2 5 A 24 e ke 22 Y e 1% T 1 11 PR
HHNZ W E I s = R S0 1A 2T T it

AR5 45 F 7R B 2 9 56 15 9P VIP NO
CXCL12 & FXF HRA, 5 91 41 1) 55 3 SOD KT
XA, LRSS UL B 1 OCT R B EH DA ALE
VIP.NO.CXCLI12 % SOD i 5% #ik . NO.SOD
ST A i EA PR R R R AR 1 R —
2R B VR, (5 4 2 B 9 i AR, 2 T 45
(PSS SN N5 <t o Sy R 7 €= - 5] 5 i
WFEEA ZRREARHE T2 5, 2
P T R R AL A B — Sk, SE TN DGy
FCR BIREIR S BRI, & AR bR e W R
DT B B A 5 M B O T R SRS W O s RS
AIEE AW E AR IC Y] RE R —Fh R 52 AR
S WA 31 ST Sk R W EE

ANTA) K-L 43 2055 5 T A8 b A & 31 K-L
(1 H~2 9) FBE I X VIP UNO |
CXCLI2 X F (3 ~4 ) &, K-L 439 (1 9 ~2
G BE T SOD = F (3% ~490) . ik
TR0 BH B 0 A B A0 P ST R AT W VIP
NO.,CXCL12 #AIX, {2 [ H1 3k SOD {if P 3 &, $27%
FEAEHE 2 SR AE SV RS . CXCL12 #0041
K AR 1 UL S S IR R A -2 B AR
F R 4R 13 SN PR , IB AR R
Yreg AR VIP a] DU L R 4 R 2R Y R
ik, DL ANl Al B A 5 00 1 A0 R A
GAE UM A 8 A SO T A2 PR O
K-L /32 1 535 46 B34 VIP KK, 7ERTT 4R
$iE SN I NO 58 40 A el 3 s vy A= T A
PR AR 7, A2 TR ™ B R S N, 1 58 AH 56 AR AE
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AT T o B FEHEIR RIBYT CHF B} SCysC . Tei
FRE) 550

e ReER HHHE NE

(¥ E] BH HT0HEA F e IA 20 KIBIT R R0 1 2205 (CHF) 11l PRACR B i i it
K C(CysC) . Tei ToECHIFEM . F73%  BEFE 20174 6 A £ 2019 4F 6 A AL HTTT K24 IX v BE 454 B e
136 il CHF [ , MR IHIRIT I 245 A AT R FCIE IR IA T B X BEZL A T AP A 76 7 Bk A SE I8 SR IR 9T 1R
A IRIT 12 UG, OB AL PRIT AL .6 min 247 HE B R 50 (6MWT) AR 36 i 25 5 12 | % -74(GQO-
LI-74) 2 F1F4) | Tei 1650 22 U 45 K W42 (LVESD) L 22 0 & &7 ik K N 42 ( LVEDD) L K 72 % 5t 1fi. 43
K (LVEF) K-, lLHIB Y7 BTG 1ML CysC .NT-proBNP /K-, &R  JAYT G , WELLH S A UK & T4 18
4, GQOLI-74 ¥4 . 6MWT {H . LVEF {H ] K F X} He 41 , Tei 4§ %% . LVESD . LVEDD {f X Ifi. 7% CysC .
NT-proBNP B T-XJ BR4H , 25 5394 G125 5 X (P<0.05) ., Tei #8 B M1 CysC 5 LVESD . LVEDD }
NT-proBNP & 1EAH X (P<0.05) , 5 LVEF A5 (P<0.05) . Z&iE  PHEAR & S B4 5536 1% R VA YY CHF
REMEREAIR H 3 1T CysC \NT-proBNP 7K, Bl 2.0 LA I Eh 8 , 77 340 o

[Es@im] DM EE; Bk s, HE M

Effects of ivabradine in combination with metoprolol on CHF and SCysC and Tei index
LIU Jinlin*, ZHAO Shilin, XIAO Zhuging, LIU Su
(Beijing Daxing District Hospital of Integrated Chinese and Western Medicine , Beijing, China, 100076)

[ABSTRACT] Objective To investigate the effects of ivabradine combined with metoprolol on the
clinical effect and serum CysC, Tei index in patients with chronic heart failure (CHF). Methods From June
2017 to June 2019, 136 patients with CHF from the Daxing District Hospital of Integrated Traditional Chinese
and Western Medicine in Beijing were selected. According to the treatment plan, they were divided into the
control group treated with metoprolol and the observation group treated with ivabradine combined with meto-
prolol. After 12 weeks of treatment, the efficacy of the two groups of patients was compared. 6 min minute-
walk test (6MWT) , Generic Quality of Life Inventory-74 (GQOLI-74) , Tei index, LVESD, LVEDD and
LVEF, serum CysC, NT-proBNP levels were monitored and compared before and after treatment. Results
After treatment, the total effective rate in the observation group was higher than that in the control group, and
the difference was statistically significant (P<0.05). The GQOLI-74 score, 6MWT value, LVEF values in the
observation group were higher than those in the control group, the Tei index, LVESD, LVEDD values, se-
rum CysC and Nt-probNP in the observation group were lower than those in the control group, with statistical
significance (P<0.05). Tei index and serum CysC were positively correlated with LVESD, LVEDD and NT-
probNP (P<0.05) , and negatively correlated with LVEF (P<0.05). Conclusion Ivabradine combined with
metoprolol in the treatment of CHF patients can reduce the levels of serum CysC and NT-probNP, and im-
prove the function of cardiomyocytes, and the efficacy is obvious.

[KEY WORDS] Ivabradine; Chronic heart failure; Ventricular remodeling

KRB P EHRIELEFT2TA A (]]2018-28)
VEERIL TR RER P HELASER, LT 100076
*BAZAEAH X Ak, E-mail : liuchangliu2001@sina.com



NTEWiER T 20214510 45134 45108 T Mol Diagn Ther, October 2021, Vol. 13 No. 10 - 1723 -

1& .0 F7 538 (chronic heart failure, CHF) &
L NEZEH B ) fig S5 S B0 % 7 B RS I RE ) 32
L, 51 O WL BB 3 O A5 AR (I R 255
fiE. CHFHFERm , G AR . INIR LIGIT w2
KSR ZEZ5 Y, Ho, B- 2 IR B A7 U &
B PRASE T B-BELH 77 24590 52 31— BR ), AR 22 18
HIRAF AR, HL =R E EE . DM
FE AT SR O RO R LT R ML Lk
e AERT, AN RSN D, B A E T B 3 BTE O
AP g e S, AR, G TR T
JE U JIE TE AR R 52 22 Ja) PR T L 3R R0
YIRE R s, 38/ e ik XD S B2 . AH O
W58 22N R AT 75 2 T ek CHF S84 1.0 D) g
MG (HRADPERAEA R BN 0TI R M)
B AN G —  fE 45 R AR e —20Y . AWF5R
FLAPARAT B 2 5 SEAEIK /KBRS IR YT CHF Y7 LA
ST IR CysC  Tei F8E8 52, BURIBE LT .

1 BREFE

1.1 — R

YEHL 2017 4F 6 F & 2019 4F 6 A L5t A% X
PG 2 4545 5 B 136 9] CHF H & o 40 AR . 75
A CHELG T 2382 B FR Y7 F5 i 2014)° T CHF
32 Wi An | A7 76 O 58 58 IRFI/E AR AE , 3T 30 d 9
TR s B KA DI REA 4, bR I B0 fr 3
YA IF J5 0 % (Heart Rate, HR) A5 A g #2276 75
W/min UL T, % 5 Il 73 %0 (Left ventricular ejec-
tion fraction, LVEF) <40% H. £ £ 0> JJ¥ 15 25 (New
York Heart Association, NYHA) 03 fergk R 11 ~
IV 4R 1% 18~75 J81 % 5 Il K 1. Ff ACEVARB |
PRANVEE L9, T 30 d PN A R 4 245 59 o 5 11 [RD
B HEBRARUE T 3 H P9 IR B B e a4
253 85 A IO LA L R S 25 o 1 U
a5 P T H A B R G R s 7RI IR T LA A
60 d N, AL WAL L, X80 HF 46 AT 30 d N, A
Rt P Mt L s A v sl s RO 25 o R B
WUECF 3255 0 LB L A% BRZH 4% 68 i . ASWIF 5T 248
BEBEZE B At . AL — W R LA 22 R 8
P L(P>0.05), W1,
1.2 BTk

P47 8 B CHE JA97 , A5 AbiT2% . ACEl/
ARB ¥ Hi B | [ R 32 AR F5 B0 S5 2567 e I
JEH SRR . AR SER b X FR 4 R iR SE

F1 MABRE-RABER (n(%),(xs) ]
Table 1 Comparison of general data between the two groups
[n(%),(x+s)]

. PR =S4 | POpIE

R (es)  (nees) XML P
5] B 43(63.24) 46(67.65) 0293 0.719

E’e 25(36.76) 22(32.35)

() 62.15+£7.84 63.72+6.11 1.289 0822
LDRORY) 79324941 79.94+7.13 0.164 0.867
G IR EILE  25(36.76) 32(47.06) 1.480 0297
IR 14(20.59)  7(1029) 2297 0.159
SEORE 53(77.94) 47(69.12) 1.360 0.331
MigS%  31(45.59) 33(48.53) 0.117 0.732
YRR I % 37(54.41) 41(60.29)
I 2% 27(39.71) 24(35.29) 0.717 0473
IV 4(5.88) 3(4.42)
25 B ZARBLHEF 45(66.18) 44(64.71) 0.033 0.857
ACEI/ARB  55(80.83) 58(85.29) 0.471 0.648
R 5 56(82.35) 59(86.76) 0.507 0.636
Hh o 15(22.06) 17(25.00) 0.163 0.840
HIMES 35(51.47) 32(47.06) 0.265 0.732
M2 8 s 48(70.59) 50(73.53) 0.146 0.849
PRI 45(66.18) 52(76.47) 1.762 0.255

& % /R 2% B [ (AstraZeneca AB, [H 24 {ff F
J20150045) 797 , MG & 23.75 mg/k , 1 k/d; 1
P INF 2 47.5 mg/ik, 1 IR/, T KFIE<190 mg/
W1 /d SR A AR A i A AR A T o (32
Les Laboratoires Servier, fiL#f 5 H20150273)74
I7, PR, MGG TR & 5 mg/ik, 2 /d, Z )5 Al 17 T
BEINZE 7.5 mg/ik, 2 %/d. BRZHIAAT 12 FIGATT .
1.3 WEHE R SV A 7 i
1.3.1 IHRIFRL

IGIT 12 A 7 SOTAN L NYHA O T 6E 532
K RAEAR G FR B M hRdE . AL NYHA 73 4%
ME=2 9 B8 NYHA 430038 1 9%, I R IR
S RAEFR 43 238 s JOAk : NYHA Sr R A8tk . A
W=+ AL
1.3.2 6 min 217 & 1% (6 min Minutes Walk
Test, 6MWT) "™

Fb #4136 97 1T G 6MWT., 6MWT: 6 min (&
FE 20 m 2 KV-28 (A W AEIR A T8 i S R
1.3.3 G i 28 & 1 A2 1 #2-74 (Generic Quali-
ty of Life Inventory-74 , GQOLI-74 ) & 7 F43

HEAT AR B i P e , GQOLI-74 5 & 3k 74 > 5%
H 56 44 J7 i IR 0B 4 ST ae My i A4k
TR, B4 100 43, 45535 42 1 i 1EAH G
1.3.4  Tei 850 . /& I 46 KR W 1% (Left ventricu-
lar end-systolic dimension, LVESD) | /& .(» & 7 7K K
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N2 (Left ventricular end diastolic diameter, LVEDD )
DL} LVEF /K-,

K TE33 2 D) hEC ER €58 7 2238 45 A6 A
(faf 2% Philips A 7] ), 2.5~3.5 MHz O JIER K, B T 58
Eol R TN S U S o g NG 1 I B B N
LVESD .LVEDD J LVEF f{°F-¥{f . F 042 U fi
DTG AR A5 2 i 5 & sk s ], T dR Y]
TR WU AR HCAE o 2 33 I AP ], Ted $8 8 =700 % 45 45
Wi 5 &7 5 I R 2 R/ 22 0 3 5 LA T o
1.3.5 Il B4 % C(Cystatin C, CysC) N A %t B
44 R BK (N-terminal pro-B-type natriuretic peptide ,
NT-proBNP ) /K-

KEBFABGE S — 5 RS E# KN 5.0
mL, RHEEE 4 A shfee & iU 1
He 7] 6 DA Ao g LU vk T 2 I3 CysC 7K 5 %
% ERE170 B AL 27 R 0l A3 % 1id 25 150 M 0 NT -
proBNP /K-, 171 6 e 34 ) 1 b5 A1) 48 2 A b i

Byl Pk e B B UL B R
1.4 Gategiiik

DL SPSS 17.0 Ge vt 27 B A4 kA7 54l o3 Mo 11
BOF B n (%) R AT 2 K505 TR AR DL (R £5)
T AT e KKy o L Pearson A OG5 # BE £ Ty 2R
LRPEA AT, L P<0.05 2R A ST L,

2 #R

2.1 IEIRITRLILER
IRITIE A SAA R T R A, GQOLL-74
P4 OMWT {H¥ KT X R4, 2 R H G245
X(P<0.05), WFE2,
2.2 DR A A A I bR AR b H R
BT )5, W 2H Tei 45 %0 M2 LVESD . LVEDD A
FEAIG, LVEF {7, ML£ 4 Tei $5 50 J2 LVESD |
LVEDD {f #/{& T %+ B 4 , LVEF {555 T %F 4,
S A SRR L (P<0.05), WL 3,

*®2 WAIGK TR GQOLI-74 4> (6MWT ELLE [n(%) ,x+s]
Table 2 Comparison of clinical efficacy , GQOLI-74 score and 6MWT value between 2 groups [n(%) ,x +s]

o » " N o 5 5 GQOLI-74 143 6MWT/m
e WG AR M BREE . am o e AL
WL 68 44(64.71) 20(29.41)  4(5.88) 64(94.12) 54.61£7.48  73.97+5.61° 355.66+33.67  611.48+47.29"
Xt R 68  35(51.47) 15(22.06) 18(26.47) 50(73.53) 54.92+6.89  65.10+4.72° 361.26+37.21  537.26+48.31°
1tH 10.550 2.367 23.922 0.889 26.753
PAH 0.001 0.662 0.014 0.382 <0.001

TE: 5IRJTHT AL, *P<0.05,

x3 MALHFEBERESEREMLILER (v25)

Table 3 Comparison of the changes of each index of B-ultrasound before and after treatment between the two groups (x +s)

a1l . Tei $5 % LVESD/mm LVEDD(mm) LVEF(%)

) bE () WRIT 128 bl WHIT 12 8 bl VAT 12 WWITHT AT 1208
WL 63 0.82+0.92 0.42+0.12° 58.4444.35 44.16+2.52° 64.10£8.28  48.94+5.84" 36.59+3.47 51.98+4.01°
Xt R4 63 0.79+0.11 0.53+0.07° 58.84+4.59  49.88+2.72° 64.19+8.14  53.03+6.41° 36.48+3.77 44.67+3.21°

tHH 0.247 4.622 0.867 19.788 0.534 0.748 0.422 4.601

P{H 0.801 <0.001 0.862 <0.001 0.59 0.462 0.633 <0.001

H: S5IRYTHT AL, *P<0.05,

2.3 il CysC .NT-proBNP /K- %5

BIT R, PRALINYE CysC \NT-proBNP 37597 Hij
B AR , WLEE AL IfiL 7 CysC . NT-proBNP ¥k T %} I8
H, =R AGIT R X (P<0.05), WiK4.
2.4 Tei JeBCFIIMTY CysC 5.0 MR {088 75 4% 45 45
J% NT-proBNP #H 7 #r

Tei 76 %75 LVESD . LVEDD }% NT-proBNP £
1EAH % (1=0.812, r,=0.597, r;=0.241, P<0.001) , 5
LVEF & 7141 2¢ (=-0.933, P<0.001) . Ifi. 3% CysC
5 LVESD . LVEDD }% NT-proBNP & iF #H % (r=

Fz 4 WHLAME CysC.Gal-3 NT-proBNP /K F L% [ (x +5) |
Table 4 Comparison of serum CysC, Gal-3 and NT proBNP

levels between the two groups before and after treatment

[(x£s5)]
CysC(mg/L) NT-proBNP (pg/L )
2H 5 NIV e =
VRITHT IRYT 12 4 VRYT I BT 12 A

WMEEA 68 1.5420.200.82+0.14° 1623.92+474.82 911.842262.60°
XHEZH 68 1.52+0.311.22+0.17* 1641.89+586.96 1205.43+373.88"
1 1479  21.304 1.742 10.778

P1H 0.141  0.001 0.082 0.001

TE: 5IRJTHT AL, 'P<0.05,
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0.729, r,=0.240, r,=0.073, P<0.05) , 5 LVEF & it
A (r=0.812, P<0.001) .

3 it

D ELGEWE Y CHF &4 R %, mipLik
RIEDIREBT AN REEALEFHOE
HEHMEZEEE . ARFTIRTT IS WAL B 5
e T B4, GQOLI-74 343 .6MWT K T %t B8
4, LI EE 4 7 SR3RYT CHF nf A7 348 & s O
TiRE, elost HAE TG i, e s shag . B1 &
A BEL ¥ 3510 95 698 IR 1T 28 ik JLAS 9 B ko0 JIL B9 75
P | AR AP 2805 P, 32 8 B Z R i s EH
B0 WIS RN EF Sk D RE , (AR5 A fEER
i 52 s A5 2 iE " R A B AT A AR AR
FER O EF IR AT ], BRI WLFE A i, s OB
B, D/ N ot P O ROLTE 0 B A o JULEE B4, e
HOTIRE . DR T e AT B e e KR v BE ARG
WUSECHRE , 42 e — S8 AL EUAE W R B, 3 % sl e o0
WL T, o= EA, HRNE A D
SEIUIE I R A TR BA R FEIE R
CHF 8 B2 SEFE IR IR IT RCH 4

G JE WLEE 4 Tei 75 %k )2 LVESD .LVEDD {H
BHISF X IR, LVEF {34 5 F 4 R4, 150 B L 8%
477 IR YT CHF 1] I 3 FR AN ZE = Tei $5 %4, 3 5%
D E IR Tei 75 800 W B o0y 25 K0 Uk 2 14
YIfe . Bryan 5" LIOHEAR B 2 IR YT CHF &,
SRR B D DI RE M2 B RE S I R L R
IR A, WS4 1L 7 CysC . NT-proBNP 1%
T MR, Ui B W E2 40 U7 28967 CHF 1] & 25 0058
DEEERREY K. CysC a2 i J6 1k
bt 2 I 2 1 G P R ) £ A A 0 A D A
Bk it , B R0 25 NI e B 9 . CysC AT IR0 UL
T 7 P S B0 T REAS 4[] 22 i e O g 5 0 ™
AR . PR TR B8 B AIX CHF 3 175
CysC 7K, il CysC X 152 B £F 4 25 44 | it g £F 4
5 V6 %) I ot RV IR AE D ok 2% 3 AR, k2D 0
FPK, AT AE 5% .0 V) BE 5 3 i/ )i . NT-proBNP
S AT DA Z I, FOKE 50 015
Uy AR TE A C , n FULC LD BE RS . NT-proBNP
I Y (7K T BRI ] B A2 e B (oA B e 41 i
JUL 200 60 20 7 P A JORC D, 28 T o 3 17 JUL ke i bR
L, 1M WLE S8 . Tondi %5 OB R A B 2 N
T CHF 3, 45 R R W B % 0%  NT-proBNP

G L ARSI DR A R E TR AL
2 3% CHF £ LVEF 0% 6 min 2217 I 25 K Il
4 NT-proBNP /K-, AW 58 H Tei 45 £ IfiL 15
CysC 5 LVESD .LVEDD ,LVEF } NT-proBNP &
IEAHSG, 5 LVEF £ fUA ¢, S A8 70 B vl e
2845 o JUL SR 9 S 7T AT A O LA B T g 4

g BTk, DA e B R AR RIRYT
CHF .5 RE W% P& I 5 IlL37 CysC \NT-proBNP 7K
S, PO WLE Y8 A R O LR B T R Y
A BRI R AR R o

S &k
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6- USRIV RNA 8 5 FE3 b5 SR T Iy F 5

(# ZE] RSB, 5 DNA H LML, RNA BB 1 — AR A W 1 i i
T, VE N B ULEY RNA LA BT 20, moA 181 15 14 252 s e i) 2 b i v R 452 26 T B T
moA 1 REEE R AL , 25 TP LB 251, 0T 5 moA 255 1 A AR T . ALl e 30 BIFSE (0 e |
Xt mOA B TE ML R Z2 g8 b T BE A7 7 (1 I 28 N 45 R T 3A , 25 TS mOA A& AH S I JR45 4 18l il
PR ZRWREIAIT LW B A, DA A R 2R WA PR 2R R B4 K R LRI B 64 T 1), O A A 8K
P PR 2 IR YR 97 7 S SR AL SR s

[£giR]  WIR R M ; RNA H 31k ; No-H 3k JR e

The advance of N6-methyladenosine RNA modification in urological cancers
LI Jinke, YUAN Yan*
(Department of Organ Transplantation, Renmin Hospital of Wuhan University, Hubei, Wuhan, China, 430060)

[ABSTRACT] In epigenetic modification, similar to DNA methylation, RNA methylation is a potential
research direction. As the most common form of RNA methylation, N6-methyladenosine (m6A) methylation
plays an important role in many diseases, especially in tumors. m6A is catalyzed by methyltransferase, removed
by demethylase and interacts with m6A -binding proteins. Based on the existing research, this review describes
the possible regulatory network of m6A methylation in urological cancers, and focuses on the regulatory

molecules related to m6A modification as a new target for the treatment, diagnosis and prognosis of urological

cancers, providing a new direction for exploring the pathogenesis of urinary tract tumors.
[KEY WORDS] Urological cancers; RNA methylation; N6-methyladenosine

2019 4F 1 A E R IE thob AT T 2015 42 8% M
Jib I8 AT 1 O A BT, 45 2R Wk s 35 B WA PR R I
Fe s ZE U HES) Ry i 40 B B e I e ('
PRAE ) 968 B A MR SR AT B 250 o B B SR0L
1A% CAR 1 T DR RN 445 Ry J2 T s ohE & A FN R T 1Y
HERTE RO AL 2R I RE S B TR R TE IR IR
R H L 25 1], ey M ] — s P 4 7
AR AR A, BRI A% 2% 1 0 [
WA, (H I B R b A, A
DNA F1 RNA AL 208 PB4 AR Sn i RNA &
i R G o o A

DNA AL R 3 B C 245 2] TIR4F 1Y
WF5E . MAEIL H4FH RNA HI AL B 288 4 R}
S — AR, B LR RNA HERA s
i 5- FH 3 fp s i | 7- FH O S TR 1-FH O SSRGS
2- PR 5 IR0 |6~ T 5 9 Iy N~ T 56 f M s D
N6-H FE R 1204 (N6-methyladenine ,m6A ) . m6A J&
2 RNA AR B rh 5w LAY, AR g 1)
S AL TR SR ™ . AR SO moA B4 5
PRE G R |, R AR R WA R R G e A
Yibs S FNES T HE s VR AL E — 25k, B 7R
Tl RIZ WG T W PR 28 g S A 4 7 1wl

EARA BRAARFAFEA(81972408) ; XX & A A & 47 % R B (2018060401011321)
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1 moA B

moA B & S AR, FEH“H AL,
“HREERA B AR SRR AR Y AN, R
PR TR R RNA 7] LUTE 5% 7% il i A AR T
Fedb 70 5 W AR AR AR R 25 H Ak X Fh i 4
PR B 5 A", B R 3
(methyltransferase like 3, METTL3) . W %% 5% [if
# 14 (methyltransferase like 14, METTLI14) } 1%
HiBh A F RNA 455 )% 518 1 15(RNA binding mo-
tif protein 15, RBM15) . Wilms it J #H 56 & H
(Wilms tumour 1-associating protein, WTAP) Fl vir
FE moA W IEFE R il AH 5C 25 1 (vir like m6A methyl-
transferase associated, VIRMA) 3 [6] 2H it T m6A
HJL 5 7% i 52 A& %) (methyltransferase complex ,
MTC)"  “HgERRAR ", B 5 W AL, 3= 24045 T h
AH 5 #5 F1 (Fat mass and obesity associated protein,
FTO) Fl AIB [7] & 4 5 (AlkB Homolog 5, ALK-
BH5) , fE4k 25 Bk RNA ) moA &1 . 7 — /&
B G R A, E T LUR G moA &1, 5 148
FE L IFPHAT AR AEY) = IhRE o RS gs EEON
A YTH Z5F9 B 2 11 5T . Bz a7 ] LAf2 2 RNA
1) 65 ol B 7R RNA A2 1 | (2 kB8, I 52 )
AR mRNA 159 He FA

2 moA A7 FiT 51 I BB R

2015 452 T A AR SRR R 10.23/10 T1 8%
2011 4F B R 7.1/10 J7 280 ka3, KAk
TR ARG e —r" o i FH I3 PSA K iy
31 e ol = AR AN S, S EOUR AR X A v L
AN DB B AR 2R TG A o X T G B A A i 1 i
SR E K2 30% 1) /A HE e ol 2 SR pT Y i 51
it 9 (castration resistant prostate cancer, CRPC)
fiff PRI S PR B 7 BT R T A S5 43 Fhic

LA K B moA 11 7K 78 7T 51 AR i
B EaET U EEHENEE . A
7% N 54 E CRPC B H G 2] moA &1 K - Tt i il
VIRMA i %35 ; DhfE L, VIRMA 12T+ m6A 151k
- AR HEEUE IncRNAs CCATI Fl CCAT2 13635 , 14
S RS R P A R e e AL

Xif i 4 R R R TS Y T, meA &1 A
KN R B A BN AE, 2T E
ML METTL3 5 VIRMA 1 5 3% 3k W7 45 1l

) R H TS R R A PR IR T
2 RS RIFEAETEWF 5T $2 78 VIRMA [ CCATI il
CCAT2VE R —H 7% & , 5% IGF2BP3 M A —#
Wi 25 11 A2/B1 (heterogeneous nuclear ribonucleo-
protein A2/B1, HNRNPA2BI) .METTLI4 F1¥% U1 %
A 5 09 ALKBHS A R AL A B AT 3k J& 1
A1 i B U Ak S TR R 2R

3 moA BRI IHEIE BB ST

T e s e T 8 R A Bl R b 5 DL %) e g
Z—, 2015 44 [ 5 P 9 b 98 A0 26 R 8.83/10
Ji . HETIZ W e B T SR B R R R A R I
JBEAS: , PRt A YD RE SR AR (R APET A 2 1y 12

i 5% & B mRNA 1 30 25 moA 1& 1 J Fo 8 45
A TE B e N R A A R AT A
R RS R 5  THD A #E SRR ELAARHILA |
METTL3 1 ALKBH5 4 % CUB 45 # 3 & A 1
(CUB domain containing protein 1, CDCPI) mRNA
() moA & , 1M B B2 4% YTHDF1 It J¢ iR 5 CPCPI
mRNA -] moA i 51, e i CDCPI #7% , {2 1k
U P75 T 0 P B 1 200 R I O 0 T g 2R
Fiat et [A FEAFAE METTL3/YTHDF2-m6A &
R A 38 B, G 3E O B I A 4 i S IR SET 45
¥4 488 #5 (1 7 (SET domain containing 7, SETD7) 5
Kruppel #£ A ¥ 4 (Kruppel like factor 4, KLF4) [
mRNA, fiE JF 5% g i F e 17 3E — 2B 5 i
AF4/FMR2 Z % 5 F 4 (AF4/FMR2 family member
4, AFAFF4) . MYC, NF-kB ¥ 1% () WG A S g 4
+ (IKBKB 1 RELA) &) METTL3 45 i) m6A &
M B4R 5 0 METTL3 F1 ALKBH5 W [6) 1 5
i moA &1 75 355 & W % 6 (integrin subunit alpha
6, ITGA6) e sf A i B 42, YTH Z5 M Bl K ik 1R
FH 1 (YTH domain family protein 1, YTHDFI)
YTH 25 #4) 38k ¢ % 2 11 3 (YTH domain family pro-
tein 3, YTHDF3) 5 1454 | {2 i ITGA6 mRNA [
B, 52 M I D R 20 B RN B LG AR AR 2B R
AU TG 5E & B FTO HA5 100 i 155 e Jes 200 i 434
FEFNERE (NI RE , Rl FTO EAG s ALy 254 s
Xof T D 9 P 200 B R AR P 3K SR SR TR R AL
il A % e g (VA T R R R R TR Y UL o

JIev 9 24 v — /N B A D E0R BE O ) 2
L, RD i g S s 248 S e R 240 L, R R 1 A
FAIT IR E RS SCHEAE N, 2R BUME R &
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R . ST & I8 moA B AE 15 B b
JIek 96 A2 1y &4 L s ek e 1 A B b R DG SR T
METTLI14 Fl mo6A & 1i 2 5 NOTCH %2 {4 1 (notch
receptor 1, NOTCHI) mRNA f) RNA £ i 74 , 1fij
NOTCH1 Tr 15 Jbt I 928 62 s 40 A (%) 38 5 . FH 35055
R MR K AR e ) R AR . METTL3
i AFF4 mRNA | moA &4 , JETMAE i#E AFF4 3%
ik, AFF4 5 SRY -box % 3 A F 2 (SRY -box tran-
scription factor 2, SOX2) F1 MYC F& M Ji 8l [X 35,
HLE A fEE SOX2 FI MYC %% 323k, W58 155 bk
JIeo e T 44 ) 1 3R TR S A N R SO RE T o

RNA moA i A B8 mRNA 3555, 1k
T2 1Y PR BT A 5Y IR 4 65 RNA Y 2 . BiF
XN B — R & B METTL3 i@ i 98 ¥ 3F 4 15
RNA f* m6A 5 Wi fifgg 1 1= 5 AIF 5 3 5 Tk 5
METTL3 "] fig 8 i 5 f 4k PR 2% &5 11 (microproces-
sor complex subunit, DGCR8) # HAEH] , H KA
m6A 175 2 IE (6 pri-miR221/222 WL, #E 15
4 W 1% 15 B 5 5K 71 88 11 W] R 9 (phosphatase and
tensin homolog, PTEN ) ) 321k B A% , Fpe 247 115 Dt I
Hh R SRR

4 moA & 2 B E A o ot

B 20 i & — A a3 oK T R R A K VA
2L B A7 7K F i R 7K - b B A AR 5 S S 1 1Y)
U e i & 1 1) 7 N i O P £/ -3g a e = 1) (K7
12 W R D ) e s AR o T A 2R e R e AN
AV 3 A B e S A PR R A R T
— IS B R TN B A L moA B M 4
e SR EE A TR EH moA 5 1Y 36 TR 2 3k R 5 1L
il BE T A

W94 7R METTL3 V] RE 2 5 40 M98 & 2 Lk
Jr RS B — A8 A As ™ . METTL3 38 3
2 1 %2 24 B - 18] 52 % 1k (epithelial mesenchymal tran-
sition, EMT) FI PI3K - Akt-mTOR 3l % 3k 1111 il 2 it
W G AR 2 DIRE , WD 48 L GO/GL B, JF
Yok % A PN A MR 0 AR K . METTL14 W%k S
55 375 T 240 98 20 5 i A B0 B S BRORE G, 5 AR
FAEAE R OEAR G AW TR B E W A g
I PR AE B br i ™ o [RIREAT B 5T N DL UE BT,
METTL 14 135 B2 ¥ 3Z {& P2X 6 (purinergic receptor
P2X 6, P2RX6) mRNA | mo6A (1) 1& i , 5 1
P2RX6 W B P%, 1 ATP 7] DL 7] 838 ik P2RX6 {2 ik

B g A Y aE R Y iE — 2D F Y R W] ATP-
P2RX6 1] GE 33 9 15 Ca* 4 T 11 p-ERK1/2/MMP9
T B, AR R R A M R AR 2R BE
N GKE S 3L Y A R AU 2 (methylenetetra-
hydrofolate dehydrogenase 2, MTHFD2) 4 7 m6A
R R R AV R NN QA 7 S
MTHFD2 ,—>Z 5 B A R0 A , 12 oE sk
155 S K F 2a(hypoxia inducible factor-2a, HIF-2a)
mRNA [ m6A &4 , 358 HIF-20 #1151 HIF-2a
5 1) 15 98 S 3k ok mT AR 20 A SEO0 T ik L A 4
Ji g v BR8P Wi — 1> IE AR5 [0 2%, £ oE Al &
Y e AR AR K S

m6A 2 H 3L ALKBHS Fl FTO [R)FE7E 5 37 B
e b S RN, S BT TS R R A A )
RIT R TR e A i it R Ik FTO FEAIG
PPARG 3t # 7% 7 1a (PPARG coactivator 1 alpha,
PGC-1a) mRNA % 5t A i moA & i 7K S, 88 Jm
PGC-la FRIR , IR & Lo ki A M, 753 8 A0 0
@ IR W= S B < e el it v e o WM i =
ALKBHS il i i mo A {41 77 (A2 € AURORA i
fiti B (aurora kinase B, AURKB) mRNA, ¥75 AURKB
(R, IRAMIE B I A M A 35 5 BE T TE 1l R
R 2, AR IR P g i A= 4

Bl 5 A 0 A5 B 2R R R ) R B 8 & 1) fF
I AR A 22 F DB RY S g 2t 45 5 U G ) R o)
JihEd () 52 e R e NGRS . Z2 IS DA eE B L 4H
3 (the caner genome atlas, TCGA ) B ¥ & H $E HL
mOA B JRE 43 1Y IR B s S AR OC 1y i R AR
B 25 R R moA PR S FE A [ s R BRARFAIE
() 2 i T AR AR 25 TR IR ML XU
PRI IR TE O S e A DG iR A AR W2 i B AR AR
7 TR 35 RH G, 45 4 BEURG B 23+ (cellular adhe-
sion molecules, CAMs)” . “FHZH T " . “Wnt/b-
catenin {557 . —ZHHIFEN DUE M EALHG MET-
TL3,METTL14 F| HNRNPA2B1 =3[R XU P43
A ZAR AR R] AT TCGA HE ) A AP, X
SILTAE Y B E ISR B 6 g7 FIEIE moA A
IR 14 IR 5 PR AR Ay Y5 325 ) A4 i A 8 ) i PR 2%

5  moA BHi7E S AU I ST

SE AL B A0 R T 20~40 % AR R S5 M R
T XA AR 55 b AR L B B S AR
Z—o WRE E MR B e PR RO 22 AL
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TR R A AR, R S X 2 LA B
200 i g A ) B U, (H UM AIR (<50% ) BR ] 1 &
IR o 2 WasE A% 2 X6 T 52 LI 12 i A7 800F
VS TERLRE H T IETERESE

— TR 5 Ay i — 20 1 B moA B E 52 L
A= BE A AR A VR TR AL TR A . METTLS3,
ALKBH5, YTH 45 #4 3 f2, % # 11 1 (YTH domain
containing protein 1, YTHDCI) . YTHDFI,YTHDF2
FIANY— 1% HliA% 2 11 C (heterogeneous nuclear ribo-
nucleoprotein C, HNRNPC) J& 52 JU A 58 41 it Jgd +h
mOA B 1) F 25 A4 JERR A A 5L ds . — It
FEAE W] METTL3 38 52 9875 EMT AH G [ 1 3%
RS 5 S8 U AR T A0 M A L B 0 RS R SR,
JE T RELE IO S8 HL A= 58 200 B TR %) FifJeg S i 1 28 vh
RAFMER . UESE METTL3 W] A Ry 52 U ft 40
JH g BB PN BUS AR . S350 WE5E N DL E
VIRMA I YTHDF3 il i i moA 11 ] 425 fig ik
K S 240 A B 1, I LR 2 3R3R7KF I  AIT Ay
YERR DX 53 1 ORS D 240 R AR A D 20 e, ok S L
A B A R ST BB A R AR

6 RE

TE WA PR 2 8 P i I8 S8 rP RS D0 81 2% 941 B moA
MK LR S 2K 9 mOA AT S 238 1% 19 45
S PR Z IR AR A TR RIS T 17 o moA & i
A 00 10 I DR 8 R 1) e Ak JR el A L B
FLVER, O B 0 DR 2R MR e Wi A A 4R A1 T
BRI o PRI 1 BB B0 15 538 e n] A D IR
F R B UG 0 )= B bR S A BT
TH ke — T B 053k ok T Jeg s 410 ) Je 9 ) A R O
T B I R I A S B M R RS R T

SR, Jid At 22 WL e A% = B T ST A5 Ak T3 46 B
Bro BB BR B 5E R B mOA AH G I #42 4 H
T I R 2 S8 B 98 A A ) B ek 0. R AR
[Fi) B i Jeg 28 8, 42 AL A A AN T] AT BE A Dt P 2
1T BIF 5 BA B 1 05 0k = 22 S M2 A=A i S 22
St I, 5 B0 22 i TR BRI R LU I T
X A AR W s A0 W AR B B PR SO R 5
P BRI A 0 A1 L 5 O 2 A G AE K Y i PR
WE P NARHEATR R RES AR
RO ST AR . DU GA B moA & 1 AH
KT HEBR R PRI, 93 36K L 1036 77 (9 07
o] 15— R

S 3Lk
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