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ABSTRACT Objective: To investigate the predictive value of serum angiopoietin-like 4 (ANGPTL4) combined with Nesfatin-1 in
patients with acute ST-segment elevation myocardial infarction (ASTEMI) non-reflux after percutaneous coronary intervention (PCI).
Methods: A total of 339 patients with ASTEMI who were admitted to our hospital from February 2017 to October 2020 were selected,
and they were divided into no reflow group (TIMI blood flow level 0~2, 61 cases) and normal blood flow group (TIMI blood flow level
3, 278 cases) according to the classification of thrombolytic therapy (TIMI) for postoperative myocardial infarction. The baseline data,
serum levels of ANGPTL4 and Nesfatin-1 and laboratory indexes were compared between the two groups. Multivariate Logistic
regression analysis was used to analyze the influencing factors of patients with ASTEMI no reflow after PCI. The receiver operating
characteristic (ROC) curve was used to analyze the efficacy of serum ANGPTL4 and Nesfatin-1 in predicting patients with ASTEMI no
reflow after PCL Results: The age, heart rate before PCI, left ventricular mass index (LVMI), shock index, coronary artery spasm, blood
glucose, length of coronary artery lesions, number of coronary artery lesions, leukocyte count, neutrophil count, creatine kinase
isoenzyme (CK-MB) and cardiac troponin I (cTnl) in the no reflow group were higher than those in the normal blood flow group (P<<
0.05), systolic blood pressure, left ventricular ejection fraction (LVEF), the levels of serum ANGPTL4 and Nesfatin-1 were lower than
those in normal blood flow group (P<<0.05). Low level of Nesfatin-1, low level of ANGPTLA, high shock index and coronary artery
spasm were the risk factors of patients with ASTEMI no reflow after PCI (P<<0.05). The area under the curve (AUC) of patients with
ASTEMI no reflow after PCI predicted by ANGPTL4 and Nesfatin-1 was 0.885, which was higher than 0.751 and 0.725 predicted by
ANGPTLA and Nesfatin-1 alone. Conclusion: The levels of serum ANGPTLA4 and Nesfatin-1 decreased in patients with no reflow after

* AT H HIRA A RBEIE A 5H (18JR3RA4408 )
VEZ R AT (1972-), 5, AK}, B FAEBE T, 55 )5 1] : 202 E2 4%, E-mail: s13919914076@163.com
o EIPER EEW(1979-), B Wi+, FARBEI, #5377 : 22 %, E-mail: 1558284220@qq.com
(Wi H - 2022-04-20 4557 H 191:2022-05-17)



DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol22 NO.22 NOV.2022

- 4305 -

PCI, and the decreased levels of serum Nesfatin-1 and ANGPTL4 are closely related to the occurrence of patients with ASTEMI no

reflow after PCI, which had a certain predictive value for patients with ASTEMI no reflow after PCIL.
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Table 1 Comparison of serum ANGPTL4, Nesfatin-1 and clinical data between the two groups

Items No reflow group(n=61) Normal blood flow group(n=278) t/U/y? P
Male 38(62.30%) 163(58.63%) 0.278 0.598
Age(years) 70.13+6.56 65.85+4.72 5.940 0.000
Diabetes 42(68.85%) 159(57.19%) 2817 0.093
Hyperlipidemia 38(62.30%) 145(52.30%) 2.069 0.150
Hypertension 39(63.93%) 165(59.35%) 0.438 0.508
Smoking history 37(60.66%) 133(47.84%) 3.286 0.070
Drinking history 35(57.38%) 129(46.40%) 2412 0.120
Systolic blood pressure(mmHg) 112.35+6.74 132.52+9.35 15.955 0.000
Diastolic blood pressure(mmHg) 78.15+6.09 77.42+6.11 0.846 0.398
Heart rate before PCI(beats/min) 79.65+£10.51 73.05+10.24 4.537 0.000
Shock index 0.71+0.21 0.55+0.12 8.065 0.000
Infarct related artery
Anterior descending branch 29(47.54) 126(45.32%) 0.469 0.791
Cyclotron branch 20(32.79) 86(30.94%)
Right coronary artery 12(19.67) 66(23.74%)
Number of stents placed(pieces) 1.53+0.36 1.62+0.51 1.308 0.192
Length of coronary artery lesions(mm) 17.05(12, 19) 15.02(12, 18) 4.686 0.000
Number of coronary artery lesions
1 13(21.31%) 109(39.21%) 34.131 0.000
2 19(31.15%) 129(46.40%)
Three or more 29(47.54%) 40(14.39%)
Unstable plaque rupture 3(4.92%) 11(3.96%) 0.117 0.733
Coronary artery spasm 16(26.23%) 32(11.51%) 8916 0.003
Coronary dissection 1(1.64%) 2(0.70%) 0.483 0.487
Preoperative TIMI blood flow
classification
Level 0 25(40.98%) 151(54.32%) 3.447 0.063
Level 1 36(59.02%) 127(45.68%)
Vessel diameter at coronary artery
lestons(anm) 2.04(1,3) 3.05(2,4) 11.631 0.000
There was a thrombus at the lesion 15(24.59%) 69(24.82%) 0.559 0.455
Post balloon dilation 17(27.87%) 75(26.98%) 0.963 0.326
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Table 1 Comparison of serum ANGPTL4, Nesfatin-1 and clinical data between the two groups

Items No reflow group(n=61) Normal blood flow group(n=278) t/Uly? P
LVEF(%) 58.11(52,65) 62.04(58,69) 5423 0.000
LVMI(g/m?) 113.26+16.35 105.24+12.24 4.341 0.000
Blood glucose(mmol/L) 7.89+1.57 6.03+£0.35 17.910 0.000
Uric acid(pmol/L) 353.06+63.78 352.16+62.35 0.102 0.919
Alanine aminotransferase(U/L) 37.85+3.71 37.15+3.26 1.480 0.140
Aspartate Transferase(U/L) 48.09+5.62 47.92+5.13 0.230 0.818
Leukocyte count(x10°%/L) 15.02+2.65 10.66+2.71 11.424 0.000
Neutrophil count(x10%L) 9.52+2.39 7.09+1.42 10.509 0.000
CK-MB(U/L) 85.35+23.16 62.14+18.47 8.467 0.000
cTnl(pg/L) 1.02+0.21 0.72+0.19 10.953 0.000
Hemoglobin(g/L) 130.25+6.35 131.52+6.42 1.402 0.162
ANGPTLA4(mg/L) 20.35+6.09 35.15+10.18 10.926 0.000
Nesfatin-1(ng/L) 35.12+6.32 61.24+13.71 14.532 0.000

2.2 £ A% Logistic E]J343 47 ASTEMI 2 PCl RFEETE
M mEE

PEREAERS . I 45K LVMI PCI RAj.O R, KTeis 8.
LVEF | 08 5 Jiows 28 K B et o 28 &b 148 542 e ik 28
(AL : 0= 15, 1= 2 ) ks 28 S8 (WRE - 0=1 32, 1=2 ST L
) A g g Ak 40 iR 1% .CK-MB ¢ Tnl  Nesfatin-1

ANGPTLA A H AR i (L2 R F(EIRA ), ¥4 ASTEMI 3%
PCI RJG 2GR ETERORME 0= 5, 1=22) W EZE, W5
BT AR R, TR BN KUK Nesfatin-1, /K-
ANGPTLA | =K e 6%k ek ZE & ASTEMI f3% PCI ARG %
HETERMAERRE(P<0.05), W% 2,

3 2 Z£EE Logistic )35 #7 ASTEMI £& PCI RIEREX SR HIME R

Table 2 Influencing factors of no reflow after PCI in patients with ASTEMI by multivariate Logistic regression analysis

Variable B SE Waldy? OR(95%CI) P
Nesfatin-1 1.048 0.295 12.624 2.853(1.600~5.087) 0.000
ANGPTLA4 0.883 0.340 6.745 2.419(1.242~4.711) 0.009
Shock index 0.579 0.261 4.926 1.784(1.070~2.974) 0.026

Coronary artery spasm 0.387 0.171 5.094 1.472(1.052~2.059) 0.024

2.3 ROC #iZ&k & Bk &R FME

1L} ANGPTL4 Nesfatin-1 i jil] ASTEMI f # PCI RJ5
R TC S Y e A U (Dl 30 mg/L 50 ng/L, ik I
(area under the curve, AUC) Jy 0.751.0.725, B:& ANGPTLA,
Nesfatin-1 Fiilll ASTEMI 3% PCI R J5 & E L E A AUC N
0.885, /T ANGPTL4 Nesfatin-1 By , 3% 3 fiE 1,

3 318

RESEAR S Bl ik 78 73 iz B AE S P O JJURE S 0 A8 B v e
B REEIMAEN, PCLZ 2O UL B 2 B TE ) 32006
Y705 AR HE A UE S A i T AN — S AR Y
O WUHHEE, ASTEMI B4 PCLARJE JCE F A A HLH]
ARGE W, B BT WoR HAG AE S L AR BT N B g
P07 LA D RERRLAS |l L P98 45 7 | L/ A R
TERAFEA R, RS PCUARJS R WA AR 2 TH5 &)
A Bl TIPS 0 A KU , il 5 i PRYG 7 , 2 ASTE-

% 3 ANGPTLA Nesfatin-1 Fijll ASTEMI 2 PCl R % & T & HAI%8E
Table 3 Efficacy of ANGPTLA4 and Nesfatin-1 in predicting no reflow after PCI in patients with ASTEMI

Indexes AUC(0.95CI) Threshold value Sensitivity(n/N) Specificity(n/N) Jordan index Accuracy(n/N)
Nesfatin-1 0.725(0.488~0.956) 50 ng/L 0.738(45/61) 0.703(52/74) 0.441 0.719(97/135)
ANGPTL4 0.751(0.529~0.972) 30 mg/L 0.770(47/61) 0.730(54/74) 0.500 0.748(101/135)
Combined 0.885(0.796~0.978) - 0.885(54/61) 0.892(66/74) 0.777 0.889(120/135)
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Fig.1 ROC curve of ANGPTL4 and Nesfatin-1 predicting no reflow after
PCI in patients with ASTEMI
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