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[ Abstract] Objective To explore the predictive value of serum tumor necrosis factor ligand superfamily member 18
(TNFSF18) and endothelial cell specific molecule 1 (ESM—-1) for coronary microvascular disease (CMVD) after PCI in patients
with coronary heart disease. Methods A total of 113 coronary heart disease patients who underwent PCI at Shaanxi Provincial
People’s Hospital from July 2021 to September 2022 were selected as the study subjects. The clinical data of the patients were
collected, the serum TNFSF18 and ESM-1 were detected by enzyme linked immunosorbent assay (ELISA) , the patients were
determined occurrence of CMVD according to the coronary flow reserve (CFR) < 2.0. Multivariate Logistic regression analysis
was used to explore the influencing factors of CMVD after PCI in patients with coronary heart disease. The ROC curve was drawn
to explore the predictive value of the serum TNFSF18 and ESM-1 for CMVD after PCI in patients with coronary heart disease.
Results Among 113 patients, 78 (69.0%) developed CMVD. The lymphocyte fraction, serum TNFSF18 and ESM-1 in the
patients with CMVD were higher than those in the patients without CMVD (P < 0.05) . Multivariate Logistic regression analysis
showed that serum TNFSF18 [OR=1.015, 95%CI (1.005-1.024) | and ESM-1 [OR=1.008, 95%CI (1.004-1.012) ] were the
independent influencing factors of CMVD after PCI in patients with coronary heart disease (P < 0.05) . ROC curve analysis showed
that the AUC of the serum TNFSF18 and ESM-1 for predicting CMVD after PCI in patients with coronary heart disease was 0.818
[95%CI (0.740-0.896) |, 0.757 [95%CI (0.666—0.847) |, respectively. The optimal cut—off value was 253 ng/L. and 84 ng/L, the
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sensitivities was 80.8% and 57.7%, and specificities were 74.3% and 82.9%, respectively. Conclusion Serum TNFSF18 and

ESM-1 are the independent influencing factors of CMVD after PCI in patients with coronary heart disease, and they have certain

predictive value for CMVD after PCI in patients with coronary heart disease.
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T
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(0.740~0.896) ] | 0.757 [95%CI (0.666 ~0.847) ] , #x
AERMTE 591253 ng/L. 84 ng/L, RAE 514 80.8% |
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3 itie
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Table 1 Comparison of clinical data and serum TNFSF18 and ESM-1 between the patients with CMVD and the patients without CMVD

sl REHACMVDFE (n=35) BHECMVDE (n=78) oL e ] Pl

B (n (%) ) 28 (80.0) 68 (87.2) 0.974° 0.324

i (rxs, %) 59.8+9.5 61.4+9.8 0.807" 0.422

BMI (% +s, kg/m®) 24.6+2.5 24.5+3.6 —0.097" 0.923
WS (n (%) ) 15 (42.9) 38 (48.7) 0.333" 0.564
RIE (n (%) ) 7 (20.0) 13 (16.7) 0.184" 0.668
IS (n (%) ) 22 (629) 41 (52.6) 1.038* 0.308
WERRAEE (n (%) ) 8 (22.9) 25 (32.1) 0.988* 0.320

i AER L (n (%) ) 2(5.7) 15 (19.2) 3.453° 0.063
PCIE#HE (M (P, Pys) , A 6 (3, 11) 6(4,9) —0.975° 0.426
FFFERE (M (Py, Pys) , mm) 10 (10, 12) 10 (9, 11) —1.191° 0.234
LVEF (M (Py, Pys) , %) 60 (55, 62) 59 (52, 62) —1.127° 0.260
HAML (f+5, x107/L) 6.61 +1.36 6.46 = 1.72 —0.414" 0.680
PRI S (x£5) 0.621 +0.077 0.592 +0.072 —1.873" 0.064
WA (xx5) 0.277 +0.072 0.309 + 0.071 2.154" 0.033
HAZANAE (xxs) 0.074+0.018 0.082 = 0.020 1.970" 0.051
AN (25, x107/L) 471045 4.62+0.52 —0.885" 0.378
MLLEM (M (Py, Pys) , g/L) 146 (139, 152) 143 (134, 151) —1.188° 0.235
M/MRHAL (x£5, x10°/L) 205 + 50 195+ 51 —0.911" 0.364
ALT (M (Py, Pys) , U/L) 28 (19, 34) 23 (16, 35) —0.861° 0.389
AST (M (P, P,s) , U/L) 20 (18, 27) 22 (19, 27) —0.782° 0.434
HEH (xxs, ¢L) 4239 +4.77 42.01 +4.32 —0.426" 0.671

Pk (r£5) 1.57 +0.27 1.58 +0.24 0.328" 0.744

HbA, (M (Py, Pys) , %) 5.90 (5.60, 6.88) 6.20 (5.70, 7.50) —1.414° 0.157
FBG (M (P, P,5) , mmol/L]) 5.50 (4.96, 6.68) 5.58 (5.03, 6.61) —0.102° 0.919
TC (M (Py, Pys) , mmol/L] 3.32 (3.04, 4.01) 3.30 (2.88, 3.82) —0.646° 0.518
TG (M (Py, P,;) , mmol/L) 132 (0.96, 1.78) 1.13 (0,92, 1.47) —1.481° 0.139
HDL-C (55, mmol/L) 1.09 0.25 1.12+0.26 0.665" 0.507
LDL-C (M ( Py, P,5) , mmol/L) 1.72 (1.50, 2.33) 1.62 (1.38, 2.18) —1.187° 0.235
ApoAl (xzs, gl) 130 £0.25 1.28 +0.21 —0.628" 0.531

ApoB (M (P, Pys) , g/L] 0.64 (0.55, 0.79) 0.61 (0.52, 0.75) —1.104° 0.270
ApoE (M (P, P,;) , mg/L) 35.60 (29.40, 41.00) 33.00 (29.50, 38.65) —1.030° 0.303
J§E Ha (M (Py, Py) , mg/dl] 220 (81, 684) 184 (116, 477) —0.006° 0.995
MJRZE (M (Py, Ps) , mmol/L]) 5.96 (4.80, 7.62) 5.73 (457, 6.36) —0.757° 0.449
MWLEF (T+s, pmol/L) 76+ 18 69 + 15 —1.054" 0.136
PRERE (¥+s, pmol/L) 373+98 348 + 81 —1.283" 0.202
M5 TNESF18 (M (Pas, Pys) , ng/L) 184 (144, 265) 396 (271, 652) —5.390° <0.001
MFEESM=1 (M (P, Py5) , ng/L) 40 (19, 73) 102 (50, 200) —4.350° <0.001

1. CMVD=/R NI AGFR RS, LVEF=/5 03 08k, ALT=NERE IS, AST=R&ZREILFERN, HbA, =W Er,
FBG=23 MG ILKE, TC=iHREEL, TC==MtHll, HDL-C=@E#ERHE I EE, LDL-C={% BEARME FIHEEL, ApoA I =ZRIEHE A 1, ApoB=2k
JEE B, ApoE=#E% 1E, TNFSFI18=/{g IR FE I FEUAME N 18, ESM=1= AN M et/ 115 “Foom x M, Tl FonRzib.
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Table 2 Multivariate Logistic regression analysis of the influencing factors

for CMVD after PCI in patients with coronary heart disease
SE Waldy*fi PE  ORfi 95%CI
MO 6119 3790 2.607 0.106 45420 0.270~ 763 721.662
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IMETNFSFI8 0015 0.005  9.091 0003 1015 1.005 ~ 1.024
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Figure 1 ROC curve of serum TNFSF18, ESM-1 for predicting the
CMVD after PCI in patients with coronary heart disease
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