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[ ABSTRACT] Aim To investigate the changes of IncRNA-ZFAS1/Caspase-3 axis in patients with ST-segment ele-
vation myocardial infarction( STEMI) and its relationship with prognosis of emergency percutaneous coronary intervention
(PCI). Methods STEMI patients who received emergency PCl were selected as STEMI group, and the healthy vol-
unteers during the same period were selected as control group.  The expression level of IncRNA-ZFAS1 in peripheral blood
and the content of Caspase-3 in serum were detected. The occurrence of major adverse cardiovascular events( MACE) of
STEMI patients within 6 months after PCI was followed up.  Kaplan-Meier curve was used to analyze the difference of
MACE in patients with different levels of IncRNA-ZFAS1 expression in STEMI group, ROC curve was used to analyze the
predictive value of IncRNA-ZFAS1 for MACE in STEMI patients, Logistic regression model was used to analyze the influen-
cing factors of MACE in STEMI patients. Results The expression level of IncRNA-ZFAS1 in peripheral blood and se-
rum content of Caspase-3 in STEMI group were higher than those in the control group ( P<0.05), and IncRNA-ZFASI1 was
positively correlated with Caspase-3.  The cumulative incidence of MACE in patients with high IncRNA-ZFAS1 expression
was higher than that in patients with low IncRNA-ZFASI expression in STEMI group, IncRNA-ZFAS] expression had pre-

dictive value for MACE in STEMI group.  ¢Tnl peak value, multi vessel disease, and time from onset to PCI, Gensini
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score, IncRNA-ZFAS1 and Caspase-3 were the influencing factors of MACE in STEMI patients.

Conclusion The In-

cRNA-ZFAS1/Caspase-3 axis was significantly changed in STEMI, and IncRNA-ZFAS1 expression level and Caspase-3

content were increased, which were related to MACE after PCI.
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Figure 1. Comparison of IncRNA-ZFAS1 and
Caspase-3 between STEMI group and control group
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expression in peripheral blood and serum

Caspase-3 content in patients with STEMI
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Table 1. Univariate analysis of prognostic factors in STEMI patients
SES MACE 4 (n=30) 4 MACE #.# (n=138) %% P
B[ B(% )] 17(56.67) 85(61.59) 0.251 0.616
ik % 62.81+13.82 59.93£17.57 0.842 0.401
BMI/ ( kg/m*) 23.18+6.48 22.74+7.14 0.311 0.757
LT/ [ (% ) ] 20(66.67) 60(43.48) 5.312 0.021
BRI/ LB %) ] 12(40.00) 31(22.46) 3.979 0.046
455 (x10°/1) 11.35+2.25 10.77+3.26 0.926 0.356
ML/ (g/L) 117.68+32.39 128.76+36. 57 1.532 0.127
/MR (x10° /1) 226.46+75. 82 209.48+83.95 1.021 0.309
TC/ ( mmol/L) 5.350.89 5.14+0.94 1.119 0.265
TG/ ( mmol/L) 2.12£0.65 2.02+0.51 0.923 0.357
Tl W{H/ (pe/L) 55.28+10. 14 41.73+7.27 8.562 0. 000
LA/ (%) ] 22(73.33) 68(49.28) 5.734 0.017
IR ZE PCI W} [a]/h 5.67+0.94 3.94+0. 89 9.547 0.000
Gensini 4 82.93+14.15 73.37£12.91 3.610 0.001
IncRNA-ZFAS1 1.76+0.51 1.2920.39 5.643 0.000
Caspase-3/(ng/L) 37.60+6.23 27.95+11.21 4.557 0.000
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Table 2. Logistic multivariate analysis of prognostic factors in STEMI patients

K% B OR 95% CI Wald x P

e IR 0.284 1.237 0.738 ~2.019 1.123 0.208
BEIRIR 0.317 1.312 0.847 ~2.571 1.485 0.125
Tl W&{H 0.285 1.385 1.087 ~2.856 6.221 0.006
ES AL 0.341 1.309 1.024 ~3.092 4.575 0.027
K9 ZE PCI IfH] 0.496 1.416 1.104 ~2.952 5.872 0.012
Gensini 143 0.441 1.388 1.065 ~2.575 5.273 0.018
IncRNA-ZFASI 0.672 1.502 1.211 ~3.474 7.585 0.000
Caspase-3 0.575 1.245 1.078 ~2.314 5.019 0.021
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