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[Abstract] Objective To investigate the role of microRNA-21 (miR-21) in predicting the collateral cir-
culation in patients with coronary chronic total occlusions (CTO). Methods Ninety-five patients with coro-
nary heart disease who were prompted by coronary angiography for CTO were divided into the well group (53
cases) and the poorly group (42 cases) according to the coronary collateral circulation, another 30 patients
with normal coronary angiography were selected as the control group. The level of miR-21 was determined by
real-time quantitative reverse transcription polymerase chain reaction, hypoxia-inducible factor-la (HIF-1q)
was detected by ELISA. Logistic regression analysis was used to analyze the influencing factors of the coro-
nary collateral circulation formation. The receiver operating characteristic curve (ROC curve) was applied to e-
valuate the predictive efficacy of miR-21 on the coronary collateral circulation in patients with CTO. Results
The levels of miR-21 and HIF-1qa significantly increased in the well group compared with the poorly group
(P<C0.05) ;the levels of miR-21 and HIF-1« significantly decreased in the CTO group compared with the con-
trol group (P<C0. 05) ;the level of miR-21 was positively correlated to the HIF-1o expression (r=0. 804, P<
0.05). Both miR-21 (OR=14. 762,95% CI 2. 395—6. 164, P<C0. 05) and HIF-1a (OR=12.906,95% CI
11.774—15. 048, P<C0. 05) were the predictors indicating well developed coronary collateral circulation forma-
tion in the CTO patients; miR-21 could effectively distinguish whether the coronary collateral circulation for-
mation was good or not (AUC was 0. 93, P<C0. 05). Conclusion The level of circulating miR-21 significantly
increases in the well group,and it can be used as a biomarkers to distinguish whether the collateral circulation
of patients with coronary heart disease CTO lesions is good or not.
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