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Berberine Attenuates Myocardial Injury in Diabetic Rats with Myocardial Infarction by Modulating
miRNA (126/92a ) Expression HAN Jun, PENG Ding-feng, HU Yong-jun, TANG Shao-yong,
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ABSTRACT Objective To determine the effect of berberine on myocardial injury in diabetic rats with
myocardial infarction and to explore the underlying mechanisms. Method After successful establishment
of diabetic rats, rats were randomly divided into model group and berberine group, 20 rats in each group,
and another 20 healthy rats were collected as control group. Myocardial infarction model was established by
subcutaneous injection of isoproterenol in diabetic rats. Berberine group was given berberine by intragastrical
gavage ( 100 mg/kg ) from the successful modeling of diabetes mellitus, the control group and model group were
not interfered.MB isoenzyme of creatine phosphokinase ( CPK-MB ) in serum was used to evaluate myocardial
infarction. The changes of myocardial cells were observed by HE staining. The protein levels of CD31 and
vascular endothelia growth factor ( VEGF ) were detected by Western Blot. The expression of miRNA126 and
miRNA92a were detected by real-time PCR. Results Serum CPK-MB in model group was significantly higher
than that in control group and berberine group (P<0.05) . Compared with model group, the degree of cardiac
myocyte hypertrophy and necrosis in berberine group was less. Compared with control group, the expression
of CD31 and VEGF in model group were significantly increased, while the expression of miRNA126 and miRNA
92a in myocardial infarction area decreased ( P<0.05) . Compared with model group, the expression of CD31
and VEGEF in berberine group were significantly higher , while the expression of miRNA126 and miRNA 92a in
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myocardial infarction area of berberine group were lower ( P<0.05) . Conclusions Berberine could reduce

myocardial injury and promote local angiogenesis in diabetic myocardial infarction rats. The mechanism may be by

down-regulating the expression of mMiRNA126 and miRNA 92a.
KEYWORDS Berberine; miRNA126; miRNA92a; diabetic myocardial infarction; myocardial injury
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