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[ Abstract] Objective To explore the regulation and protective effect of berberine on hyperglycemic-induced
AMPK-AS160-GLUT4 pathway in cardiomyocytes. Methods Rat H9¢2 cardiomyocyte cell line was cultured in vitro,
and were divided as normal control group,high glucose model group and different concentrations of berberine group (25,
50,100 pmol/L) and treated separately. Cell proliferation and toxicity were detected by cck-8 assay; Annexin V-FITC/
PI double staining was used to observe the effect of berberine on apoptosis of high glucose-induced cardiomyocytes ; ob-
servation of myocardial cytoskeleton by ghost pen ring peptide staining. he effects of berberine on the expression of hy-
perglyceme-induced cardiomyocyte adenylate activated protein kinase ( AMPK) , phosphorylated glucose metabolism reg-
ulatory protein (p-as160) , glucose transporters 4 ( GLUT4) and pyruvate dehydrogenase (PDH) were determined by
Western blot. Results CCK-8 test results showed that the cell viability of cardiomyocytes induced by high glucose in
the 100 pmol/Lberberine group was significantly higher than that in the model group (P <0.05). Annexin V-FITC/PI
double staining results showed that the apoptosis rate of cardiomyocytes in the 100 wmol/L berberine group was signifi-
cantly lower than that in the model group (P <0.01). Myocardial cytoskeleton observations show that berberine can im-
prove myocardial cell hypertrophy. Western blot results showed that the phosphorylation degree of AMPK and AS160 in
the berberine group was significantly higher than that in the model group(P <0.01). The content of pyruvate dehydro-
genase( PDH) in the 100 pwmol/Lberberine group was significantly higher than that in the model group(P <0.01). The
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GLUT4 content in the myocardial cell membrane in the 50 and 100 wmol/Lberberine group was significantly higher than

that in the model group( P <0.01). Conclusion Berberine can alleviate myocardial cell injury induced by high glucose

and improve the glucose metabolism efficiency of myocardial cells,and its mechanism may be related to the regulation of

ampk-as160-glut4 signaling pathway.
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