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Abstract Objective To explore the role of ABL in cardiomyocytes hypertrophy. Methods H9C2 myocardial cells were stimula-
ted with Angiotensin [l (Angll ). The cell surface area was measured by a - actinin staining. The mRNA expression of atrial natriuretic
peptide (ANP) , brain natriuretic peptide (BNP) and myosin heavy chain beta (B — MHC) was measured by RT — PCR. The protein ex-
pression of AMPKa signaling proteins were detected by Western blot. Results Compared with model group, cell surface area in 5pmol/
L and 10wmol/L ABL treatment group was decreased significantly. The expression of ANP, BNP, B8 — MHC was decreased in a dose de-
pendent manner. The phosphorylation of AMPKa expression was decreased in model group. After treatment with ABL, the levels of phos-
phorylation of AMPKa was up - regulated, and phosphorylation of Akt, mTOR, GSK3B was significantly decreased. AMPKa inhibitor
compound C abolished the protective effect of ABL. Conclusion ABL can protect cardiomyocytes against Ang I induced cardiomyocytes
hypertrophy by regulating AMPKa/Akt/mTOR/GSK3 signal pathway.
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