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Abstract: Objective: To explore the protection and mechanism of berberine hydrochloride on H9C2 myocardial cell injury
induced by H,0,. Methods: Randomly divided H9C2 myocardial cell into the control group, the model group (treated with 200
umol/L H,0,), the berberine hydrochloride plus H,0, group (treated with 10 umol/L berberine hydrochloride and 200 pmol/L
H,0,) and the berberine hydrochloride plus Tat-beclin1 plus H,O, group (treated with 10 umol/L berberine hydrochloride ,
1 umol/L Tat-beclin1 and 200 umol/L H,O,. Detected cell viability by MTT method, detected cell injury by Lactate
dehydrogenase (LDH) method, analyzed cell autophagy by immunofluorescence assay, and detected the expression of cell
beclin1 by Western Blot method. Results: Compared with those in the control group, H9C2 cell viability in the model group
was significantly decreased, LDH release was significantly increased, LC3 green fluorescent was increased and the protein
expression of beclin1 was significantly decreased (P < 0.05). Compared with those in the model group, H9C2 cell viability in
the berberine hydrochloride plus H,O, group was significantly increased, LDH release was significantly decreased, LC3 green
fluorescent was decreased and the protein expression of beclin1 was decreased (P < 0.05). Compared with those in the
berberine hydrochloride plus H,O, group, H9C2 cell viability in the berberine hydrochloride plus Tat—beclin1 plus H,0O, group
was significantly decreased, LDH release was increased and LC3 green fluorescent was increased (P < 0.05). Conclusion:
Berberine hydrochloride can effectively relieve H9C2 myocardial cell injury and cell autophagy induced by H,O,, and its
mechanism may be related to the inhibition of the expression of beclin1, which can provide experimental basis and theoretical
basis for the prevention and treatment of berberine hydrochloride for myocardial cell injury in clinical practice.
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