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Abstract Objective:Toinvestigate the protective effect and molecular mechanism of apigenin(API) on H9¢2 cardiomyocytes of rats injured
by chemical glucose—oxygen deprivation/restoration( OGD/R ). Methods : Firstly, H9¢2 cells were treated with different concentrations of
cobalt chloride (CoCl,) or 1%0, for 24 h. The cell viability and the expression level of hypoxia—inducible factor—1a(HIF-1la) were
measured to determine the equivalent CoCl, concentration to simulate 1%0,. Then H9¢2 cells were treated with CoCl, or 1%0, and cultured
without glucose for 16 h,and then cultured normally (restoration)for 4 h. Cell viability and HIF-1la expression level were measured
to determine the equivalent CoCl, concentration of the OGD/R model. MTT assay was used to determine the effects of different
concentrations of APl on the viability of H9¢2 cells injured by OGD/R. The content of Caspase—-3 was detected by ELISA. Superoxide
dismutase(SOD ) and lactate dehydrogenase(LDH ) kits were used to determine the contents of SOD and LDH. The expression levels of
Bel =2, Bax,SIRT1,p62 and LC3 II/1 were detected by Wes tern blotting. Results:The results of screening the equivalent CoCl,
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concentration to simulate 190, showed that compared with the control group, the cell viability of CoCl,(0.8 mmol/L.) group was significantly
decreased and the HIF-1a expression was significantly up—regulated (P<0.05);and there was no significant difference between 1% O,
and the above results. Therefore, CoCl,(0.8 mmol/L.) was selected for OGD/R model. Compared with the control group, the cell viability and
SOD content of the OGD/R group were significantly decreased(P<0.05); LDH leakage and Caspase—3 content in the OGD/R group were sig—
nificantly increased (P<0.05) ;the expressions of SIRT1,LC3 [/ I and Bel-2 in OGD/R group were significantly decreased(all P<0.05),
the expressions of Bax and p62 were significantly increased (both P<0.05). Compared with the OGD/R group,the API(0.01-10 pmol/
L) group significantly increased cell viability (P<0.05), 10 wmol/L. API could significantly increase the SOD content of cells(P<0.05),
decrease the LDH leakage and Caspase-3 content (P<0.05),increase the expression of SIRT1,LC3 11/ I and Bel-2 (all P<0.05) and de-
crease the expression of Bax and p62 (both P<0.05).Conclusion: The stable OGD/R injury model of H9¢2 cells can be established by
0.8 mmol/L. CoCl, combined with depriving glucose for 16 h and oxygen—glucose recovery for 4 h. API can protect H9¢2 cells from OGD/R

injury and apoptosis by regulating SIRT1 to enhance autophagy.
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