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Protective effect of Yiqi Fumai Lyophilized Injection against Doxorubicin -
induced cardiotoxicity in H9c2 (2-1) cell
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Abstract: Objective To investigate the protective effect of Yiqi Fumai Lyophilized Injection (YQFM) against Doxorubicin (Dox)-
induced cardiotoxicity in H9¢c2 (2-1). Methods HO9c2 (2-1) myocardial cells were randomly divided into control group, model
group (cells treated with DOX at the final concentration of 0.3 umol/L for 48 h), YQFM low, medium and high dose (125, 625, and
3 125 g/mL) group (pretreatment with YQFM for 2 h, and then adding DOX of a final concentration of 0.3 pmol/L). Cell viability
was detected with CCK-8 assay. Cells LDH and ATP levels were examined using LDH and ATP kits. Cell death was measured by
Hoechst 33258 stain assay. The mitochondrial membrane potential was detected by JC-1. Caspase-3 protein expression was evaluated
by Western blotting. Results Compared with model group, YQFM medium and high dose group significantly increased the cell
survival rate (P < 0.05 and 0.01), low and high dose group significantly improved cell apoptosis; LDH activity of low, medium and
high dose group was significantly decreased (P < 0.05 and 0.01), ATP content increased significantly (P < 0.05 and 0.01), and the
mitochondrial membrane potential was restored. Conclusion YQFM inhibited DOX-induced cardiotoxicity in H9¢c2 (2-1), the
possible mechanisms may be related to the inhibition of activation of mitochondrial apoptotic signaling pathway.
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Fig. 1 Effect of YQFM on DOX-induced cytotoxicity in
cell viability of H9¢2 (2-1) cells (x £s, n=3)
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Fig.2 Effect of YQFM on LDH enzyme content induced
by DOX in H9¢2 (2-1) cells (x £s, n=3)
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Fig. 3 Effect of YQFM on intracellular ATP levels induced
by DOX in H9¢2 (2-1) cells (x s, n=3)
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Fig. 4 Effect of YQFM on apoptosis of H9¢2 (2-1) cells induced by DOX ( x 200, Hoechst straining)
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