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ABSTRACT; AIM To investigate the effects of Qiligiangxin ( QLQX) on cell apoptosis through p-Erk/Nrf2
pathway in mice with myocardial infarction ( MI). METHODS The MI mouse models were established by
ligating the anterior descending branch of left coronary artery. The mice were randomly divided into groups for dif-
ferent types of intervention: sham operation and saline; MI and saline; sham operation and QLQX (0.25 g/kg) ;
MI and QLQX (0. 25 g/kg) ; MI and QLQX (0.5 g/kg) ; MI and QLQX (0. 75 g/kg). And the intragastric ad-
ministrations went on for 28 days. Color Doppler ultrasound diagnostic apparatus was used to detect the mice cardiac
function. In vitro, H9¢2 cells were subjected to 12 h treatment of CoCl, (600 pwmol/L) to establish a cardiomyo-
cyte hypoxia injury model, and 24 h QLQX (0.25 mg/mL) and Erk inhibitor (PD98059, 20 wmol/L) pretreat-
ment. Western blot was used to detect the expression of Erk, p-Erk, Nrf2, Bcl-2 and Bax in mouse myocardium
and H9¢2 cells. RESULTS QLQX (0. 25 g/kg) improved the cardiac function of MI mice, up-regulated the ex-
pression of Bel-2, p-Erk and Nrf2, and down-regulated Bax expression. The results of in vitro experiments are con-
sistent with those of in vivo experiments, and Erk inhibitor treatment significantly reversed the effect of cardiotonic

QLQX. CONCLUSION QLQX may promote the Nrf2 expression by activating p-Erk expression to initiate down-
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stream gene expression, thereby alleviate apoptosis in MI mice.

KEY WORDS: Qiligiangxin ( QLQX) ; myocardial infarction (MI) ; apoptosis; p-Erk; Nrf2
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Fig. 1 Effects of QLQX on cardiac function of MI mice
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Fig. 2 Detection of protein expression in mouse myocardium by Western blot (n=3)
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