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Astragalus-containing serum inhibits apoptosis of C2C12 myoblasts by upregulating HSP70 expression”
ZHANG Lei ,ZHOU Feng”
Department of Clinical Laboratory ,Jiangyin Hospital of Traditional Chinese Medicine/]iang yin
Hospital Affiliated to Nanjing University of Chinese Medicine sWuxi,Jiangsu 214400,China

Abstract: Objective To investigate the mechanism of Astragalus-containing serum in inhibiting apoptosis
of C2C12 myoblasts. Methods The apoptosis model of C2C12 myoblasts was established by inducing hydro-
gen peroxide (H,0,). The cells were divided into control group, model group, Astragalus-containing serum
low-dose group, Astragalus-containing serum high-dose group, blank group, HSP70 group, apoptosis group,
and H,O, + HSP70 group. The viability of C2C12 myoblasts was detected by CCK-8. Flow cytometry was
used to detect the apoptosis of C2C12 myoblasts. Western blot was used to detect the expressions of B-cell
lymphoma (Bcl)-2,Bcl-2-associated protein X (Bax) ,activated caspase-3,and heat shock protein 70 (HSP70).
2',7'-Dichlorodihydrofluorescein diacetate staining was used to measure the level of reactive oxygen species
(ROS) in C2C12 myoblasts. Results Compared with the model group, Astragalus-containing serum could sig-
nificantly reduce the apoptosis rate, ROS level,and cleaved caspase-3 and Bax expression of C2C12 myoblasts
induced by H, O, ,and increase the expression of Bel-2 and HSP70 proteins in a dose-dependent manner. After
overexpression of HSP70, compared with the apoptosis group, the apoptosis rate, ROS level, and cleaved
caspase-3 and Bax expression of C2C12 myoblasts in the H, O, + HSP70 group were significantly reduced,and
the expression of Bcl-2 was significantly increased. Conclusion Astragalus-containing drug serum can inhibit
apoptosis of C2C12 myoblasts by up-regulating HSP70 expression.
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