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Experimental Study of Modified Jiawei Danshen Decoction on the Protection of Hypoxia/Reoxygenation
Myocardial Cells Injury by Inhibition of p38MARK Expression in Neonatal Rats
CHEN Cong, LIAO Jing, LI Xin, SONG Houpan, HUANG Zhengde*
(Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To observe the protective effect of modified Danshen Decoction containing serum on p38MARK
expression in myocardial cells of hypoxia/reoxygenation (H/R) neonatal rats and ivvestigate its underlying molecular mechanisms.
Methods Cardiomyocytes from 20 neonatal SD rats were primary cultured, and the built H/R models were randomly divided into
H/R group, SB203580 group (p38MAPK inhibitor group), modified Danshen Decoction—containing serum group, and the normal
cultured cardiomyocytes were as the control group. Cardiomyocytes were identified by T cell chemical staining method, and
the morphologic changes in cardiomyocytes were observed by the Rhodamine B staining. Cytotoxicity of drug-contained sera
was determined by the MTT method. Expression of MAP Kinase Kinase 3 (MKK3), MKK6, p38MAPK, and phospho-p38MAPK
were measured by the Western blotting. Results Compared with the normal serum control group, the expressions of MKK3 and
MKK6 were increased in H/R group, which was not altered by SB203580 and modified Danshen Decoction; The levels of
p38MAPK and phospho -p38MAPK at H/R were increased, while the p38MAPK and phosphop -38MAPK expression in

SB203580 and modified Danshen Decoction groups were decreased. Conclusion The modified Danshen Decoction could protect
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cardiomyocytes and decrease H/R -induced myocardial cells injury by inhibiting the expression and phosphorylation of

p38MAPK through the inhibition of its p38MAPK signaling pathway .

(Keywords] modified Danshen Decocotion; cardiomyocytes; hypoxia/reoxygenation; p38MAPK signaling pathway; MAP

Kinase Kinase 3; MAP Kinase Kinase 6; Salvia miltiorrhiza; sandalwood; red peony root
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