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Phalloidin stabilizes MHC gene expression of cardiomyocyte treated by mechanical

stretch in combination with ischemia and hypoxia

LI Xiao-dong, HUANG Yue-sheng, YUAN Zhi-giang, SU Yong-ping, JIANG Jiamrxin (Stale Key Laboratory of Trauma, Bums and
Combined Injury, Institute of Bums Southwest Hospitab Third Military Medical University, Chongging 400038 China)

Abstract. Objective To investigate the effects of phalloidin on MHC gene expression of cardiomyocyte treated
by static stretch in combination with ischemia and hypoxia in vitro. Methods Cardiomyocytes were cultured in vitro
and stimulated by mechanical stretch in combination with ischemia and hypoxia. Before and after addition of phalloi-
din into culture media, the changes of MHC gene expression was detected by RT-PCR and analysis were carried out
using gel image analysis software. Results Static mechanical stretch on cells resulted in an increase of both  and 3
MHC. but B-MHC increased more obviously. In cells treated with ischemia and hypoxia, changes of MHC gene
changing from a to 3 accelerated. At 12 h after treatment, the sum of @ and 8 mRNA expressions were down regulat-
ed. When static mechanical stretch was added in cells treated with ischemia and hypoxia, the change from a to 3 ex-
aggeraled. The expression of the two genes decreased at 12 h afler treatment. In phalloidin treatment group, MHC
genes maintained normal expression to some extent in contrast with the fomer group. Conclusion Mechanical
stretch combined with ischemia and hypoxia down-regulates MHC gene expression in cardiomyocytes, which might be
one of the factors leading to cardiac dysfunction during the early stage after bumn, and phalloidin can alleviate the
changes to a certain extent.
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