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Influence of retinoic acid on apoptosis and related genes expression in suckling rat myocardial cell”
Nie Yuanyuan' ,Qiu Xiaogiang*”
(1. Department of Cardiology A f filiated Hospital ;2. College of Public Health ,Guilin Medical
University ,Guilin,Guangzxi 541001, China)

Abstract: Objective To explore the influence of retinoic acid(RA) on apoptosis and related genes and apoptosis protein expres-
sion in suckling rat myocardial cell. Methods Balb/c suckling rat myocardial cells were performed the original generations cultiva-
tion, purified for obtaining myocardial cells and treated by different concentrations of retinoic acid(0.5,1.0,2.0,4. 0 pmol/L). Af-
ter 24 h,the morphology and pulse status of myocardial cells in various groups were observed under phase contrast microscope. The
apoptosis rate of myocardial cells was detected with flow cytometry. The apoptosis-related gene Fas, Fasl mRNA expression were
determined by RT-PCR. Western blot technique was adopted to detect expression of Fas, Fasl protein in suckling rat myocardial
cells apoptosis. Results  Different concentrations of RA had different influence on myocardial cells. Compared with the control
group, the low concentration group(0. 5,1. 0 pmol/L) had no obvious influence on the morphology and pulse of myocardial cells, the
expression of Fas and Fasl mRNA / protein was increased without statistical difference(P>0. 05). However,in the RA concentra-
tion>>2. 0 pumol/L,the damage of myocardial cells was obvious, pulse was weakened.apoptosis was increased and Fas,Fasl mRNA
and protein expression were significantly increased(P<C0. 05). Conclusion High concentration of RA has obvious inhibiting effect

on myocardial cells and promotes apoptosis. which is closely related with Fas, Fasl mediated death receptor signal transduction

pathways.
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