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Effect of pretreatment with Ghrelin on hypoxia/

reoxygenation injury in H9C2 cells

Chen Yingying' Wu Jixiong' Wang liang” et al
('Dept of Cardiology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001;
*Dept of Pharmacology Anhui University of Chinese Medicine Hefei 230032)

Abstract Objective
ry in rat cardiomyocytes. Methods

Cultured H9C2 cells were randomly divided into 4 groups

To determine the effect of pretreatment with Ghrelin on hypoxia/reoxygenation ( H/R) inju—

including control

group H/Rgroup H /R + Ghrelingroup and H /R + Ghrelin + growth secretagogue receptor ( GHSR) siRNA
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group. H/R injury was established by 21 hours of hypoxia and subsequent 6 hours of reoxygenation. Expression of
growth GHSR in HOC2 cells was reduced by siRNA. Apoptosis of H9C2 cardiomyocytes under different treatments
following H/R injury was observed by Hoechst 33258 staining and apoptotic rate was detected by flow-eytometry a—
nalysis. Besides Western blot analysis was performed to detect the expression of the apoptosis related proteins in
each group. Results GHSR was expressed in HOC2 cells and the expression of GHSR could be significantly
knocked down by GHSR—siRNA. Compared with H/R group in H/R + Ghrelin group the myocardium apoptotic
rate was markedly decreased ( P <0.05) the Bcl2/Bax ratio was increased ( P <0.05) and the expression of
caspase-3 protein was decreased ( P <0.05). However compared with H/R + Ghrelin group the apoptotic rate
was increased( P <0.05) the Bel2/Bax ratio was decreased ( P <0.05) and the expression of caspase-3 protein
was up-regulated ( P <0.05) in H/R + Ghrelin + GHSR=siRNA group. Conclusion  Ghrelin provides concrete pro—
tection against H/R injury by inhibiting apoptosis in cardiomyocytes.
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