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[ Abstract] ;: Objective To evaluate the mechanism of erythropoietin ( EPO) in combination with granulocyte — colony stimula-
ting factor (G — CSF) on hypoxia cardiomyocytes protection. Methods The air in the cultural medium was changed by 95% N, and
5% CO, for hypoxia cardiomyocytes. Cardiomyocytes were divided into five groups: normal cardiomyocytes, hypoxia cardiomyocytes,
hypoxia cardiomyocytes treated with EPO, hypoxia cardiomyocytes treated with G — CSF, and hypoxia cardiomyocytes treated with EPO
in combination with G — CSF. Twenty four hours after hypoxia, cardiomyocytes were collected. Bel =2, Bax, Caspase —3 mRNA level
were determined by Northern — blot analysis and Bcel —2, Bax, cytochrome C, P — STAT -3, Caspase — 3 protein level were deter-
mined by Western — blot analysis in each group. Results Model of hypoxia cardiomyocytes was established successfully. Compared
with that in the hypoxia group, the survival rate of hypoxia cardialmyocytes was higher and the apoptotic rate and total necrotic rate were
lower significantly in EPO, G — CSF and combination groups ( P <0.01) , meanwhile, the expression of Bel —2 was upregulated, Bax
and Caspase —3 were downregulated significantly in group EPO, G — CSF and combination ( P <0.01), and these changes were more
remarkable in the combination group than that in the EPO or G — CSF group. Cytochrome C was much downregulate in EPO, G — CSF
and combination group ( P <0.05), P —STAT -3 expression was upregulated in combination group ( P <0.05). Conclusion For
hypoxia cardiomyocyte, combination treatment of EPO and G — CSF shows better protective effects by activating both chondriosome and
JAK - STAT signaling pathways.
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