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The changes of the expression of p22-phox before and

after P19 cells differentiating into cardiac myocytes
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Abstract Objective

To investigate the change of the expression of p22-phox before and after P19 cells differenti—
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ating to cardiac myocytes. Methods Appropriate P19 cells were chosen which were cultured in vitro with 0. 9%
dimethyl sulfoxide( DMSO) then the induced cells were collected at different times. Western blot of cardiac tropo—
nin I ( ¢Tnl) was used to identify cell differentiation and detect the level of p22-phox before and after the differen—
tiation. Results (1) On the 8th day ¢Tnl was detected positive in P19 cells which were cultured with 0.9% DM-
SO then the expression of ¢Tnl was increased with statistical significance( P <0. 05) . (2) The expression of p22-
phox in differentiated P19 cells was higher than that in undifferentiated P19 cells with statistical significance( P <
0.05) . Conclusion The expression of p22-phox increases during the differentiation of P19 cells to cardiac myo—
cytes and the level of oxidative stress increases.
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