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[ Abstract])

differentiation of P19 cells to cardiomyocyte-like cells.

Objective: To investigate the changes of gp91-phox expression before and after the
Methods: P19 cells were cultured with 0. 9% dimethyl
sulfoxide(DMSO) in suspension for 4 days to form aggregation. Then the aggregates were transferred to tissue
culture dishes for further cultivation up to the 13th day. Cardiac troponin I (¢Tnl) was detected by Western
blot to identify cell differentiation, then the expression levels of gp91-phox were detected by Western blot
before and after the differentiation.  Results; (1) P19 cells induced by 0. 9% DMSO were c¢Tnl-positive at the
7th day, afterwards the expression of ¢Tnl was gradually increased and maintained at a stable level. (2) The

expression of gp91-phox in differentiated P19 cells was higher than that in undifferentiated cells (P<Z0. 05).

Conclusion: The expression of gp91-phox was up-regulated after the differentiation of P19 cells to

cardiomyocyte-like cells indicating the increased oxidative stress level during this process.
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