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[Abstract| Objective

To investigate the effects of hypoxia on the expression of Stat3 and p-Stat3,and assessed the apoptosis

ability of JAR cells in vitro. Methods JAR cells were cultured under hypoxic conditions. Western blot were used to determine the

protein expression of Stat3 and p-Stat3. Cellular apoptosis was monitored by flow cytometry analysis. Results

Abnormal morpholo-

gy changes in trophoblast cells under low oxygen conditions. After 48 h hypoxic treatment, the protein of Stat3 and p-Stat3 were

significantly decreased(P<C0. 05) ;however, the level of apoptosis was significantly increased (P<C0. 05). Conclusion

Stat3 and p-

Stat3 protein levels were decreased under hypoxia circumstance, while the cell apoptosis ability was increased in JAR cells.
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