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Effect of rapamycin on growth and apoptosis of testicular yolk sac tumor cells LIN~Xiaokun, WANG Yongbiao, ZHAO Yiming, et
al. Department of Pediatric Surgery,the Second Affiliated Hospital and Yuying Childien's Hospital of Wenzhou Medical University,
Wenzhou 325027, China

[ Abstract ] Objective To investigate the effect of rapamycin ormthe growth and apoptosis in testicular yolk sac tumor(YST)
cells. Methods The testicular YST cells were treated with rapamycinofidifferent concentrations (1nmol/L, 10nmol/L, 50nmol/L
and 100nmol/L). The growth rate for testicular YST cells wastevaluatedyby CCK-8 method, the cell cycle and apoptosis rate were
determined by flow cytometry. Results Rapamycin<inhibited” the growth of testicular YST cells in a concentration and
time—dependent manner(P<0.05). Rapamycin at all concéntrations except 1nmol/L induced the apoptosis of testicular YST cells,
and also induced cell cycle arrest at GO/G1 phase (P<0/05). 4 Conclusion Rapamycin can significantly inhibit the cell growth and
induce the apoptosis of testicular YST cells.
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