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Effects of All - trans Retinoic Acid on the Expression of VEGF in Testicular Yolk Sac Tumor Cell Line in vitro. Zhang Haochuan, Bao Xi-
aozhou ,Chen Congde ,et al. Department of Pediatric Surgery,The Yuying Children Hospital of Wenzhou Medical College , Zhejiang 325027 ,
China

Abstract Objective To investigate the inhibitory effects of all - trans retinoic acid on the expression of VEGF in testicular yolk
sac tumor cell line in vitro. Methods By technique of cell culture in vitro ,testicular yolk sac tumor cell line was exposed to ATRA of dif-
ferent concentration. MTT was used to examine the effects of ATRA on proliferation of testicular yolk sac tumor cell line. The VEGF mR-
NA expression levels were determined by semi — quantitative RT — PCR. The protein expressions of VEGF were analyzed by Western blot.
Results  After yolk sac tumor cells were treated with all — trans retinoic acid,the proliferation index decreased markedly. The mRNA and
protein expressions of VEGFE decreased dramatically in a time — dose dependent manner. Conclusion ATRA could inhibit proliferation of
yolk sac tumor cell line,and down regulation of VEGF could be the inhibitory mechanism of ATRA on yolk sac tumor cell line in vitro.
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