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Down-regulation expression of transforming growth factor-f, in the hippocampus of the disorders of cortical developments rat models
Zhang Jiangang' ,Song Yanbo® ,Zhang Yi' ,He Xing' ,Feng Fei' ,Yan Yong'”®
(1. Department of Neurology ;2. Department of Oncology s First Af filiated Hospital ,
Chongqing Medical University ,Chongging 400016 ,China)

Abstract:Objective To study the expression of transforming growth factor-8, (TGF-8,) and to investigate the epileptogenic
mechanism and the mechanism of morphological changes in the hippocampus of the disorders of cortical developments(DCDs) rat
models. Methods The DCDs rat models were established. The expression changes of TGF-8, in the hippocampus of the P 60 d off-
spring were analyzed by using immunohistochemistry, Western blot and quantitative PCR. Results Compared with the control
group,the protein expression and the RNA expression of TGF-#; in the hippocampus of the DCDs rat models were both significant-
ly lower(the protein expression:0. 6040, 17 vs 0. 9240, 19; P<0. 05,the RNA expression:0. 48+0.07 vs 1. 12+0. 16 ; P<(0. 05).
Conclusion These results suggest that the TGF-8, can play an important role in disorder migration of hippocampal neurons in the
DCDs rat models.
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