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Effect of antisense vimentin retrovirus on injured astrocytes
XIA Yong-zhi, LIN Jiang-kai, FENG Hua ( Department of Neurosurgery, Southwest Hospital, Third Military Medical University
Chongqing 400038, China)

Abstract; Objective To investigate the effect of recombinant antisense Vim retrovirus on Vim gene ex-
pression of injured. astrocytes ( AST). Methods The injured AST in vitro was established and divided into two
groups: experiment and control. After transfected with retrovirus carrying antisense complementary DNA ( ¢D-
NA) for vimentin, vimentin gene expression of injured astrocyles was investigated by immunoeytofluoresence,
RT-PCR and Western blotting. Results  The processes of the injured astrocytes transfected by retrovirus be-
came retracted. Transfection of antisense vimentin retrovirus into injured astrocytes also inhibited the growth of
astrocyles and decreased the expression of vimentin at both transeription and translation level. Conclusion
Retrovirus carrying vimentin antisense ¢cDNA could inhibit effectively the growth and vimentin gene expression of
injured astrocyles in vitro.
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