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Effects of antisense GFAP retrovirus on cell proliferation and differentiation of human

glioma cell line

ZHAO Wenl, SHI Jing*quanl, BIAN Xiuwvul, WAN Yingz, LU JiaJyoul( 'Institute of Pathology, Southwest Hospital, “Institute of Im-
munology, College of Medicine, Third Military Medical University, Chongqging 400038, China)

Abstract: Objective To obsewe the effects of suppression glial fibrillary acidic protein (GFAP) gene expres-
sion on the biological features of human malignant glioma cells in virn. Methods A recombinant retrovirus expres-
sion vector containing 1.1 Kb GFAP ¢DNA in the antisense orientation was constructed. The human glioma cell line,
CHG-5, was infected with the suspension of this retrovirus after its packing and concentrating. RT-PCR, in situ hy-
bridization as well as immunocytochemical method were employed to identify the expression of GFAP gene and its pro-
tein. The infected and control glioma cells were analyzed for the alterations of cell cycle progression, morphology,
and cell growth features by using flowcytometry, cloning-fomation on soft agar and other methods. Results The ex-
pression of GFAP mRNA and its protein were reduced or even eliminated in CHG-5 cells infected with antisense
GFAP retrovirus. In contrast to the contwl, GFAP-negative CHG-5 cells demonstrated profound morphological alter-
ations and marked cellular atypia. Cell proliferation rate and their tumorigenecity i vifro were also enhanced. Cell
gycle analysis results revealed that cell proportion of S and G»/M phases was increased significantly . Conclusion
These results illustrate that suppression GFAP gene expression has affected CHG-5 glioma cell morphology, and en-
hanced their growth and tumorigenesity. The data also suggest that GFAP gene might play a key role in determination
of differentiation and certain malignant biological features of glioma cells.
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