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Relationship between GFAP and malignant degree of astrocytoma
HUANG Qi-lin, ZHANG Yun-fu, ZHANG Ke-cheng (Department of Neurosurgery, Xingiao Hospital, Third Military Medical University,
Chongging 400037, China)

Abstract: Objective  To study the relationship between GFAP and the malignant degree of astrocytoma.
Methods  After successful transfer of retrovirus with GFAP (PLBsKG) into C6 cells mediated with liposome, the
morphology, growth curve and the proliferative cycle of the target cells were observed. The expression of the protein
and mRNA of GFAP was determined with RT-PCR and immunocytochemical staining. In addition, the relationship
between the staining GFAP-IR and the malignant degree of astrocyloma was analyzed according to Kermohan's grading
standard in 20 samples of the cells of astrocytoma with imaging analytic system. Results PLBskG resulted in the
decrease of GFAP in the target C6 cells, and changed the morphology and increased the proliferation of C6 cells. The
number of the cells in the G, + M phages was increased. The intensity of GFAP-IR staining was negatively correlated
to the malignant potency of astrocytoma. The more intensive staining of the cells, the lower of the malignant degree of
astrocytoma and wvice versa . Conclusion There is a close relationship between GFAP and malignant degree of astro-
cytoma. The level of GFAP expression serves the index of the malignant degree and prognosis of astrocytoma in certain

degree.
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Fig 1 GFAP-IR staining of C6 cells without PLBskG  (S-P x 200)
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Fig2 GFAP-IR staining of C6 cells with PLBskG  (5-P x 400)
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Fig 3 Effect of PLBskG on the proliferation C6 cells

2.4 RT-PCR &%

o3 BRI SR PLBSKG B8 5 d B2 7 d (1 C6 2Rl 35
RNA, %8 RT-PCR 437 % 31, PLBskG 1] C6 41l i GFAP 22 ik 1
L85 WA 4,

610 bp

“—B-actin
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Figd4 RT-PCR results of C6 cells with PLBskG
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