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Effects of aromatase on proliferation and differentiation of malignant glioma cell line

SHG-44

XIAO Lan CAI Wenrqinn SUN Yu (Department of Histobgy and Embryology, Third Military Medical University, Chongqing 400038, China)

Abstract: Objective To investigate the effect of cytochrome P450 armatase gene on the growth, proliferation and differentiation of malignant

glioma cell line SHG-44. Methods Gene recombination technique and gene transfection were used to block the expression of aromatase gene.

Changes of cell gowth curve, cell cycle and expressions of glial fibrillary acid protein (GFAP) and Vimentin were detected by flow cytomery, MTT

method  immunofluorescent staining and confocal laser scanning microscopy (CLSM) . Results Antisense aromatase mammalian expresson vector

PCI/ as-AROM was constructed in success. The expression of aromatase was blocked in the cells C>50%) by gene trandection. No obvious differ-

ence was found beween PCV ass AROM and PClneo tranfected cells in growth velocity and proliferation cy cle. The intendty of Vimentin immunofluo-

recence was increased, while the intensity of GFAP immunofluores cence was decreased. Conclusion Results suggest that antisense aromatase may
be involved in inhibiting the differentiation of cell line SHG-44 but have no effect on cell proliferation.
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A: Cells transfected with PCl-neo; B: Cells transfected with PCI/ as- A ROM
4 SHG-#4 GFAP (CLSM X 500)
Fig4 Immunofluorescence staining of GFAP in SHG44 cells with

gene transfection (CLSM X 500

A: Cells transfected with PCI-neo; B: Cells transfected with PCI/ ass A ROM
5 SHG-44 Vimentin (CLSMX 500)
Fig 5 Immunofluorescence staining of Vimintin in SHG-4 cells

with gene transfection (CLSMX 500)
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