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Regulation of Cell Cycle of Gioma C6 Cells by Regulator of G Protein Signaling 16
ZHANG Feng, LI Qing, ZHANG Bi-cheng,et al. Department of Pathology, Xijing Haospital , The Fourth Military Medical U-
niversity, Xi' An,710033

Abstract  Objective To study the efect of regulator of G protein sgnaing 16(RGS16) on the cell cycle of glioma C6 cell.
Methods pCMV5 RGS16 was trandected into C6 cells by lipofectin. The morphological and adhes ve changes of the cells were ob-
served under an inverted microscope. Expresson of RGS16 was examined by immunocytochemical method both before and after the
trangection. Flow Cytometry was adopted to measure the fraction number changes of the cell cycle phase every 12 h. Results 24
hours ater the trangection of pPCMV 5 RGS16 gpproximately 30. 0 % C6 cellsgrew round and their dendritic gine withdrew. RGS16
expressed wavely with time. The highest postive rate reached at 13.0 % after 36 h and was nondetactable after 72 h. Congstent with
the expresson of RGS16 ,thefraction number of G phase reduced from 70.5 %to 60.2 % and that of Sphaseincreased from 20.9 %
to 34.9 % after 36 h;but after 48 h that of G phase accumulated to 76.2 % and that of Sphase deduced to 11.4 % ;after 72 h the cell
cycle returned to normal. In contrast ,the control group did not express RGS16 and had nearly no changesof the morphology and the
fraction number of each phase. Conclusion RGS16 might promote the progresson of cell cycle of C6 cdls.
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