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p38MAPK  RGSI6 . Abgtract : AIM  To study the efects of p38MAPK and RGS16

on the biological characterigtics of glioma C6 cdls. METHODS

pCMV5p38 and pCMV5 RGSL6 were regectivdy or jointly
trandected into C6 cels by lipofectin. $B-202190 was used to
treat the trandected and nontransected pCMV5p38 C6 cdls.
The morphologica and adhesve changesof the cells were observed
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under an inverted microsoope. Expresson of p38 and RGS16 was
examined by immunocytochemica method both before and & ter
the trangection. How Cytometry was employed to measure the
fraction number changes of the cdl cycle phase and to detect
whether p38 and/or RGS16 could induce goptods of C6 cdls.
RESUL TS 36 hours&ter the trandection of pPCMV5p38 and/ or
pCMV5 RGS16 approximately 30% of C6 cdls grew round,
40 % expressed p38MAPK and 13 % RGS16. In addition, flow
cytometry showed that the transected p38MA PK induced goopto-
gsrate of C6 cdls was 33. 8% and the fraction number of Gl
phaseincreased by 17 % and that of Sphase decreased by 14 %.
RGSL6 didn’ t induce C6 cdlsto goptoss but decreased the frac
tion number of Gl phase by 10 % and increased that of Sphase by
14 %. The jointly trandected pCMV5p38 and pCMV5 RGSL6
group had no obvious efects on the cel cycle of C6 cdls but the
jointly trangfected pCMV5p38 and pCMV5 group induced a
gooptosspeak and had nearly dmilar efects on the cel cyde of
ZHANG Feng’, LI Qing', WANG YingMe', 5 calsto those of trandected pCMV5p38 group. SB-202190
decreased the fraction number of Gl phase of the nontrandected
groups by 18 % and increased that of S phase by 18%. B-
; 202190 offset the effects of pPCMV5-p38 on the cdl cyde. CON
CL USION p38MAPK ot only induces gooptoss of dgioma C6 cdls
but d retards ther cdl cyde progress; RGSL6 and $B-202190 can
redg the dfectsof p38MAPK on C6 cdls and pronote C6 cdl cyde.

Impact of p38MAPK and RGSL6 to the apoptosis and
cell cycle of the glioma C6 cells
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1 pCMV5n2S | pCMVERGS1636h  CH
Fg1l C6 cdlsgrew round and tha: dendritic ine withdrew 36 h ater trangection of pCMV5 p38 and/ or pPCMV5 RGSL6 % 100
2 pCMV5p3836 h C6 p38MAPK

Fg 2 Postive expresson of p38MA PK in cytoplasm and nucdleusof C6 cels 36 h dter trandection of pCMV5p38 SABC %200
3 pCMV5RGS16 36 h  C6 RGS16
Fg 3 Pogtive expresson of RGSL6 in cytoplasm and nucleusof C6 cdls 36 h ater trandection of pPCMV5RGS1I6 SABC %200
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