rhEI AR Ry M A EE 2018 455 882345555 Chin J Clin Neurosurg, May 2018, Vol. 23, No. 5 -335-

-SCIGHFST .

R[] PTER Wip 1 A PRI 2 TR e Jo e 240 B4 48
JICY R A E

FF X oM KEE FER A A

(FZ] B R m DU Wip 1 ik P2 2 00 i 52 J5 968 240 M 15 L K 07 UM R 520 o T3 RO BG R ABE5 “”Qﬂflﬂﬂﬂi
U251, F#EHF Wip1 S5 RNA V040 1896 5 B U251 A ITER Wip | SRR3R AR5 X U251 e a2 M A 7 sy 7 70
ﬁﬁma%miﬁﬁ&%ﬁumwm%lm#ﬁﬂfﬁmummﬁ%i%%m%lm%ﬁﬂmﬂﬁximmﬁﬁumm
FINC 20 (28 M R U251 400 ) o CCK-8 RARGIANMLAYHE A, SEA 52 Bt PCR AN AN Chk 1 .Chk2 mRNA ik , 5o ENAG
MAHAE Chk1 . Chk2 2B (1355 . GE8R U251 AAEIR IR BT 3~4 d, R FIZE MBI A , ARG 4 (0 5 e B 111 BRI RR A i J g
WO, G50 R ISR 909% L L, BT )R 24.48.72.96.120 h, TR 20 F1 Wip1 45458 24 3  ZK T NC 20 (P<0.05) , Tfii IR+
Wip1 ZH 40 i 38 7 W AR F TR 41 Wip1 41 (P<0.05) . Y7 )5 24 h, IR+Wipl 21 Chk1 mRNA 5 W] BT Wipl 41 (P<0.05),
B2 5 F IR 4RI NC 2H (P<0.05) ; IR+Wipl ZH Chk2 mRNA FkBH B ICF A 3 44 (P<0.05) . IR+Wipl 2H Chk1 2& 13535 B B A%
TIRAMNCAL(P<0.05) , Chk2 # A RIBE T HA 34 (P<0.05) . L5 FLITIIER Wip1 e P Sk m] ) il e J5od 240 i ) 34 5, JF:
FIREIE AL Chk1 | Chk2 B F IR RS 0ed 20 O 0T Jiy 7 R R

(R8I IR AN ; HOTT s Wipl 5 p53 5 BEHTUER ; 4 i 3 o8

[XEHS] 1009-153X(2018)05-0335-04  [XHEfFRER] A [(FEBEBERSES] R739.41; Q812
Effect of targeted silencing Wip1 gene on glioma cells proliferation and sensitivity to radiotherapy
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[Abstract] Objective To investigate the effects of targeted silencing of Wip1 gene on glioma cells proliferation and sensitivity to
radiotherapy. Methods Glioma U251 cells which were cultured were transfected with Wipl RNAI lentiviral vector. Then the U251 cells
were treated with ionizing radiation (IR) and divided into negative control (NC) group, IR group, targeted silencing Wip1 gene (Wip1)
group and IR+Wipl group. The proliferation activities of U251 cells, Chk1l and Chk2 mRNA expressions and Chk1 and Chk2 protein
expressions were detected respectively by CCK-8 kit, real time PCR and Western—blot in all the groups. Results The proliferation rates
in the Wipl and the IR groups were significantly lower than that in NC group 24, 48, 72, 96 and 120 hours after the radiotherapy (P<
0.05). The proliferation rate was significantly lower in the IR+Wipl group than those in all the other groups 24, 72, 96 and 120 hours
after the radiotherapy (P<0.05). The level of chkl mRNA expression was significantly lower in IR+Wip1 group than that in Wip1 group
and higher than those in IR and NC groups 24 hours after the radiotherapy (P<0.05). The level of chk2 mRNA expression was
significantly lower in IR + Wipl group than those in the other three groups (P<0.05).The level of Chkl protein expression was
significantly lower in IR+Wip1 group than those in IR and NC groups 24 hours after the radiotherapy (P<0.05). The level of Chk2 protein
expression was significantly lower in the IR+ Wip1 group than those in the other three groups (P<0.05). Conclusions It is suggested that
targeted silencing Wipl gene can inhibit the proliferation of glioma cells and may increase the sensitivity of glioma cells to radiotherapy
by inhibiting the protein expressions of Chk1 and Chk2.
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