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[ Abstract] Objective To explore the expressions of MGMT and XRCC1 in human brain gliomas and their
clinical application. Methods The expressions of MGMT and XRCC1 in glioma tissues were detected by using
immunohistochemical technique, and their correlations with tumor grade were analyzed. Results There were no
statistically significant differences in the expressions of MGMT and XRCCI in gliomas of different grades (P >
0.05) . The expressions of MGMT and XRCC1 in gliomas were not related ( P >0.05) . Conclusion The
expressions of MGMT and XRCC1 were not related with the tumor grades, and the determination of the expression
levels of MGMT and XRCC1 could provide references for individualized chemotherapy of the gliomas.

[Key words] MGMT; XRCCI1; Glioma; Clinical application

i 2 Jo 96 S PP AR A 22 2R 8 Hh o DL Y D R
AR, HApRE, AdmNE—F, H
UTAERIEA AW BTSN X BUR AR
PATE By 50— TR & e 1) H AT A9 LT AR EIBR O &=,
ARIFHY . A7 . BRI A, (HIT R
7, MERTUS AW R A GE, LR RN
55 o v i 24 BE N B A7 AR ANl 2. o DNA
B4 & H 06~ H 3L B I DNA H L 56 % iy
(06-methylguanine DNA-methyltransferase , MGMT)

X & 8 X H P 1 (X-rag repair
crosscomplementingl, XRCC1) J&IIfs A & UL 19 £ X
B AR 25 5 5. XRCC1 7E it 5 Jgg v iy it
FEAGERD (RIS R H MGMT B XRCC1
IR . 0B HORH S ) B S8 7 T PN A0 1 R LA
B XS DR R R 1 AR R S AR A
PITE A IE 3R 0 ANV A8 . A I SR 43 B MGMT
XRCCT £ ik f5e A H 9 238 B AR OGN A e 55 1
FOREPERE R AOC R, DU B A Ak

(E£WB] PEERFSIREEFFLBmHE (2010-915)
MEEBAMNT £28 (1970~), B, MIEESH A, WHarE, TREI, FENFEMPIMRIILR S GRS TAE.

[EFIEE] PHA . E-mail:luolvip@163.com



%

5512 3] FZ5, %, MGMT., XRCC1 3 FRI7E ki fist B b i 235 R Hoifs AR v 113

\

IR IS .

1 ZRETE

1.1 —fRAER

BEATLISC A B B B R 2255 — Ff i = B ph 22 SR
2013 4 5 A % 2014 4 5 A F AR UIBR A BRSE
HH A 110 i B SR A A 47 1), T R R AT AR T
L AT IR HEBR B R LA TS M . 47 bR AR
o, 2ok 17 B, AR 21 ~72 %, P34 3830 %
T30 ], 4R 16 ~69 %, 4026 ¥, fikt
18 ~8 M H. &FARARL 10% P PEFEEE e,
FEWRSIAK )G, AT IR AR, R)E
AW RIS A s i 2 e, VIR
FER 4 wm B A
1.2 SP#fa

Wi Rt L MGMT g Ediik (dbatep

INEAFAEPAFD 3 4R RPL A XRCC1 F v ST
& Aemrih e EY A ED s SPTIBRARE (=
BRGEY A . H SP LTSN, DAB
. RACHIE MGMT, XRCC1 B YT F 7%t B
(WA S5 B 226 i PR X BE BT F) - PBS 28 i

1.3 MGMT. XRCC1 PHIELE RHIE

FHCE ERFME: MGMT B LA %
o / AR IR ~ A et i, XRCC1 [H
PR G DL 20 A2 B/ R 2 B A O 0 R
wE. HARHER: (D) FATEAIAEEL: <5%id 0 4,
6% ~25%iC. 1 43, 26% ~50%ic. 2 4y, 51% ~75%
w345, >75%ic 4455 (2) FHMEMRE (LIZEK
UpEAE) . REAIC 1 4, EEIL 20, Hief
w340 L1 2 A RBHIWBHIESES . 0 532
FAME (0, 1~4 M550 (+), 5~8 4 AP
(++), 9~ 1243 Mg FHPE (++4) .
1.4 FitERZE

A S B8 48 34 R B SPSS G T2 Bk 3 4T Ak
. MGMT. XRCC1 FEA [ G01 ii fee 5 g v 1) ik

-
MGMT+(10X 40)

MGMT-++(10X 40)

IKA-R A Spearman AH G4 Hr 5 ki 15 5 g 2H 41
MGMT., XRCC1 ik 5 BE ARy . PRI AR
K H Fisher #VIBERIE M. MGMT 5 XRCC1 B
FHICAHER SRR x> B3, HH «=0.05
B EVERRE.

2 #R

JE I8 A A H MGMT ., XRCC1 BH M 20 g i T
A BREANAEAZ L R B PR ~ AR e
BURE A BHE MGMT 20, H BA o8 €0 Uk Sk FH 4
XRCCI 4Hffe, MGMT. XRCC1 f#4 BHVE 40 M 52 J5
PR ATEA I S M504, Rk WA 1 ~ 4.

47 W g bR A T MGMT. XRCC1 BH 40 it
WKL TE 47 B BT s A, MGMT,
XRCC1 FAH: 48 ff1 22 53 551 2 46.81 % . 38.30%. TE
WHO 73251 . 1T, M. V&K MGMT, XRCCI fH
PE 4 M % 4 B R 55.56% . 41.67% . 42.86% .
50.00% )% 33.33% . 25.00%. 50.00% . 41.67%. %
GEitf ot a5 R, BT A A1 903 8] MGMT .
XRCCI FHMEA R IE A, R IHITFHE XL
(P>0.05), BEFUREARIZSIE MGMT, XRCC1 1Y
FHPERIRKF, ZREESET2#E L (P>0.05)
(F 1.4 . EFR . PERDE Z B R 25 5 05
B (2, 3,5, 6, P>0.05 MGMT,
XRCC1 7£ I J5t 988 240 Jf v i 238 Jo A e (P>
0.05), W7

MGMT-(10X 40)

1 MGMT 7R B4R R PR RIE (10 x 40)
Fig. 1 Negative expression of MGMT in glioma cells
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Fig. 2 Positive expression of MGMT in glioma cells (10 x 40)
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Fig. 3 Negative expression of XRCCl1 in glioma cells
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Tab. 2 The positive expression rate of MGMT in
patients with different sex (n)

esill n - + PHPER (%)
e 17 7 10 58.82
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Tab. 3 The positive expression rate of MGMT in
patients with different ages (n)
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Tab. 4 The positive expression rate and positive ex-
pression of XRCC1 in different levels of
glioma cells (n)
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Tab. 5 The positive expression rate of XRCC1 in
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Tab. 6 The positive expression rate of XRCC1 in
patients with different ages (n)
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Tab. 7 The relationship of the expressions of MGMT
and XRCC1 in gliomas (n)
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