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Table 1 Relationship between clinical data with IDH1 gene mutation and MGMT promoter methylation in gliomas
MGMT IDH1
Index
+(%) —(%) X P +(%) —(%) X P
Gender
Mal 54(28.4 39(20.5 15(7. 78(41.1
o (28.4) 2(205) 578 g7 (7.9) @GLD 0016 0.900
Female 51(26.8) 46(24.2) 15(7.9) 82(43.1)
Age(years old)
=46 59(31.1) 52(27.4) 0481 0.488 12(6.3) 99(52.1) 4.977 0.026
<46 46(24.2) 33(17.4) ’ ’ 18(9.5) 61(32.1) ’ ’
Grade
Low-grade 33(17.4) 33(17.4) 16(8.4) 50(26.3)
. 1.133 0.287 5.434 0.020
High-grade 72(37.9) 52(27.4) 14(7.4) 110(57.9)
KPS
=90 58(30.5) 36(19.0) 22(11.6) 72(37.9)
3.120 0.077 8.113 0.004
<90 47(24.7) 49(25.8) 8(4.2) 88(46.3)
p53
Low-expression 83(43.7) 67(35.3) 24(12.6) 126(66.3)
. . 0.001 0.970 0.024 0.878
High-expression 22(11.5) 18(9.5) 6(3.2) 34(17.9)
Tumor site
S ial 98(51.6 79(41.5 30(15.8 147(77.4
upratentoria (51.6) L5 6011 0915 (158) T4 5617 0.106
Subtentorial 7(3.7) 6(3.2) 0(0) 13(6.8)
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Figure 1 Relationship between IDH1 gene mutation
and 30-months overall survival
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Figure 2 Relationship between MGMT promoter
methylation and 30-months overall survival
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(P=0.049) (Figure 2),
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rh 7 [ B 77 A i R T 30 5% S Tl (telomerase reverse
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RATHAYT B3 MR AE IDH B A RV ok &
B, $E% IDHT FEH AR B 3 2 IE RGBT A BN
R 5

06-H 5 15 1 14 DNA W 5L 5 %% i, 7 B
MGMT, &2 MR IEH FAEN—Ff ARBE &AW
NAR AR Z2 B B AL 37 7% il v 9 o — 0T LG B8 06 7 45
LB A, LA 1k 6 A 750 X6 20 At P 5 PR e A
W oeAr, dEm A T — 2B R R . H AT IR
P A A S s i A FH AL BE 5 e Ak 70 1 FH AR RL, BT
TEAR N 73 % BE RO R A S S A 1, 1 DNA |
06-H1 3 S04 e A6 B ek fff DNA & il 4536, AT
A ST AL, 38 A 5 S b R 20 B R 06 7 A
KA, RN L7 AR TIEE R 06-H &5
N4 | AT JIG 32 T BB X 1 35 TR I 81 o o 2 PR e 1
(932 A0 15 K DNA R 25 I AT 18 XUBER e I 445 49 1T 9
fift, BEZ MR MRIE T, A BNATT MR R RUCR . T
MGMT H R 5 8l K& Az 28 738 1 240 it v, R IR AT 2k 25
J sl 20 A TSR IR S, JE vk IE R A S R, IR
YA h ) MGMT 2 R R B AR 4 E R
e e AL o A0 LIS, 35 PR 51O RE A B MGMT 25 (1Y
&M T O 0% | Ihgg A ML e T . [ 2, MGMT 1A
Jit 31 F G H AR 40 P G DNA 7 3% 31 il 5 5 s iz
Yo 5 , MGMT & 118 52 B3R 0 L R P30 g 240
JL A2 0 WAL A R T AR RO SR 5 R
SCT MGMT 25 [ RE AR 4 M 0& 52 Ak 97 1 1l %) i 928 4
il DNA A543, R, MGMT 3& X )5 36+ H 34k
F14) 96 240 i o) R R s 46 J A 700 21 25 W 1R 7 s R
& XF MGMT $& K5 8 F3E A B I R L E
G FHGE AR TS 259, LA {1 o g s 24 £ 7= A 10
AU B H MCMT S )G s 7 b e % AT
I8 oA 25 A G 2E X HAR 5 Sl — e
TIAN , Gei AL N 50 BT 7 G i G i) R J5 9RE R E ) A
PRI (0S) W, Ak 5 Al Y Ak 41 ) AR A
0S Z R4 G124 L (P=0.049) , A H AR J5 I FH 51
WA i AT A B AR B S MGMT 318 s 3 P
b8 SR A A I A TR SR

25 ik IDHT FHE DR 5848 R (8 25 R 5 ) B A 47
B[] B A TR AR RS AT [R5 AT 1 v 4031
Ji2 S5 98 BB MGMT $E 8 ) sl 7 W 6 gl j 5 1
ARG S TR H b4l IDHT 56 R 98 4%
AR Ry NG g T 068 R L ) R A o
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