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(# ZE] BH. Wib@E %2R T 20 (GTF2D) e R (GBM) BBk kit ny
YERT, JFBBIEEROLE . JFEs . TR FHN s (PROMO ML), Y15 B0 0 GBM 4
LA HILEREE 1 (DNMTL) . S04 SHEDNASSE A 1 (DDBL) . Y@ &R EY S5 (CBX5)
BT RBERAC (XPC) WAL H T, JF 5 TRiE LR AR (TCGA) Bl FE k17
DDB1, CBX5. XPCHI DNMT15 GTF21#1 B 3 & s H LR R il (MGMT) /9 40 5¢ M 40 B A= 77
GrME e AT/ T AR F S (siIRNA) 56 U 5 Ul 8RN i 22 9% P Bl i 5 40 i 988 T98 4N it At N i Jie J5 98
LN229 4 g b MGMT Je GTF2I iy BE R ik, R FEH 2 6 it PCR (RT-qPCR) A4 | A e K]
) mRNA FikKF. VOB GTF2IRE S5, FAR 5 B T B S 50 A6 00 ik 982 40 i 1 55 V6 T8 i RE 71, CCK-81k
Ko 00 240 FfL X A B e ) O . BER: EWE B ¥, GBM 44U DDB1. CBX5. XPC Fl
DNMTI1RHEKFEE GTF2IR KK PR B FIEMIEKR (P<L0.05), 5 MGMT F£ik/K¥ 5 7AH ¢
# (P<<0.05); GTF2IREAKF5MGMT RIkAKF-2 BEFEAMCKER (P<L0.05), HIBRAIEZHR
W BTG YT I GBM B E I AE A2 BT, GTF21 & 2R3k 1Y B 3 SR A A BT m AR . DUBR MGMT B )5,
NG R TR T98 4 il GTF2I, DDB1. CBX5 fil XPC mRNA % ik K FFF & (P<<0.001) 5 3T 2k
GTF21 5 P 5, AW % 5 988 LN229 4 ffd " MGMT mRNA %35 /K ¥ & (P<<0.05), i DDB1.
CBX5. XPC fIDNMT1 mRNA ik ACE I 8 FEAL (P<<0.058¢ P<<0.001). “FH5e BT i sc i, Ut
KGTF2IEHWAT G, MMEFEERAE N E2ER LS IT%E L (P=0.138); CCK-8E/KM, 55X}
LA, WAL AN LS 1 R (P<<0.05). 5w : I+ GTF2I Al LLJH# MGMT ., DDB1.
CBX5 Al XPC 45 ¢4 DNA # i 6 € & (A A mRNA £k, 25 GBM 45 s me jie b7 # b, T pe 2
GBM W E IR 7 B A .
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ABSTRACT Objective: To discuss the effect of general transcription factor 21 (GTF2I) on the
chemotherapeutic resistance to temozolomide in the glioblastoma multiforme (GBM) , and to clarify its
mechanism. Methods: Bioinformatics analysis was used to identify the common transcription factors for
DNA methyltransferase 1 (DNMT1), damage-specific DNA binding protein 1 (DDB1), chromobox
protein homolog 5 (CBX5), and xeroderma pigmentosum complementation group C (XPC) in GBM tissue
using the transcription factor prediction website (PROMO website) ; correlation analysis and survival
analysis for DDB1, CBX5, XPC, and DNMT1 with GTF2I and methylguanine methyltransferase
(MGMT) were conducted based on The Cancer Genome Atlas (TCGA) Database; small interfering
RNAs (siRNAs) were used to transfect and silence the gene expression of MGMT and GTF2I in the
human T98 GBM cells and LN229 glioma cells; real-time fluorescence quantitative PCR (RT-qPCR)
method was used to detect the expression level of the gene mRNA. After silencing the GTF2I gene, plate
clone formation assay was used to detect the colon forming ability of the tumor cells, and CCK-8 assay
was used to detect the sensitivity of the cells to temozolomide. Results: The bioinformatics analysis results
showed that the expression levels of DDB1, CBX5, XPC, and DNMT1 were significantly positively
correlated with the expression level of GTF2I in GBM tissue (P<<0.05), and were negatively correlated
with the expression level of MGMT (P<C0.05). The expression level of GTF2I was significantly
negatively correlated with the expression level of MGMT (P<C0.05). Excluding the GBM patients who
did not receive temozolomide treatment, the survival analysis results indicated that the patients with high
expression of GTF2I had a decreased overall survival time. After silencing the MGMT gene, the
expression levels of GTF2I, DDB1, CBX5, and XPC mRNA in the human brain glioma T98 cells were
increased (P<C0.001) ; after silencing the GTF2I gene, the expression level of MGMT mRNA in the
human brain glioma LN229 cells was increased (P<C0.05), while the expression levels of DDB1, CBX5,
XPC, and DNMT1 mRNA were significantly decreased (P<Z0.05 or P<C0.001). The plate clone
formation assay results showed that there was no significant difference in the clone formation ability of the
cells before and after silencing the GTF2I gene (P=0.138). The CCK-8 assay results showed that
compared with control group, the viability of the cells in observation group was decreased (P<C0.05).
Conclusion: The transcription factor GTF 21 regulates the expressions of key DNA damage repair protein
mRNA, including MGMT, DDB1, CBX5, and XPC, and is involved in the chemotherapeutic resistance
of the GBM cells to temozolomide ; GTF2I may represent a potential new therapeutic target for the GBM.

KEYWORDS Glioblastoma multiforme; Temozolomide resistance; Universal transcription factor 2I;

Methylguanine methyltransferase; Key DNA damage repair genes

JiE LA e (glioblastoma, GBM) & A
FcH UL W PETR B f i Y R A R 2 R e R
Il PR AT LA T AR G0 B 356 45 RS 36 7 B S e fre A 2
BT (RIARARST) RRIT Ir B &, BE A4
AT 12 1~14. 6 H . HAETIAN, GBM 4f
03 2o A% il DNA 530548 527 A 8 B g i A 97 41k 4t
JERE UG AN R EE R Y L S g LR
#% M (methylguanine methyltransferase, MGMT)
A 5 e i IR B A O 19 DNA 58 15 18 &2 R

M7, DNAFIEHRLREE1 (DNA-methyltransferase 1,
DNMTI1) EHEEBBEBENEZLS, 250
WMGMT E I #£E ™ AR a7 o 1 25
REIR: MGMT RIEBITER GBM 3 7l = A 45 5
ME AL HR BT, X — R MGMT &Ik Kk &
Ao AE L, m o3 o4 5 & B B S
(chromobox protein homolog 5, CBX5) . i {7 45 5
P DNA 454 % H 1 (damage-specific DNA binding
protein 1, DDBI1) . o R 5 B C IR
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(xeroderma pigmentosum complementation group C,
XPC) #13hJj 8 A EHEIK 2 (dynein heavy chain
domain 2, DHC2) 4 DNA i ffi 1& & & 1 R kK
JhEr, JFBUUMGMT & H AR & % DNA 454 &
B U)RE . il H sk F 21 (general transcription
factor 21, GTF2I) J&—FF5 DNA #1182 % D) iig
MR s+ 1 BT, GTF2II4% MGMT
S H A DNA #0518 52 8 1 3Rk i ALl = A oh
RUA A TE . W, AHFHED GTF214E GBM
B e B AT SR T b B9 AR, B B R BT AR AL
il . GBM 8 B M i Ak 97 418 0 09 3R o7 B2 R
B

1 #EREHAE

1.1 2% E&FoH MHEZHT N
PROMO M3 (https: //alggen. Isi. upc. es/cgi-bin/
promo_v3/promo/promoinit. cgi? dirDB=TF _8. 3)
43T DDB1, CBX5. XPC #1 DNMT1 & [ 1y 3t [7]
¥ 3 W ¥, Z % MESSEGUER % "'
FARRE % "7 38 09 7 i, MRIEHEE B 30 75
g1, A PROMO [ 3t Xof AH 5G 5 PR A 3 5 IR 7 A7
T o3 A o JEAERE 4 1813 (The Cancer Genome
Atlas, TCGA) K 09 5 Jr B dls & 280 ik .
https: //portal. gdc. cancer. gov/projects, Ik i
Je 9 e SR RN Al R BHE o R3. 5. 18R, U
R PR 38 rh S AL S A RS 2 70 v JXURS: 26 1Y) 43 2H 4K
5, R A “survival” 4 (F #Z Mo hk . hups: //
cran. r-project. org/web/packages/survival/)  Xf
TCGA v &8 & (1% A5 A7 I 8] B4 25 47 A 7 0 18] 43 By
(ULHH 45 F btk . https: //www. rdocumentation.
org / packages / survival / versions / 3. 5-5), LI P<<
0.05 8 Z R A G it7wEXL; KM “ggeorrplot”
R f (https: //cran. r-project. org/web/packages/
ggcorrplot/index. html) X%f GTF2I. MGMT,
DDB1. CBX5 Ml XPC £ kK5 DNMT1 mRNA
F IR AR OC A AT R IR AOCHE T (BT T 2
hk . https: //www. rdocumentation. org/packages/
ggeorrplot/versions/0. 1. 4), fifi fff personik, Lk P<<
0.05 M ZEFA G IR Lo

1.2 @R .2 &XMAME  GBM 45 AN
22 B S5 4 HfLRE TO8 A A . A i fie B9 LN 229
M UST 4 M, B0 | b E R B B AR
10 cm #% 7% 0L F =5 B DMEM $5 5% 5 {1 3¢ B
Corning 2~ A , BEEREh 2% sh i (phosphate buffered

saline, PBS) 1A ERKELH/RAHA, 0.250
Ji & 1 A 35 [ Hyclone 24 &, 4% 2 3 H S I
A # [ Biosharp A A . 1% BSA 4 A H[H Vetec 2>
A, GTF2I-siRNA., MGMT-siRNA DL K& B %F
M SiRNA g [ [ 75 3 22 /], TRIzol Wy A [
Ambion 24 ®, W gl N & W A E
GeneCopoeia 22 &) , Annexin V -APC/PI XU 4% 41 g
8 TR I 3 AR & A CCK-8 150 & i | b [ L 3
# , Lipofectamine™ 3000 4 H 3£ [E Invitrogen 2
A, BREM I B HE Selleck 23 &, i 4R 1L W
A BT P4 22 Vivacell 24 7], =i H DMEM 46 Jifd 55 57 %

Wy A L Gibco v wl 5 HiFRAE (RS . 3WI) WA
F M Thermo A H], FI'EEHEE (H5 . DMil)

AEEMgERAR, BOoH (8% Sigma 3-30k)
W F 78 [ Sigma 2 A, 26062 & PCRAL (B4 .
A2k CFX-CONNEC) M H 32 E{A K2 Al o

1.3 At FErom TOSHM . LN22940
JiL A UST 41 a4 )1 & 4 10 % G 4 1L 9 DMEM 1%
FRHTFE TR AT, BRMAAN N
CO,. 37 °C. 3 M Ui Bk 52 5 ks 4 i 4y ok i e
SIRNA Y BHE X #E  (negative control, NC) # %%
YL ¥ 5L [ MGMT siRNA 4 5 GTF2I siRNA 4] .
SIRNA JF 91 UL 3% 1. % 5w e 35 A 1 — 2 S AN
il A7 W Mk B 24 9 200 mmol- L' 5 5wk i 245 Wy b
PRLAVE WS, S I S e i i A VR A5 PR FR 1 —
FF 5 37 AR A 40 AR S it B4

1.4 smpastg  H6fLA0EE: FR 1T siRNA 4l
Ml T BRSE g, 43 5 pl siRNA R 5 pL
Lipofectamine™ 3000 5 250 pL JG Il 7 35 #= B 1R 2,

F1 HERFSIRNAFFI
Tab.1 SiRNA sequences of target genes

Primer Sequence (5'—3')
GTF2I-1 Forward GGCCAAGUCCAAAGCCGAATT
Reverse UUCGGCUUUGGACUUGGCCTT
GTF2I-2 Forward GGUGGUCGUGUGAUGGUAATT
Reverse  UUACCAUCACACGACCACCTT
GTF2I-3 Forward CCACAGAAGAUUCUGGCAUTT
Reverse AUGCCAGAAUCUUCUGUGGTI
MGMT-1 Forward GCAGGGUCUGCACGAAAUATT
Reverse UAUUUCGUGCAGACCCUGCTT
MGMT-2 Forward GCAAUGAGAGGCAAUCCUGTT
Reverse CAGGAUUGCCUCUCAUUGCTT
MGMT-3 Forward GCUGCUGAAGGUUGUGAAATT
Reverse UUUCACAACCUUCAGCAGCTT
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5 H 5 min; J5FK RS, BH 20 min, PBS
SRR 2 8% 3V, A 1. 5 mL JC I 7 4 R L Bk
It AL 15 7 3 o B siRNA Fil Lipofectamine™ 3000 &
AWMAREFEH A, Y 6~8h, Tl ik
B BEULEIG 24 hN, 0B 3R R AT it Ak
. Y E e R R ST ¢ 7 PCR (real-time
fluorescence quantitative PCR, RT-qPCR) % & iiF
20 it v 5 DR TR AR

1.5 RT-qPCR & #& #) T98 4 e A= LN229 %5 e,
GTF2I.MGMT.CBX5.DDB1.XPC Z DNMT]1 #
mRNA & & K-+ 43 & i GTF2I. MGMT,
CBX5, DDB1, XPC M DNMTI1HH54) (%£2),
NS FRAE B 6 FLAN KBS FR M, PBS 28 i vk
2, B S5 min, FALMA 1 mL TRIzol RNA
PEBGRF , JHH B /07 1 48 A A B RNA, U
AE LU B, A B SR S T B AT . AR R
HJ1pg, HeE s Sk cDNA. ¢cDNA L GAPDH
JN S, AT qPCR W, N &5 F . W48 o
95°C. 10 min, ¥ A 1; M5 C. 10s, B
K 58°C, 20s, #EM72°C, 10s, THFHE N 40, F
AEAR BB E  (cycle threshold value, CT) H%
BT A B LR A B DLBORT 2 R KO

F2 WEEIIYF

Tab.2 Primers sequences of primers target genes

Primer Sequence (5'—3')
GTF21 Forward GCATGTAGGTGGTCGTGTGA
Reverse  CAGTTTCAGAAGGGCCTTGA
MGMT Forward GAAGCTGGAGCTGTCTGGTT
Reverse CGGGGAACTCTTCGATAGCC
CBX5 Forward TAGACAGGCGCGTGGTTAAG
Reverse AGCCCCGAGCGATATCATTG
DDB1 Forward CAAAGCACGATTGTGTGCCA
Reverse TGAGCTTCACAAGCTGGGAG
XPC Forward TGCCTATTGGCTGTGTCCAG
Reverse  AGACCTTTGGCCAGCAACTT
DNMT1 Forward AGGAGGGCTACCTGGCTAAA

Reverse GCTTAGCCTCTCCATCGGAC

1.6 FHRAEBRFERENE WG HIRLE
W sIRNA KL BESEBE 5, K 20 M TR i v
PCAb PR, P 20 T RO SR B B2 A 12 A B 2 4
ZIHA S0, IFRBAE T 6 fLANME B IR tirh . &
gilh R 2n, WMARIREE, PBSZhRIFEvE 21K,
fift Fi] 22 5 WIS 1 7€ 40 15 min, PBS 2% ot i 35 U

20, A 0.2% 45 fb 5347 40 f 44 5 10~15 min
S W 4k G 42, fdTJH PBS 28 ph R UE £ 2 A0 4
SR BT, T A0 e e BE A (50 A 4
JEL) 240 i v B KA 22 A 3R A i ) 396 B B D B
1.7 CCK-8#&#n st Lok oy S AR 4l
Ji 42 T 96 L A0 B SRR N, B R AEALZ 1000 A4~
2 AR N R R RS 3R 3, SRS LA
100 pL 3% 400 pmol- L "2 S filg 15 S Bk . 5 S g
Begr Bl E T % 200 mmol- L' fif 47 K #% IR
1: 500 By o 3% F & 10% Jif 4F 17 DMEM £ 3
B KB CCK-8 Ji W 5 TG I i K 3% % %
10 = 100 By eI Ad B, BRALUS I 100 pL % B , 1%
FEAIWEE 120 min, I EEARALAE 450 nm P ALK
0200 PR ) RO BE (A A, TR Ay T 00 i e Y it
SR CCR-8 a5 Hbv 118 7K s i b sk 56 348 Ji oy o £
™4, 8K %™ I AE 450 nm B A fH, W]
PEAG 40 BTG 7, 3R R 20 A G R Bk i 1 i
S

1.8 #%# %454 K Graph Pad Prism 5. 04t i}
A AT GE T2 40 . TOS 41 i A LN 229 41 i h
GTF2I. MGMT. CBX5., DDBI1., XPC I
DNMT 1 3K 3A 7K ¥ K 4 B oe B 5 A5 & B8 0 A, LA
oobs FoR, 2 4 )RR A 3 B HE R T G ST AR R
(KK . MGMT F GTF21 #Y siRNA T $0850% H i
F WA E 7 22000, BLP<<0.05 K42 %K 41t

2 & B

2.1 # A PROMO R it 4 TCGA ¥ & 547 # %
B Ak&mEXm  HHA PROMO K3 #i il DNA
B0 5 4 ¥ W (DDBL1. CBX5 #l XPC) Al
DNMT 13 P i 3 [] 5 5 PR, IR A4 35 DXL X o 1)
i 25 4> W0 5% S PR 7 BE AT A2 4, AR BORA T
B T, A GTF2I, X &4iaEnl
(X-box binding protein 1, XBP-1). ¥ & Fi &K 2
& o (glucocorticoid receptor alpha, GR-alpha) .
K Ft % % % & B (glucocorticoid receptor beta,
GR-beta) . CCAATHS T 45 & 1 B (CCAAT/
enhancer binding protein beta, C/EBPbeta) , # £
A 4E9 % 1 (neurofibromin 1, NF-1) F1 ETS 43¢
5% N F Elf-11 (ETS-related transcription factor
Elf-1, ENKTF-1) (E1A). #—Liid TCGA %
it e GBM 5 [H] 3% 3K 04l 4T Person AH ¢ 43
Br, &iRE75: DDBI, CBX5, XPC I DNMT1
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FIEKF5H GTF2I £ A /K8 5 3F IEMH KK R
[MERE () KR M0.42, 0.35, 0.47 F10. 46,
P<<0.05], 5 MGMT ik K45 5 & fp 66
A (rfkk K —0.27, —0.40, —0.26 fl —0.40,
P<<0.05); GTF213RiEKF5HMGMT £ik/KF 2
WEMMEER (r=—0.42, P<<0.05), WK 1B,
RIE GTF2I mRNA £ kK F (mRNA 23k K
NAH N 2 431) XF TCGA #4 FE vh GBM & # #E17
AR, AR BN HIRBEHF LK, GTF2I
T 2R B B AR A R R I, (B 22 R IESE TR
X (P=0.205, K1C); HIBR A HE 328 5 e fiiz {27
IBYT I GBM BB 5 B T 04T, $28 GTF2L & 3R
KB EBE AR (P=0.048), WA 1D,

2.2 A EK TIS A= LN229 48 i ¥ MGMT £ B
% GTF21 A B & % iE @ i DDB1. CBX5, XPC #=
DNMT1 A& B & & K -F R CH" #i)iE W
MGMT BHE 2 35 /9 T 98 40 g Fn B P 26 35 B9 LN 229
A HEATIRAE, i E MGMT 1 GTF2I 5 A 1Y

4 6 DDBI1
CBXS5. p XPC CBX5
3 1 XPC
6 2 1 9 DNMTI
. 7 MGMT
12 < 1 GTF21
2l 1
s 4
Intersection:XBP-1,GTF21,GR-B,

C/EBPB,NF-1, GR-o,,ENKTF-1

A
1.0 — High risk
—;:lL P=0.205 2 o Low risk

0.8 T‘t
2 06 B &
g : :H, s
= ' =
é 0d L Lr ‘‘‘‘‘ GTF2I low expression E
3 =}
[72) A «n

1
0.2 F e P ]
0 FGTF2I high expression‘i
T T T

0 10 20 30 40

Time(month)

€

SIRNA 20 g 5% 4L J 51, 53 5l e 4 T 98 1 LN 229 4
J o 4% G SIRNA S i ] RT-qPCR %3 iE siRNA
XoF 7 3 A mRNA 9 R A 7KF . H i MGMT-
SIRNA2 ¥ %] fil GTF2I-siRNA1 & %1 X} # 3 4
mRNA RILM M BERERm (B20)., 5
NC-siRNA 4 %, MGMT-siRNA2 3T 2% T98 48
filth MGMT & K &3k 5, ] RT-qPCR ¥ 55 1E
g8 B % . GTF21, DDBI1. CBX5 fil XPC
mRNA % ik K F I+ @& (P<<0.05), i DNMTI1
mRNA KL K ZRTGHEE L (P=0.334), LA
2B, 5 NC-siRNAZ L5, i H GTF2I-siRNA1T
BRLN229 40 GTF21 3 H £ ik 5, MGMT mRNA
FkAFFHE (P<<0.05), 1MDDB1, CBX5, XPCHI
DNMTI1 mRNA % ik 7K *F B & B A% (P<<0.05) ,
UL 2C,
2.3 REGIFAZIARENEBRELTLRESD
M R S g A T 45 R R - DR LN229 46
Jif i GTF21 ik F 36 3K J5 W0 % 41 i 45 V% % Al B

Correlation coefficient
190 | 041 | 029 | 029 | 027 | 042 |2 o2
. 0.4
wkx | 1@0 | 028 | 045 | 040 | 035 | e Egg
sex | s | 180 | 025 | 026 | 047 |® “10 '
Correlation coefficient
#kx | wwkk | okkx | Q0 | -040 | 0.46 1.0
sk | ddekk | owkk | olekk | (@0 | <042 gg
sokokok ok ook ok kokokok sk ok 1.0 g:g
N 5 O NS S "
0.2
P &F & & & o
QQ S + Q%@ @0 S
B
1.0 —+ High risk
i P=0.048 0 ---= Low risk
0.8 ’11
-+
0.6 [ | i
| . GTF2I low expression
0.4 + H gy
0.2 I'L e
0 FGTF2I high expression
¥ T T

T
0 10 20 30 40
Time(month)

D

A': Transcription factors of DDB1, CBX5, XPC and DNMT]1 predicted in PROMO Database, and intersection analysis; B : Correlation
analysis on DDB1, CBX5, XPC, DNMT1, MGMT, and GTF2I performed in TCGA Database ; C: Clinical survival data of GBM

patients in TCGA Database ; D : Clinical survival data of patients treated with temozolomide in TCGA Database.

E1 DNA#UiBEEEFEREFHEM GTF21EFEST

Fig. 1 Screening for DNA damage repairment gene transcription factors and GTF2I survival analysis
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Expression level of
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g
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A:Silencing efficiency ("P<C0.01, "P<C0.001 vs NC-siRNA group) ; B:Expression levels of MGMT,GTF2I, DDB1, CBX5, XPC,CBX5,
and DNMT1 in T98 cells ("P<C0.01 vs NC-siRNA group) ; C: Expression levels of MGMT, GTF2I, DDB1, CBX5, and DNMTT1 in

LN229 cells("P<<0.05, "P<C0.001 vs NC-siRNA group).

B2 2F4iMEs MGMT.DDB1.CBX5.XPC MIDNMT1 mRNA FEikKF
Fig. 2 Expression levels of MGMT, DDB1, CBX5, XPC, and DNMT1 mRNA in two kinds of cells

H5NC4 k%, GTF2I-siRNAT 41 41 il 4 7% 7% 1% fig
HEREFEWAE, ZREFEITFE X (P=0.138),
TLE 3 F14,

A: NC group;B: GTF2I-siRNAT.
B3 PR v TR R SE B A Y 20 B 42 O RRUIR 2L

Fig.3 Colon formation of cells detected by plate clone

formation assay

2.4 B GTF2l & B & % e 5t % 3 ok iz 89 45 B
P4 U0 Bk T98. LLN229 A1 US7 3 F 41 i (1)
GTF21 3 N &k )5, ffi 400 pwmol - 17" B4 e iz
Ab H 40 L, FF 8 NC-siRNA /E o %F B 4], ¥
GTF21UT BRAL/E W24, i i CCK-8 72 A6 4
Jif 226 % e e e A S N T g ek AR L A
4 X} 25 9 09 BRI . CCK-8 ik I 45 2% W /s
5% ALK, DI GTF2IFF£ IR G 37 411
25 5 M e kb B S B A M TG 7 B R RE IR (P<<
0.05), LK 5,
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@ 100
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=S 60
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3 40

(5]

o0

<

= 20

S
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N
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S &

B4 2 MMEETL REES

Fig. 4 Colon formation abilities of cells in two goups

3 3 #

HET, BEmiiie GBM B H —RIAITF %,
7 5 B e i i 25t % GBM S A KA B 2 R
' DDBI1., CBX5 M1 XPC#& 5 MGMT & 1
A —EMEFRAL, FEMGMT 11 GBM
W] = A gk R P R S R T 2 S, X —
G 10 R L (B AR TR AR

SR F IR AR RNA B b EE N 7, ] g)
A A 45 25 RNA FVER [ 1) 22 3K 41 20 i 38 1 20 35 38
B e, AL i PROMO M3 43 B 5
W T 74 BEH 4% DDB1, CBX5 1 XPC L &
DNMT1 £k 5T, 485G TCGA REHE />
Mrafiih GTE2I A B 5 DDB1., CBX5# XPC & I 3k
PR DNMT1 % 8% VM 56 . ASHF 52 45 R 3R
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Fig. 5 Sensitivities of cells to temozolomide after silencing GTF2I gene detected by CCK-8 assay
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