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[ Abstract ] DNA in the human body is constantly damaged by endogenous or exogenous stimuli, such as
base pairing errors, abnormal modifications, and even single stranded and double stranded DNA breaks. Most
of DNA damages can be compensated or repaired by human cells through various DNA damage repair methods.
However, some DNA damage exceeds the compensatory and repair capacity of human cells, which will lead to
abnormal life activities of human cells, resulting in various diseases and cancerous tumor cells. Gliomas are the
most common primary malignant brain tumors in adults. A full understanding of the forms of DNA damage and a
full appreciation of the DNA damage repair pathways is very helpful in adequately preventing as well as treating
human gliomas. This review describes the research progress, treatment resistance, and potential new directions
for the treatment of glioma in terms of different DNA damage repair pathways, in order to provide a reference for
the treatment of glioma.
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NPARARRE B NSRS IR R E AL, i ) o
DNA i 2 i il 25 AR AR JEAE D 3R A P X

DT JEE A M B A AR, A i SRR G ) 7

S ZE 0 RE T2 DNA W5 AT RE &AL S0, Andk
FEpkAs  BERLG . DNASZIBC R 46, T
A4 fil B, T % DNA B4 OB AL 2 6 E 2,
0 L 2 A i e TSR Y 7 Tl DNA #3473 () 48 52 2
N SR B EALE], S B & | TR VB
B BRIV bR B | TR 5 418 5 RN AR [R) U5 K it
G RIAT. SR, Y & Z s I,
T RE SO IRE G A e R A o i IR e — e

XE B 1 45 5. . DNA 352473 7 2 (DN A-damage response,
DDR) J: 41 it X6} 453 473 9 SO S I, #5 B 22 Fof il D 2K
9%, yH2AX. Mrel IRAD50-NBS1 & 4 & (MRE11-
RAD50-NBS1 Complex, MRN Complex) 557 DDR i 72
Hh S PSR, AT WA Ak R 2 et s
Ku70/Ku80 FIZ A5 BRa A 7 BT 25 1A 564,
X S B A TR T N I R S5 JR A 4 TR I SR
A I A DNA 5495 25 W 2 400 R 24 40 4 390 1)
PRI AT BR o i SIS A 3 T e — A K Bk



PP SR A 20254F 1 H 20 HEE 25855 1 8 Journal of Neuroscience and Mental Health, January 20, 2025, Vol.25, No.1 - 49 -

%, AR T FAR e LY S48 807 ik,
P8R B, e otk 40 M P8 R 3 1) R S A A A7 40
Je T R, IRABFSE DNA S50 s S AL
RIH A bR B R TT 259, X B e i e o
BEMIRIT R R E R A EERE L, A
£33 DS [] 1) DNA 458473 16 5238 % 7 T A7 208 Mk e St
TR AF DG AR 5T 08 J | A DG %) 35 DR RN I LA S mT REAF
FERIFR YT 7 ] .

— DNA B i 72

1. 558245 & (mismatch repair, MMR) : 7E Jixi i [t
JEMIIEFEH , MMR R 400 4R A RS E PR AR
7 RN B EEAEH . MMR R4 RES14 5 DNA K
il P A AR A O AR L SR
T AR A B S0, A S < 4R R A 3 A B B
27 B DNA S 10 3 B 52 1 B T i I IR
SRR RN R O L

MMR % 4t & 23 i 34> 2 oK 1& & DNA it
. B SN A0 3R, H v MSH2 5 MSH6 20 A 1Y
MutS o & G TR G125 5 2 DNA A 85 BL B A 3
R ERA TR, W & Z 8 A BTEXOL, RPAFI
MLH1, ‘EATPME TAE L YIBR & A A5 IR 535 19 DNA
KB BRI, DNA RATHE & A i
DNA F BORZ AR I BIE , JT38 0 DNA #H2 i 55
PR, SERBE R 0

BR T B A MMR AR 21, MMR 2 Geih 75 fiki
Jc IR v & AR MAIAE T, G025 40 S0 T A
X DNA EAL R 0545 T SRTAT, MMR R SEH0 5
O] RE FEODNA ZEARZR RGN, WIS 0 A e Jo g
()5 R . 76 MMR Bl B9 4, R R AE B HL
SRR T REAR R R (4 K R AR T
BT, PR, A B A7 MMR 28 48 75 % 5 59 P i
YRR FIF &8 R YT s A 2

2.8 1R V) IR 16 & (nucleotide excision repair,
NER): NER S22 g i %} DNA 35445 8 4 HL i, o
TE GBS SR8 BRA )T v B A a1 TR
IR 5 K, NERXF TR &/ | 485
IEER 2 51 A DNA B 15 2 ¢ E 2, L2 7EAb
A2 254 5 DNA JE 1A & 9 st ks 1 il 254
S NER SRR SR XP 8 SR X
DNA $51 475 f9 3 5], Fifi J5 DNA fi 25, XPG FIERCCI-

XPF & ARV B 32 4 X 48, NER AJ 43k 2 Fh A =X

?HéE:R"ﬂ%E%{%’E(transcription-coupled repair nucleotide
excision repair, TCR-NER) F1 4= 3& [ 41 % /E(global—

genome repair nucleotide excision repair, GGR-NER)' "/,

TCR-NER 3= 24 X0 15 BR A% 5% A9 26 D] X J8, > RNA
5 i X DNA A5 473 1 452 i 5, CSB/RECC6 1 CSA/
RECC8 & G RBHRZE B B LA, {2 Cockayne £5¢
BAEE S5, GGR-NER W& %t 45 7% BR 4 58 X
15, XPC/RAD23B/CETN2 & A AU JT DNA 12
i€ , BtiJ5 XPG A XPF/ERCC1 VIR A2 15 DNA, 4t
DNA 3% H 25 A1 15 42 e 111", NER 94 2062 1
X T AR R 2H RS AN B R 2 DG B, FEN
JEE R H , NER Y 5 1] BB 3 BORY T HRBTHEIY 98
MTTRZ MR AR . PR, 3#E—2 [ B NER 38 #% 7
G G2 T 968 A R R SR ) 3 FAIL AR, R TR RIETERY
TRYTHE SOF I R BRGNS, DL m B G
S RCRASGE S BT B

3. 0L 5156 & (base excision repair, BER): J&
20 R IO DNA 35405 Y — e SCSEBIL AR , XM e Joa g
(L DR ZH RS E PERINGY U BAT 255200 . BER 32
AT i B AR A BRI AT, I N- bk
IBE 0% 1 8- S AR -7, 8- — 4 15 BE IS (8-Ox0G) ",
MBS 1 5 R E RO RN D RS IR A2 40 it
FE, T B0 NSRS / 5 s WE A3 5 (apurinic/apyrimidinic
site) o Fifi J5, AP iR PN U] i 1(apurinic/apyrimidinic
endonuclease 1, APE1) JE—E11E AP 55, JEi—1>
HEEDNARY B O, LBt OB fE 5 e 4 A E A
(single-strand binding protein, SSB) #HEAER], N T —#
FA% T R 45 R DNA H7 & R IR . 56 il
B AIE HUS L %R Bt BER it M T . XRCC1 A
PARP1#EA73H ], i B BER JARH T % 4% 1
I FE A L AZ 515 (proliferating cell nuclear antigen,
PCNA) ', IR, BER LI 72 AR e IR A6 7 S e
H B TR I R 5L, B1XF BER G P& 9 T 11 AT fig
by R S TR TR TR SR BB SR . ROk
(I 5% 75 L — 2R K BER 78 I i B8 & J At
S EARYERT, LA Anfar i i 39515 BER 18 B8R AR
IRIT I %

4. WsEWTE15 2 (double-strand break repair, DSBR) :
TEMG I SO 1R Y7 S HFFE H, DNA DSBR AL BA
2 G PR S o DSBX IE & 1A 448 i 119 A 240 i
PRy st M, HAB S R A VR Y T S it T
TERYHE S [RIR R ZH48 & (homologous recombination
repair, HR) /& DSBR f) — Ff R e e
6L 39 19 S R G2 KA R AR A T 4 Ak 2 £
B B R TR S04 D A, JE 5 MRN 2 & (R
(MRE11-RADS50-NBS1) FI3L 5 2 1 & 4R ML A5 5K 5
7% (ataxia-telangiectasia mutated, ATM) % B 19 3 3%
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L &% BRCA1. BRCA2, PALB2 Fll RAD51 %5 G4 75 [
BRI 7, S B 32 45 DNA S BORG B 16 42 2700,
B[R] JF A v % 4% (non-homologous end joining, NHE])
W& 5 —Fh DSBR & 4%, EEm 7L a0 5 3=
AL, N A2 AR SRR . NHET ¥ & Ku70/Ku80
5 4 {& . DNA-PKes., Artemis. XRCC4 . DNA % % [if
IV R XLF 45 ¢ 5 88 1, 38 i B2 3% $2 DSB K S 1fif
AR IR R 511> 272 NHES f280C5 FIEaf P
HRAIX, AT S BR AR AL (R S5 R 1 5, (R I
Ji SS9 v, NHEJ 9 55 300 1 B85 187 BT A1
*, %fﬁjﬁ%%?ﬁ(alternative-non-homologous end-
joining, AI-NHEJ), 45k Ay o [m] 5 5 A o 145 2
(microhomology-mediatedendjoining, MME]) 0T
DSBR ) — 2142, H e G2 135 Ve foe i, 1 2L
JERE NHEJ R, A5 kA etk 2, Hod e
AT Ku70 . DNA-PKes FTXLF, TS24 85 T34 7]
W FIPARP-1 55 8 (1270 ™, Al-NHEJ ) 5%
H T BB B S NE PRI, S T 5 M i A JRORR 1Y)
IR,

ATM I NBS1 £ K 1) 542 W] 8 5 fisi 1 Jo 968 i Sk
PERE A 67, ATMZE DSB {553l % v i ) 56
Y, A i i R Ak H2 AX RN A IS 4, 7K DSB A5
B ARG A 2 T IR 98 44
JL XS O ALY BB . St — R AT %18
A W AR I A W SRR A L R TR RNYR T RO Y
HARVER, XM AE ia 7 F S AR fb AR TRIE
7 FRIHHRTH R BRI T RO A S B R
e SCRIIG RN AL

= BRI FORIAH DGR DNA 151401652 R RTF Tt e

1. MMR H 2¢ T il 12 o g ik PRl ) e o gk e . |
20 120 90 ARACE | B Bk 1z (temozolomide , TMZ)
b T i S50 9697 S, DNA MMR 6 R 58728
S B0 X o AT R TR 250 A T 4R R TMZ 7 507
FEREATF . MMR 28728 R A o fie Jo 98 DR Hedfle = 5 3%
(T 240 B3 10 e A IR S T | AR A R D
Xif PD-1 BHIP 7 i S B ANEE , oM i s e 97 1 A
— KBk . Touat %5 VN Sy i) — MR PR, 5
oAt MMR Bl b yga #H 1L, MMR B = 5235 i s 2
S fife = X MMR #5152 S5 240 BE g 19 1 Rt PD-1
RELVBIT 1) S 7, I 32F — 25 22 B MMIR it [ 2 5 3000 fise
IR e B S A FARAR E TMZ TR 25, 53 A W5 [l
FEFE ), MMR S5 114 i 2 o398 £ 3 O R G oA
AR5 MMR B [ 0 b 22 4 i, EL MMR B 15 g
fi 5 2738 AN TMZ BT 25 B VTR 56 7, MSH6

2 DRI R 37 DA A 2 i JE S 98 240 L Xt TMZ 77 A T
2y PR SE Sy AL, 1 TMZ VAT 5 MMR 2[R i
R AE IR SO RE F P B S AR ) T IESE

2. NER ™ 5 i J5¢ J53 988 AH O 35 D5 1% Bf 5 0F o
Adel Fahmideh %" '3 3 % 2 % ¢ T° DNA & 52 3 [
A9 F & (single nucleotide polymorphisms, SNPs) 5 /i i
J PR KU 3254 T Meta 43 #7 & B, NA & & ZEH ERCC1
ERCC2 " 1) SNPs 3212986, rs13181 1] AE 4 il fix
Ji2 5 988 &yl , 1 DNA & &2 3L Kl PARP-1 11 06— H
B 55 Wy ~DNA H EL B2 i3 (06-methylguanine-DNA
methyltransferase, MGMT) F1 1 £ 75 M rs 1136410 F
rs 12917 5[5 JE0980 5 SR ME A RE G . Wrensch 25042
ST P2 S AR s 3B < B, ERCCLATXPD
PR 22 251 T REE i e JBUJg 1) ol A A= A vh &
¥ AEH, H A, ERCCI1 118T/T FIXPD 751GIn/
Gln JE PR RY 1) 3R 3K 7K - 5 Wil Ji Jo 983 1% & A= AR AE v
SERR A O, I B E R R WS . [T,
XPD Lys751GIn 4222505 1T GE1E B 8 11 A e Joec 9o 1
SR U o SR, 28 F T B 0 RAE AT BRI 58
K& ERCC1 AR S A FE R 3 55 ik Jie o988 XU =2
[B) B AR SEME . I, ERCC1 AT XPD £ 2515 %
J2 J5 968 2Z I] %) DG R AT s B R AR i TR 4 TET A AT 5
JnASIE

3. BER " 5 il Ji Joit 78 A G 5L PR (%) A 5% 0F e
TMZ 697l e BRI 7 280 F BEAS U IR T TMZ G 7
FEHUW MMR BRASPE R 245, TMZ 2599 X35 TMZ 1)
HHEIE 221 233 B TMZ 7 20T . Hong 25 B4
T — /NI EPIC-1042(C20H28N6), i 3 FH.
1ETMZ M. A% EEAS S PARP1 A% HEL BER 8
LA R A ] 5 5 1 i ke TMZ R .

Yosunkaya 25" * 58 335 X5 119 ] filg Jie J5% 983 £8 3%
DL K 180 44 % B 52 i 35 #£ 47 XRCC1 Arg399GIn il
PARP1 Val762Ala 22 25 P A6 I, 0 22 3] A fise Joi 2
T XRCC1 4l 4 T(GG) (31%) T Z& & T (AG)
(56%) 1) 2225 1 5 PR R AS 56 1 25 i3 T X IR AL G
PARP1Val762Ala ) Z &5, H A Val/Ala(VA) %
RUFEXT HRZH v i B 35 B XRCC1 A PARPT 2 fm]
R 5 (AAINV) 2%, 53 BT K BEXRCCL AG 5
GG 5 PARP1 VA B AA ZH -G WS 31 i 1k e Jo e 12 R
Bt , XRCC1 AG B GG F1PARP1 VV A &P
5 G SRR XU R el A A G . EARRIRAE 2
gEBd | XRCC1 Arg/GIn(AG) Fl GIn/GIn(GG) F R %Y
S SE R STT9RE 1) EE S R Z; PARPL Val762Ala
ZEMEARRMERIHNE, 15 Val/Ala(VA) JE R RIA B )
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- ELAG 0B i i SR B VR . D AN A B9 R B
XRCC1 Y rs25487 1] REH ARG e Joe g8 5 ek 4,

X A2 XL H AH 1(X-ray repair cross complementing
group 1, XRCC1) 75 BER i E M R M 4, )48
HA B = fEAGIE 1 , (R REASAE F BER 414 Z (] 1)
MEAEH, X480 500 DNA #0652 HAa fE
YEM. JFHA 205 3R], XRCC 1 TERNG I BT 1Y
TRYT RN ] BERC B SCEVE AT L U HUE A4
T B U T T T

= G IR IR YT RSB AR A

1. DNA H ARG T I B9 : TMZ RN R
ELBE LAY DNA LR, FelJE T™MZ, 1R
— PR AR 25, )z TR G SR, AR
T e ST AR TR YT 1 S B 4. TMZ I AE R BL
il 7E T3 1 fE 2 DNA Y 364k >Fe Xof fi J5e o 98 4 e =
ARV E I S BRI RCR . i R A SR
pHARIPE 1, HAREE KK 5 F 78 TMZ 1 C4 37 B K
A= I, B €O, , FFAE R ] 7= 4 5-(3— H 3 —1-
=) DR —4— BRIE M (MTIC) W% MTIC 3 — 2
R s H R AU T, 51 % DNA$AS, S350is 4n
MIZET™, B HeAb Ny 5 2k —4- I BEREKE (ALC) Jf:
HEHARAN T, TMZ B E i DNA 451405 £ 5 & A 75 1
MRS R N7 o7, LU R EE RS 11 O3 A7 B 1 5 RS
1 063 & .

JRAE TMZ AE IR Y7 ki s JoRd 1o EL A S 287k
R it B L KA | A S i e L ot i o
GRS WM LA o K. T sillRix L
PR 42 2 TMZ 19972380, R FHER SR YT RS C e
B AR, wln, TMZ 57807 i Ai697 . 53
Ay 725 N e A2 ey, 5— SRR NE I AAYT . 5
BRI ERAIRTT 5 A IR B G R YT, DL
TMZ 256968 7197 1545, JUHUZ: L B 48 99 (ionizing
radiation, IR) 5 TMZ B BE 5697 W 80 i 3
7 0, HRTE I MGMT i Y AR 45 2 TMZ
A7 BN I I R 7, A5 2% 2 f ] PF-DOPA PET
5| 5 59 5 1 12 34 5CHHE IT (dose-escalated radiation
therapy, DERT) J5 ik 47855 & B, “F-DOPA PET
FEVRUN A= 4= 28 AN 5% B R S5 JRE T EL A TR AR A
{8, IF HAr SRS T MGMT A& HEEAL T MGMT H 3
b G TCRE R A AT A A A7

7 JE B 2 M N A A5 o B SRR R K
DAL AE I LB S B — AR T e e
URARYT IRE BR JT ve. Lin%E 2 PR T —F gl
DK PO 122 (imidazotetrazine , fa] B KL-50) B3 89357

IR RE S 7E DNA 9 06— 53 I 37 5| A 2- 2
FBii. KL-50 FEARSP S50 i bR X MGMT 6k b
TR fi e 578 40 LA PR R, LRk
RAZ MMRIRZE 152 0, KL-50 X7 MGMT ik [ 2
I ) e BRI T P A 2 58 2 AR R Y 25 4%, T
FEIEH N CET A A0 b i s AR I, s
VAR B BB R G . RUAE KL-50 BB T 5
Jile MMR 275 5 | k2 9 T 22504 8 g, (5L H i i ke =
e DA 15 A 3 i A i s SO v 7 A i . G
TMGMT 357717, Yang 5" B 5% % B K-M 1 35
- Bl iR i ¢ SRS X TMZ F it 2457 , Bortezomib 1]
HEH GBM X} TMZ (U

AR, GRORAEATE i Jo SR T Sl o, o B A
BRI TREWMIERAD KRS, @it
& 5 TMZ [ T7 R80T i J52 50988 v 7 AR 3] 1T R AR
FU*, 4k 9 3m ikl 590, 4 BIP-MPC-NP, 3 53 0 [
EGFR A1 MET {5538 i, 5 25 R 167 i 8 988 1)
#1 J7 ¥ BIP-MPC-NP i i3 4 Inherbin3 il cMBP 1§
5 7E NHS-PEGS-Mal & 1fi () MPC 44 K JUR 22 187 , I
/> EGFR FIMETAF 538 f§ Z (8] () AH BAEH , I8 i
p38 A A BE IR AL AE L, BRI E2F1 A% S s 14, M
A58 TMZ VAT 78R 0

i L, T REMRET R, MR R
T T A A e IR R O TS B e s, AL, 75
B — AR R MR SR T O, LAk
TMZ FHRITRICR , $ im0 AR A A0 S i AR AR

2. IR VA7 M JS0988 < TR J&—F it WL F: 3 DNA
BAGEIR, IR 25 A A=A 4 FhiG v  A h
F (reactive oxygen species , ROS)#E i S E DNA #1141,
i B3 — 45 5, 1T DL IR RV Y7 IR R B . TR 51
2 1) DNA 5t 15 KR Z B BEE A, 1911401 8-0x0G 5 IR
W2 FEDNAWIR , AF5EHGE, 1GyIR &' 58U
A4 I 249 1 0001~ SSB 1354~ DSB"**), B 4% DSB Jif
b7 IR 22, 52 1 T DSB X 41 i /Y K v, (75
DSBTEIRE A e 8t rp A HZ .
FR IO 8 B 2 60 Gy, i IR 07 78 6 B 85 i e
FTIEN G2 ~ 3 emo JN I IR A L BR800 TR R 25
Gy B B 32 s Ol . R AR it — 203l o TR
TH B e PR A, AT LASE i A DNA S0 E = A5
3 I T AR O R R B RO A R SR

ATM L) J2 5 Rad3 #H 3¢ 4 2L 5% 26 I8 B 40 1ML 45 5
7K (ataxia telangiectasia and Rad3 related protein, ATR)
43 SFE AR B DNA $3 00518 52 3 i v 3 DG B
PHIEY BE RS Hrp ATR W] Ui g A i X
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FEEE A LA, A AR T AT BT AL B
AT, ATM G 23 T2 4R i P53 o5k
ATk St s A, I LSS A AR ATM A k24 il
DU 0 {6 P53 98748 1 Je it B 4 R 20 X TR 19
JdE R, FEM 4 DSB Ayt b, HR HINHE] 77
FERRATTUAY O, DLAE TR B30 L, [ AT™
F DNA-PK LT~ 23 4858 IR IAS T RCR A 5 0 A
I RAKIAE T, — /N34 i 57 NVP-BEZ235, 1]
ARIEHI 6] PIKK . ATM I DNA-PK , J&—F 7 201 il
SRR, L NVP-BEZ235 () — AN A8 2 24 1
ATR IHREIEAR B, 3T ATR 24N AL
FEAE LT Y, R I NVP-BEZ235 93X — A /2 7l L)
WL IS A S (5= B0/ e U
55— 8077 2, A WFFE R Chk 1 SRR 98 1 4%
IR 7E P9I DSB 5 I #ENE |, (AT S W] Chkl
SR X HR TS PRI S SO RO e o,

e K 5t W 5% DNA-PKes i ¢ 1 20 A #0150 9 0F
FE & B, DNA-PKes 1] LA & AL 0 Y B0k
PEo TEIOT N AZ 1S T B A . APLF A iy
NHE]J DNA 7R S ) B 1) B 8 11 A 25 35, 35 1
APLF 7] I J 58 it 15 40 LSR8 Py — VAR
Huang%ﬁﬂ il 7 Westernblot 725 | 2% )t %€ & B A [l
5 [ V] (polymerase chain reaction, PCR), g [% JE A
S 5 A DN A [i] 5 R X2k R A ik S R
21 i v T T A5 R BE A5 B 4(Acyl-CoA
synthetase long chain family member4, ACSL4) 1Y) 25
FIKF BRBE T AR 2540 | 40 B N R SCE E g AR X
mRNA K- DL K YAl 156 J2 5 96 200 60 1 T3 S et
S5, O I P S R S T P S R A0 s it AR Ak
FERIET, PRIET- G 2215 X L IR 5 1) G J52 I 98 40
JRLAS A7 USROG, I ELRIR CA9 7] 15 i figi e Joa Jed
2 L R T SHEURE . Fletcher-Sananikone 25 [68] Skl
HENT/INEUBERY | BIFGE A RS2 4 SR /N RO Ik AT 1 %
Ao T MR IR REVTAL . 45 SRR, iR
JoIRg 149 52 28 98 VAL R~ Mk PG T A B 45 v ) L 2
WUAE RO T RS JE B, 9E— 20 R SO M
A&, PNTITARE S F IR AR R R A, BRIV S ek g T P 5
*%%*H;@ﬁﬁ%%@ﬂ(senescence-associated secretory
phenotype, SASP) K -3 32 ¥ 175 52 1A 9% 2 IR 14 i
(receptor tyrosine kinase, RTK) # 1 {1 2 fixi fisc o Js A=
1, Witk — SR8 T HURE 2 YN T RN I R
SR PTRETERIVETEE ] o X SLBIFY Ry i o ki 2 PR
IO RCR B L 15 R

3. PRAP I il 536 I ki 2 Ji7 983 : PARP1 2 2R
(ADP-HZ4) 5 A5 g 5 1) T 2 A B, (6 DR 45 A0 4
DNA & & i 42 76 W I A 0 A7 R vh % 15 T B4
PARP1 7£ 175 DNA & & 1 B2 i fb ADP AZ 0 1) 45
AL PARP)E L 20 1 U T 2 B R A T
) — M, 38 H 5 DNA 3105 50 AU A7 6 .
I, 0 4 PARPL 1] i 5 b 83 o /9 DSB, 1fif PARP 1
HFR IR R W 259 . 7E SRR RE /N R Y
W, TMZ GG AR e AR T R H TMZiRYT, Bl
PO HGTRNC ZH /)N B A g A e, /0 R A 730
FEK , HE 2H A 45 R B TMZ B G B i Je 40 B

v -H2AX AN, 105 CASP3 FIZL# PARPL, D) 45
SR, 72 TMZ it 245 6 g v, PARP I35 TMZ
K38 1 7] ATRX A 3:19 PARP 1SR 2 5988 1)
EEJL/([HD

o MR B UL /A IR L 2R A AE x 7% Bl (Alpha
Thalassemia/Retardation X-Linked, ATRX) & 4 (& Jii
FIAR SWISNF HEZR IR Z —, ATRX B 2 28
Ji S 9eE v R R LA 5L S 22— ATRXGE S A5
H3.37EGL (0 57 DT, 7E 3 Al SRR e v &k
FEVE R ; ATRXGA 1T D SEAEE il , /2 37F H3K9me3
FZEEES | P55 ATMAS Sl R A0S 7. 76 TMZ T 2
JE I8 A, ATRX 38 3 STATSH/TET2 & & ¥4
S B9 DNA 2 H 34k F 8, ATRXGHE i3 #01] FADD
Ji 3 F X 38 H3K27me3 ) & S 1 T 9 FADD, M i
{2iE PARPL fRSE . E—25- Uk B PARP #4651 1] B
2 7R ATRX A 5 B TMZ i 245 i Jise 5 988 7 s e 4
#1171 FADD S84 PARP1 44 1 b8 51 58 [H
FADD 5 Z K AT 45 M A AR, SFECERE
MR — K 4 & TR 17 5 PE & H % -8(cysteinyl aspartate
specific proteinase-8, CASP8) ik, Fifi J5 G T Ui JL
PRI I, B AT,

Higuchi %“‘”Eﬁ%?’ifﬂ , veliparib, TMZ
DL} TMZ B 4 veliparib i J7 LN229-shNS Fil LN229-
shMSH6 ] J& Jitb 983 1 B /)N BRL, TMZ K 5 veliparib %
L.N229-shNS Jiffg A= K il R B ., 55 5l 1 24
PG IT RO A B WA, TMZER G veliparib 1677
LN229-shMSH6 e I F B 253797, 3 SR SMAE
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