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Molecular Mechanism of Targeted Therapy
of Chromatin Remodeling Factor ARID1A Mutant Tumors
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Shanghai 200025, China)

Abstract Chromatin remodeling factor ARIDIA (the AT-rich interaction domain 1A) is one of the genes
with the highest mutation rate in many types of tumors. AR/ID A mutations usually lead to the loss of protein ex-
pression and function. Both tumor cells and mouse models with ARIDIA mutation proved that ARIDIA mutation
promoted tumor development, suggesting the malignant role of AR/D1A4 mutation in tumor evolution. The explora-
tion of therapeutic methods and drug targets for ARID1A mutant tumor cells will contribute to the future clinical
drug development targeting ARID1A mutant tumors, which has clinical application significance. This paper sum-
marized the latest molecular mechanism and research progress of the synthetic lethal methods and immunotherapy
strategies for ARID 1A mutant tumors, providing reference for future clinical treatment of AR/D1A4 mutant tumor.
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ARIDI1AZ )it ¥ SWI/SNFRE 512 —
BAFSE &Y s 205, g il > 45 R L, ARI-
DIATE Z Tl RAFAERAL , H AR S S g
RAZZT[IL 50%M . H §TBTHE SR, ARIDIA
A T P 0 g 2k R s e R 1 A K g, ARID 1A
RATEMRE IR 5. 1R28. FEB UL LA
DNA 1B 55 07 [ R FE L EAE T, w] R b e 2%
PERAL P, BET WG RA I ARIDIAVE AR 55, F-HR4E
X} ARID 1A T [ Je 4 Hu 145 A 3806 77 7 =02 H AT
WEF AT o AR SCH (8 A48 ARID T AGS 7S AE i g
FIYEH , %6 B ARID 1A 525 41 il () & B ELAE (syn-
thetic lethality) /7 V5 A1 G2 16 97 SR BE W5 N 77 1 2% 38 AH
FKorFHLIANT TR -

1 ARIDIASph{E
1.1 ARIDIAHIE A ThEE

SWI/SNF & &) /& — Fft AT PR (1) Y% 4 )57
WG, &2 A WA, 7 DU IS ATPRESH 1L 5N (i
RE, FEIERZ MR YL ER A AN R 20 DNA 2 [H) ) 25 7
T, k0 O e (0 o7 25 A0 RN G (ot i P, AT
SN #E S [K T (transcriptional factor). 3%k LIS
F (co-activator) B #% s A1 il [K] 7 (co-repressor) ]
S0 BRIREERRE, Z5RTAHRTE. g0
e % 4 PR 4 B 55 22 P 4 i ) B AT B AT R
ARIDIAFE N i i (F) BAF250a %5 [ /& SWI/SNFE &
VIR EV AL, H ARID(AT rich interacting domain)
S5KI8 T SWUSNFE V) 5 440 il DNAZE &, 2
Ji ARIDIATR S H 45 A e % A1, /ERNAK
AEFIERT, sk 15 Ye i DNASL A ik
SRR T A, WO B R e S FE R,
1.2 MEHRARIDIART S5 ZEINEE

Jiet 98 0 I A R, AR R0 I N S IE R AR
W, SWI/SNF 4y 2 )i 8 58 55 G WL ) RAZ A 200
20%, 1M ARID1A X & SWI/SNF V. 3 rpr 5835 f A 47 %%
FI R R 2 — 191, ARID 1AZR 7% S AE AN [ N 2RI e o
BARKHIZE 5, BAE I 5107 B 240 e b ) R AE 2
N 46%~57%, 1EF 5 W I ik 2] 40%, B 208
34%, BN 18.7%, Bt -F 2158 18.6%, i+
219 13.7%, 45 B A 9.4% M RAZ R, ARI-
DIAWFEARIE H 2 5 RS AE RS AL 8 TE 94, 1T
IERARIDIASE R FI D) R BTN, B AR
B ARIDIATE Z FhéH 23R Rk, S40M TR 4ERF

o1 R 1 b M A 501k . DNABRG1E K 3125 2 Rl A=)
SRR Sl R IO, 2 54IE R DiRe
RS YERE 1, ARIDIAZEAS 1 il ARID1 A k2%
B, e AR n gy . REAERE. FIH
ARIDI1AFE R Bt /N BRAR A CUAIE B ARID LATE Z2 R e
B e DR VEF - bR A7 99 S50 R0 L B PR A ¢
WFIC , ARIDIAGRAR 2 (3t R T A 7 T A5 2 v
RO, 5 S ERRR /N SF40 M0 ) ARID 1A R 3k BT i
R, 5% @l AU R, bR ARIDIAT]
BUESWI/SNFE G hRE, 98 6 A SR AR AL,
HE T AR i S IR -5 71 T ik DR A S R A e B
R TT 3G 58 00 A28 6, S A R R ki
KA, FEPIBK/AKTIE B (1 FFEE0E , ek i A8 i
BRI, BOE R MR A SR R R IA S, A&
SN AR AR e AU,

2 EtXTARIDIAE[F T FEE RYJE 7 SR B

5 22 it 983 240 B A0 /) SRS AY ) ARIDIA T #
VI W LA e 25 TR P 6 P, i L 5 78 D) 2 3 o 200 i
AR R R AE R . SR, H RTIE A B
ARIDIAZZG PR (G R 259, BT LAIZ F 45 Fh S ms 2
I BT KT ARID 145 7% 83 [ 8 #E AR RIR T 77 752 4
RO 9E #0 p o A T R0 P Rl 52 1 40 g 35 TR 98 AR,
I K R A A i DR ) 3 0 e A e R ) R
TR SIS R (A . Rk, 7ESE M ARIDIA
SR BE IR LA S BB RE va 9T (AT 7L Sk B, H AR A
(779058 2 B R Al & BRI e 8 VR TT . IX L
ST ML AN 40 i 7 T B T ER R NARIDIATEAE i
FEIRTT LR R R T A
2.1 LIARIDIATRR AEFRAVAARE & B EIZERY A
7 R B

AR, A REBEHa T SRS S 5 NI T
VEIT P S R B O (R R . A R EUSE R AR AP —
YA BB R AN R AR R B, M Hp— A
LR (L [N ABSE K B) & A2 3 B 1k Bk 2 At 41 B T LA
TEA% B2 24 A B B0 35 DRt H 1 1 A 2 IR (3
AFNEER BB R A= Thfe M i SR ), 40 ks 47 540
Too MRYEILA REBE R B, 75 2 96 22 R R AR 1)
JogRE e, e 3 R I B AR AR O, ) R [ 400 1) 1%
P ge 36 D] () A o S30BE 445 R4 3 TR A LA 3] 90 1) e e
AR RO . IR B X e S TR B BB AE A R S
DA ) 0L 1] 0 ) 550 LF A FH T R R SR8 9 7 10T SRS
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RE ) SR A G 24 ) ME LRI [ [ 9 R IR ). 7R ARI-
DIAZFEZZ g vp, FH48 I B [ M5 ARID LA 4 BREL
SEFERYFE R PT BB 5 3 IR 4l gt T . H AR AR
L, ARIDIAW & B EHE R BE N 3 B4 ARIDIB.
EZH2. HDAC2. HDAC6. GSH. ATR. PARP%:,
B IE T 1 Bk A R R ARID TASRZE IR 136
ﬁ%ﬁ%lﬂ%( lzgl 1)[8,16-17,20,22-24,26,29,31] R

2.1.1 ARIDIB  ARIDIAFIARIDIB/ZBAF&E &
AR BRI B, B AN AR A7 AE T [
—ANE &Y. FEARIDIAGRR TSR, At
ARIDIBW| 2= A5 TE 2 Dhfe , {13k 45 e AN 5 5537 B
211 B 95 40 L PI3K/AK T/mTOR F1 ER BB 5% 1 i% 42 2
TGS 38 i S B L DR (1 3R A8 U7, SR ARID 1A
I FECARIDIBY) R E INE 2. 1] ARIDIAS
ARIDIBW E R #H 4 G BAFE SN, IS5
BAFE GV RS IS 1 (OB RE o B A= 24 40 Pl vp i ok
ARIDIBAFZ 0N BAFE &R VIRE, A1 ARIDIAT
AL o ARID 1 BYIAE /R 1 23 T 8% O ATPREEEE AL,
W% SMARCA4[ X # BRG1(Brahma-related gene 1]
(43 5, b Hopth LA WL 25 &, & IRIBAFR
AR S BAFE &G hEETE K . HELM-
INGHE VR H 75 2 P e HH A7 42 ARIDIARI ARID I B
HLFRATI G, {H ARID Bk 5 1R & — S5 R
1M 55— 25 SR AL R AR BE IR R IA ThRE , $27R8 ARI-
DIAGR I A0 M58 T ARID 1 BFF38 it B AL il 412 12
JiRE A o (HLJR X Pt ARID 1 BTy RE AR 6t 32 7~
FHUEWIARIDI BV LME N7 T#E L, A HFHERNA
G B SR 4H B N ARID BN | ARID 1ATH [ 1 i

ARID1A4 mutant tumors

Synthetic lethality

B inhibitor

JAN s IR AE K R AR T, UERE T ARIDIBW] L)
VE R BSOS RS R T8 JT ARID IABR R A%
(e o

2.1.2 EZH2 Zested 51 [A] Y54 2(enhancer of
zeste homolog 2, EZH2) & % it & [ #1125 ¥(poly-
comb repressive complex, PRC) ] —AMELL TSR, 24
ZEAYRER YR BN, EZH2ME AL (I H3
(56 27457 4 20K (1) — H JE 4K (trimethylation of lysine
27 of histone H3, H3K27me3), #k M FH 1E RNA S &l
L) S S A, A (R I8 1Y, 20154F ZHANG?!
HTROBERTSPUH AN 7T 41 43 I E Nature Medicine
FHRIE, FEARIDIATAZ (1P S w4t M, EZH2 F Ak
RN A 0] LUK IEA A, O S 40
ARIDIAZGEZIRZS 55 H X BZH2 4 ) 771 1) s )i AH 5K
[FI, AR EE T 9N 5537 B A0 e I s 9 e P S
TN SRR | Ik Blis ] EZH2 F 56 72 Bl 301 771
5 (515 ARID 1AL 5 53375 B 41 fa 3 1 Jir g &5 797 S22
P, X2 AR T EZH2 4R AT R
FSCNARID 1TAZEAE IR (1A ROE YT Filg o i 78 X
FiE FH )2 T-HLHIE « ARIDIAFIZLE (9 F I bl
EZH2 B #2258 5/ T PISKAR ELAE F () 35 19 1(PI3K-
interacting protein 1, PIK3IP1), £ ARID1AZE7E &
Yl rh, EZH24M| PIK3IP14%1% , MM fifF% PIK31IP1
X PI3K/AKTYE 5 KM /E H 5 M PI3K/AKTIE S 1
O e SR AN AR A7 e g 2022 DTG R 3 fie 8 4 A
T A A . EZH 240611550 () 48wl {2 1 PIK31P1
Lk, MR A, (R AT . ZHANGH 5L
ZH VR I, R GSK1264] EZH2 B 1 T LLR 47

ARIDIA
mutation

 ARIDIB
EZH?2
HDAC2
HDAC6

AZER S BE N — X & BB, AZE R BE D o A A — AR A D RE MRk I I F A S R AR A7, (2 PR D R A R DhRE RS2k, RE
S S S P AMMAET . AR B AL IR B, AEARIDIAGEAZ MR v, $E IR M ARID L AR 5 FESEAE A2 K m] RE TS T OB A AL T

Gene A and gene B are a pair of synthetic lethal genes. Either gene A or gene B with functional loss does not affect cell survival, however, the simulta-

neous occurrence of the two genes with functional loss can specifically induce cell death. According to this synthetic lethal principle, in ARID1A mutant

tumors, targeting the synthetic lethal partner gene of ARID1A may induce tumor cell death.
Bl ARIDIATRERERIA RBILTTE(RIESE SCAK(8,16-17,20,22-24,26,29,31]1520)
Figl The synthetic lethal therapy methods for ARID14 mutant tumor (modified
from the references [8,16-17,20,22-24,26,29,31])
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H AN ARIDIATEAE Wy 20 B ¥ £ K ; 1 ROBERTS
W TR PR I, AR g 21k EZH2 1) — Bt alphat®:
JiEF K (SAH-EZH2) v] 153 EZH2[4 %, B EZH25
PRC2E SIS 4, & SEEMAET, 1X 150 I8
T F EZH2ME P ECE AR EZH2 8 1 R 45 i nT
PAAG 3015 5 ARID IAGAZ AR M 4 &5 B EUSE . (A5
B, WFIC R I RASIE 1% B R 04 988 40 i A7 3% A
H T PRC2E AW, INILTEARIDIAGRAL B INKRAS
HRAS. NRAS. BRAF%5 57 20 f A I EZH2 40 il
FNBEAT R,

2.1.3 HDAC2  HDAC2HIZhfE & AE A%
Bk 2H 2 R ) 2T 2 AT T R 4 G €8 )5 I 0 ) i
. FUKUMOTOZ %, HDAC2/ZPRC2E &)
BN HI R 7, 2MARIDIAZAZ N, HDAC2HEAPRC2
FLEHMHI SR IE R PIK3IP1, {23 ARID 1 AR G L35
FIYH PG . R A& A 2324, XU HDAC2 .38
LT EZH2, 7E ARID1AGAS J& 2 40 i A A7 R 7
] HDAC2 7] i 5 ARID1AZ75 51 S0 40 U FE T .
HDAC2M =R IR A 5 90 S B H 1A R 15 B
BEAEIE, I, 24T HDAC2AE J9va 7 i 8 41 f i
ARIDI1AZAZ (1) 51 539 5 5 %k HD AC 240 il 751 55 hn %
&, HATFDATCZHLHE T JLEK HDACHI#I 7 H T
TRIT MR FR GeE VR, Hod SAHA (suberoylanilide
hydroxamine)& H B #/F 7836 [ i)~ H % A i\ HDAC
07, FUKUMOTO%: P58 &K B, SAHA ] 3@ it
B RS 7 IE AR ARID 1 AZ7R G S5 (1) b8 638 |
PERIARID 1A G S /N R A2

2.14 HDAC6  HDACG6=EELELN AL ot 5
Wk OB, W R AEE . RRe s, HEim
s W0 Q01 248 i IR R AT 7% S5 4 AT . HDAC6
FEALAE 5P S0 75 N 1 22 P g vh 1R R 7K1 il 2 1
I 0] LR 2R 0% 14 88 1) HD A C O 57 12 (1) 7N 7y
TR S &gt & B H AR R IR R RS 2,
%+ ARID AT 20 L AT 78 K B, ARIDIAGEAE Fif
HDAC631E /K, 1fi_F R FTHDAC6HE— {2 #E P53 1K)
Lys12001 25 Z.F Ak, Lys12047 5 Z B ZPS3 K E 5] &
S M T D e Y B R R S AR AL R, BRIt ARID 1A
FAE IS FIAHDAC6/K I MHIPS3(2 T Lhfg.
TR AR T ARIDIARY HE RN, ARIDIAGEAZ 1
Y S 9 4H i 226 HDAC647 77 Ricolinostat(ACY 1215)
UK, HDAC6HIHI7 ACY 1215R8 % B 532 51 ARI-
DIAFAZ 50 59/ R AA7 23 227, B, HDAC6R]

REAE N ARID AT R 5875 IR 6T IV TE & BT T
2.1.5 GSH  SACRIIARAS I T 1556 40 i A 7 &2
e H LG E 14 4 (reactive oxygen species, ROS)
REA% 1 A A A i IE , (20 AR AR 20, 3@ B a3 i
BESH I, T i = T ROS £ 3 A AN B 5 % AN AE T .
AW H Bk (glutathione, GSH)Z —Fh4il N & B+ E
PIPLEA =R 7, B ATPIRIR I LR E R . &
P& RN H R 1 1 I S R 2 & B A B Y, 32 Bk
FILZ P ROSHIME T, AT LR IE 40 A PN A S5~ 1
AEFFAMIARAS . AR IZ/R 5 H SLCTALLHE
b s B LA A A, X R GSHE I keI, 5
ARID 1A% 43 F i SLCTALI BRI F 35 KT, it e
iz GSHYk/D> , {H20 1 N GSH & FEAIK, b ik —20
{55 F GSH#I1] 5] APR-2465% BSO(buthionine sulfoxi-
mine) b F | FH] GSHEL GSHA UM AL B GCLCHE &
F N GSHERIEIKT, 8 ARID 1 AR 5P G 5 HoAth
i 98 240 A H GSHIK - 2 FRAK , ROS/KT- B & 7+,
AT RAMIET. . HFARY : GCLCEL GSHAZ
ARID AR e v B i 5 & OGBSO RE A, A
N GCLCHI55] i BSO(buthionine sulfoxinine)f§ 2
FRNARID LA GRS I 1 38067 2542

2.1.6 ATR  DNA#ifj#a & i ATR (ataxia tel-
angiectasia and RAD3-related protein) 2 4 Jitg i 7
DNAFR A o 15 B0l E 15 0 DNAXUEE
Wr % (double strand break, DSB)iiF DNA$ 15 16 2%
MU ATR, 4EFFRERIH A E PE . FIH RNAITIE
ATRITHIF A BRI R I, THARIDIAM R IX,
AL 2 6T AR 771 VE-82 1HF T MEBUR , 70 741
FIRE 5T HE— 5 R I ARID1AZEAF 41 & 4= T ToplIA
SR R 200 PR SR B, TR L I SR A P Y I o 4
IR ATRAY T (4G 25 5505 1, 7E ARID1AZEZE (1) 2
JfL S ATRAM I ), 2> HEZ) 4 B e NS B 24 2
o 2400, 3 R R A e Fgr i T X HROR
ARID 1A & 1] LA B ATR S — 0151 351 (1) 48 7R bk
&, I H ATRAE R ARID IATRAZ A A BRESE 7
1A B,

2.1.7 PARP [ 7 L B4R ATRANHIFIE S
ARIDIAFRIEA LA BEEESL, i 5T R B DSBARA 1
55 ARID1A 5 ATRAH HAEH], ARID1AfE i DNA DSB
RS 0 7 A A A R 1 AL ) BLE DNA, I 7E
. DSBH 4E R ATRIEUEIRA B2 ARID 1A
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DSB% 3 ATRIGE, & DSBIE E k. £ KADP
14 5 & (poly ADP-ribose polymerase, PARP) = %:
2 5 DNA SR 5515 B A4 P fE e R8T ; PARPHT
#1775 2 DNAFLEE W RUE 2RI, 24 DNAK i XAE
FFEL ) DNA LS i 2UE 5 Wi 1B, 1T R 8 DSB
55 DRt PARPHIHI 7% 6 = BRCA 15 BRCA2iX
PifiZ 5 DSBS RN A, siHtZ DSBWiZME K i
P 10 FAth B A3 P4 LA R R BOEAE A e [RIAE,
WK Y] ARIDIAGR R A1/ A= DSBIRF B A B % (]
G,-MAG A £ , 31X AT g 5 5040 A JE 3 B v 1 5 e
DNAEH ; ARID 1A RAR @ 0] ATRIEG M [H]
Y5 E 41 (homologous recombination, HR) LA 2 FEIR
‘K (single-strand annealing, SSA)IMAADSBIEE . 4
12 FHPARPHI I FRIBS, ARID ARG I8 40 i R DSB1&
AN RS ST 352 B0, TS S R g At T
PR AR AN SEES R B, ARID AR SRATAT IR T 5 48
SFPARPHN T BLRMG JE  RMA JE AN LR i JE 58 f
J&, H PARPHIIHI 77 BMNG67 348 S P 41111 G 25 Bl fes A\
JEVE IR S A FE HER (patient-derived xenograft, PDX)
A o (1) ARLD 1A SRR B8 1) g i 2 K. R
PARPHIIi 77 1 8L 9 ARID 1A 1) il Jgd 18 2 F A1t
T — NIRRT SRS,

Bk 7 LB T LSRR TS A, B RTET
ARID 1A PR 45 B0 71 I 25 0 R s PR AT 72 A
CABS 7 —Se it fi2 - FDACAE R 7 EZH240H) 71
Tazemetostat(f12 7]t ) LT 20204F 1 H 7EIf R LA
R, itk B RUE AN E B T AR DB 0 78 1%
B AT b KRR PR 1A R IR ST ARIDIATR
A5 S bR T T H R O 28 HE N TUTI PR 56 i B
(NCT05023655). HDAC2#I#7 SAHATE LIl & 4t
Jivgeq H I PRI T 2 CAIE S, % T HDAC2RIARIDIA
(45 BREIEWT 72 $2 78 SAHA W AT BE % ARID 1A%
A5 il IR 24506 T B — PR T . HDAC6H il 771
Ricolinostat(ACY 1215)7F & fifi /& &5 & th g i A R
TP 5214 %), 3 v] B SR HDAC6HI il 7 7E A K iR
7 ARIDIAZZ R F o @ I 1 . GSHAHIF1 APR-
246 ) GSHA B AL B GCLCHI 75 BSO(buthionine
sulfoximine)th 7 GE il A ARID 1A A5 B (116 XA TT
25%). ATRAMHIFI M6620(VX-970)VA 7T ARIDIAZAL
IR P THAIG PR 3056455 SRAIE BH - M6620T 32 74 K4, ]
I AIF 70 UL 42 2 B0 A2 5 A2 15 U8
Jo7 B4 55— Flt ATRIHI 7 VE-82 148 7] i LA V897 A

5to PARPHIHGIFISFIMGJE . /7 -RbEJé A 4E R o Je
YRR B B R YT 257 L& AE Im R _EAF S RIHT
ARID1ASE 5P 5L v (1 13 R AL N2 ARID1AFN PARP]
A EREBEE AT BESR /R T PARPHIHIFIIE ARIDIAGEAE
R T AT R, H AT 2 Ml PRI SG IEAE BEAT
o RERRZ, B FUER B ATRINH 71 AZD6738 7] LA
$8 558 BT M JE xof IELE) e RO 4 FH B, SRRk &
F ATRAMIH177] AZD6738F1 PARPHIHi 751) 5437 11 & 1 R
TE ARID1AZEAE iR b B ST R, 5 AR
IR AR IR S (NCT04065269) 0 IEFE#E T . LA EZ
MR R FER B, & LI TIRAE ARIDIAR
AR IR VR YT BAT RAF I TAT IR AR et Bkt Dy
ARIDIATAG [iieg B i Ao 1 A
2.2 ARIDIARZEMBES RIERTHR

I 25 A 50 i R A TR e G T AR AT A AL
WA WHR AR FT, G BEi0 7 BB 51\ B AE 1
PRIGIT LB, i 9T TR N 24 4 R va TT it
F— R o Horp ok A S A0 77 (immune
checkpoint inhibitors, ICIs)] S H 7E 8 16 I7 H
DU T REFHIAT SR . A m 0 TR RERG
s M HE R R T 1, 25T R g RS
P b6 40 e e g P 855 v A 4 A H T X
WL, RIS R A A>T, ] SRR T
PETIE I, TS BUMOR A A R R, DRI N S A 2
Ao A 1 7 AT DSOS R T 40 Bk 1 3% 477 Jhf e
HATICIsC & H T2 M ME B azmm. B,
il s &5 B VR T AR B, R E R ICIs 35 it
FEFPMESET: %244 -1(programmed cell death-1, PD-
1) FEFPEIE T Z AR AR -1 (programmed cell death-
ligand 1, PD-L1)A1ZH i 7 1 Ttk 02 40 i #H 5C &
1 -4(cytotoxic T-lymphocyte-associated antigen 4,
CTLA-4)ZEHuAR B, SR AE oAt s e V67 b,
25 A PH W (immune checkpoint blockade, ICB) ]
B M B # (objective response rate, ORR)IPAIK
T20%, KU R B e o a1 AR
BT, S 2 T PR T 0 S A 25 i FH I
BITE R B ERUS T BRI RCR, EIFARRT
EER TN e D u R ok Wk UL U Pl RS O S
e R A R BT R I BT Ak, FR SR A E R AR
Yibs EW, HFE AT DO ICTs 7™ AR 4 57 1 B2 1) 2
B NBE. O KREHFEERY], PD-1/PD-L1KIAK
7. DNA# 3 #5HC 12 2 (mismatch repair, MMR )i



1412

FgG i 98 48 41 ff (tumor mutation burden, TMB)
DL 5 S 1 IR 304 5% (tumor microenvironment,
TME) %5 R AE A F g8 16 A e 3081 7001 R V6 7 2 1)
TG A 4 1044471 ARID 1A 5878 ifygd 1 PD-L 13
ik _EE, MMRIN g, TMB/K P T 5, TMEM AR,
P&/~ ARID1AT] g v] LAAE Ay G k6 25 U4 i) 550 1 PR
YEIT N R TR AR B, R ARID1AZAS i yéd ] fig
XoF 28 S 7 i A1 1) 7R B UK, X g N R e g
AT AT R AT B8 VA TT RO B, X S A B
FIRIFFC R L), ARIDIAZEZEAFTMESUAR, HIX Fh 2
AR I A A iR 6 PD-L U AR IR 7 6 S 58 1 &
(El12). dAh, A FIRER i & SfE ARIDIA
SR g g B FH BT

2.2.1 ARIDIAR % 3 PD-1/PD-L1:& 3% & A & %,
A PD-1M AR PD-L 1A B AR XA
PG 58 S N I 48 R LR ) fE AR RSN, PD-1/
PD-L Uit # T AHD I TS PE, (2 T fd 1, &
LAMEINLAR I B BB, IRFF RS MER
7 (10 e e At e R D G s kA T R A 1)
PD-L15 T4 L PD-1454, i SN T IE T,
BEAES T2 0k 8 4 B 1 S e A VR L T 530
R AL . TSR R B, PD-L1M LKA
ICBH B2 2 IEAH O, 8 HH PD-L 1315 7K1 bk
i1, PD-LIPUAARS 8 (176 T7 2508 g BT, KIM
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Fig2 The immunotherapy methods for ARID1A mutant tumor (modified from the references [40,44-47])
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