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[Abstract] The occurrence and development of tumors involve genetic and epigenetic changes, which are related to multiple
regulatory factors. The SWitch/Sucrose NonFermentable (SWI/SNF) complex participates in chromatin remodeling, regulates target
gene expression, and maintains genomic stability by regulating DNA damage repair. In recent years, the mutation rate of genes
encoding SWI/SNF complexes has been very high, closely related to various cancers. In addition, the related genes of this complex
have been shown to be potential therapeutic targets for various cancers. This article mainly reviews the structure of SWI/SNF
complexes, their role in tumor development, molecular mechanisms, and clinical translation, in order to provide reference for the
diagnosis and treatment of related tumors.
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TERIRE S A R R BIAE T 5 BIL ) B AR B i PR
AL raiagk , LIS IR 7 25 ) it
K S %

1 SWI/SNF & &1ERI 4 FnIhae

ATP A4 Yo £6, ot 75 98 il 52 5 14 SWI/SNF J2: I
ez 5ERENERRFENZEAZGIK,
R AH L HE R I PR 2 R B0k 3 AN KK
Hi 7Y Brg/Brahma #H ¢ [A F (canonical Brg/Brahma-
associated factors, cBAF), % I3 AH < BAF (polybromo—
associated BAF, PBAF) Fll 4 #fL %) BAF(non-canonical
BAF, ncBAF)P), Ji 45 SWI/SNF & & 1K & 4 ATP
Fif 7 [ BD SWI/SNFE AHOG . FEFTAHOC . Lah a8 AR
A G €2 JoT 3] 9 Rl A IE S 15565 2/4 B D (SMARCA2/
4; X FK BRM/BRG1)] Fl1 £ #4 i 5t SMARCC1/2, iX
JELERFAR S ATP [iff 50 B A% /MR B 98 76 4 1 6 B2 4%
4, >4 SWI/SNE & SRR K fift ATP 345 i fig 1>k
¥ DNA M4 8 (N RIRZ [ 2, mT 80
INMASFRAARM . cBAF Fl PBAF & Wi K /NS [H] 4 52 &
&, EZXGIFET BAF 15 & AT AHEAE 45 /45
7E 1 1A/1B(ARID1A/1B), PBAF H1& ARID2; M7
Bl %78 I 44 1Y neBAF [k ELAT 152 I U8 e 400 o) 4 222
DXCHEP] 125 1 (GLTSCRI) B J5a 963 Fifr 96 410 i fige 1 X
FEIN 1 FEHE A (GLTSCRIL) AN, b0 25 1R 45 k4 2
9(BRD9) £l cBAF W. %t BAF155. BAF60. BAF53a. Al
T8 AR By iz 18 5 FE IR (SS18) 451 42 & 1A Y IE A
BN, TERMIEN KT Mokt g, b
T R PR FE AL, 31X 5 52 A (A AN ) 35 AL/
R SR G . SMARCA4(BRG1) X Hi5% & [A] T 9
SMARCA2(BRM) fE & SWI/SNF & & 14 (1) ATP [ii§ iV
S S I R it I S e o R ) PS 1 |
BRG1 Fl BRM 1E Bk Z R AE I A R T R, WF
LRI, BRGLETHE M/ IMAN E, HEESI 6
FAESEH A Bl /35 Ab g mT Rt DO itk i
K75 A 256, 198 RNA G 8 A HE 55
5856 I e sh i sl i SAEAl, A INH A RNA
[ = A=, SWI/SNE & & R m] fifi s S PR - 5 LAt 3]
BEERASG, IR RN, X T R 4 i
TR S A S 4 DX S ) o] S Pk e 2L
1.1 cBAF BAF & & A&JE SWI/SNF Kk ik F &
HEERAHEAW, HALE ATPase WAL . 45441
FEAIFET ALY, SMARCA4(BRG1)VEH cBAF & A1k
PRI, HA ATPIEYE, EARRASMET
B B AT 5 5 — A% O AR T SMARCA2 (BRM) HH H.
AL L FETIRED, 3k P FR A% 00 T L L FR ATPase T
J, A a5 4 B R DNA S5 A 5 8 A B 1R
FHUT, cBAF Fl PBAF & A A7 %L ATPase I KR SC 31

AR A A= AR RRAIE DA B Y e J51 110 35 PRI 2 L ) A5
I H. cBAF ”E’a\ﬁij: A% ATPase V. EEHEAS LA <7 T4k
T 7 SO SR AR R e . cBAF & AR 45
¥ W . fU §F SMARCCI/2. SMARCD1/2/3.
SMARCBI il SMARCE1, #5133 22 L4y )2 07 =04
LENIBER AR, fEX—2d /g, HorI 3T
A PRI A5 R e LA 0w % ke o M 1 )
filf, SMARCCI Fl SMARCC2 W HEAE yi% & Ak
BRI IE, Lk v] S8 2K (BAF 2 A 1K1 TR
B, B SMARCC —RRTE cBAE & A B i &
PEESAEH . HAh, SMARCC [RJAEE 5 — Bk 5
J—Fh SMARCD W3 JE b b %, i 48 25 oAt
I i ¥ JE 4 ARID1A/1B(cBAF), ARID2(PBAF) &Y,
BRDY(L) (ncBAF) 45 ;  HoAh 4544 3V % 4 SMARCB1 1]
3 1 B ORI RS AR 1) )3 8 5 4 IMAR Y R
BEH 28 A S bz /IMAIY R 1, A g i —
HRW, EL YRR $S18 WV 3K T 5 SMARCA4
14 N i A EL AR N & FE A S T g, i HAb T R
Sk W sh A 6 & H (ACTL6) Al B- L 3l 4 H
(ACTB; HLHK ARP 15 HR) =28 1o AC BRI AL sh ke =
P 7 5L B 20 B 96k B 9RE /T ML 7(BCL7) S5 BRAH OC
AEM . AN, W PHD $8 45 K3 11 1-3(DPF1-3) fE
J cBAF B AR R AL, PR ZH A (H H3 AT H4
M BRACRBER, W2 Aks| 5 2L HE A P rEE L
JSDIRTHGE TR0 BAFE SRS R, TRk
Bl Brh S DI ARRIEASR, 77 AR R R SRRHIE
12 PBAF PBAF & & 1K 1 ATPase W Ht
(SMARCA4), %5 1) V. % (SMARCC1/2, SMARCD1/
2/3. SMARCB1 #l SMARCEL) il 4% S 1k %l Bh W it
[ARID2, £V [11(PBRM1). BRD7 Fl# PHD 545
P38 [ 10(PHF10) 41 ). PBAF #HL ] % Y (4 5 Al
S T, ELA AR Y € TR P R i R A
455 B T FRIE . SMARCA4 1 i PBAF H %2 (1
ATPase W3, H5 % Rk 5 Z e 9 B A R AH
XK, Wy 30% 1A K L (GC) A A B AR FE R IR 2
U, B cBAF LA RSN, PBAR E A IRIEf
& — S WAL 40 ARID2. BRD7. PHF10 #l
PBRM1, 7£PBAFE A&, FAETR 25 ARID2 Al
BRD7, LA 7o iF PHFE10 A fin A Jf F& a2 Hb %% e #F
PBAF Z &1, SRJGHH5F PBRML 4545, 1 /£ ARID2
BB, BRD7 5 PBRMI UL & 240, 5L
H A R E MR RS, t4h, PBRM1 5 ARID2 3 [H]
&7 PBAF UJRE L AU4E Sk, S5 Y@ i KA
TR, WL LI, X PBRMI1 =], ARID2
M K2 TR, X T RBIE A 2 =5 ARID2 [ 3R ik
al fil58 ARID2 5 SWI/SNE 45 V. 35 it A1 B A FH ok 38 43
AMEASCTIREM . BEW ILTIREMI S, PBRM1, BRD7



FIPHF10 Al EHREHUUINER, S 5HEANIRS,
T A LB R R 2 A S T A A S0 AR
PBAF B SR EE A IR B KL, PBRM1 &4 6
AR ZE R 18] (Bromodomains, BD), H A 454G L BEfk
AR BRI TE M, A5 EE A OB A BD 5
TRAT ) Y5 235 44) $a (BAHL) S 30 %) 2% €2, J5% 01 240 i - 22 7%
PERI BRI AN, PBRMI Y BAH 45 k3 Y 2
2378 25 SET 454 5848 [ 2(SETD2) F KEbRiC 1
PO 5 95 AR R (0 25 6 DL Bk PR 4l e 1)
PHF10 1} PBAF fERAT WV 65 1z Bk, HORR]
i) PHF10 S# ¥4 /& #5 A\ PBAF £x U8 # AN A IR (19 2
A8, PULPHE10) 2B (LT 2E PBAF TG PE R
WHEZ, PHRI0 S 5 & ] | BE ML S, 1FATP
KA R el A e o TR FN R B A% /MA, H DPE
SRR da AT AR5 SO 1 R Y SWI/SNF AR M L (1, B
FIRh L EREEH™; MEZ T, BRD7 Al G4
I H3(H3AC) L) OB RR, 78 407 i e
PO PR, 7 D2 J 5 44 AR 40 1) o3k 4 S
HEIRERY,

1.3 ncBAF  Hr 9 % 2 10 55 3 Fh Ak 4 i BAF R
ncBAF, HUEN T IR L) CTCFRER 25 A v i Ik
PR 8l 11X, 6 2 Fof 0 1 g A4 e %) A3 A
BB ncBAF & 41Kt = BAF #ll PBAF 3L 2 (1)1 £ 1

BAF250

BAF200

BAF170
]

BAF170

XX XX, XXXX <3>

3L, {0 ARID, SMARCB1., SMARCEl, DPF &
PHF10, ¢ &R 45 A 5 226 N A9 52 7 3 BICRA
(GLTSCR1) &}, BICRAL(GLTSCRIL) Fll BRD9"? |

BRDY 1E N ncBAF & G KR S e W 3L, HA
BD FIARMIIIAE 3512(DUF3S12) &5 ka4, Hrh 4k
R IS, AR A AR E A
B 2 IERS R 5% 5L, K ncBAF & A AR B4 3 e (o
b, X BRDO I 1) e 8 it I 5 ) 5 PR 3k & 0
FE ) JAh, BRDOVE R ATP BEASER Y 2H B ER 7 in
7 % ncBAF Z AR I, XF H DUF3s12 45/ i %5 &
B 48 /E I, BRD9 Y DUF3512 45 74 4a 5
GLTSCRI A GLTSR 25 #4 5 AH 5. AE FH , B[R4
ncBAF & A IRMLHSE , by $S18 Z5 4 Sk 3L il 25
PEULLEMILRCY . AR R, 7E%A GLTSCRI
B 1% 5, BRDY A fE5 SMARCCI-SMARCD1 —-JC
BEWERE AW, XU BRDY M T 5 GLTSCRI
AHEAE A2 B neBAE & AR, 33k — ik e e ML
il 4 7% BRDY 7 Ye 6 i & 9 F rp i D R L AT 2L
B4 W25 L, A, BRDOTEVF ik A tksE &
IS ¥ 5 PRI MU R S AR S rh R &
% AE 1P, PBAF. cBAF. ncBAF HY 45 #4 4 &l 1
BN o

GLTSCR1

BAF170
P

p —
SS18/L1
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Fig.1

Structures of the sub-units of the SWI/SNF complex

A. B, C.PBAF, cBAF. ncBAF WYZEH/RTKl. WO RFIRITIRTIE, SEERF/RATPRET AL, A PBAFF;FRIIAL: BAF200(ARID2) .
BRD7. BAFI180(PBRMI1). BAF4SA(PHF10); B. cBAF 44kl % : BAF250(ARIDIA/B). BAF45B/C/BD(DPF1/2/3); C.ncBAF 455k IV 3% .
GLTSCRI1(BICRA/L) . BRD9. %K BioGDP.com #iff:. BRGI. Brahma #l3¢3£[M 1; ACTIN. JJLE1Z&E H; BAFS3. Brgl/Brm %K 1 53;
BAF47. Brgl/Brm H K F 47[ XK SMARCB1/INT1 (%4 & i %2 5. F 1)]; BAF60A. Brgl/Brm # X [ F 60A( 3L H SMARCD1); BAF170. Brgl/
Brm FH 3¢ KT 170( XL FK SMARCC2); BAF15S. Brgl/Brm 1 5& [ 7 155( MK SMARCC1); BAFS7. Brgl/Brm #H 5 A F 57( X FK SMARCEL);
BAF200. 7% 5% A1 AT & 4E X 2( M FKX ARID2); BAF4SA. PHD $£48 25 4 10( X FR PHF10); BAF180. ZIR [ 1( X FRPBRM1); BRD7. JREEF
H7; BAF2SO0. #%5[H F AT & 41X 1A/1B( L FX ARID1A/B); BAF45B/C/D. Brgl/Brm t &K T 45B/C/D; SS18/L1. SS18-SSX il 5 &K 15
GLTSCRI. #1285 50988 Ff el 10 i i 6 DX SR ) 1 (JUFK BICRA/L) 5 BRDY. JREEAIEE 1 9
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IR 5K T O BIF 9T 05 . SWI/SNE & A 1R 3 A
%, EBAF. PBAF FllncBAF, 7 3L45 W IEAIF:A W
3, H W ARIDIA., PBRMI. SMARCA4 1 ARID2 TE4%
P WL v v BE SRR, H AT OB & AR JRRRE T )7
TR RS W)
2.1 ARIDIA(BAF250) ARID %S i1 15 N il 4H
R, BE 155 & AT ) DNAJCFAH A
VER IS5 R 3 . ARIDIA B T A Qe Bk 1p36.11,
S 10 F i LI 28 AR IRl B R 22 — P R AR,
ARIDIA P JA 15 A0AR RS0 . A0HE35E . DNA
B gl sr ik . SRR A AE A i b i 2
A A TG sh K AR IR FH T

ARIDIA J& cBAF & SRR 3L, 72T A7
FEAET, HURRCR AN, Bk, el
159 P4 8 0PI CU I8 FIER A 1296 B3R 1 PR B 41 ik
ELR PR B 2 A F O RE R AR R AR 7R e
W, ARIDIA T3 b A [R) AL 52 el e g 1) e 26 e
flan, EFE NS, ARIDIA BR S 807 kA
K7 (transforming growth factor, TGF)-B ey 4170 1]
UIREHE R, 1M ARID1A/TGE-@ 5l 2 136 v {2 14 i i iy
F5K 71 26 A [FIUE Y (PTEN) F PR e 1) -5 P RS A Jee
o0 i ) A RS RN A2 2B 7E P 519 B AN e g b,
ARIDIA A i it Hippo/TAZ i #2135 UF SL5m 40 i i |
R -] i Ak (epithelial-mesenchymal transition, EMT),
[) B PF: i A0 3% 0 . SRS AR VR B I R AR
TENFE Y, Zhang PR B, ARIDIA $tZ n]fiE it 4%
SR PUL AN SR H X L WAL (HDAC) 7 iy §%
SEUREE R EURBEIL G 1(ENOL) L BE b K PP
%, DA an Mo e s 5 s E4 BEiE
ARID 1A St 75 235 T P s 240 R X0 ps3 I35 = Iobogd
Y T (RITA) A9 3005 I ZR B0 L sk, AEAE A AR
BOERON, (TG ps3 I SR T-), JFH Al
Tk T R 200 B A AR 2 (CHK2) B R 1L, in
JEI RITA 53 1) DNA MR R, Ak, 7R 5% 1Y
J % LR g8 RN 24 129 1) B B 1 FLOIR P 34 R B
ARIDIA %€ 7, H & A= B A 45 5 M 3 K = &
(estrogen receptor, ER) 45 /ﬁ\ HI X3k & 8 AL
(FOXAD#ZER ERZ5 A 005, 5 HDACT 33
HE M H4 SR, BRI BRD4 5248, M0
B, TEEMRE T, Schallenberg 455K FH iz
2H b 1k XF 685 Bl & A B R R EAT AR, kB
ARIDIA Bt 25 AT A F 2L Sk PR 259 83 (IPMIN) Fi 44
I A8 S JEIE PO IR T B, P B ek g 4 i 2 e
$it i R R B I () (R AR R . X SRR KT TR
AR PR [ AN il /MR AT A A K TR 52 4 B(PDGFRB) %5
HOHCHS T ARIDIA F SRS, HL A 78 A 0 ) A
T, A B SCIRTT T 2 4 A e S T8

FEUI o N, Barisic 409 & B, ARIDIA R AF 5
SMARCA2/4 FI BAT & Bk, X b & s
A AERE BRI PR AL T 0T RE s oAt A dn g g 7 |
A AN AR I B AE AR ARIDIA (5875
BB AG , HAh, ARIDIA Fil ARIDIB ELA 60% (1) [FA]
JP31, ARIDI1A €78 1) A0 2 MO8 2% DA OC HLE %
(1) 25 {eL ¥ ARID1B X 4 +5 9 20 Mo () 26 < R A7 1615
McDonald 250 % 30, M3t 1/3 B ARID 1A 2875 2 fifd 22
#5 7 ARIDIB K 1% % 2% . H 1 i JC £ X} ARID1A/
ARIDIB 275 I G RIA YT 254, PHis ARk
s 25 I AT X JEL 5 A2 b9 ) S BB RN T T R 2
FIFFE T

2.2 PBRMI(BAF180) PBRMI K:[HE i T A YL ik
3p21, H%ifith =¥k BAF180 & 1, 1FN PBAF J: (%
RE R E AR, R E T &R AR,
PBRMI 1) T) RE 2 2k 28 78 76 15 W 40 Jf B 40 B o
(ceRCC) I Nl ,  FLAF HAh 2 Fpgie A vh b Ay
KB, BAF180 7E 141K 1689 MR IEMR, HA 94
gER IR . 67 BD &5 MR . 24~ BAH Z5F A 14
TR R A (HMG) 25461,

5% % B, PBRMI 5 30 £ Fi e fiE A4 5%, 0
ccRCC. FLMRJE . BRIk A0 MR . 45 H e A e
EHEE VR 2 MR g SE R, PBRMI I 58
AR B TG o e RS A0 L P 22 5 3 IR S SR A
(F2ik, HET2m R & A 2 Je i E R . Varela %%
F 2011 - KARIE T PBRMI FER7E 2 40% (1) ccRCC
95 191 & 2 2878 . PBRMIAVE K ccRCC H G AR IR AL
JESS T ROREA, vl ok A% B ) PBRMI Bl PBAE &
BRI P 7 «B(NF-kB ) #L 5L P Y 5 B OR f
e it, NI MR AE MY A mT AR I
BT 40 8 B AT £ 1 I AU 1A1(ALDH1A1)
S TR S B A MO . PBRMI (525 7 5 98 240 A4 4 A
pS3 BTy L E EEAE A, 4 PBRMI W] 3 i
BD4H 5l ps3 A M 24 B2 382(K382Ac), M Ifiif#i DNA i}
Bin e 1R B R WL BUE L, PBRMI ik
R0 ] TR Akt 38 IV A8 B, 52T ccRCC 4
Mo REDS, EFLARE T, PBRMI IR S )
SAFA(0S)HEC, FELS H T, PBRMI & —
FROR SR G e A5 5 4l ), Lk ol i E AR e st T
AR 1(PD-1) B S8 10T T BUSME AT CDS T 4 i iy ta ik
fEF; teah, 15 SWI/SNFE &2 & 1A i 56 4 il 4
PBRM1 3§ /i 1 a8 4 i () G A ml Kbk, i i i
1% NF-«B {5 53l % fil & b K 7 (C-C FE o) Bt ik 5
(CCLS) ML IR FHL A 10(CXCL10) 541 g I 1A R
i, G WFSE B, PBRMI 7E IR I Gk L,
A BEE I 2 A0 M R B o T L(NCAMYL) P8 15 i Bk
5 AT (475 T i A G BT 4 20 ) A T i i i o)



[KIt, PBRMI AJRESEIRYT A A (18T HE A

Zi 1, PBRMIGRARTE ' B AN . FLIE AN
25 H e S g s B E UG AN R SR, 7ER
BB PR TS AT RERL S . PBRMI R & %
9 1 A S PR AT 2 Ak R S 3 e AR S5 4 S
SN A A 1E ek S5 A, DT 99 ol e 3 440 e 1
HEE; ULAh, PBRMI FE R AT BE 8 i 8 5 T 40 A
ST N, i R R R R A SR A
B, T & FEEAE R . PBRMI R A S 1
W] BE S LG Je 5 S DS T A A F AR R A
(NK) 20 M =0, 2ot s oo a5, 2 o e sk
f&. I, PBRMIFEA[R] IR FilJs o A4 SR AT
BRI R 50158, % PBRMI 50 fitied %tk K
JEHLEI AR ZN A B T SR A BRI s,
il PR F v RN A SR A JE ¢
2.3 SMARCA4(BRG1) SMARCA4 fii T Y% {0 {4k
19p13.2, J&SWI/SNF & SR iz, HAeL s
LAGERIR . BEE D ORSF AL ATP L5 R . 7
SFIR C Uiy BD . AT #4387 AR AR 1) N A s IX 8
SMARCA4 + 538 1 ATP #K #i 1 77 20 i 3R 41 & R
-DNA 42 Mk, 2R Y Ca A it 485 #a) DT 8 77 JE PR ) 3
ik, MM5ZMEEAMEER, S5F-F2MT . 4
Jii JE SR | B5E . DNAS S A 20 A5 R

SMARCA4 j& Z P i vh )2 2 2878 3L [H, AHC
RAF FH R AR LML ATP BlBR, %305 s
PREPEAR DG . FERE T, SMARCA4 [F] HAT s
B DI RE . a0 AE HE S R e G R/ SO RE S
(ATRT). WNT & #51) 4 ffJ3 (WNT-MB) & Group3
RSB 40 MR (G3-MB) Hh & M A dIE R, mifE
SHH #1456 £ 21 i )84 (SHH-MB) F Group4 /4 £ 41 iy
J8 (G4-MB) H WL 22 31 BRG1 i 11 b 8 342 i2F 9 iF 55
RIS FERTS N . 45 B AR, YR E]
SMARCA4 19 & 95 V6 FH o 7 5 B0 R 9 h . @i bR
SMARCA4 X} g A= K A HIVE RS 7e4s HEie
W, RBR SMARCA4 RIE AN AP 11525 7ENF
JE, SMARCA4 {5 23K AT 0 F1 4R A -1 32 1R
SEVE 1(TRAK1) . 75 11 (Gankyrin) . TR IE J5 G
%1 % 51 B(AKR1IBL) %5 — R YIRS, M iff
W g ) A R R RS SR, A B9 B,
SMARCA4 7] fg B #1097 H . Qo 78 Jifi g
SMARCA4 [ 2R LA A S U 1) 7 =XH8m 17 i
PR AN A58 (1 FEE (CCSP ) 40 X S e AL Y B
M, DT R 305 B M L AR R TR B, I I
FREEFE R R AR AR, B X SMARCA4 HE!
RISk 2 T LRGN [ A T
W VE FH LA S BT e s 4%, B R R R 0F 58 11
G

2.4 ARID2(BAF200) ARID2 J& SWI/SNF & & 1K
PBAF & A & () FZ A . ARID2 i T A 12q 4
oAk b, A8 N ARID 254088 . I PRl 1 X 45 ke
(RFX) 45 A5 5l RN € i 19 > I 220 1R A 2H 2008 (C2H2) B
B45H I, ARID2 (1) 58 A8 B AT 8 52 i HAth e £,
Jo F B R sl R A5 A B M B TS M, AN B 1
i R N-H L RE RS B (EZH2) . 3 & JMJC 45 ke 48 114
ZH 4 112 P LA B (KDMSC) 45, T el 728 e 46 i /)
RS FNHE R F R0, eAh, ARID2 i 85 = 41 i B
N GXPG) SR T IR VIR IE B i, &
FDNAF MBS 32408, AL ] 682 56 D 28 28 i
KRR 2 —Bel,

ARID2 TEVF 22 Mg v 78 >4 5 22 1 e 41 i) X1
5%~8% [T I8 FR & T A7 7E ARID2 T RE 16 2877, H.
24 609 11 28 4% Sk C2H2 U HUS7 R IR A T A4 e i
(sarcomatoid hepatocellular carcinoma, sHCC);Eéﬂﬁﬁr—'_{
L LA FLAR 28 9 JTF 40 9 2 Y, Sun 2509 & 31,
ARID2 575 AF sHCC M 3, FLAR ARl A 4514
T A% S HCC 4l il & 4= EMT, 3% A] fig & sHCC JE ik,
Ik e ZEHLG . AWFTR LB, 220% 1 filidéE &
HRI ARID2 SRR B 5EAS , ARID2 S AT {2 2 i
Je8 U JE 35 it AT SRR R R AR 5, FE TPS3 %8
7R B 1T P 96 40 B R ) ARID2 £ 88 i 40 it (4 155 1 0
AR, H-F T RIS/ AR R S an 4 ik
AR (CKS. CKI8) MG Z (UM R IR R 2
R 4(TART4) | 2k 7KF- B S =0, B4k, AIDR2
R R BECE T e BAaREY. 2R
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it = SMARCEL )35 WA 4N AR SR i, R840 %ot /NG3—F neBAF &2 A 1A il 571
FP M O S B REUEAET) s FE SMARCE] 5 2R BUREAS H , H 3 B A A R
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Fig.2 Mutations in key subunits of the SWI/SNF complex and alterations in downstream pathways
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RN T Y3 08 s AL R4 IR F 64T R G AE, &
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— 3B (R RIFE S 1 7 SWI/SNE S 4 AR AH DG 3 R 2 75
A R ICTs ¥R 97 A FIT&E 1Y AE bR 9 . AL,
SWI/SNEF & & R 56 3 K 28 48 14 ] 5 HoAth AR b s
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Tab.2 Some new drugs approved by the FDA from 2019 to 2024 — SWI/SNF complex mutation-related pathways (mainly focused on

tumor immunotherapy)
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