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[ Abstract |

ent chromatin remodeling protein that plays a pivotal role in diverse cellular processes,including cell cycle reg-

Lung cancer exhibits high incidence and mortality rates. SMARCA4 is a crucial ATP-depend-

ulation and differentiation. SMARCA4 mutations have been identified in various tumor types, particularly in
lung cancers, where they are closely associated with tumorigenesis, progression, treatment response,and prognosis.

This article provides an overview of the role and impact of SMARCA4 in lung cancer and summarizes the therapeutic

strategies relevant to SMARCA4-mutated lung cancers,with the aim of informing clinical practice.
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I i B0 TR 1-UT BR 5 SR I F (repressor element-
1 silencing transcription factor, REST) A9 0¥ $ 3k [a] $2
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o P8 K 2 5 1 4] 5 (immune checkpoint inhibi-
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2.3.1 3#3&FFREEG 2(enhancer of zeste homo-
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o BRI S R PR AR U X T RE S SR E A
H3 %5 27 i & R = W i 55 gl BR
EZH2 015078 I A 5 0 55 Bos i — 2 i 15,
BT 5 B 22 W R B0 40 ok 36 30F HofF SMARCA4 28485 fifi
FE IR
2.3.2 BAMEESIRM LB 4/6 (cyclin-dependent
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% iR IT B & 1B J7 (cellular immunotherapy .
CIT) &l M 1] NSCLC — 28897 I & 2 )y 115,
A2, &I SMARCA4 A AR 5% M CIT MR YT
RO . BRI ZEJEERR NSCLC B b iR &9t
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FNER A SR, EARE RN T RN
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Bl S 1 S e v, P B A2 B A AR T BB SR VR T L
FH R 55 i 2E 10 7 RBOCRE AT, HE A Tk e A A7
TS U AR YT 24 0 0 35 % 1T e £ R WA S IR T
R NGRS AN

JHCTE AT LA 51 i e 240 Bf A T, R ok R AH DG 4T
JE o DT 6 56 6 928 52 IO 5 36 ol 0 52 R Ry * 8 i 42k 4 e
FET2”, SPEIR YT B G T T BE XS SMARCA4 %748
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BRI ICTs 1] DL BH & 48 v v o7 T iF R A A 4 .
{HZ, CIT A o A R Bk i) 790 2 A 4 1y =008 7 22
WM. FOMECAIRIT W AT GRS IR BRI &
AR R, T B AR T O B, T E R4
TEAl B B S ARG O, M B TR YT 19 3K 25 RV
3 SMARCA4 3 SCLC HIiBTT R E&

XF T SCLC MR IT — EFE T Hhi, SMARCA4
RAFTREHE— AL WIR YT T RIS . £ 5
() SCLC A7 T I AR K R M , B 7 fS 3k 40 2% . X
RRFERE E W R SCLC 784 1 2 i /Y 5 FE 5 1k
B A BTN RN 5 Bk /0 A R A IR YT I
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MR35 5 AR R JLAE L 7 T2 Wi B AR itk 25
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WFFEARAL F 40 2 By BE . 1CTs B R 22 Ff b 36 97 1Y
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