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Abstract: SWI/SNF complex,one of the chromatin remodeling families with regulated transcriptional ac-
tivity,plays an important role in regulating the homeostasis of organismal physiological functions. In recent
years,several studies have shown that SWI/SNF complex-related gene dysregulation plays an important role
in tumorigenesis and development,and has the potential to serve as a biomarker for the efficacy of tumor im-
mune checkpoints. Therefore, this review provides a review of recent studies on the clinical features, molecular
mechanisms,and immunotherapy of SWI/SNF members in gastric cancer,with the aim of providing novel in-

sights into the diagnosis and treatment of gastric cancer.
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SMARCEL ##% T MAPK/ERK {5538 A .

5 B &

B e A T BN SRR Y KBk R, 2022 4R 4Bk
A1k 100 T3 80 8 8 9 e 0 BOE M s 70 %,
TP53 A 2 A2 il 96 f 5 3l 5 78 79 00 s G AL R DG 40
] 245 490 6 15 b 98 A 7 00 A0 IR SR . O S AR A 5
F ] SWI/SNF FZ % 5 P 76 2 i g v 4 25 5 A4 L 31X
$Eon SWI/SNF G205 5 K 7 ) BH 38 43 55 & 1) 8 i 93
BITITRONMER G AN . 4ifs SWI/SNF & 41k
P35 AH 6 3 R 1 SR g8, Tl A EMT S il 18 2 5+
HHMEZMESEHESSHBMWELE KE. H AR-
ID1A . PBRM1 1 SMRCAA4 it & % & 9 v] GE 16 45 %
T e R A IR IT B AT Ak R EF, SWI/SNF &
BRI I N HoJE: ARIDIA L 82 5 B 5 i
O 5% 3 5 H LA A 3T PD-L1 BB )7 97 sk i 4
A= Yrbr BB e .
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