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Abstract: The protein V-set and immunoglobulin domain containing protein 4(VSIG4),also known
as CRIg and Z39Ig,is a novel type | transmembrane protein of B7-related immunoglobulin su-
perfamily and a negative regulator of T cell activation,which plays a key role in pathogen identi-
fication and clearance. In malignant tumors,the expression of VSIG4 and the increase of VSIG4
positive T cells may indicate higher aggressiveness and greater risk of recurrence. This article
gives a brief overview of the relationship between VSIG4 and various cancer,and provides refer-
ences for application of VSIG4 in the diagnosis and treatment of malignant tumors.
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iR A R U-87TMG 2 it % A= 1 Bz — T[] J5 5% 1K (epi-
thelial to mesenchymaltransition, EMT), 7] fi¢ if U-
8TMG 4 B 1 i Ji 983 T 4l B2 (glioma stem cells,
GSCs) F M — 2, I W F R UL R R MR . 7 U-
87TMG 4 Jf 1, VSIGA nl ] b Sz 5 5 4 (E-cad-
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V-AMP8 HE Y IL, FW VSIG4 & BB il it iR )7
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173 TG LA R Y VSIGA 1) 4635 0 i 5 MG HE
B b s, 78 LB R W F (hepatitis B
virus, HBV)AH 5 JH- 9 f8 3 vp Ik VSIG4 FRIA 419 &
H A7 M (overall survival ,0S) #1765 4= 77 A (disease-
free survival, DFS)#F ALK . YEFH AL T 4 Bk HCC 40
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T VSIG4 R H . L8 Lk JHCC &
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VSIG4 IR R E H G ARA K, Xt — Ui
VSIG4 A5 2 i HBV AR O 88 1Y 785 7 410 98 S
DR RIHR (4 A A 354, 2 HCC 15 3R 7 42 w8 i
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MM H 75 0 VA A A7 s ) RN A= 305 T BE R A T AR K
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0143, LASE A 06 0 iR AT A B8 43 )23 1 4R 28
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Roh %513 #F T 81 1l MM & 3 #1556 1 66 £
HBE MG R bR A B R . | VSIGS Fik4l 0S B
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A 57 T PR e T BB MM BT e R T I 1
N, FE A Ca(PKCa)n] F ] VSIG4 ik,
PKC {5 53 it 5 MM () 40 i 384 58 A7 30 it A
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HE PR 1 5 N A g S N 25 S SRR 28 (E
H AT 5 10— 2 0 5% ok B A 55 AR 2 1 A e 8
FLMEY¥ES, R, MR T
VSIG4 7€ MM & i kil JF0FAG T x5 i
SR, R VSIGA 1Y e 33K 5 ARAE A7 2 A OC
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BAE, FURHIE 2 2 40 B 3 i AU R AE Gl 2 h T
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