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TIM-3 and tumor immunosuppression
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2 TIM-3% 5 & G & 30 R #L

TIM-3 %3 T Thl . Th17 . Treg . il J8 12 8 # B2
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R, HOR X — 3 B 0] 415 3 R o 7% 128 3R 1)
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23 TIM-3@E X &fzFa@gRaitmmictKs
#
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Y1 () SE T 5T AN £, 2018 4F , ZHANG 25P9RF 5% 1
TIM-3 5 A 40 L 52, TIM-3 I B R IA Sl £
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hibitor, ICD 147 PD-1/PD-L1 $ii/kBE &6 . 72451
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066 b g 2B K 5 5 — B TIM-3 BL 4R 56 & 37t PD-LI
PO IR 97 45 W e B B L 50% (1 /) R 98 T A
BT TH IR R AN SIS F BB A LR TR T 2 B
B I IFN-y 20 W o AL, 5% 2 4 AR 1 A A
RIS Bt PD-1 HUAAR LA Pt TIM-3 $T 44 75 J5k /s i 983
P AR ) TR B B BB A AR TR B R . O BT AR
[ 38 A 2 RL AT Bt 5 R TRCRE 5 ICT P A B R AR
P, 75 Bt TIM-3 14K B & 07 76 97 e ot 988 K BR
LAY, /N BB AR A7 B[R] ZE K %2100 d, 28 A7 36 42
= B 60%™ . A I BT P A 9 P 5 R TR TME E
WA T ICHE - M &K HE . I8 DC H TIM-
34y F 5 HMGBI 5% 4 N & B HL &I #T SC 23, 78
B 45 W e 1L 8 o B A O, B0 TIM-3 B AR iR 7
AT g 38 i b AL B P R T ROR . 7R L
JiR g /I8 SRR R A, 4T TIM-3 PR BE A R AZ Bt m
B S R /N LR R TR R kAR R, T R R AR
FANT. A, BT TIM-3 3104k 7] 4% 5 vk 4E T
TIM-3'LSC , 7£ A 5 Wi H At i 1 - 48 Jf () 45 o0 T
A RCIE T I, 6 0 R ) )
WA —EME .

H A, &8 2504 51 TIM-3 i TR 77 g
PEFN S R M SIEAARIRE B4 A P L bR LR L 1 Lo S
Jo R I PR THA 3K 56 1 78 347, H 2 551 PD-1. 9t
PD-L1.9t LAG-3 HLA& B H G T ICL, BLHT B bb e A
B D7 35T A2 =2 Rl R B & A, B AT d
R 1 100 AN A I R E6 7R EAT 0D, HARYT 2L
HH AR AR HEAEENER 1,
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