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1 CTL A NK i () 4% - IDO1 BEA% 8 i Y4 #E T 41
H AR08 75 (1 LR , AT # CD4'T A0 CTL 41 i
I, AR R R S s kiR . B TR B, TFN-y 7] 18 o
PR SR8 2 i MHC- TT 25 551 ) A0 77 CIITA 1
FiI5, B R IE K MHC- 11 5 CTL 2 [ 40 41 14 52 74
LAG3 &5 & SR MR A ki . Ak, IFN-y 18 7] BA
B R R e T R A, (e R AR K. 1
WAE R AR A7 AT IS, CTLA-4 £ PD-1 AR e & 5 £
75 IR A T 40 20 W4 IFN-y, 5 S T4 T, &
B R S e IR

bR T BN T 48 Mo p MR iE AN, e 20 it
A] DL 5 5 00 1) 40 B 7 7 AR RN S AR o iR 4
IDO1 7] LLifs § CD4'CD25 Foxp3” Treg 41 i 11 7= 4,
L Treg 40 A 0] CTL /S HOHT IR [R5, TFN-y
BT LLE L S DC Fik IDO1 Lk H 8448 i 52 1
DC, 15 CTL 1 Treg 4H i 2 [A] 1~ 47 , M 17y B 1l 471 Jif
Jo G PE I R EDT . TME Hp 75— b 400 1) 41 2 15 i R
P8 0 1 4 40 B (myeloid-derived suppressor cell,
MDSC). IFN-y i] LI #3E MDSC %24E , 7= 4 G 2 i )
P 41 i IR, BEL T CTL % TME 33, H AL 32 Treg
YL . TME 5 IFN-y i R IA , AT Mg
b I 7 CXCL12 ) & 1A , 5 2L T-bet Treg 41l 1 Al
CD11b'Gr-1"MDSC [ 5245 , T i G 3% I FR 55, AT
TIE 7 3 g 3

1 IFN-y T+ SHIBEAM S RZ AR E KRR T EE

5 IFN-yfERME R IR P HIER

JUF- B () e S e 7 3, n B 2 20 P [R] %
B oL A AR RS PR 2 AR T 48 My VA TLR
BEh], #0T EE A S TME A IFN-y [0k, T
— 7 T 3G R R R R R, B TR S A R A
WU, — 5 TR BE TR T 20 M 9 2, (e i e 9% 4 g

R, 1 8 G 2R G 1) G P B RN I ok T fg gk T A
H SRR .

ICI#%WﬁﬁﬁxﬁzE’Jm SR Th PSE AR
T T 40 B, 3% i BH iR B A S JE 4, 9F HoaT BABOKR:
— B TR, HJ&7E TME i) 7. SR
RIS 1 SR, A B0/ U A9 BE 8 A ICTIR 9T
SRa e LSBT R EIR Sk TR R 40 e |
S8 22 o JgRg BB 3 T I PR ICT YR 7 1 S B 1 R B, ¥R T
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