IDO EhEP{EAB AR HRE

EOFNANE RE L RRE
(5 5 R2=M 8 N A B DB Be , IR M5 264000)

T8 R R v A R BT BRI S ML A B IR AR TR S e K L B B ARIRAETR
A I 98 FR 0 AN e AT R0 5 S I e 1) R AR R TR R B R A R R B 5 T AR T X g 4t
JE A S 2 Y A2, BRIV 92 35 e 00 L 4 Sl e 6 7 D ) B I T 3 A — b R SR R TR N RS L fR
ST AT 28 IE S 5] Wk -2 , 3-8 48 [ (indoleamine 2, 3-dioxygenase , IDO) Y 32k B 3% 15 3 S50 €015
P2 A S5 TE R JR A I e T 32 v R T AR, M R R Y IDO KA R dE i
— ZR G052 2% B AL 00 ) S R PR 5 v £ BT IR A i SO O IR a0 A A B, SR TDO YT
PRV AT DAFT B8 G0 2 T 52, 38 i 47 J 988 9098 B g o IDO B 8 202 A3 )7 ) R IR 2% 34 vT LAAE
Jieb 2 R85 T A I PR

SRR - W -2, 3- XU R W R 5 S T 2 5 R

FE S %S R730 X HRARIRAD A XEH S :1004-0242(2018)03-0202-07
doi:10.11735/}.issn.1004-0242.2018.03.A008

Research Progress on the Effect of IDO in Tumor
WANG Lei, LIU Xiao-qian,CHU Xiao-xia,et al.
(Yantai Yuhuangding Hospital , Qingdao University, Yantai 264000, China)

Abstract ;: Sometimes malignant tumors are initiated and developed because of the immune toler-
ance,that is the immune system fails to response to tumor specific antigens or unresponsiveness.
Recent studies have revealed that the metabolic abnormality induced by the overexpression of in-
doleamine 2,3-dioxygenase (IDO) plays an important role in immune tolerance of cancer pa-
tients , which involving a series of mechanisms including inhibiting immune response and promot-
ing tumor angiogenesis. On the contrary,inhibiting the activity of IDO can break immune tolerance
and enhance antitumor response. The serum levels of IDO can be used a prognostic marker for tu-
mor patients,as well as the serum concentration of tryptophan metabolite kynurenine.
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