BERERKFZR 2025 £5 50 £5 5 # (Journal of Chongging Medical University 2025.Vol.50 No.5 )

— 585 —

TSRDR ol 2 7 5 R AR

DOI:10.13406/j.cnki.cyxb.003801

AR A AR MR 7 i i i WF S 0L g

A KRB R, 3R

s, e

(T 50 Ko PR e i 2R S N R EEBe 25500, g 200233)

(5 ZVEIEMRAE LRI A A A A i 05 178 FR W o, AR e 5 i i) A R A BRI AR o T R IR (LR
(tryptophan, TRP) B A5 e 78 Xk Jib i 1k PR 458 1 s i) HL A B 0 8 S, (00 % 16 = 03 5 5| WAe iz 2, 3—- XN 4Ll (indoleamine 2, 3—di-
oxygenase, 1DO) . {0 Z 22 , 3- BUIN %A il (tryptophan 2, 3—dioxygenase , TDO) L1 A R JR &2 (kynurenine , KYN) , R JR 2 FR A R
FLI R A8 R Y 5k 2 3 TR TR PR 58 b A e RS R S, DTS2 W g 1) i 2B R e o i ad H A B &R T 5T, REE
W T 2R A S KT TR 1 sl AR BE XA A 0 T F it , O s S IRa T R (i 225 25 .

[ e sim ) (o R Qi s Iiad 2 2 5 BrRa yA T 5 W WAz 2., 3— XUJin 4 e
[ XEfFRERL]A

[FESZES]R730.2

[ %5 B 88 ]2024-04-01

Research advances in the role and mechanism of tryptophan metabolism
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[Abstract] Amino acids are essential nutrients for the survival of all cells in the body, and their metabolic processes are closely associ-

ated with tumor development and progression. The metabolic changes of the essential amino acid tryptophan have a significance impact

on tumor microenvironment. Tryptophan is mainly metabolized to kynurenine (KYN) by indoleamine 2, 3—dioxygenase and tryptophan

2,3~dioxygenase, and the accumulation of KYN and the deficiency of tryptophan cause alterations in the immune status in tumor micro-

environment, which in turn affects tumor development and progression. Based on the current studies on tryptophan, this article system-

atically discusses the influence of abnormal tryptophan metabolism on tumors and the interventions targeting this pathway , in order to

provide a reference for subsequent tumor therapy.
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