HR PR SR T A 20254E 5 H 20 H A5 25 855 5 Journal of Neuroscience and Mental Health, May 20, 2025, Vol.25, No.5

AR SR IE % K 5T 5 IR E R R Rm
KEXHIR R ILAR

Gk REA BRE FTFEHE XK AR
010059 "FA=i4%, M & & BEAHK 5 W& B Foih 2 WA
@IS IR AR, Email : zhangzhelin88@163.com

DOI: 10.3969/j.issn.1009-6574.2025.05.011

(FEZE ] RORE M B S AR 76 X b 28 32 GEseiia i B2 E AL by v S A 0, LIt
FELE I 2 Rl 20 M LA P 2 M2 RV P S S B T R . BRI, PR R PR SR I
PRI B9 Feh ST T AR 5 HAR DC A R Bl 28 R GE0 R DL B TR, A B T RIS T |
BIT S BT . AR SCHR IR BRI B S A5 2R il i 28 R SR i) IR R P25 .

(iR ] RIREM; RIRERGER; MWk, RIREER; TS R%E5ER; &k

E®WE: W5 AKX PA@REZ YT TARHGTH H (202201330); 5EE AR KBTI
T H (2022YFSH0089); P45 i EERHR AT 35 H (YKD2021MS014)

Research progress of kynurenine pathway and metabolites and central nervous system diseases
Feng Xuan, Zhang Zhelin, Shi Shujun, Guo Yuzhou, Liu Meiling, Liu Yanhao
Department of Neurology, the Affiliated Hospital of Inner Mongolia Medical University, Hohhot 010059, China
Corresponding author: Zhang Zhelin, Email : zhangzhelin88@163.com

[ Abstract] The kynurenine pathway and its metabolites play an important role in the pathophysiologic
mechanisms of central nervous system diseases. A variety of neuroactive substances produced by this pathway
have neurotoxic, neuroprotective, or immunomodulatory effects. Therefore, exploring the heterogeneity of the
expression of the kynurenine pathway and metabolites is important for explaining the pathogenesis of central
nervous system diseases associated with it, which can help in the diagnosis, treatment, prevention and control
of the diseases. This paper reviews the association of the kynurenine pathway and metabolites with a variety of
central nervous system diseases.
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