2015 411 A
H258 H11H

Hh I AR
CHINESE JOURNAL OF COMPARATIVE MEDICINE

2 Ju November, 2015

Vol. 25 No. 11

\%\%\n%

é‘g;rﬁ 5%ig 2

e X))

K TR T 188 B A AR 1R AT R T B 5T 0

ETWH,HER, G A, EFm

(B2 B AL s VR BE 2= e 25 IR I 58T, A st

[HE]

100193)

R PR I e (0 R QI ) S AR A5 o A g | BT % e RO ) 4 8 [ 28 o 28R A7 R

TR AR R TUIR , AT EERR T R IR AR G Py i 2 A= 2 T 1k SO S A SR 2218 A7 1
PRI RZR S WETERNG ST 2R AT VRSO R 1 R B AT i

[ €]
[HESZEES] R332 [ TEk#RIRAEE] A
doi: 10.3969. j. issn. 1671 —7856. 2015. 11. 015

R IRE R IE B 5 i 2B TPE R ; o 2 = 1
[ ZEHE)1671-7856(2015) 11-0069-07

Research progress in the kynurenine pathway related with
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[ Abstract]

The kynurenine pathway, a major route of tryptophan metabolism, is involved in the occurrence and

development of some neurodegenerative diseases, such as Huntington’ s disease, Alzhermier’ s disease and Parkinson’ s

disease. This article is focused on the literature review on the neurobiological properties of kynurenine pathway metabolites

and their crucial role in related neurodegenerative diseases,

neurodegenerative diseases.
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