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ABSTRACT: The neurodegenerative disease is a class of chronic progressive irreversible degenerative diseases in the nervous system. It
mainly contains Alzheimer's disease (AD), Parkinson disease (PD), Huntington disease (HD), amyotrophic lateral sclerosis (ALS), Spinal
meouscular atrophy (SMA), different types of spinal cerebella ataxia (SCA). Its etiologies and pathogeneses are very complex, among
which the theory of oxidative stress received widespread concern and general acceptance in recent years. Meanwhile, study shows that
Nrf2-ARE pathway is one of the most important antioxidant response pathway, which may protect the nerve cells from oxidative stress,
thereby delays the occurrence and development of degenerative diseases, thus to be an effective therapeutic target in neurodegenerative
diseases. In this review, we discuss the role of Nrf2-ARE pathway in neurodegenerative disease, together with the progress of the study
concerning it.
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1 Nrf2-ARE 1 5@ B iR
1.1 Nrf2

1% 5% 55 HH ¢ I F -2 (nuclear factor-erythroid 2-related factor
2,Nrf2), 3FR NFE2L2, Hoak (147 ¥ 66 KD, A — i B
SF B PR 2 52 R 55 ( leucime zipper bZIP) 4544 , Jy 4% SE K F
CNC (cap'n'collar) KK 51 Z—, BT 1994 4:H1 Moi 55 A\ &
I A AT Nrf2 5 RS AW R R AR 20
IR PARMG . Nrf2 578 Neh 1~ 6 3% 6 /> BECRSF I 25 F4 4k
Nehl X AT 14> C' st AR BLEESE Y bZIP, B 5 AMMIAZ N Y
7N Maf Z& [ (small Maf proteins) 45 &7 i — BiE 2 )5, {15
Nri2 R 5345631 4k I v ot 4(antioxidant response element,
ARE) FWAH R 781, DA i3 20T il PR AR T 2 b 4 Ak S T A
fif B L 5, 5k, Neh2 X2 Nrf2 5 i 3% & (1 Keapl W45 &
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ease,HD)., JJLZ=45 &R L 4E (amyotrophic lateral sclerosis,
ALS) 5 %8 N 25 45 i (spinal muscular atrophy, SMA) A [A] 25 U
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ANSLIGUEI AD 9 %28 5 A AR AT & M AD #F i 4141
REABA A PR 7 A i A 2 B RO TR Bk VBE A AR ARG
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FIUUBR R BRI TE AR /KU, DL EBIFFE R W] Nrf2-ARE {5
SIEEAE AD AR KR A A

4 Nrf2-ARE [ 5-1B% 5 PD

PD 2 —FP i DL 2R AT, IR b LA MR
Wi 32 53R % BRSSO SRS EEAE . K
-, PD DL - BUIRIR Y 2 P e e A 2 ek B 1k 50 R 22
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