Vol.38 No.11 Nov. 2018

JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE)

EBXBREFER (EFEWR) | 1381

o- R EA ZBLEMHEREFHPIERANHRHER

&

%, #==, EEX
LR B IR B AN R, L 200127

[HZ ] M4 #H (Parkinson's disease, PD) & H i LG @M L R B ITIEGm, ™EEWMEFWERTRE, 250K, Rk
B o- S Ml R 1 AL R R A B A5 S S S O R B R SR AR, Xt PD RIRINCHEEAT o SEbiE R A i IE I S
HREREBUM, WERABRIET, ZRMEW, WSS, X b/ M ARTE . SRR R SRt
BHTE o- ZEMZ R W S0 R R RIEA T ZITEH . % SO E I st R AT SRR

[ RIA ] o- ZEMEE s MR RER: CBLBE

[DOI] 10.3969/j.issn.1674-8115.2018.11.020 [ HEHZES ] R742.5 [ XHkirERE ] A

Research advances in acetylation modification of a-synuclein in Parkinson’s disease
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[Abstract] Parkinson’s disease (PD) is an incurable neurodegenerative disease, which seriously affects the life quality of patients. Researches in recent
years found that excessive production or abnormal structure of a-synuclein and forming toxic aggregates are the key factors in the pathogenesis of PD.
In a variety of mechanisms, abnormal modification of a-synuclein is closely related to its aggregation state, such as phosphorylation, ubiquitination and
nitration modification, but the exact effects are still uncertain. Recent studies have shown that acetylation modification of a-synuclein plays an important

role in the abnormal aggregation of a-synuclein. This article reviewed the progress of acetylation modification of a-synuclein.
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