+2238 - AR HwE kA  Drugs & Clinic B3E BT 201947 A

RIEIRTTHE AR AERIH T Rt R

Iz FH
REEERICE BER MEnEhL R 300052

O WA A RN LIRS AR, R TR B SO R R R 2 R R A TT R RN B MR . B 5/
e RS AT YA o- R A% R 1, PSR 2 LR RERI L TT Hh S W K AR ST OR nl RE - WA L IR A ) R R AT %
W 5 50 1R 798 0 A AR Sh A B R P A BUE SE o Wl — R ORARXUNE, AN = Va7 AN Z IR AT M (1B ik
2. E RAIAMERTENE, Bk A R S BERE, JPE B T (R QR BRI IR 5. S B AR 4
RRAGIIR R LR T AV LENL, VR {3 i BRI 0 UM < AR et F R L B 1 SRR e BT 22 SOREAE T

KERIA: WGEERE: BN HR
PESES: RITI XERFRERS: A
DOI: 10.7501/j.issn.1674-5515.2019.07.066

XERS: 1674 - 5515(2019)07 - 2238 - 05

Recearch progress on mechanism of trehalose in treatment of Parkinson’s disease

SUN Ya-nan
Department of Neurology, General Hospital of Tianjin Medical University, Tianjin 300052, China

Abstract: Objective Parkinson’s disease is a common neurodegenerative disease. The characteristic pathological changes are mainly
the loss of dopaminergic neurons in substantia nigra and the formation of Lewis bodies. The main component of Lewis bodies is fibrotic
alpha synuclein. There is evidence that abnormal protein deposition in dopaminergic neurons may be related to the imbalance of
lysosomal autophagy pathway. The therapeutic potential of autophagy regulators has been confirmed in animal models of Parkinson’s
disease. Trehalose is a natural disaccharide and is considered as a new candidate for the treatment of neurodegenerative diseases. It has
chaperone-like activity, prevents protein from misfolding or aggregating, and helps remove accumulated proteins by promoting
autophagy. The potential mechanism of abnormal autophagy in the development of Parkinson’s disease is summarized. The role of
trehalose in promoting autophagy, protein stability, and anti-neuroinflammation in the treatment of Parkinson's disease are also
discussed in this paper.
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