+ 284 - Y SR DA 202044 H 20 HEE 20855 4 8 Journal of Neuroscience and Mental Health, April 20, 2020, Vol.20, No.4

HERSMESIERTHR

thmm AL T

730000 =M, HH P EHXFEREFRGEET @ . ZH) ; 730000 =01, HHF E AR
E IR ikAb 2 A (L4)

BAEAEA: L4, Email: 3102116169@qq.com

DOI: 10.3969/j.issn.1009-6574.2020.04.011

(HZ ] MHSAREINLEE S LIATHINRGE | L35 SRR REAT L R L3R B2 A G A REAE IR A 22
i R BLAY P i 28 R AR o AL MBI AL 2 | 7 B e AL, e RIZ W B
PRI , 0Tl R R B0 B AR 25 W SONEANEE o BRET X i B AR B I 255 A 1) A2 WL | i PR
E K37 S AW e HEA T 1 2538, DUV AR INZR A AE AL R A LA AL RI2 Y 7 H 4t
BRI

[k ] WMeRSMLEAME; 2 BT Sk

Research progress in parkinsonian-plus syndrome Xu Lili, You Hong, Wang Mingming
School of Clinical Medicine, Gansu University of Traditional Chinese Medicine, Lanzhou 730000, China (Xu LL,
Wang MM); Department of Chinese-French Neurorehabilitation, Gansu Provincial People's Hospital, Lanzhou
730000, China
Corresponding author: You Hong, Email: 3102116169@qq.com

[ Abstract] Parkinsonian-plus syndrome is a degenerative disease of the central nervous system
whose main clinical manifestations are Parkinson disease like symptoms such as bradykinesia, postural reflex
disorder, and muscle rigidity. It contains many types of diseases, and the lesions often involve multiple body
regions. Clinical diagnosis is difficult, and it does not respond well to the anti-Parkinson drugs routinely used in

the clinic. This article reviews the research progress of the pathogenesis, clinical characteristics and treatment
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of Parkinsonian-plus syndrome, in order to provide a theoretical basis for the exploration of the mechanism of

Parkinsonian-plus syndrome and individual clinical diagnosis and treatment.
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