- 738 - e [ A 28 0 2 7 2022 4F 8 JT 4 22 455 8 1Y)

Chin J Contemp Neurol Neurosurg, August 2022, Vol. 22, No. 8

~S_I~

- ZE A -

ACE2-Ang-(1-7)-MasR il 5 Hp X # 28 R G2 950

RAE WAL kO HES B4 AR

(=]

Ang-(1-7)-MasR i 712 2 5 v fiK i 4
ACE2-Ang-(1-7)-MasR #ll 7€ #f il P 4 v A F1 T

R -IE R KR RS (RAS) BA 4 170 1l 3 R 25 /K v i B P 485 9V T, 5 —ad 7 b
RO R ALES T (ACE2) B HAR ATl A 57K 2 1-7[ Ang-(1-7) [ H1 Mas Z & (MasR )
2GBTS
WL AT AR EOIRZS P 2 2R e 7 e 5 v L v B AR

L [a] 4RHY ACE2-

45 RAS 4544 5 T BE LA J

JHHE R, U4 0 B98N BRI R B2 0T X ACE2-Ang-(1-7)-MasR il f91A R , g 25 W) 01 4 (R #E 6

[RéEiE] PWRMHE RGN

B R - KR RS

JREE KR A LRI

Research progress on the relationship between ACE2-Ang-(1-7)-MasR axis and

central nervous system diseases

LIANG He', LIN Jian-wen', MO Ming', XIE Lu-shuang’, DU Shi-wei’, LIU Yi'
'Department of Neurology, Dalian Municipal Central Hospital, Dalian 116033, Liaoning, China
’School of Basic Medicine, Chengdu University of Traditional Chinese Medicine, Chengdu 610075,

Sichuan, China

‘Department of Neurosurgery, South China Hospital of Shenzhen University, Shenzhen 518111,

Guangdong, China
Corresponding author: LIU Yi (Email: letaliu@bjmu.edu.cn)
[ Abstract]

Renin - angiotensin system (RAS) plays an important role in maintaining cardiovascular

homeostasis, water and electrolyte balance in the body, and angiotensin converting enzyme Il (ACE2) and

its axis of action angiotensin-(1-7) [Ang-(1-7)] and Mas receptor (MasR) composed of Ang-(1-7) and MasR

axis can play an important role in this process, it can widely participate in the pathophysiological process of

central nervous system diseases. Based on the structure and function of RAS, this study plans to sort out

the latest relevant research results on the role of ACE2-Ang-(1-7)-MasR axis in ischemic stroke, cognitive

dysfunction, anxiety state and neurodegenerative disease, improve the understanding of researchers and

clinicians, and provide ideas for the development of new targets for central nervous system disease drugs in

the future.
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Figure 1 Mechanism of RAS.
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