rhAHSEIG TG PRI GL 4 25 (P TFAR) 20214E2 ) 45153 4513 Chin J Exp Clin Infect Dis (Electronic Edition), February 2021, Vol.15, No.1 . 7 .

i BT R 1 B 27 R R R SR BT B AR A
B HLAt i B PR o AT T R

IR R ATH

[HZ ) i 5ok FHM2 (ACE) AFSHUIE Rk R LHE- M %K E (ACE-Ang 1) 1%
BEEEES T A EACE2IE 5 B R B (SARS-CoV-2) DL ARMR i % (SARS) Ji#fT
WirSEAL &, N T EIRREFEAE EAMEAT R RS E M, AR = XU,
A8 B 5K R e A B 7R/ K 5K R 2 A A5 517 (ACEVARB) Z2fi#SARS-CoV-2/E YL T ifiZH 2345
IR REYE. thAh, BLACE2LA KA FiAng TUKAE™MIAng (1~7) fESWEMBIG (ALD | [figf2Ett
AN Bh ik e s (ORI T R AT £/ . ACE2/EBT Rl IRIN B 28 (COIVD-19) HIAIR AL s A6
FUEH], ATRONECTE. BIER (COIVD-19) AHSVRTT 20 5 2 A

[RH2IR] M SRR LM, B omss, ARG 202, SO

Advances on the effects of angiotensin converting enzyme 2 in coronavirus induced lung injury and other
lung diseases Sun Fenfen, He Binfeng, He Yong. Department of Respiratory Disease and Critical Care Medicine,
Daping Hospital, Army Medical University, Chongqing 400042, China
Corresponding author: He Yong, Email: heyong8998@126.com

[ Abstract] Angiotensin converting enzyme 2 (ACE2) is considered as an critical regulator of angiotensin
converting enzyme-angiotensin Il (ACE-Ang II). The process that ACE2 bound the spike protein (S protein)
on the surface of severe acute respiratory syndrome-coronavirus 2 (SARS-CoV-2) or severe acute respiratory
syndrome (SARS) virus, which mediated these virus entrance to target cell for replication and cytotoxic effect were
summarized. Furthermore, the possibility of metformin and angiotension converting enzyme inhibitors/angiotensin
receptor blockers (ACEI/ARB) to the improvement of the lung tissue damage induced by SARS-CoV-2 were
investigated. Additionally, the research progress of ACE2 and Ang I hydrolysates-- Ang (1-7) on acute lung injury
(ALI), pulmonary fibrosis and pulmonary artery hypertension (PAH) were reviewed. ACE2 played an important
role in the pathogenesis of new coronavirus pneumonia and could be an important target for the design and
development of drugs for coronavirus disease 2019.
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