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Modulation of pulmonary fibrosis by rennin-angiotensin system

GONG Li-Kun, REN Jin"

(State Key Laboratory of Drug Research, Shanghai Institute of Materia Medica,Shanghai |nstitutes for
Biological Sciences, Chinese Academy of Sciences, Shang hai 201203, China)

Abstract

Local rennin-angiotensin system (RAS) components are recognized as regulators of cell growth, cell apoptosis, expression
of inflammatory mediato rs and fibrogenesis. Activation of alocal RAS within the lung could influence t he pathogenesis of
pulmonary fibrosis viaa number of mechanisms. RAS inhibi tion can reduce cell apoptosis of alveolar epithelial cells and
endothelial cells, i nterfere with the inflammation cascade, and decrease fibroblast activity during tissue repair process.
Better understanding of the multiple actions of local RAS may aid to develop new pharmacologic agents for pulmonary
fibrosis and other fi brotic disorders.

Key words rennin-angiotensin system pulmonary fibrosis

DOI:

7 e he
ARIAFE B
¥ Supporting info
F PDF(320K B)
¥ [HTML 4= 3] (0K B)
» 275 ik
k55 5 J ot
P JUASCHETR SR R
b AR A5
BT A A
P IR
k Email Alert
b 30 7 45t
b 0 B0 BB
HRAF B
PORTI A R AHICCE
WA SCAEF ARSI

£ 3t

WWAEH T 3 jren@mail .shenc.ac.cn




