- 128 -

IEEEEEMERREZEBXEZHNHARER

BHRE, B M@

E#ERE R BB AR BR A e SR T A M E A SRR, LiE 200025

[HEZ ] P BE 28 PE AU (CODP) & — i LA BEL 28 S e AIE #4918 P il 48 505 , i 8 R B 22 b = i o 4
i CODP {14 32 TR i Sy I 2 /0 S B 45 0 P LS8 0 Mk 58 RE S 7 % il 4 /s T 2 41 o, G 2 (R 3R = B0
AU VR G R B I P [ 4 D o TE IR, W TS A5 e AN S KR, CODP Y & AR A DI BT R IE B AR
B Tb o B SCNERSE R R A0 A A0 B 4y T K, X CODP B A A J A 56 R 28 K AT RE ML o EAT 43834k
(SRS ] s 1 B 2 R UG 5 05 5 S04 5 B4 AV &2 5 A

[DOI] 10.3969/j. issn. 1674-8115.2016.01.026

[FE5ES] R563 [XEIRERD] A

Advances of relevant factors to incidence of chronic obstructive

pulmonary disease

ZHAO Zhen-jun, DENG Jiong

Department of Pathophysiology, Key Laboratory of Cell Differentiation and Apoptosis of Minister of Education, Shanghai Jiao Tong

University School of Medicine, Shanghai 200025, China

[Abstract] The chronic obstructive pulmonary disease (GOPD) is a chronic pulmonary disease featured by

airflow obstruction. The fatality rate of COPD has risen to the fourth among all diseases in the world. The main

characteristics are persistent obstruction, chronic inflammation, and remodeling of small airways, which slow

down the airflow and weaken the elastic retraction of alveoli. In Ghina, the incidence and fatality rate of GOPD

rise year by year due to cigarette smoking and air pollution. This paper reviews factors and possible mechanisms

of the incidence and development of COPD from perspectives of environmental factors and cellular, sub-cellular,

and molecular levels.
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