- 1678 - BRI TR 2016 4F 12 A28 374555 128]  Chin J Epidemiol, December 2016, Vol.37,No.12

IR RRIE R 5 BT R R

EHE XNAH G XEF FIRL Faw
100191 b X FAXTAFRATRE TAELITF £
BAEYE 4 2%, Email : twu@bjmu.edu.cn
DOI:10.3760/cma.j.issn.0254-6450.2016.12.023

(HZ] A2 LR ZEVEMYOR (COPD) J&— i WL IE P AL G R , LA 58 42 Al i Ui
Z R ATV R HFIE . COPD SR A ML T A IR0, i A B T 4H " 8 . COPD F-7E1>
TR Ty I , i5t4% [ 3R 7E COPD 14 & A v R 45 B A L (B GR35 A4 T R 5 COPD 22 [R] ) SRR AT
TEAR—EE . ASOW COPD J8tE 5y N FR I BITTE R BEA T 2538 .

(Rgim] S PERL IR ; A% 5 R R

A review on the genetic risk factors of chronic obstructive pulmonary disease Wang Mengying,
Liu Dongjing, Huang Hui, Wu Tao, Cao Wethua, Li Liming
Department of Epidemiology and Biostatistics, School of Public Health, Peking University, Beijing 100191,
China
Corresponding author: Wu Tao, Email: twu@bjmu.edu.cn

[Abstract] Chronic obstructive pulmonary disease (COPD) refers to a common complex
disease characterized by progressive and incomplete reversible airflow limitation. COPD is one of the
leading causes on morbidity and mortality in China. Genetic risk factors play important roles on the
occurrence of COPD. However, the genetic risk factors of COPD remain unknown, to some extent.
The aim of this review is to provide a comprehensive overview on literature concerning the most
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promising findings related to genetic risk factors of COPD.
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ECLIPSE  JiffilxT 8 1 764/178° FEW 4q22  FAMI3A 154416442 C 1.28(1.20 ~1.36)  1.12X 107"
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S IREIE 173/171°

e WS T2 T G IR E , 5 (/%3 BE, Sl /IR M, < et B SRR, B H R 2280, X B S i J LA s AR W) e 5100 3 497 91
J# COPD ffi % . GenKOLS: Bergen, Norway COPD Cohort; NETT-NAS: Normative Aging Study and National Emphysema Treatment Trial;
ECLIPSE: Evaluation of COPD Longitudinally to Identify Predictive Surrogate Endpoints; ECOCOPD: Boston Early-Onset COPD Study;
COPDGene: COPDGene study; ICGN: International COPD Genetics Network study
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