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[Abstract] Chronic obstructive pulmonary diseases (COPD) is a kind of disease characterized by airflow restriction. It is related to
complex pathological changes caused by inhalation of harmful gases or particles such as cigarettes and smoke , including inflammation
of large and small airways and destruction of lung parenchyma. The pathogenesis of COPD is still unclear, and is currently believed to
be related to airway inflammation, immune factors, oxidative stress, protease and antiprotease imbalance. Molecular biomarkers

closely related to the pathogenesis of COPD play an important role in the occurrence and development of the disease. This paper

reviewed the molecular biomarkers corresponding to different pathogenesis of COPD.
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pulmonary disease, AECOPD) ] F} &1 , H SAA B4
J&, HLSAA SN AECOPD B S fE | N 2 4271
HAT AT BE R A I R 12 8T R T AECOPD fi A i (B
AIbRER
12 @mpn-T

A 58 20 i D] = 5 el W 4 YR b R 2 i S
A3, FLAR R A R S B U0 R 2R Y 45 A
PR A BT R B AR . 7 COPD |, i 3R 3
TF--a (tumor necrosis factor-ac, TNF-o ) F1 [ 4 i1 47~
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Figure 1 Mechanisms of interaction between COPD biomarkers
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dismutase , SOD) .13 % {1k & fif# (catalase , CAT) 8RS
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FIRR . TEX LR, GSH B N 2 AT TE 73 i
Pt 2 TR B AR OR R UE b B i i e
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B 1 ER:1 U3 =P N A S 71 2 W o ot 7 )
W BA 40, T 5 B AT 80 FEAN R AR A
AR R A — 2 X v R SRR R/
K, T EIT e T Z IR S

4 ERB/MEABRKEEXEREY

A AT AT A 3R A 1 DL R BE 0
Ay ALy, TR P 184 5 ] i s 20 2R A5 A I bR
i e b e A A0 05 04 S SR A A2 R R () Pk ] ik
RRIENL, &= B E 2N S H
B HAT XL AR RO VE D, 3220 o -PUBEEE 1
(al-antitrypsin, AAT) 202U 57 4 & 2 11 J 000 1 741)
(tissue inhibitor of metalloproteinase , TIMP) A J2 43
P 20 M 25 B ) 57) (secretory leukocyte protease
inhibitor, SLPI) o & [ B/t 4 11 Wi 2K A7 A2 38 B
COPD 3 B 98 J2 i AN ml 3 2 BR A B2 A
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FEAZF| TIMP Mlo2-F BRE A0, 765 5K
Az B ECM A 43 1y ¥ . MMPAERES T iz,
FE COPD fE 5 I W S48 I IR v o R it
TG AL L 2 i Rk g3 v, LA O (B b, $E
B RTREVE N COPD (WA Y245 B . MMP-9 S Jili iy
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() F R BRI A1 751, 76 TIMP S 15 P G P fe it , &2
S S5 HARK ARG AE S T m A AR R
A AR E T m kRN, REN,
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Table1 Summary of biomarkers related to COPD
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