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WE  F4FEE M & 5% (chronic obstructive pulmonary disease, COPD) & ¥R & % #9% I
yaAn % KR, BEREFBEILEE ST T. HRFEWHOREHIE R T, Wit 2]20205F, COPDF R A
AHE ZREILBmA, COPDHIHRE LR ERS RE, Qs REFKER LS. COPDH
R I ZA KR, AR B KRR & & B/ B G Bk BT R o A= 5 2 EAa k. B4,
B & ST R Ak A A 4 T AVA BT A % A I AECOPDE) K Ja ALk P B A B AT KA VE A .
B b, RN T fRFHE 5 COPDE) L R 3T TR 506 77 % sk m Bl T2 & L.
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Progress in the Pathogenesis of Chronic Obstructive
Pulmonary Disease (COPD)
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Abstract Chronic obstructive pulmonary disease (COPD) is a common and frequently-occurring disease
with high morbidity and mortality. According to WHO, COPD will become the third leading cause of death
worldwide in 2020. The occurrence and development of COPD is multifactorial and the risk factors of COPD
include genetic and environmental factors. The pathogenesis of COPD remains unclear. The proposed pathogenesis
of COPD includes oxidative stress, immunological mechanisms, proteinase-antiproteinase imbalance and apoptosis.
Besides, autoimmune process, deviated microbiota and destroyed repair mechanisms are also playing important
roles in it. Further understanding and exploring the pathogenesis of COPD is crucial for prevention and treatment of
the disease.
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Fig.1 The pathogenesis of COPD (modified from reference [1])
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fi(matrix metalloproteinase, MMPs) %% 3% 5 R 1AL,
it Z IINEFIMMPs 2= A K K fIRECM, {2 3 COPDIF)
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JUSFREAN R PRI P9 390 JO5E R Ao TE R
GURT AL RIS LA S AR A S8 052 B, RO 5 it P
AFAE R B (1 98 0 20 B IR 70 22 Fh 28 PR 40 B R 509,
FECOPD /5 # H, 8 E o 4 4 f 453 25 2 sk AR 1k 114,
R A B MR I, REAR SR 2 R AR, s e 1) %
I8 I 4T RN 22 Foft 28 P 4T it DR 7 # E SX AS I R 88
PORE NS R AR S E R .
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A1 256 R B, 6 240 L AR EC PR R T
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CCL2(MCP-1). LTB4%5M, ghAb, iy w4 i ik
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B SR B - 1(AP-1) AR 2 R B i e-Sre [ 5 i 42
FRIR 324 A R4,
2.2 R HRE

Hh PR 20 i A DA R R WO 5 5 2 4R A 1
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PR R REAS I ) K R 2 1 R R A e,
7 41 i R e sk o) W 22 2 R R 1 B WONE. Cathepsin
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GUN G . 1EF A S 554 AR AR, ARk
1 H R R 22 IR PR i R A DD RO B,
I 9 A, 3 — 2D IR B8 M S 5E I BT
PE KL 41 i g 52 BITL-8 1) 48 35, PR id 58 48 3] 4 0 6
fil. CXCL2. LTB4. fMLPZ5 b 0] i & o 4 i 41
L (AT A2, A A S 6 tAIE S, 7E il S sh A i
R, — HABRWA, gt & Rl RESE
REH 2 KES A, 76, NE. Cathepsin GAl
Proteinase-3 7] il 350 TE 26 5T B A2 R AR DR 241 i 29
T, DR, Hp RN BRSO R 2 R R R R
HHEREEM.
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W ICXCLY9. CXCL10. CXCLI113# it CXCR3 1 #2
= COPD 2 3 R Te 1 FITh 1 2 i 1 % B 7K PB4,
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