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Abstract

Chronic obstructive pulmonary disease (COPD) is a common and frequently occurring disease
worldwide, and its incidence in young and middle-aged populations is on the rise. It causes a decline
in the quality of life of individuals and an important economic burden to society, thus causing
people’s wide attention. Research on the pathogenesis of COPD has not yet been clearly elucidated,
and the study of its pathogenesis and fundamental treatment methods is very important for COPD
patients. This article reviews the aspects of chronic obstructive pulmonary disease inflammation,
oxidative stress, protease and anti-protein imbalance, cell senescence and apoptosis.
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1. 518

18 1 BFL ZE P fili 5% (chronic obstructive pulmonary disease, COPD)/&—Ffra [ o] ¥ it th: e [l 4 (1) 8
T, DARREEAAAE B2 BRI L AR WP ERE RO RAE, O BRARAE 29 . Jise)on. i (118 1
RAESL, JEH 5 TH FRORLLTAAG, 18 5Bk 5 1 SORE SN R il S 1 K B 55 2 MR 3R
Z 5K AIFHEZERER, KIE 20 2 LRSI LR 8.6%, 40 % LA b AREEF L
13.7%, fhEIREERH NBUL 1 12[2]. 5 AR GO TRatE AR M T i 3ds o, B R
] K MR 2 ) T v A N L RN 0 2 A e, 18 BELI ) R0 S AE Rk 40 Ak 4k BT F, Tl %2 2060
FEFEF 18 BH it B HCAH OGP B 35 H0HE I AR 4F 540 5 A\[3] [4]. COPD [Ifm RIH g LA ilipt S 24805%
FARE RN — AN EEHE AL DA R, Kk, BF7CHRRHLE B a7 2 KB .

2. RAEHLHI

COPD J2LAVSGE . MSLmg. Jifi e it i 2 ARHE R B o AR NA T 0L B SR, Af
12 2 Fh A SE A 2 5 [RIINDRE B B A A A 3L RV E S 80N vl i 4 . o SR PR P B4 B 4
Ml R4, B Tel, Thl, Thl7. & ILC3 ihER4ufas. Wab 1 45 40 R M R A A A E R T
B B AIAE1]. 7E COPD &, SRR E AP, BRGSO R BT SAFAE
[5]. ELWRAN M2 0E = i 2R AR BN ANM, TENIR RS AR 200« AEEE TR, e EEssR .,
COPD 3 (1) ELRE4H & AR ® NSy 5~10 %, SO i /™= B AR 2B C[6]. AR TR, B
JieL R R A MR 25 SR DS, BEIREN T, BB R IR AR F(TNF)-a. 1400/ 3-8, HiAh CXC &
TRIRF RN TL IR (MCP)-1., LTb4 FliG R4 . hah, Al B0 am i b o s e PE 5 A . 55 MMP-2,
MMP-9. MMP-12, ZHZUEERE K. L A1 S PR AP HRE 4 i Hh S i) rh e 4 33 2 B[ 7] [8]. 7E
COPD Stk hneE#, EmEamp- 1 im0 8 1 LR K A% R F-«B (NF-B) 1 77[9] [10].

3. SR/ E R

FAT, C2A BT IR S N AR 18 B A A e R i R i AR B AR T ZEBEZR AR T, MRS
WE R R RSP ERERET, WA STE Rkl PAERMREL SRR AL
B B DNA 153477, JFH0E NF-kB 45 {4 Py i 15 S840 77 S g 28 R A J K e S R 7 R 3 ROBE S
1113 JEAE S WL AT 3t — 2 A2 BE A A B [11] . AEPE 7 B 5K, W2 S BUg B e B2 M fa e R 2 A2 R v
E 5, BRI . WA EVIRORHIR SR ) 5 B 2 500 (R [12] o S8 A6 97047 A 389 n mle iod 88 % A
T E2 MHIRHT(Nrf2) 5 st S AL AT R FE R I RIE 18] BFFER W, WRHZE A COPD 635 fili A S AL 7
o e S PR SR AL N PR IC ) R AR B IR R L T A ) 2 3 v RO (i R B, HAE 2RI
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WIIE A S KT ETR[14]. Bk, PUEAIRTT R REA AR A ZE i COPD Bk S pm it fe, 72 H
HITRIE FE I 4 o

4. EEBSHERNKH

KRR LG B0« BOAEF, TP CTERT st it 2 ARG B G I Th g . BLEEIESE 2 ol-biiE
Bt 1 G5l 22 A8 2 B S U AR (I Bl e, 7 2R AU [15] o 159 v e 4 i R s 20 2 il 0 2 1 il 1) ok
AL, B4R B A B (MMPs)£E COPD (1) E0 i F2 b & 5 55 24 FH[16]. MMPs JLF- 7] LAFE A2
A3 R (ECM) T AT %4 [17]. H AT C R BLZ A MMPs [ 512 5 COPD (i 2. i MMP-1 38 % i1k
YA, MMP-8 R Z i PRI RIA, IR LA R R G T, A V1R R 1 1 4
MMP-9 o] i E BRI, VR AnAE. bR g As, AMURERS A ECM, &Rl =4 N- L BEIH 2R -
HEE - TR LA T30 %2 SUR[18]. MMP-12 (HFR W 20 B st itk 25 13 g ) P e e stk 2 1
B, TR L Ay B SO B A M AN AT e AR L, AR SORE IS, I AR, HaTtd e
R MMP-12 H ) 5Lz R 2 A M T /E N COPD IR R & [19]

5. MERESALT

YR — PO AN I IRES, RIERWAEIE, oL N E IR R R
RAVHMREEE . ATH TR0 2B QUM 732, 4 i o R R BN, i 4 /N B I S B,
fil AR R, AR s TS R AR A — S AME R RIS R A R E LR, BURRFES S
R R S A5 P FE S REL , BRI 51k T AR Y . A T XORRRE R PESE TS, Rt R AR E
FBTFHIGEL, RVURIEBRA L B2 4040 M — Fhopi B AR B R . ST AR, A A AR
WG, AT REIE I 2 A JORE B 1 2 WA e LA A I, AR B R AH G 43 A ) % Y (senescence-related
secretory phenotype, SASP). A& Fw G, HLARN FZZ MR R 33 SASP 753 HIE RAIRSIE S
FRAEREHH OGO it AR R [20]. H AT, R TAIIE S5 COPD WML FAL R drip i 4E J
LRAADIREREAT . WOE mTOR (55 %, P Tk T4 & DNA s S HE[20]. Haik
T8, iSO R R T A I R R S I AORE R AR AR, BN AR S I B R R, R S BUEE
Dy ReEAT VE R BRI B R N 2 —[21].

RS R 3 A A R AR RNRUE R T S A NSO T E A
ARTLEE, RS SR Z IR, COPD 1EN—HmEAME. SBULRIE LN, HAEH
NEGAAERE . RIH R ROmLEIE 4, HETEIRIR LA ARAA A R 29 596097 F B, AR
— W TS BRI A R R 4B S LR, DU R R B I A 4% ) o
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