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Abstract
Cigarette smoke contains a variety of harmful substances, and its induced inflammatory response
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is an important factor in COPD. Autophagy is an important mechanism for cells to maintain ho-
meostasis in their internal environment, that is, the process of phagocytosis and degradation of
damaged organelles or macromolecules. Autophagy plays an important role in the occurrence and
development of COPD induced by cigarette smoke, which involves a variety of physiological
processes such as inflammatory response, oxidative stress and apoptosis. Therefore, this paper
reviews the role and mechanism of autophagy in chronic obstructive pulmonary disease induced
by cigarette smoke.
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1. 5|8

2P BH ZE M il %97 (chronic obstructive pulmonary disease, COPD){E 4= ER AR AE i B 22 /0 300 /5 ABETS,

ST AV RIETEF[1]. COPD A (1 5 LR AR AL 2 — & IR S i SORE IBE,  Fopb K B il 5 it 5
J LA R G, PR T BB Ao 58 i s I 1) o S R R, 2 R DR O e = A R 55 o 5 A 2 e B U
SRURE[2], AR 2 rhoOUL 8 1 1R it UM 36 T /N S I WP IR P S U G TR S 0, IR BB S I
T AE RN COPD A8 25 WP R 1) 32 B AR AL (3] 1 Wk A 24 P 7 1 W A O ik K1 P T 4 R P v il £
VA B B 2 A B AR AUOR 2 T R B FR (4] JE SR RE 20 T I B R S S R 1 L ZE 1 M
PN e S5 il s K s R S I R A B V)R R, WA SR IAEIRE COPD 4 S8 & it | fe 2 21 b
W oK B B R R DA K B WRAR A, AR R A I 5 0 R T A OGO, X R B R A A AR 55
F:1) COPD -] i e 1) — & BRI E T, TG AR e 3] Ja SN Ik B2 1) 1 W 0 7 Ml 2
AR T SO, Ak T I B A (R AR R[S ] BRIk [ MR AE A MK 55175 5 1) COPD Hh R #5568 22 H & %
IEH o

2. HIAMWE (Cigarette Smoke, CS) 51814 PEE 4 A& iR
2.1. FRBEEHWULZFERSD

W% AE 2 COPD HIE BFURIN R, 46 KL% COPD il Fah & B 5 &F WA E T S8, FWEL&
FEL R BT 7 A R 55 30 R i S I S s R L S PR S A DG I RCRE s AH SCHIF 78 S s IR 2 A B AN R
EVHAE AR 10 F[6]. TR A RS FH L 45% B EE ERN, TR 55%T
BRI 2 A, IERCE 2 NI B R Z N, AR 55 8 2220 3500 Ak &4, Hodp
LML EYMRAE, BUBMBEARAEY R, oK, 2-ZiE. 8. W5 K@) EE7].
2.2. HHEEF L S14FHEEMMEFBHE

KTNSO 52 2 P FRE I S SE A, 345 RS A R 8 98 I B, AT s < T 5 il 4 2R 8 9,
ALFE/NIE A YA 5 il SR T 2R [8]. B MR ZE EL AW IESE 5 22 Fh 98 0iE S N b B4 5 18 4 41 B [A]
FACERI T &G F Y <BE, W TNF-a. IL-18. IL-6 5 IL-8 &%, H.& MM ZE B A FARPT 2 i K T 1 68
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73, WIIL-10 [9], IL-10 f IL-10 4R SR AE SORE VRS Hh e & A v Bk VR, IL-10 B 5] LA
I 98 S5 B I HL PR ) F 280 S5 B BT 51 RS () 2 R, L4 M PR SR 1 7 TL-19 TL-20 TL-22 5 1L-24
X T AR LR R e B SRS ZOCEZENER[10]. WM S 8O0 RO 2 — &
NF-«B {55, fEIEFAIMF, B p65 5 p50 I K1) NF-«B LU 54 py 0515 1kB 2551
R RAEAE T2 [ 1] FEEFME AT ERIBAEASE NF-«B BERRAGTTHGE, 452 BRI
i, NF-«B/IKB FE35 M X E Al il 1kB #EE(IKK)ff kB BB AL 1 0% NF-«B, 5161 NF-«B Hi 40l
R G B A N S 5 5 R TR JOE NI 400 ZFSER ALt AFERE. AR T R F
5 R 5, Ak g1 R S RN R AE ST K [12]. A 0 55 [R]85 A R R AR A
COPD MR, BRI ZS H 35 P A (ROS) 5 15 P (RN S) K A A I T s i o ek S A =42 a1 o s 25
SR N INK. MAPK. p38 54403k i B S A1 NF-xB S5 K38 9 28 i SB[ 13] 6

3. HEE(Autophagy)5 1814 PH ZE 14 Fikim
3.1. BEHELR

HWEAE— R R iy KRB DL IR SRR A AR B B IS R P e, BAWRTEAD RN 2
EENERAEMER, DR DR G2 S PRI, GRRY . . M. DO IR S
[14]. EWRSY A EMEAD G B VAR B E AR B G B AT il — AN #8, FL i B WEAH 92 K] (autophagy related
gene, ATG)WRHZ KN SLAE A HIE RIPE RIS, WARE VL. B FREZ | Re B )R BUA S 15]. 78
52 BN T AEAF BT, TOAZHE A B (R RELTET pA) J IO 5t 9 30 93 U2 L7 5 350 70 7 EEAE 400 i N At ) 40 I
TERCE WA, a8 VA B R P L A S0 an 4B M 5T . 4B M B R S DA 2 A AR A s o
BTHT AR [16]0 AR 40 M P 42 53k NV B A A2 (AN [R) e E W2y v =28, B T, DAPS R AT AR () S 78
E R E SRR L A U RIS R E N, AR E R E R E AR R ) K
7 % F1)fi (long-lived proteins)” F&fifts 7 FAEABN- SO0 EWE, AN EEE AR S0 THHE5 & I
IS VA R T JS M T A I FR[17] (18] [19] R RIER 22 I F FUAIE 48 35 W 1 WA 7E S g2 S B 7 THD B A = S 1)
TEH, HW RIGH QBB B PS5 2 200 0 AR AEH, XEERFESBRS RERGS
SIS N2 TN R RN A 922010 BFFEN SURBLLE LPS MIALEE R, 4T T AWRAH KL ATGS mijdikk
HIf) Caco-2 4HMI( N\ ve b 45 A A 4 i) 5 HT-29 20 (N 45 B R 40 ) AH 95T 1F & 41t A2 4 4 i IR
F IL-18. IL-8 5 TNF-a 23 i, H MDA (N _[&)5 SOD (A A4 Bk ) 55 A A0 LU B bR S4B
B %, XK T 2 EA WA LR ATG W 0 15 W8 S SR S N 45 LI e 200 B 1) 98 R 825 48 A B 38
SRS B — 2 BIAHIE R [21]. 1 2 SORER R ST OK ) NF-xB (B ER: 5%, 177 NF-xB i 14 i 5% L
SARRESORE I N FE S E BN BE A, W nT DAV S SO B S5 R 4 i 1Y) NF-«B {5 5@ L 5
[22]. TR RTELTSG TEC 20 b /INE b R 4 ) o H B EAE DG HE R ATGS 131 B Wi m) LA 24
il G2/M 4T it JE A REL S 5 B AR Ak, DR B [ W LE R T SR R it N R A B R P 8 s B AL
i, R FEN Oy 1 /N AR S e 1 R SR A 11 /0N BRI AT B0 PR 5 L A R DA S ) R A LA
B, HERIVE /NG F I ATGS 2 R BB A80E T A S &, 2k S8 7 B+ NF«B 1)
WO A 5 9k L A PR LA B 22 IR A IRl IR, T RAA ) ATGS MIFHAS T NF-«B 55
SIS, AR T A S RYSORE RN, XK H ATGS /510 H W 15 7 NF-«B {5
530 5 DA 0 e B B R AR (23] 6

3.2. BESEFRETE SR ENMER
WP P PR S ROAE SN2 L COPD £ A )1 22 18 VRPN R SEP0i i) A 244t COPD 22
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AL G BV S R R R s 3 F gk, AR AR Y . RS, . TS0,
BIESHERS 75, FWEEZHFA 2R EM 5 EAHE EW 25 K COPD MIRER R —, HW
it 08 ) 9 E S DL s e ) S5 B, LU A I OUA (6, R 1A 7 STk R e 15 ISt 1 i3 8 22
DRER T, T 4 R A S A I b I ) U A B R AR AN S R, RS NPT R i bR 4H
&, PP [24]. KEVF L RFRYILE COPD B# il B 4. A5 41 Ll &2 3h%) COPD
P AR e R S OE, FEIR R AR ZRRLIAR FESE[25], IR FE(5%~20%) I 0 55 A A
1 % P2 B W) (cigarette smoke extract, CSE)fe B R 3& hn g Wil &, H i i 4R T, X8R BnlEe
St — B KRB RIE FH IR R WG 2 [26], HWEFEH Maplle3b. Pinkl 5 Hdac6 [ IE R RS T
T JRAR 556705 BT 3¢ RS 1 s Ao 5 R R 4T B BRI BE B AR [27 ] o T AE 57— TR AMIF 72, 244 AR
(0.5%~1%) {175 MR 55 S BV B EAT T 9000, DA siRNA S [ MEAH DG FE R Pink 1 25 8 DU S MRS
% FCEAT ) BT 5 S50 B W B S AR 2R DU K i O O 25 O R (R L R AR B, X R B AE AR
BRPEM) COPD Biptbi By o, [ g s BT b 7 240 LT 75 O O 25 2 B ) P 52 40 35 B — 8 AR 4P 7 I [28 ]
A I e I 1 5 5 A4 R 4R A AT R AR T R 1 K A R & COPD A B B BN 22—, T /e b A2 E
ZE0d B ROS AR RRIT U S A RISOR S T2 T 1 k5 S 38 e I 22 T PR B 2% [ R R 380 400 i 1) 4%
fiE R, FIETE COPD R, b RIS 200 R N A 2% U) HEZ AW R[29]. ROS FIREA REUE
AL Th RS M BT 5 RS ) ROS RIS T &L NBUR B R A, 460m S 8T AR, BRI S i
ARG, RIS S T S0 K 5 A0 8 S I AR TS IR AR, DAUORAR U PR A
AR>S AR, T HERFAH ML N PR BEAS A [30] SR I [R] KRR 22 1 15 Wik o Vs o o Hont 4 i
P ERIEARAS BT 9 i, ATT 175 S A3 SR BURR % S Rl 1491 4 NF-wB R0, 4k T 3 B (S 508 B
T AN SRR R SRS AR IO, MG Y IR SR RS AS RPN R S AE B 5 AL SR BB R R
BOSG I F N 2 F SA T, BCCREFAI R TN INE COPD MR, A H0, K[k S
ARPE-19 Z1 Jfd (AR 9 58 7 248 it ) e 3 &b - S A0 SIS 8 A/ e S8 AL Th R R T, LA P 1 B
Beclinl. ATG3. ATG7 5 ATGY 5RIARFWMZ, HAHM AR TS 5@ AAHKCHE F BAX. caspase-9.
caspase-3 258 52 i, TG SFSE A BERREN(STS) B PI3K/AKT/mTOR 3 4 DU [ 15 [ SN2, 24
JL P P A D B 1 AR RE SRR T DR 3R A /KP4 B T U, X SR I R e ) SR R R A R
PRIHRERATIT, [ WS 4 P PRI As R R 420 FH i 5kt i LK e 2 5 S0 B o1 53 1] [32] 6

4. 578

25 bRk, COPD JImblLHI A%, WA RAER ML, /BT ATIRE KT, HAM/PUE AR SES
AT, EANTREAER], TERC T A EURALET o IR 2R A R 55155 5 A JORE S N A8 A ) B R
Mz, AWEEHSRET SR HEZNIER, /£ COPD MRt e B/ F W 4ERr 40 N A i da 25
(L Z 3% COPD BEFEEERAT T, 1L — LEAF R A B T B WE A 2K 7 2 N COPD [ 1 A J€
Forp A SR ATHLEI A B, AR DA SO BRI K2R . AN S COPD a3k & 1Y
BE— B TR IR YT COPD 4R (B I #E i 5 77 1A«

HEEmE

B R BAR R LT IIH No. 81860012 R ERILEF AC2 V718 [H ZE 14 Jifi o 59 95 v 1)
1 B 43 F AL 5)
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