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o TRIEE

(PR 2E 2 25 3 900T, 17 8H 421001)

WE  AWi(autophagy) &) ZAFAE T HAZAM M P IIEA LAy LS, MG N AR BN R G IR Yl BRI
RO M F R, 2 Pl s h A7 AL B IS PR AR AL, A WS I Rk A R B TIAI SR, E WA AR B Al
F S i A R A 2 A R kR, HORR AR BN AW 2 R RO KR R A AT SRR, AT
gt R T B TR A HE AR, AR RE— P RIT S E W AR O I s PO 7 S AT S e

KA
ZR49ES R56, R363

I W A2 4 3 et 22 B X M, S A PR R ) T
% H W 44 (autophagosome), R J& iz 1% 3| % I 14
(lysosome) J& il [F Wik 35 g 44, o At L i B 25 11 Y
FW, CASEI A B A B () A 75 2R A0 B 2 1
B, T RRILE R — A M e, B AERR A
H L.

1 # &

MM ZET 5 A 2 B, FEJP PRGN AL T
(programmed cell death, PCD)FI4H fgdfst, Frfe
FP 20 B AET AT T ZLCA Mg ) A0 T 289 e 4 i
FET)PIRNEINM, g, B E AR, SEfRva Rk
et ) P 40 6L P 0 58 7 (R A i T 1 T R 4 i
AR AR R LA AN L A ) T AR A
SR P e R 20 0 B A A, (RIS BRI 4l
AR E  EFRE AT 0 20 A PR3 11
FoE PR EZER, AP R SR AT PR AR
JgeE U 9 SRR A AR NI G S DA SOR)
Biibstl. KA A B . RS R A
MA@ AR AR, AR ARy e B R
(macroautophagy, RVl H Jr 48 () FH W) Bl F R
(microautophagy) A1 43 - 1 158 /1 5 1) H W& (chaperon
mediated autophagy, CMA).
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1.1 BEZEIERS FHH

AW R, AWK SRR S5 5 T8 i H W
WA (TRTRR AR, T B4 i ot b sz 40 . ARk
N iy 141 0K I B o /K (B2 /Sl ) KN ]
A A0 IR T AR AR IR, R R )
SRR BRI, SEERAET, BRI
MIZET:. BAWRARR AR a. 73 BRI IRE R
FEYU. JELLBER SRR N, XUZ B AR 25
B JBE T AR A B i I B TR . b, AL RAKR IR
F. BEAE BRSBTS, R A R AR 1) R RO
BEEIER BT S AR, ¢ BWRIARIZ . Fil
. AR S il RS TR R E A, A R AR
107 VA B S HG P R s Tl Al AR, B B ™ 40
Pk B Mk, (A ERRAE. 4. BRER)
Befd. BWRRRNG G, St b (0 7K At s
filt, RN P R .

H WL S R, 28 B R AH G KL (autophagy
associated gene, ATG)Z 5 HWIE MLk, Hr 2
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AN FZREE ARG AL FE R AR,
Atgl2 454 RS T 1 WL T RO G, T A
K M 1 B #E 3 (microtubule-associated protein 1
light chain 3, LC3)& ik #2560 F I (1) B Be e A
/b, H5AEAERE MK, Atgl2 5 Atgs
SEATE R VEARRTAA, Atgl2-AtgS AWM EAE
FAE Atgl2 454 F1 LC3 181 2 iz R &Ml
AR AR, LC3 HiRTE G, & s Tt
KT PG LC3- T, I 48 8 H R Bk o (1) H 2
PREE. BifiJo, LC3- T gzt i 4l & /8 LC3- 11,
LC3- I 7 A7 T 1 1 WEART B AA, A2 Jl oAy
LENT] 7 975

BRI E B R B, Atgl2-Atg5-AtgléL B
GV S ILAMNE LG, AUREE T BRI Ry
sk, T H. Atgs HAWS AW K 45 Gk ek T
LC3 [ BRI 5E 8. X2 IS F 1 1 e yf B
TE SR P15 25 40 sl M P 5 I, AtgS -G8
M RS Nk, KB FBEES AR LC3- 1
BEF AW F. Nk, LC3-NT&EMEZ D5 H
WE AR 1 2 D EE EE . — H [ WA 5 v il A i
B EVER IR LC3- 11 R4 S A m 1R 7K i Bl e
fif. AN, Atgl2-Atg5-AtgloL A MMTEAEE A
W ok v JEE PR T DA TR I, SR AR, — )
AW E AL TR, B AR R X2 MR 2546 T
o, WEAYEE RS
1.2 BRERYES

W EAT DU R a. dERPgRRaA. 40
IEHE LR DR A A, A7 5 R R 2R A AE T 5
RAWE.  FWEEE R A — R B LS B RN %2
B A M2 AR, HEAT 40 i K P b )
P, ORGP ZH AN, R e 2 — Al e T R
ARSI TEAET R b, AW R, i
T )5 8 min RIRPWE 2] HIRAATE B, 2 h 5 HRE
BEARSEAPEMR . oo ABEMTTH M. UG
B A WA SCHE 1, S EORE A AR PRd T k.
d. fbEPEm. X025 R PR AR 1) 2 25 X
Al e “HEERT MUIR RS BIARRERPE. BT BTG
M, B, BUHOhARRR AR, 58
W N SRR PEARE N, . . AW EE. BT e
WA AT A A A73G DR ) DL B 454 g s 2R
Z (BRI IRT A ), WA e R B ROk
1.3 BEERYIEEHLE

EREIAE S P a. WTFLBhY) iR 2 3R R0 A

(mammalian target of rapamycin, mTOR){E 5 i&1%.
TOR Pl 0 40 i A 1 AT S S0 AL, 4l B
WA, R “T1 1 (gatekeeper)” fEF. HIAREER
L] mTOR (K3 p70S6 W 3 HI R A=
MVER. b, T ZUBENREEVLEE — 6% M2 I (Class 1
PI3K)/ 5 13 B(protein kinase B, PKB)i&f2. fi
By AR AR O T R 2R AR K R
W sz R (IR, RTK)J5, W& Class T PI3K, &5&
PKB e HiAb sy 7, f0H R A A, S5 PRl
1k, & [ (tuberous sclerosis, TSC)1/2 47 T Class [
PI3K/PKB I&12 (1) Nifif, 0] TOR J 5k, xt
AR IE M5 E ;s PTEN BERREE(EE 10 ‘5 44
0 A R % 1) T TR i R ok 1 i ) A AT R A
the phosphates and tensin homologue deleted on
chromosome 10)f# % Class [ PI3K/PKB g 42X} H i
IR, 1M 3- HEE BRI (3-methyladenine, 3-MA)
M PIBK (R T RE A0l Fm,  H s R T
beclinl ( A B ¥ 3= £ 15 7). UVRAG(UV radiation
resistance-associated gene), 5 41+ ¥ bel-2 H[H]
Z 5N Class P13 59, HIEAME. ¢, Gai3
AR, GTP 4i5 1 G HEH I Gail 2 H
W (R I ST 5=, 1 GDP 454 1) Gaid3 Hx )& A
WR TR, R IR A D B I AR H 1 o P4
=gy, vl RS AL, d. A, R
75 B W R b i R, R e A
W, 1117 v AL 2 U 3 1 k.

2 BEESAHENRS

I — LR PR A B, RS AR AE AT I )
L5 s AT M2 1 B ZE 4 Jlili 993 (chronic obstructive
COPD). fifi 45 # (pulmonary
tuberculosis)~ 1 4 flifi L2 % (chronic cardiopulmonary
disease). % Iifi (asthma). I W &£ ¥ (respiratory
failure) f1 i (lung cancer)®. AT E i COPD.
Jitides s WS A% S sy ik v F 2R AT 73R

fifife — M EE R AT BRI RE I A, 1
FEASF A M SR (N e i . b e an i, Ta) o
ML ZERETEA ). ARG b, E R AT R A
A IS | R A 1 V1) — T 0 i A A 14 ] 35 S PR
BN, o, GRS NI R SR AR AR Al
A RAE SRR 0. WAVESNE)
S AR PEBAEUR I TR R AE T e S U I 4
OGS, AR SCHE AR A Y T A | PR 4 3 BN

pulmonary disease,
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Wi 5 COPD (¥R 5T S5 AR,
21 BWMES COPD

COPD & —Ff tH 12 P £ 75 4K (cigarette smoke,
CS) I8 D ResaR e, HELFE 21 2R R it
S (pulmonary emphysema). 32 /& %% (bronchitis)
S AR AL, COPD 2 5% IR (1) S 5 40 B S 12 A
TR T Mg, FEE S A mPHZE, 3
Hh, IR R M 2R 4 S e v U IR
WREAMY IR, FEA MR RN S A AR, T
T B AR 4EAL.

EAHFFIERER COPD i AL A L3
RAE g, GOl WA A A yS Gt ek
YIRREL T S BN AR S HUEARI R R, it i
AR B SN UK (1) B S D N, fE COPD
(AL R4 T HEAEH, ARRREIFE AR
I, B I 20T SN

AT S DU R DL SIS A8 A 57 5 | k2
AN, S, SIS SEA TR 28 R 1
T (I VERHZEVE G « R AR VR 2T YAk . A8 1tk FH 2
P it 5 995 2 RE R M ) R S EE R 3R L il J G B
I B2 R N B S5E vh A A 5 e | A it 45 A% 1)
HRAL.

IR, /K& AR I ) (cigarette
smoke extract, CSE) &b B A\ 32 < 4 L B 41 ig
Beas-2B, 4l Jify N 3% % % (reactive oxygen species,
ROS)AE N, CSE AbHJili I jz 40 i, 1 25
43 M7 57 H W Y (autophagic vacuoles, AV) 14
I, BLEES T AR, CSE 51K T LC3- T IEREE,
H LC3- Tl B fkis 5 3 Al(bafilomycin A1)
IR A4S AR RPN, N- SR -
L- - Jht 2 BR AT JE A7 Bk JBK 2% (apocynin) 4k L Beas-2B
M, AT EAGEE RO O, 2K CSE
Frifs 5 1 LC3B 3§ 4™, i H., 120 2 5 1
(heme oxygenase 1, HO-)ALHL )5, W3 T HWEGE
PE. CSE 4b#E)5, HO-1 IRl &ikH] 17 LC3- T
B, WA T IR beclin 1 RI&, B A,
HO-1 ik ik 540 st kb A5 o6, U5 50
P TR O, G, CSE Ab 3k FE A,
HO-1 siRNA &b B A LC3 & £ 5% i, H {2 ik
caspase-8 {4 UL T, HO-1 75 224t — 11
SIS B HO-1 1715 11 W LA S HLAR 3541 i f- 47 T e
(19 1 A IR TRIML . B SR AEAACH MR AR ) e Bk A
SN, EAWRIEOE A R gl s, (R —
A2 SR DA I 7 0 455 A A s 4 4 4 1) At XA

AU D RE R EE

/11 (sulfur mustard, SM)s&—FiOR ekt
i, R E R, RN S 55 S R i A
P, AR OERIE . SRR EIE LGRS
ity AESCEPAE ER IR R

WS R, SM i EE T, Bl A5 TS P caspases
1 DNA & 1 K Bax (kg n, b B 7
DNA 65+ T, AW, X5 IPIRIE 2 0F 40 ) 2R
£ MR ALK ¥ - (tumor necrosis factor-alpha,
TNF-o) 2 At AR 28 40 Mo PRl 1~ () Rk B9 7 o,
H5isHEMAA K, H SM AP )5, b ms)E
T O, AR R b R 4 i I SRR 53 B
Jiti b Rz BELRS RO AR . A7 SIZB AT FE0, R K SRR
T, AR USRI T UH 0.7~ 1.4 mg/kg
SM b E)E, FECPRE R, ISR &R
ERARE LS. WERBZE. 4
BE AU RIEA RGN, SM AR S BN S
M -2 (cyclooxygenasa-2, COX-2). TNFa. 5
— % 1t & M f§ (inductible nitric oxide synthase,
iNOS)F13E Jift 43 J& & 1 9(matrix metalloproteinase
9, MMP-9)%5 R IEAR S W) IR IR G 0. S50 IE 5K
SM 75 3R AU B A A5 1 5 40 i P 2% RORE AR T
PG, ATREFHMETIT Y AT AR 4 25
I K

9% kB0, 2B 4 % (polyamidoamine,
PAMAM) 4K Fiil i Akt-TSC2-mTOR 155 53 4 75
T H W A0 B A T kS A

HHRIZ, WAYFUSF 1) B IR A e A
T AR, IO T REAFAE ST MR )0 BT A Ty
e, ORE, hPatEmsisiad, Cco. A
AR AT REIVEST o3 R AEA ORI E R, SEEe W
R0, CO Ab B RN IS, R[] A6 1 5 n B AH 5%
K 1 # %% 3B (microtubule-associated protein 1 light
chain 3 beta, MAP-LC3B) 131k Jig k. W5t
HHOR, 49 2K K7 - (gold nanoparticles, AuNPs)AbHE
MRC-5 Nt e cF4edi ffe, 5% 7 B Wk A TR
W RPN T BWRARIE . AuNPs [R5 A K
MR, W MAP-LC3 & Atg7 (19 L, %
B AuNPs &b BN il js 21 4 4 i o] 7= 28 S A0 B3
HANES AW EADC, B R Pl
ISR £ 4 Y 975 BRI A

1Ak, AREIEL S AW DIAEOC. PR
MEZRiAA O AN, $PRoRREUE S B B AR
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R KM, T TR, RS R 1
(hypoxia-inducible factorl, HIF-1) 2 & % IR 25 i fj
LAY AW B ZER /), HAUESE T HIFla RHE
LTSI H R DL RS2 A0 R AR 1) S AR R A
fE H 1. Bellot ilF 55, FJ H siRNA K 8 PE fi Br
BCL-2/EIB #H X #& H 3 (BCL2-adenovirus E1B
19kD-interacting protein 3, BNIP3) Al BNIP3L, #fI
TR T i A, i RS R, RERIA
BNIP3 {1t AWk, HHit$Ess, HIF-1 F1 BNIP i&4%
Al RIS I — P IS L.

PLEWFSTHE7R, CSE. SM LK 25 I ok
Hys GRS ] e i R 1 ROS A2 1 |2 A0 Y
PG caspases B AY TNFa 45 28 Pk W) R 1A 1
s gk E g, HARHE LC3- T 17 LC3- 11 #4163
by LC3-M 2R, i Awesdt—2 8, Mif
SR SR E R AT DA . ARAECR
AT, TR HIF-1 875404 N Al 15w AH ¢
FLAEE BNIP3 315 BRI 51k B W, SRAS 40 fa i
TE I M Res, AT 0] BE A RIS Hh (1) —Fih A
TEHLH.

SIS RPN, L B A S BRI b R 4 i
Atg7 J&, BN B AR R KL G
p62(nucleoporin p62, p62)%K4E, HIGEMEAE
H Wt F e kol T8 o i 4 2R S A i
(VA S B AR, A A0 R 5 DR ) 2k 1
. RIS, Atg7 i b TR IH 66 §E s O B
B ARREAE ) HA RN, ORI SR B
ST BE S EMUMRME AT, HBRAR TR
B SR, rteER B, WA ) i AR A 4
FFMEZEH.

ISR N LC3B /3 CS 15 S I T J it
SR LRI, R IRHE 5 LC3B(-/-) /N FUE
HR T AT B35 B, H CS 3 3 U3 KA LA
gef#, LC3B H AU YL T2 F Fas 5 K,
caveolin-1(Cav-\) /- S HAHEAE . A8 ML 72
W, Cav-1(-/-)/ BB A 200 KP4 B W AR T,
UESKE CS - T R il =M b B & 1 LC3B (1)
KEEVER. 1M Egr-1(--) /MRS, EIUIEARE K (1)
AEIEOR, HEBO A BT F P TR R
Jibr. DR, PRI A R, LC3B REfE Al
245, W7k LC3B Ml it caveolin-1 I Fas AHH 1
R A A E R LR, AT T, o, A
W ST A R R IA DG, v ReidE—
33 COPD .

TR SI4h 1 1 5 O A 35 Ak 2 17 B ot 6 0
FEI Ay A # I Il b R A b e g i, B AR Ak
CSE 4b ¥ )5 st b B W g (1 5 98 Toakb 4o 3 n
(P EAWES b 4l gt A1 K.

W5t e s, H CS 4b¥E COPD i, 40 &4
U RS N, FIWE AL (1 LC3B. Atgd. AtgS/12,
Atg7 WEPER . SR AT, LC3B & CS B2
ifi - R 40 B B8 T IE R U Y 0. BE AT R L,
CSE 5k 41 & [ i £ Bt 5 B (histone deacetylase,
HDAC) $1i] 71 &b BN 1 Jz 40 g, P i 3 A
Wi . CSE A% T HDAC 35 PE, 5805 30 & W 5%
1 (early growth response-1, Egr-1)F1 E2F [A X}
H LR LC3B 33145 & g m, ¢34 in LC3B
fF2IL. bR Egr-1, #17 AtgdB(LC3B %4 ¥y &
TR YKL, LC3B riBRMmel 7 AW, 43
CSE 53 11 I Jz4fl pa o Tyl 2. |tk 7%, CSE
AJ eI 7Y HDAC 35 1% 1M 50 Egr-1 BL M LC3B
ik, BB BV gl stT, M
3 COPD . e —LHFLIE R, COPD
JALABIG R, A RS R EE R, KBk
PRI LA N R BT RGE IR .

COPD HHTHIITIEN DA, iy g 42 22
WA SCREY K2, IS APRIEAY. PrEL
F R IBENGIFSE. TAREITRE K R
T EBEIVER], YT BREE S @ IE i, EA
PRI S iedy B3t TR 7.

2.2 BHESHE
221  HAMES LR,

KEWIRERY, 7E2F N8 i A2 Bk
PRI BAE, ORI . TS SRR AN
FIRARAH HATEE R, T L, e R )k
A RIBHFEVINCR.

W3 LEHEIE 08 S 1) 2 B0 2 55 B ATV AT
e, Beclinl f& 5 Bel-2 A1 H S22 %, H.
TEVEZ NI (L HEFLIR . N S0 271 e ) 46
A7 5 PRI B Gk 2, beclind Sy — Flr g 35 Py 0020,
Beclinl*/> il 52 30 H SRR PSSRV IR = AORAS 6
FEWR LR . s A B, AR &, Nelfinavir
(HIV 25 G0 00 7 fits 20 i o S poa g s e e,
WCE AW T —Fh B A < 158 5 P I
BN, k7R, Beclind £ il & A K Tk
HEE, HAfeld S Bel-2 M HAEH BL G0t v
WO NG B, AT S0l 4 28T

PEIRIED), % i, LC3A/Beclin-1 mRNA
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FESIU/D . LC3A J p62 (IR0, Ui
FRST AL FIRAH DS G AL I D RERRAT, (HZ 77 i Tk
b A Sl NI ER R o S - e 2 Tl )
AR JG B 115 44 4E /) 40 Jfd Jifi 9 (non small cell lung
cancer, NSCLC)EFZWFURIN, fE{iE KELAE
4k #4] (stone-like structures, SLS), B H Mgk jF,
X5 NSCLC BURAAR R VK.

WG RIS, Atg5 A1 Beclin-1 IR, fdidm i)
WA T HA60 fili Jiek 48 1 109 47 35 489 0, H /b B
Beclin-1 FA% 7] AN A2 ALt bk U989 A2 it bk L9 1)
AR, PEARGERS, R R R A
4 K A F- 32 1K (epidermal growth factor receptor,
EGFR) % 2 1R 4 1 471 i1l 571) (tyrosine-kinase inhibitor,
TKIs)¥i, ] B8 7 EGFR-TKIs (142 <40
HER . S#iE?, 2 AN caspase 1 T2 A1
FE, R A 5 R 101F6 AT IR I /2 5 By 7] 1%
1 A0 A A A e ) ARG 2R B AR OR,
Beclin-1 5 F BRI S Jifides 00 K A8 DL R 0 A=
KREYIAHIC, TR S 1 I 5 it 40 i )
A, HRIERZET.  H MR RS 0 T S BURE 40 At
T, 7R AR e H R AE A il (R 97 8 AL

R IORIFFTUE T, 1 WA B Re 110 A R e
IR R B LRI XCEAE R, AR R
NRTCLEAHEAL, 70, R0 A0 A K g
T JTURI A 5 PR G A A A RE PR A0 i S e
HEOPHTEEIIRE: Sy, AT R ah
J A ER . R 2 (ORI GU SR B B WA 22 g
0 o b AR A A U AR TS

3 KB, COPD B4 1 Jifi i 2B 1 9 6 1
50%~ 70% ¥ fifii 1 & i COPD,  H il 2y BE 9 55 &
fili i o B L%, R W] COPD 5 i 2 [A] % Y1 A
K. ST RIFST AR NG 1 JEREAE IX P A0 R AT AL
Hlrh AR CBEAE ] HAb I RE R bR (AW S
Pett B / TR, A R AR K AR S T
RAAR)E COPD 5 fififie i g rp il L L
222 AR5 RGT

i e 40 B m] R I R AR AR IR S A7 S L
Wl B T ST, ST, A
W MM RT A IPET AT O, R, S EE W A
TR EWERTIN, AT RS W07 F RO, A

UG IR, T M e S 2 A0 B A549
s, v T AR, B HYGE 2 2055 S
B A ME Pk R 9T 7R BY, K25 (tephrosin) 26
1 AR AR5 T AS49 PR Al iustr:. AWK

LB, S B, (dihydrocapsaicin, DHC) AL B2 filli
i AS49 A1 H460 4 iy, A LA T, S35
ROS 4L K BHAT LC3 (M#e4k. ik Rk ik A L A
1] H460 41 o gEfs 5 5 A . 75 1A %% 2% (rapamycin)
AbFE A549 F1 H460 4H 19555 T DHC %55 1 40 Jfl 2F
T2, gl R, JEAERTRT AR, AWE R T
PR M S TR T SR BRI 40 AT, b ARes, K
FFitie (vinorelbine) BE % T AS49 41 AW, HiH
Wk REIEZZ T, HR S R AT

SR WooR WL BE IR MO BE -3
(phosphatidylinositol-3-kinase, PI3K)/mTOR I ill )
Al fig 2 A EGFR 0 il 71 5k 73 1t #8 Pk a9
NSCLC A &5, N % s 46200 107 4171
41 o fifi ¥ (small cell lung cancer, SCLC) & BE1THF
5334, Kyl EGFR. p-mTOR. 810 K% B 44 5 (1
S6 W (p-p70s6K) S5 BT 45, RIL 28% /Nl
o fili e £ 2% b EGFR/p-mTOR/p-p70s6K 1)L %Kik,
H.JT1 35 % %% JE (erlotinib) F1 RADO01 F& [7] &b ¥ 41 fity
R, PG N AL 17K a2k A7 Je 3
V. EWEH P EER . EGFR/mTOR &4 (K1 A4
IR e A 30697 SCLC 57k

PERIEDY, ABT-737 5 0% % (rapamycin) 1]
CA A 5 R 98 TR A AL [R5 5, H460 41
WGP e U 3 i, HR B0 R R A
Y R AR K BIR . AR RN, BiAiE
FHJH T 85 caspase-3 Il 7] Z-DEVD F1 mTOR #]!
i3 RADOO1, 5% 7 ifides 4 B H460 A& S Fh % hid
YISO IR U . Sa A, BEOE FE Rt F
T 5IBUTEECE AT, SR T U U, S
it s PN ST ehORUR A0 D EE PR R 5, SORBTIE R
AT REAE A VAT I (1 4 Bl v,

gr b, ARSI R AR R R B AR O, JLAT
RELEMIE R A2 2 kR e 2] T 41 4 RT3 P X0
FEH. 225 avEE e, BT A E
T 5 M0 Js e 4 B 0 1 B BT, T E—20 5 [ il
P AERAN], F B R it v T R A, Rk
AT i LA S RAF T 14 H
23 BRESH%EZ

Jilti 45 4% (pulmonary tuberculosis) e 45 1% 73 F AF B
SIRENTHZUS . 2R Y S A S B 1 s B 1)
TSR

W s % R % A G GTP Bl
(immunity-related GTPase M, IRGM)J& [K 2 2 M (1)
LR, 78 IRGM &S R AR5 E, w5k
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B, AR AT R N G032 i 4% 0 SO B IR O
VP (euro-American, EUAM) 3k 74 S8 G 1) T g
IRGM-261T 48 & 78 b R 97 4 I v 4% = 4
M. IR BT B LR A LA AR 1 i 45 1% sk
PWER, BWESIMERZ SR RO RA S, HR
NI ST
24 BRSNS E

TR 7R, il K e s S S ARSI Bl Ik ey
J& (pulmonary hypertension, PH)/) fi fili 41, LC3B
FIAH N, LC3BH1 Egr-1-~/ MR ES T 19 PH
RO S I, B LC3B MBS n T ROS A i
HIF-1a [ A80E PR R R A8 A0 B 3G 58 . Bt R0,
H W 1 LC3B nJ I8 I ) 4 40 Mo 358 B i o 4, 7
PH KA AL R TR .

3 % =
gi BRTIR, 1AW S0 e B SR . R

Jili iR Wi S5 VF 2 IR IO S DA OG,  HOR %
TEAER],  JUHS 0 1 BE ZE Ao o M, ke
T TGO 7S, WA R P EL P i AT A 14
KA RIELIGIT R A E AL AR H AT
T IR AT RSB LA, E H AT IR 1) Ok R ik
AFHE— 2GR, B X il 240 Y08 K e P
AR FERTREAT S . R R AT REIE L 15 3 R
AN E WIS S T LU, R
"E I RER AT B T RGT7 MlE5om (S 1L Xl
PRI B HOG7A B X

2 % x M
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Research Progress of Autophagy and Pulmonary Diseases”
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Abstract Autophagy wildly exists in eucaryotic cells which is essential vital phenomena.Autophagy is an
important mechanism that makes cells adapting the environment change, defensing invasion of pathogenic
microorganism and maintaining homeostasis. The activity of autophagy fluctuates in many lung diseases, it
closely related with the lung diseases' occurrences and developments. Autophagy has happened in pulmonary
emphysema, chronic obstructive pulmonary disease, lung cancer, pulmonary tuberculosis and many other lung
diseases, and plays an important role in these diseases. This review summarized it from the perspective of
relationship of autophagy and lung diseases. It helps to understand the effect that autophagy produced in lung
diseases and so as to further study the regulation of autophagy and to provide new ideas for the therapy of lung
diseases.
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