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[Abstract] Bronchial asthma is a chronic airway inflammatory disease with complex pathophysiological characteristics. Autophagy is
involved in the normal physiological activities and metabolism of cells by degrading damaged organelles, proteins and invading
pathogenic microorganisms. It is closely related to the survival and development of cells, and has been confirmed to be associated with
the development of many diseases including asthma, which is a hotspot of current research. This review will summarize and evaluate
the progress of study of the relationship between autophagy and asthma.
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KT AT AR IR H A 8, A A EH O R
FI AR PN S EA RS A R 0 g ) U B, A
FIARHASZIE T A A 2R AR AFmif e
JSJG AR N A AR SCHE VR R SR AT R A fie
- [0 200 i N 1) RE 26y S (A2 460 F) 200 i i L SR g
MW A ) | e P65 T8 U AR 1) B A U2 i 235
PR F /AR, e/ IMABE -5 7 B A A T Rl O
A WG 100y S5 ik B A IO, AR P TS P R D R
iR TR LA T A, it ) S B T LA 3
240 0I5 (A 240 B P A A S AR Rt R L
KA W BRI T 3 R A S 5 AR A N R AR
A PSR TR E WA A0 PR R A S A UL s
RO A Wk B A2 401 1) — LB AR L A 70, e 4 B
ATV HI RS2 40028 ORI A 2% 5 e R AR
HHAF S 5 R ACE M T HA 2GR IFH S S
AR PP T TR
K H WA 3 R 2 une-51 FEEEE 1 (unc-
51 like autophagy activating kinase 1, ULK1) , VPS34
AP LRI NZ RS G R ENS S, K
H WA IR 52 B 2 P R A, FEInRE RS VB R
RS TR B, 18 B W R 2R AR Bk T L
2B B ISER S F W I8 1 K AR A A R R IR
BB, 32 W FL 5 ) R A A R AR S T
(mammalian target of rapamycin, mTOR ) i [ , JC H:
J& mTOR 2 4 1(mTORC1) . mTORCI /& T 25#%
A5 Mk LB {5 5 3 - kinase (phosphatidylinositol 3 - ki-
nase , PI3K )3 J& A1 AMP J5 L2 1 1% (adenosine 5'-
monophosphate-activated protein kinase, AMPK) i %
A SR, B Bk 2T i, Tl i iR 1k ULK 88
ULK2 8 i 52 7 Wy BELIBT 9 Wi o b 3 £ 5 4 o]
mTORC1 ] LL#% ULK &5, #E 80 126 PI3K
a% VPS34 B &%), Hon] g 5 R4 19 1 (vacuole mem-
brane protein 1, VMP1) A5 2 Wi fg i 7 15/ MA
I, 25K AMEENIEA 2 MZ R G R
G2, ATG8(LC3)IZ RARAE & RGN ATC 122 2 FE2h
GRS, HELC3 LT ATGAYIEI N LC3- T ,LC3-
I Z3k ATG3 \ATG7 F1 ATG12-ATG-5-ATG16L1 &
4 Wy hb BT 28 W5 B 19 £ BERE ( phosphatidylethanol-
amine, PE) g {678 A LC3- 1T, LC3- 11 4 A K H WXL
J2 R P £ 328 S At A K AL, B /N
BT S R LAY BT RO T AR A

HRATE W/ IV PSS %) 1.C.3- Tl At AR [ i, 41
M LC3- 1T 5 A W/ MR SMI AR 7325, B 5 9 ATG4
A LC3 R YA
1.2 KB h g 2l i KR

T IE iy 1) 22 S ML 1 A ) B, (/ST AR JE 2
VR IZ AT, W Wiy S AR AE B2 S W H, Th1/Th2
AT 0 G I Al AL o Th2 4 30 i
/2 (interleukin, IL)-4 . IL-5 254t it PRl F i <5l 4
i 1Y & J  FE LS T kA Sl Y AGE R RO
L6 N =1 /% S AR 7 TR W 1= B o 4 1) S
5 R A X 02 By 1) A LA EEEVE A, L Rz At ml
DI R A A8 7 A 1 B 7, 77 A b B A4 5 24
Ji R (A4 TL-25 (TL-33 e fli i o 7K 28 400 it A= it
), T sa A R AN P s 2 D RE , i 2 T ik
ELYAR ) Th2 ZRHER AL, LU 3 Th2 Sepe i <,
TE I 7 290 0 R R ) 40 e P 2 R B BE R A0
I A 40 R R A 0 T S SR AR AR R
T 1 G328 20 M T LRI S M A IR 40 i PR, DTG
SE IR 7= ARG R R A A0 B B B L Bl
IR B LT A

% Wity H Th2 78 G038 v L ph 4 5 bR 40 g L B 41 i
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S M) A G B 75 A R Y e D 32 5 ) RE R IR %8 40 I
N WG R I IL-4 AARSMAT LLS R B 4B MK A
PE32E B 4N AL AP RLE 5E , 76 B AIE K F I05 BE 1Y) 1%
Bt /IN B TL-4 A 19 B 4 e i aots 52 B 7 0 553 , il
AR T 20 At gk D RN B G 2 A B
FROEE ™ o IREE R GUUR T LA & R
B A0 AL/ IMA B 7 A A W/ MAGHE o NF-«B1 3
5T IL-8 1L-6 %5 RAEAME A T =4k, B8R
B R AN, S R WA SCSE R BECN
o LC3B 25, AT DA 35 30 6 A DG 28 PR 20 i R 7
(2235 DL K /IS BRI AR, R F W il 77 spau-
tin-1 71 3-MA 15 7] US| NF-kB1 3 5375 5 10 R P
0 R 1 e A RN BRVRGEE R AE ™ . it — 2P AY
R IR SCBURL AT LK  mTOR JE R0 B W,
M HE T TL-6 55 Th2 4 i PR B 2Rk, FH W AH G It
ATGS [¢ S PR R G AT 3 & IR G5 R™ Toll
AR (toll like receptor, TLR ) 7E BN (1) A A A& g Hh i
KHAVE T, WFSEIE S TLR2 ] LASE & PI3K/AKT 3 %
PRI F W, D IR 210 i/ B 3 R AE

WAL, — SEAH Y B B 5l 245 P b A FH AT e
5 R AWEA O, Uk iz 28 AT DA 2o 41 i) S J A e e
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1) 2 K RSB SAE S i ™ 5 SR AT LA mTOR
RGP A) KC g DA AR i /S BRI A3 R AE
S 7 37 ] LA 38 3 380 PISK/AKT/MTOR 38 B4 il
K WL H HMGB1/TLR4/NF-«B {5518 % , i
B i A B 518 149 A A IS vy R R AR 28 A 4 i P 5
=R

1.3 KAME%wAETH

1.3.1 X AM5-FEILa e £ X

OB YRR OB RS M SO S R AR
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b AN NI W= 4 4 N s 11 N9 7 S N e e L
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MeAlinden %5 X 2 i H 5 19 I CATE -
WUSRHEAT 5307 3, 02 Wiy 58287 M 2H 2 v f ) O
HEAE 035, W Beclin-1 . ATGS \ LC3B, % 35 2% i
SECE W T 5 A SOOI LA B, R A Y
b VR BRI AT LA e R i PR A BEARRAE , 3
AT REE P R K W P OSL T 1 38 K A e R
YA AEAE SR I Ik BE R O A W S 2s R AH f RR T
PEFET . miR-384 i F& 18 ] LA b 2541 il - ¥ AL 20 e
K WA 545 A beclin- 14 22305 1 i 25 94035 1 g /)
BRI TBE™ . miR-192-5p ] LA#E ] ATG7 ] °F-
Ve LA L% DR 1 WK F- , e 2 i /N BRU P AT AR
A TEE IR AH AR T 2030 3 b 8 2 /N B
ATE T LA A% K 1 W 2K T R AR A S AL
1 B A A R YA I LA g R
AE KA S R 22 — & BT Th2 40 i 43 Y 1L-4 1L-5
YN R A EUE SRR K 1 e mT DA
S WLAR MG A B, Bir AR AWERTBES 5 T 4 Fh
21 e PR~ S LA B A RE R e A, R
BRI B LTS A R R
1.3.2 K A AR E 4 LAl

SE TR AT dE Ak (R (T ) R
A WL A2 b B2 (8] 5 4% 4K (epithelial -mesen-
chymal transition, EMT) 34 5% |~ 7 '~ £F 44k, M1t
FEAGAFEIN . EMT LG — R G0 As , 78 i 7
b, b R A MR 25 b R A REAE G S R R B
W R LA S b B braliy , IR B 8 B R, JF
H EMT (2 8 7] fig 28U B 4R 4E 4L . EMT 0] 43
S 3ATHREAN RIS, o [T AL EMT 5 B2 AHSG
I 76 EMT 38 o = A 4 40P AR i 75 114 () 7 55 40 e b
Z5MLUEE T D @G . TERENG Rl it

B SR R 25 S O SR B B A LY
R B S BUS M SAE , JF i TR EMT S 800
FERIHLUEE N LT 4e Al 2, i e £
R DR i 8 B i AT VR RN LT 4L
Liu 55 IFFE 5 A 27 i/ N B 1 W T DL S 25
{IX FSTL-1 (follistatin-like protein1 )75 5 i) i /1N B,
e B B AR SR F I . Poon 5 A I M I By
S SRR LU o B R B A0 R AT A
2 if 5 e R A L B T 20 |/ MAS . S ARG
& B, miR -34/449 7] 3 15 #)1 #i] (insulin growth factor
binding protein-3,IGFBP-3) [ &4k FEAL LR I
NN S ST ] 2 R R B )

JBE AR B b R 4R 4E A ) F SRR,
JUEE AT A e P LA M AL ET A4 i = A=, A
I 725 Tl A o i I 7 £ 1 2 B 1R PT LAy G it 2 1 )
B AR IEERL Li 55 A58 & B miR-30a i 3K AT
PR E R IFE A T L A TURLL B a-SMA 7 fifi
HYUP Ry, HALH AT REE miR-30a #L15 K F 1
FIEE 1 ATGS, ] 11.-33 15 S 19 K 19 e 1T g 35 %
Wit/ I8 BRI AR FNET AL
133 R ASAE LR &2

A FE U 1 0 DA A I Wity 1 R PR A PR
TIE, SCE R 5300 3 L2 AOE BE A AROIR 20
LRI (N NS = T RS SN b E S G U
ERAE BEIIIRE T B, 2478 0 5Lk A SE , B
2 R A L A7t 8 228 107 D g 38 5 45 Th2 20 i, fie ik HC
TR T2 A (ANTL-33R) FI436 1L-13, i {2
HERRIRAN A A 3G LR FOREWR 3 I AR S R I,
11-33 A3 i TL-13 A0 Y A et/ BB AR AR
J I A AR R H AR G EE I ATG16L1 = (1Y
N B AT RGBS WA LA B, PRSP S o Tk 52
K W R Ak = 1 SO L B A0 M A 1 SAC
(mucin-5 subtype AC, MUCSAC) 3 WBH . BF5%
HE— 2 & B % AL A K IR F B3 (transforming growth
factor-B3, TGF-B3) A LA i3 % K [ W i Al #F 32 <0
B RN MUCSAC 17330, 33K H WX T TGE-
B3 17 I FHR T W A BB EHT

2 CMA fIX &

CMA J&—7fries B e PR R A o K 2 A 7
PaAliTh, 29 173 B % A8 1 3 i X R e e i AR
fif o TEGAE APV AE DA , CMA A] B
5,25 CMA RYCEEE 1 2R R TR IRA 1 70
(heat shock cognate protein 70, Hsc70) Fli7 B A AH ¢
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i 25 H 2A (lysosomal associated membrane protein
2A,LAMP2A) . CMA i ff [y Be , — 26 4 B 5 2R
F , 41 Hsp40 (heat - shock protein of 40 kDa) . Hop
(Hsp70/Hsp90 - organizing protein) , Cdc48 (cell divi-
sion cycle 48) %, 5 Hsc7T0 25 S A IRE A E &
Y HARIE Hse70 ¢ 53 M54 A KFERQ J7 41 85
FIRES) , BlSTE U K 73152 5 Wb % Hse70 7T LA
5 YR BRI S 1 LAMP2A B SS: Sk 454, fE F
LAMP2A [5G 5 8 1 BUR M e iz 21 7 i
PRE) = ZRIARTEE , b B S AT R P 2 1 (glial fi-
brillary acidic protein, GFAP) X i 57 4k 4% i i
MIRRAE L #5191 Hse70 e iz 31 B
W R AR AR 25 2 W00 R N 1) 7K At /K A L 7K
it 7y T AR TS M5 P R0 A A T Sh A L 1
ek A £ 1 7 DAL 30 Js e (2 T Mo A A
A F 1-a(elongation factor 1-ar, EF1-a) 25 1455 I
TR A I Joe 2T 4E R 1 25 1, i GFAP 5 LAMP2A (1)
SERTIFAR 2 GFAP/LAMP2A 2 (& A R I ES
Hp-GFAP —RARRIE . I BEIASME GFAP
P 25 3 20 LAMP2A 19 53 = SR AKIE il 9 18 1 it
5o RS JE LAMP2A (19 S0l 6 fift i L] 3] 325 ity £
RIEEAEHIT IR CMAE S

W58 AE 92, CMA Y 3% ¥ 5 9 B AR B E Y
LAMP2A (0 BT i, LAMP2A J2 4% CMA 6
DR SO DU IESY CMA A BRI BEFRAL T 4%
RBF B 5 EARFEAR A T 1 B W7 S A8 10 g v i
AW B HETIFTE R Y] CMA X T 3 G 1) A
g HLAT — 5 T AE N ; CMA X B 2 g i e s 4 52
AT 2 AL AT WA T, S AR I 1 B
(NF-kB)J2& Hi pS0 1 p65 8 FH 2 Bl 1 57 U8 — R AR TE
JRU G SR PR 1, AT 5 S B A B RIS S A
Fik O HE PRI 2 5w A R R TEIER
THOLT , NF-kB#0 i] PR 5 1B R 28 21 5 5 7
PR T 1 B A# , Fo1F NF-xB 7240111 A
A%, K HE O DA S g/ T o RS IR S 78 3
FRbkZ BRI, CMA fili % 1 «B (047 S PERE A%, o
VP NF-kB 3G 45 R AL B 40 g 4%, DL EWFSE
1575 CMA JH% NF-k B 1] 85 18 My U1 AT A9 % 2R
RIEHIC (AT — DI, CMA 2/ 2 5
I Wty 2 A % JEE P Th/Th2 B 60328 2 8t A o ik
— BRIt

3 WEEMNXSEEmN

T 1 Wt 5 A 0 e e N TR 9

3, R e PR ECH AR 4 e AL 2 B B S A T
TRt S 118 7K ffe 2 B B )7 O R A o X A XY
FI W A e BB b 7R FL 3l b AT BT
H A T L sh B ik A ey 43 28 KRB0 328
N N VR D A S N Y N s P g
TEAR A S AL BE i A B s QT A TR
PEGICA W o VA AR S Bl [ A TUTRE R AR A B
IR H B s QW/IMABITA W . A/ MASE 3 /)N
143 35& 52 4 ) (endosomal sorting complex required
for transport, ESCRT ) ¥4 356 £5 M F B fif A (o ad i i
TC g 2 1 RR S 4 S5 R/ MATE B 22 A (16 91 7
/M) B S Z2 BN B ik AT, Horh
W/MEFR S FIA TR AR 2 5, BETE
JHI )38 e 2 178 Nbrl Al Hsc70, b Hse70 d g IE
B2 AR S F WA AT e/ D OB =, X T
WL Bl A s 8 ELAACHIL TR AT A e B, B e 5
Wity 22 [ 14 5 28 1 JC SCHRARGE L 15 A WF TR Al B
T VCER AT A P IR A i SR A WREAE SR
EEERE AT Th T RE AR —E MR

4 B E

A W P A A B — D AR LE]
T2 0 ) AR B Bl A L A A ol oy
MR o PR 222 MR FE R IR AR i =3
RAE OHE A K, KR TRERAERA 2
TR Wi P PR, R SR I U] 12 i o R ) Wk il 4
il AR AL AR R 2 S e i R 23 B A1 03 A i A, il n
X T A JRE I i R 3 i L2 R AR 3 i S8 2 R
FE R 18 R s A ) R e B 2 DAy W2 Wi 14012 Wl
SKHTHIATRE , J3 8k, TF AR W 5 AR iy 9
Wiy (40 SR, 6 T K W S e — 48 “ 31 87, ]
VA B AGE S R B 50 T A — P B R A, 2
BT YKL T B AR ) 7k R R AR F 25 )
AR T MRS T RN IR S LT
JICET 24 A 25 R S BN I s PR A VN 7, DD 25 )
MIA RN . TR T 09 A 1, AR E S
PRI ) & Z AW B, A8 1 Ot 5 4l LA
Mg 5 28, (HL H RTAITIT L 78 FAE R g ST A4 R ]
REME , BEE AR ITR AR , TRE AR 00 F
TEGH b Bz A -1 JULE B T 4 240 i 25 P Y
A B LKA 7 g A BRUR AR R R I R 2
BN (IR R R . SF R AL
RIS F R, Bl A AR B S e AL R 22 e
& EHA.
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