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[ Abstract] Bronchial asthma is a common chronic airway disease, and its pathogenesis remains to be further studied. The au-
tophagy mechanism that maintains mitochondrial homeostasis and clears aging and damaged mitochondria is called mitochondrial
autophagy. Dysregulation of mitochondrial autophagy induces excessive production of mitochondrial reactive oxygen species
(mtROS) and secretion of various inflammatory cytokines and proteins, aggravating the progression of asthma. The removal of
damaged mitochondria is essential for maintaining cell balance, and is closely related to the survival and development of asthma pa-
tients. In this paper, we reviewed the relevant studies on the pathogenesis of bronchial asthma, in order to provide a new perspec-
tive for the in-depth study of bronchial asthma.
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Fig1 Molecular mechanisms of mitophagy
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X 38k 45 A, 6 i BNIP3 2 3k D b ok 8 45 26 0k7 14 [
W', Tang (19 5% 2 B 40 ) STRT 16 14 W 2 i A
Jiti b Rz 240 B Y Ak 3l B EONG L 38 hn TL-6 () 3R Ak
IR SGE R AE

W% Wity 114 2 9 AL T o6 S 22 b G 95 240 M L 4 e 1A 5
FUE 530 B 19 2 22 A AR ] o Th2 4 3 19 R AE 2
N (NLRP3 4 % /INM& L B NF-kB fl SIRT1 % {5 %5
T U 9 A e T R A R R R A OCEEE A
AR 5T i — LR XL AL Z 8 A BEAER
LA S W Wit R 06 9 4 LT 1% L RS
3 LKMNEEAREEKESESTE

SOEE R — RIS R e LW
SIETESPE AR AE LA L R AR WSSy, R
A0, 45 B F W WL IE (airway smooth muscle cells,



A TN LRI A WS SRR G F STk e 789

ASMCs) i35 Az BE R AUTE 2 2 Ak BT 20 1 1 /8
RV A2 N R, 3X — 2R 1) 45 AL 4t i 78 ] e 3
Wity P4 1T 386 P A I A2 BRI b A S Rl M A A2 R
Ok B 22 I 4l R B, 00 0 AT D7 9 o LA
A, Lz TE ARG I B AT ] 28 RE 22 11, % 3K WY A w9
AALAL 2 R E Y 25 2R, T T BE 2 — 3 o A A Y
ZHES S5
3.1 LKA B RS AUE - LA R AR I R

ASMCs 75 B iy 1) & i BIL i) o 2 6 A0 AR
U S A B O FE R T ASMEICE /Y 3 i AE
SRS, ©&HWFRIUEY , ASMCs 53 W
Ak 4 K A F B (transforming growth factor beta,
TGFB)-1, & J&& & 1 1 o W WAL 3h & A
(a-smooth muscle actin, aSMA ) LA HE B2 Wi 7 1 <
iYL 7E B R A 41 41, Atg . Beclin-1 .
LC3B Ml p62 i 2R3k , R U] B WA Sy — b 41 i P 1Y
Wi i 3ok o A % i 1) 2 AL o o R 5 A AR
TE 3o SOV 2 g v, TL-13 J2 5 5 BOW M Th2 K2 /Y
JCHR AL DA, T X S UE ] AgS 2B N TL-13 1%
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