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Research progress of mitochondrial fusion and fission in respiratory diseases development
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[Abstract] Mitochondria are an indispensable component of multicellular life. They undergo morphological changes and spatial
rearrangement to meet the needs of cells and maintain energy balance through fusion and fission, a process called mitochondrial
dynamics. A large number of studies have shown that mitochondria participate in a variety of cell biological processes such as
apoptosis; cell proliferation, cell migration, and energy metabolism through fusion and fission. In recent years, respiratory diseases have
become a major global health problem. Recent studies have found that mitochondrial dynamics disorder plays an important role in the
formation of many respiratory diseases. The study of mitochondrial dynamics disorders provides a new perspective for the formation
mechanism of respiratory diseases.

[Key words] pulmonary disease; mitochondria; mitochondrial dynamics; fusion; fission

[J Nanjing Med Univ,2024,44(05):705-712]

AR & — MR ) 40 2% S H 2R AR A i
(outer mitochondrial membrane, OMM)  £& i {7 Py Ji&
(inner mitochondrial membrane, IMM ) F1 £k 5 4 3 Jiit
M. OMM 2 4L, SVFES 7 FA /N 7 138
. IMM H T8 R A =B I (adenosine
5'-triphosphate, ATP) & [ fll i 1a B H N 2 & W4

[(EEmB] EXBARFAER(31601156); L7 HIRFI LS

(BK20191156); VL7344 “333 TA2"RHA ¥ BhITH (BRA2018170);
N TR S A 2 kR T H (CE20235061)
15 E3 (Corresponding author) , E-mail: pingczsey@163.com

B SR A T R 13 ) 4 ) R R IR 2R R
DNA (mitochondrial DNA, mtDNA) "™, iX %6 5 [X] g iy
28 R A B 1 £ 35 4% Celectron transport chain, ETC) &
S IVAV B 75 1374, 742 ATP, £ )5
HE & A 1R =R RIE I 2 5 E A WL 1 1) O B
Mgt o BORLARAE 9 2L 3 W 4 i 5 U8 AR B3 53
AR R B L), BRAEEAR U LA, 2k
IE 2 5 AR T T R P I T A A g R
AN ATP AR il 3] s 958 U507 25 4 B 775 20 1) o 5 A
BT RLAA R e

2 LA T RE I AZ 0 BRLAAR B 77 217, R Bkt



* 706 * Moa B R K % R

F44BHES W
2024 F5 H

A I R RN R AR R B A R AR, b ok
TRETHREB VIR R™ . fEAEBIORAE T, ok iRl &
ANZRAZ (K1 Bh A5V 4, AT AZE S5 2L R ) KA
TEAR, 3 AT YRR BRI ) AR S A B A 1)
RE 5 I, LWL AR IS B PR AN AE A 3 e AR £
LA il 155 2L A S Ao A ELIE B I IR 2%, 3
O 7 CRIAR N 8] B AT miDNAD i 5 A
AE B T A lC, AT Ak T R R U 2R AR 1 )R
PR o MR, RRLA AR — R IR 2% 7 22
JICBE /N | B A T 4 L AR SRR AT ek 4R
LR 5 IR BRI IR 70 88 DAAERF BN 2R A K
IEH THRE™ s LA R 3t e 7 L IR 7= W M £
KR T RE , 238 W] e LRI IE 2 O BCR A At
2L WL A il 5 0 4 A Y B0 25 T 1T 8 4 5 SOk Th g
T E HEAEH,

WF TR, LML A i 5 M 238 PR R oy 3 BA) 2
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AEC FIT RS T4 200 it Hpopss ) 281 42 R A4 ) RE R A%, W AE
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