5533 3% 4517 ) FEMRKEFEZRE Vol. 33 No.17
2023 4E 9 H China Journal of Modern Medicine Sept. 2023

DOI: 10.3969/j.issn.1005-8982.2023.17.008
XEHRE : 1005-8982 (2023) 17-0045-07

LR B 1R 18 X 42 18 B TR 12 14 PR ZE 1 i R
&I H Ry AE R s R

ZAPEE, RMETRC, BB, PR E, MR, xR, FRE, R

(1. EH A, )W &7 530200; 2. Mo EER, )% #M 545001 ;
3P ELAFMEREER, )W BT 530011; 4. AILRKE¥K
MEER, )7 §#& 533600)

WE . KBRS — M El g, BEn 2 MEBEARERF WM RS 120
H i (COPD ) A& —FP VAR e A 12 09 73R 7 ot R Ao SR TR AF AR 09 F LI MR, HACRILVRI A 2, 24
MAZARH ., FEHREANAEEERAEG S5 TBRECOPDHEFRET RN, ALERET
PINK1/Parkin, FUNDCI1 = Nix 4 48 % i %438 i 42 & Bk § " £ COPD PAER 9 AR ALK, SFRLTHE
JUEBIFH ERM AR, At —F R LR A COPD A8 % 8 % ¥ 69 A 3545 JA 34520 09 2290

KR - RHEMEEMR R ; &R B ; PINK1/Parkin ; FUNDC1 ; Nix

FESES . R562.21 STHRERIRAD . A

Research progress on the role of mitochondrial autophagy related
regulatory pathways in the pathogenesis of chronic
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Abstract: Mitophagy is a kind of selective autophagy that maintains cellular and metabolic homeostasis by
removing damaged mitochondria. Chronic obstructive pulmonary disease (COPD) is a kind of persistent respiratory
symptoms and limited airflow of common chronic disease, characterized by its pathogenesis is complex, is still not
completely clear.Many studies have shown that multiple signaling pathways regulating mitophagy play an important
role in the progression of COPD. This article describes the research status of PINK1/Parkin, FUNDCI1, Nix and other
related pathways in the regulation of mitophagy in COPD, and summarizes the important research progress in recent
years, so as to provide a reasonable theoretical basis for further research on the regulation of mitophagy in COPD
related pathways.
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% P BH %€ P il %2 W (chronic obstructive
pulmonary disease, COPD) & —Ff LLRF S A7 7 (1) W W
FGURE AR AN AU 32 BR O R AR B LR v,
— 2L A] 8 S Je DAy M R O JUEE A B I i A A
TR T A T URL R A I AR 55 S5 A SR PR B
& COPD A0 9 H WL e b R 3R, Al S 30U 78 4 2E
SAE IE RN BT A, DL S SRRE A g o TR Y
WO, B s I ORI i A Tl B A ek R A
A COPD #EIRE1. COPD fY 2 5% 5 L S8 2 AR &
fageit, AEk40 % LI b R E Rk 9% ~
10% , TE A REGCHE h s 26 4 61, 7™ 5 gUs
FNK G IREEY, B AT EZE 6T T B s
RN . R AT AT A, EE LR 1k
COPD Fy HEJ5& , [ ] 72 Ty 5300 52 9 kA= 5 4 o A
SE S 1 45 5 T ROR KA . COPD 1Y &k ALl 52 4%
ZrE, HEFAY EEW N b R s | 3 K-
YU HOK R A BAE IR . RAESE . A AL
B, AWE . SORRTRERR AT SRS ARk, it
PEAROCAR 5 3 % T PZ LK [ W 7E COPD Bl i i
YERIBIE Tz i, o8 N Ah 2 25 1 I 58 44
K, ARISOM M HATERE

1 ZK{FEBES COPD

Ltk B I
I % o 3 S e 4 200 L PN AT 9 R O3 T B A
045 45 W) B 16 VA A IR AT W, DA T A 4 4
HE B AR AR A A0 o A A S kR A
Wi . NS R W A D7 SR R EETE A, A i an
SNSRI QE N [k A S NN | BB e S E
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LKL — P AE T R 2 K0 i v A i 2 2 5
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WM R 00 7= A L IR AR L AN AR S B S A
% (reactive oxygen species, ROS) [ 42 i 56, A G 4
FRERL IR N B E X A0 & 7 AR B A B I 7
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P50 SRR S B A BB AR il
WAEROS AR E E AR Z SF R AAE T, 40
JiL A Y — 3 SRR 2 A LA S B .
A3 189 2R A T 2o 4 S P 1 60 2 DT A ) W AT
JBUIEE [ Wk A A Wi 2 A (UL BT 1), 5 5 78 Tl
B 5 DT 58 18 2R A 1) [ WC R e it e 246 24 < 200 i
WEREE AR | XA B R O 2ok ik |7 gt

LA R N AR A BRAL ), TR
LA W AL NI REZ 405 7 2B B S A0 T 1 AN I
BRI S B i e e ko I, 20X
L [ 5T L1 BRI, 2L A [ e 0 2 S S, e
figk R [ ST SR AR A L AT LUSE B . WFTIE S
AORLAR A W — fBE 2ok 2 Ry IR AT R, R K
(AU 75 3 1Y 98B 2K 11 1 (phosphatase and tensin
homolog—induced putative kinase proteinl, PINK1)/RBR
454 W B3 12 K i 3 1§ (parkin RBR E3 ubiquitin
protein ligase, Parkin) 45 i 2R 4 [ I F 32 46/ &
2RI [ ™ AT B 2R AR A OG AZ 1A
£ 5 NIP3 #£ 2 H X (nip3-like protein x, NIX/
BNIP3L) Al FUN14 &5 #4 3 & [ 1 (funl4 domain—
containing protein 1, FUNDC1 ) &5 3 43 & L #2 i i
5108 M O 8 F 82 5% 3 (microtuble—associated protein
light chain 3, LC3) I ELAEHT, DTN £ SRR F 06 1 A
TR R EAE

LRLAA A WA S — TP VR R A R R AT L
I 3o Vi I B2 A0 Y SOk AOR 2 R LORLIR I ER E o
SREORLR AW R I S, T AR A 23 5 ) B — 48
RAEBIA , Fe v fie SR LIS COPD . AT, Sk A
FI 15 COPD Y 5¢ R JF AT B0, BEAT PP 45 0, i Ay
WAEH
1.2 LRk BE7E COPD FRRIF1ER

TE G B ST, COPD 14 47 AIE 2 A0 T8 it 34
PERAE SR, FEONE R, LSl SR A B
UKL B il S ORI o R Sy COPD 14 3 2
PN 22—, AL I S a8 o R A 51 A ROS AR 1, AT
T 3 i 96 BE e PR RO A BE RS IR . ARAYA SRR
IR A I Wik 1) 5C B 8] 55 K1 Parkin 7E/N Bk =
SR HARAR I REZ 0, Bk T A MIAS 5, H
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M %) COPD [ #E#
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Wt A7 B3 T sk A 7 35 16 M 0 L e 1 S A
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1.3 &k BIE&7E COPD HH#5{51E A

RUEIN G, i BE A 2ok iR B el ] RE R A E
IS TRENIS RS RAYI I IE 23 TRENUE R VRIS Y E LN
i COPD A, 3 n] 8 -5 L A4 B W i) 2o J52 3%
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smoke extract, CSE ) H 1% 3% g M5B -2 F 1T 2ok AR 1%
P4 48 (mitochondrial reactive oxygen species, mtROS) [¥)
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2.1 PINK1/Parkin {5 S B

e 3 BF 95 36 W1, PINK1/Parkin J& 4 5 28 ki & [
Wik B di DL AR 538 %Y. PINK J2: Park6 5 PRl 45 i
H1 581 A~ HE PR F B 1Y) 22 B TR/ 7 @ BRI , £ AL
TR P R 2 SRR W R X )
2 A5URI A R LR A, T X 3 R A AR AR 2 L 2 B
2R R B 25 B Ak 5 L PINKL 75 f: 25 . PINKI 7E
20 M T RE OE R B, 2 Bk 2R K in T A
( mitochondrial processing protease, MPP ) 1R 2
PINK1 & H (presenilin—associated rhomboid-like,
PARL ) P 380 17 31 F1 B3 gt , 76 2 R b 35 B Al IR
2RI KA 5 R L A S 22 A A I, H TR A
#6649 MPP H1 PARL 25 AH G 8 1 Bl 2 gl ], I A &5
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RE R RN Al AP B . IE AN b SCr i, — B2k
P H B AZ 481, PINK 23 AN W 58 FRO: 0 32 40 i Joi v 1)
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Parkin 1995 2 4 7~ 4 b (R Wt 403 B3R, S B0 b
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COPD & HL o & 44 5 VE A . AHMAD 250258 53
CSE 28 T #4978 U AT COPD £ 35 114 fii 5 Wi 8¢ 31) %7
5126 AR N Parkin 32 45t 5 1, iX 2% BH Parkin 32 it 3
@S IR NI N T R ) OB 2 S A
COPD ) 32F & . [l ot i o 28 R4 [ 1, PINK1/Parkin
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A J5T 2 048 B s ™. {H 2 FE COPD Hr , PINKL/
Parkin {55 53 [ ] G847 7 BB B A 2, 5 B R 1K
H WEDREFRAR , Ok S LBk S 2o i, X st
SRR AR 2 7E AEC TT R HE R, I 77 A i Ak
Y1 (ROS S 3P I, 38 2o Uk AR L S IR N
K AR T I COPD f i el

3L F PINK1/Parkin {55 5 i [ 78 COPD % 5 i &
) EE B RT RE R O o B | AR ek iR
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2.2 FUNDC1{Z2i@%

F& T PINK1/Parkin i }% 4 , 28 b7 4 32 14 AH ¢ 2
FB LR A R EE TR, 22
B 5 LC3 A B AR, DO IR SRR B .
FUNDC1 A JJy — Pl 77 46 T 05 ZL 201 0 20 it v 4 b A 41
AR B 2 K L, A — B LC3 45 4 iy IX 8k
(le3—interacting region, LIR) : Y (18) xxL (21) J¥ %1 .
ARG 1, > LIR B BH: 45 4 52 3] 228 8 25 5%
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R [ W R T RERY . BRIL Z A1, FUNDCI A 3 1)
SRR T 1 2 B S B AL T, — FL s Bk A
O 384 R K A B R A0 5 K, FUNDC L B 565 13 13 22
M2 (Ser13) 15 18 i fi% 2 12 (Tyr18) 2 v s #R 8% 25
BEER AL (DL 1), 5 LC3 A5 A ) 4 i 4R v, X
ST EOPT E Z ] A ELAE R R 2 T RO SRR B
BET, WANG S5 5E & B, FUNDC 4 A R B 9
ANERHERTH TR A TR 5 5 1 SRR T S 4 R R ks
A B R 37 401 2 R AR Ak, B RS T LR IR [ W Y
R

JLAE COPD 1 & HL I 52 44, X6 L 1 AN 58 220
2R CE 2 A UESE R W, COPD (19 & LT 5
FUNDC1 ™ (i Zbi i 3 125 D) AH G . WEN 5871
L, FUNDC1 7£ CSE 5 5 1) COPD /N R 3k 7t iy

i 1 0 Bk CSE 51 #2 59 COPD /)y LA 9 FUNDC1 35 [
T CSE 5 S i8Rk A Wi F T, I A2 i T
COPD (i #k Ji& . FUNDCI f 25 W 2 Ak 2 3005 £ ki 1A
Y E 2 20, S T R UE A ] FUNDCT 9 25 5 iR
b e A5 BH 1k 2ok 4R W, A T Bk COPD i 2
WANG ZEUORIF 5 & 30, 55 4 25 0l 38 23 00 PI3K/AKTY
mTOR {5 53 B4 il FUNDC1 A3 Y 8ORAR FI I, AL
(T G A e W = G - 1 R 5 e i 7 1 R S TR
H ., COPD (IR YT A0 19 S 8% o b 3R WiF 5% 4 B
COPD & t FUNDC1 [y 3k T, S B8R A W
o BE SR S | Ak S R AN U T R i 2H 21
5. [ EF WEN &8 45 75 7 FUNDCT 9 T 3R %t
COPD Y P4 /5 H , il 2 X Fh AL, FUNDCT 90 2R
Al DL 2R K 3 J) A OC & FI (dynamin-related
protein, DRP1) A B4 FH > 410 il SRn A4 i B2 1 e, DA
T PR 47 il 28 27 47 32 S0 L 50 R A SRE 5 403, e i ik 2>
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T B AL 5 2 — 2D 5 (2% i 5%
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COPD " £ Rtk A W i i o A 2 ik te . — 7
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I =2 S 0457 1), 2% 5 B b R P9 B 2K (H PHB2 7 2%
7, NI 5 LC3 45 &, i Aok [ g™

EIIHEN AR

errtk ggd R

Y2k PR [ AT AECTTI T, o m] B J2 i T PINK1/
Parkin /N J& 5 B T BOEORLIR A VAN 2 5 55— T
J&FUNDCL . Nix %2162 594 kifk A s, T fg
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