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Abstract: Cardiovascular diseases involve pathological changes in the heart or blood vessels caused by a variety of risk fac-
tors, including inflammation, hyperglycemia, hyperlipidemia, and increased oxidative stress. The mitochondrial quality
control (MQC) system includes mitochondrial biogenesis, mitochondrial dynamics, and mitochondrial autophagy. Previous
studies have shown that MQC plays a role in the development of cardiovascular diseases, and be informative for cardiovas-
cular disease prevention and intervention. Its dysfunction may lead to a variety of cardiovascular diseases. This article aims

to review the mechanism of MQC in cardiovascular disease, providing new ideas for treating cardiovascular disorders from a
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mitochondrial perspective.
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28 ki 4R i 8 #2 Hl  (mitochondrial quality control, MQC),
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B e A P R mEAE AT, GOBLIR A W & A i A
ki A N IE (inner mitochondrial membrane, IMM) Hilgk
B &AM (outer mitochondrial membrane, OMM) . £k ki f&
SEDN 4 4 8K A BT DL K 4 B f& DNA (mitochondrial DNA,
mtDNA) Sl %3, 5.0 8 50 B & A4 iF e 5 %A
Ko X LA W) A A B B S R, AT RE A B0 M4 RN
B KA SRR AR . Rk, R R R R 1
( nuclear respiratory factor 1, NRF1 ), f#{HEK&EH 2 (un-
coupling protein 2, UCP2)., kA% %K ¥ A (mitochon-
drial transcription factor A, TFAM) L J £k ki {5 5t A +
B (mitochondrial transcription factor B, TFBM) Z[H ¥ T
DIV . ARAE X SRR D RE R B 10 35 A R AR . X R T
BT ST T ROHE Sh R S B A 9 &2 ) 5 e SRR, O
117 528 2 U I 257 6 0 9 19 20 TR 0 o KSR A A BRI O A B T Ok
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PR W A A DG HE R IT  SR VR YT O I R
1.2 Zokifksl )i

LR Z 3 AW Rl & F1 AR 0 AR BR O Ok K Bl )
%, RBIAH OMM, PE[E[BE (intermembrane space of mi-
tochondria, IMS). IMM 5 3 i 41 s' . 4 itk a4 5t 2
WAL LR IEE], Z RS =R
(GTPase) JU. {4 FAH . BEJG 2 A AT i i GTPase K
1 OMM fit &, fJi IMM @i 5™ . GTPase F W & (4% 4 il
GHAELMEED, ARAMAHEAO 1 (mitofusin 1,
MEND) M4 KA & & 4 2 (mitofusin 2, MFN2) 1 3%
OMM Wk &, M2 45 1 (optic atrophy 1, OPAL)
BEETREY IMM RLAS . — ok, T hE Ak
# M 1 (dynamin — related protein 1, DRP1) ¥ H1 % )5 1& i
ol A B SRR KO BRAR . 2RI AR TR, S SR R ik
W43t e, X 5 BG4 (reactive oxygen species,
ROS) Hif . ZbL R W RE BE 52450 A mtDNA 5 3388 i, f
— L PR RS OB R AR FIAl A R S T BRI
TEASFITIREZAL, B30 WL AL . DT AL O BE 1 25 44 3y
Al LR A AR (1 5 T A0 LR A Rl A 1) U R o I O
MpR R MR AE . Rk, 38 o WA o R Ak il A K SR 42
Th. ATRETE L BOR ST 0 ISR A B AR 5 L]
1.3 Zokiff B g

ORI G R SE o AR R B b 2 B R kL A
W J55 3 3ok 5 G Xk L AT A A A P e R . OB AR A A i
¥l (mitochondria — derived vesicles, MDV) &3k H OMM
5 IMM 1 2R, S0 1) 5 A AL W AR . VA AR . AR
TrWElR . MDV KL R b i 28, JF 5 ok iR 18 9
A REAM B AGY N, BIEFY L, MDV ULE
S 2 it 2 T v e e B, 50 A0 I A N R LA . AR N
T, HOC2 O LA LAN I MDV ) Sk 5 hn . e B 00 10 A0
SPE R O RS R MDYV R fil & L RL{R A . MDV £
SR ERGARR IR, IR UK T 2 2R/ 0 H R
I W M A 5K ) 3 B R IR A% S 19 888 1 (PTEN induced
putative kinase 1, PINK1) / (E3 ubiquitin ligase, Parkin)
. B2 T Drpl™t, {H MDYV J& & 77 15 T 45 F 41 g 25 7
A RRER . I RO & M (AMP — activated pro-
tein kinase, AMPK) FI45 5 7 (Ca*" ) /5 EH (calm-
odulin, CaM) /CaM & #i i) & 19 # f§ (CaM — dependent
protein kinase, CaMK) & B Fh a] DLl 37 8 ki ik B W 3F B 3%
OIS 3 4R ) A 3% B T 2 ARy RS B T — 1o (per-
oxisome proliferator — activated receptor gamma coactivator
—la. PGC-1) DIBGEHLKRIKEY R EMLEY . A5
FW, ¥ FF EB (transcription factor EB, TFEB) it
PGC - la AW RIALEY R A, BN DLA . O IEW
ARITHERTE L AN, o R Xk WL P A . O
Tl AR ER, HHT0IE PGC - 1o #sh 7 W 259 U5 A
BT 3o DL B9 4R T 0 IE PGC — 1o 8 7 (19 48
KPR AL TR .
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TR 0T R N R ik DL e W 4 i A O s TR R
LRGN TT LR AT Bl ko R B Ak R S SR AR R
TEB) Mok FERE AL K S i B b, 2551 ROS 5 319 ROS il 71
PEIR, B Ak LR ZhE 7R H 1% 326 4 52 4002 f6fF )y ik ots A% Bt e
TE R TES ook A B AL BEHOE i, mtDNA 45 5 F5 2 PR .
mtDNA B A 5 5 1 58 48 R Pk 33X — ¢ Pk B0 A A0 B R 1L
(oxidative phosphorylation, OXPHOS) i £ DA K = B B2 If
(adenosine triphosphate, ATP) [ 7= SR IEAG, T il 3h
kR RERE AL BT 1Y) K S BEFE . R AR N — P B A TR YT
MBI 258, W] T8 3 X c — Jun G203 KR S U W /48 ok A 43 2L R
F UNK/MED {5530 B0, A R0 AR 58 0 2 I A2 L)
B ROS K-, DI pL bk i R s, 35T 92 B0 XS N B2 20 il
RIEEEITS . peah, I A T HE A 2 (serum stress —
induced protein 2, Sestrin2) [E&EFE zl ik i B 15 Ak b5 76 H TR B
WO TRk, B RE S B X A B R IR 7 (adenosine mono-
phosphate, AMP) {#fi (1) AMPK/ V8 % 5 "] ¥0 8 1 & & 14 1
(mTORCL) A5 Y HA% 20 I 3% Ak A B2 0 98 40, 410 0 96 % 200 i
MR . 33X — L. Sestrin2 7 T By 3h ik s £ 8 £k 1) % A&
DA B TH B R e v Ty 1 e HE AR AR T L 3 koo R 1 1k B
B2 RS 0T 0 JIE 3 BUAR R f AR, PR I ZORL IR AR W R
AT Sy B0 Kook A R AL B i R YA T R BT k.
2.2 ZBLIR BN ) A A By oW A 5 Ak v g VR

204 11 A5 20 Jf 2R A By T 2 s BT BE R TR B, ZRORLIR IE R
IREZ BT, LREBEES SRS ITH, SRR
HER SR A, AL O, RAE R B, Mg BT m
T, a2 Bl KooK A R AL R e R L N . AE S ook R
TH Ak LAY B, I 45 9 KZ 4 M (vascular endothelial cell,
VEC) ZEI i —As hifr s, Bbiikshir i mEdL. 7
W W . TR IR i B Drpl JEP, GE AR R 72 I 4t 8 4%
GRS T2 SR . [FIR 22 % VEC Bl 2 i1, 4
VEC % i J5 . Il & °F ¥ WL 40 #fe (vascular smooth muscle
cells, VSMCs) &AM 5T B 4. it 5] & M4 &
S TR (K= i U ORI € U R s - QINE L E T
REEVE . TR AR, GOk o3 2405 3l X H BT s I Y 2K 9
ARAS R el s 2 52 0 00 & R kAR Y

SRR AE AL I S 18 2 R ARG, o H 4 Ak N
S PN B A0 AR A R SRR IR 2 — . koo AR AL 1 R 2R R
JEE A AL i ROS DL R B IR ) ) 5 BB AR, 1
VEC i, HEA AW S RGNS, 4Ok 7k N i i
—B k. B Drpl & Cys644 {7 i & A= T 15 Ak 18 i »
W% Drpl . B G R LR IR, ok (kI ROS
(mitoROS) /K P hiz Thim ., mA&IEMim L, i
gy 55 T 2 M 5 00 B Ik RE B AL R BT . VSMCs 2 Bl ik HR i
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W) A 5. WP LW, VSMCs i 5 £k 5
LORLIAR B J7 % Tl RE B B4 P 0 Drpl 9 3% 3k Al s >
VSMCs H £ kLA 5324, Wi/ VSMCs 54k, 3380 /N 3h ik i
R4 Ak BE B 1 1o AR

W5t 400 f0 7 2l Ok ok A B Ak Je oA gy Jy 2 AR S R R TR
TR . B WA A 2Ok 1A D) BE R AT, {2 #E mitoROS A=
mtDNA Bl 2R 1K Rl & X mtDNA 578 HA w2 AE T
2 )F G AL & H I F (mitogen — activated protein kinase,
MAPK) /# A F kB (nuclear factor kappa — B, NF — «B)
5530 o MEN2 (19 1 835 0% . Bk A &, Wi
mitoROS BB FI mtDNA #1457+, 28 b iAo 241 5 (mi-
tochondrial division inhibitor 1, Mdivi— 1) &g {ii| Drpl/
ROS/NLRP3 #fi 45 1) L Wi 40 Jitd M1 B A% Ak L) v /b 3 7K 48 Jif
TE R, G20 3 KR ARE R AL, DT 4 R B B g AR e R . &
WL 2y 25 74 7 2l Jik 58 A T 1 109 s ML bl AR
P 2H 3 g s ORI 0 R s WL A 0% A 1 B
2.3 ORIk B W AE Bl koo R TR AL o 7R A

Wk 118 8T 0 ) X 3 fk ok AR A 1 A [) g L I B il 4%
AR TS A TR . 76 Sl ik ot A B Ak i1y L A B B B s o 5
3 — FY ki s T A B T A v I AR AL 1 v
VA A M S AR ZE M IR B,
i BE B WA > VSMCs 6T, BB AR E . ek
Bl, NECHIH A oK PRI R E AR 7 1
vascular cell adhesion molecule — 1, VCAM — 1) #4i fitd |
Zhi B4 7 1 (intercellular cell adhesion molecule — 1, ICAM
=1 RGN B AR 4 R . 0 Bl Bk ok R R 1h 5 3R
T, AN, eI RE AL R R, VSMCs ) 26K A
A WE I REZ U . SRR TS B & 2R Re s . MUK RE WS B il ¢
) ROS & VSMCs FET-. 75 4h. $5 =3P FR VSMCs i) A
&%) R (human antigen R, HuR) J5., AMPK {5 518 #
B S5 R AW BA . R BEHUE B B AR
Rt 1] R R VA T S koo AR B A 1) T L RIE Y O 1] .
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o 1 38 iy — B LA IO B BE T B A0 T 1 2 3 R 8 109 il v
FA SR 2 B T SR RRAE I I R 25 G AE 20 I8 3 05
WA IR . A IS0 22 BT A Ak 0L 00 Sk 5 2K 8 6 4 1 4
POk iE R A KL A (ataxia telangiectasia mutated. ATM) {3
Sl A R e DNA #5145 /)2 i (DNA damage response,
DDR) @ . Miifih & La Z M HEH 7 (La ribonucleo-
protein 7, LARP7) &, FEACUTE(EE MW HE F 1 Csir-
tuin 1, SIRTL) ik, $5 PGC - la Z WAL 40 % 2k Hi ik
AW kAR R A, R FBCOIETIREZ I K0 ) B R
AT, LARPT SRR IR A W) 2 L B8 2 R0 JE
WREEREZ . ATM M B #0152 3 20 L LARP? KFF
R, T LARP7 X0y vl 8 .0 LR A RIPET. X H
UG WFSE ATM — LARP7 — SIRTL 3 . 1477 0 F7 28 38 42 it

TR
3.2 ARG )AL g b e

EEROI e 3 I (e F TR TN 87 R L R TR L T DA S g &
49 (mitochondrial dynamics protein 49, Mid49) FI 4k ki {£&
g 1% % [ 51 (mitochondrial dynamics protein51, Mid51)
AR IR YT SO WUAE B8 BB U0 A S50, 3t &2 0 R i 3
Bl T — g ik Drpl Z BEAL ARG 4 i Y R EE . S 3k Drpl i
PERE AR L, TS B0 LA i D) sE R 5. B U
Drpl ZARFHE# K O RER M EEA T, B — MR
7ok Y e gk Rl A O T . R0 JDLE o AR AR T
REE AR, WE Opal A S LR RS 12, ik
e B ) ok B e 0 ) v R O D RE . B ] I IR 2ok
KRG 222 E A . A S/ SO S B & 5 58 T
UL AR 0 BIE ) RE R T Bl 0 77 3 38 1 IR 9T T A1
3.3 ZRAifk | wRAE.C ) R TR

DI EWETEE EA ORI, XECIEEEMIRE.
2 I3 G e, O L B PR IE ROIRAS . B W AT
EEBEREMS, BOOIER, HosElR, NmESE.O )
TV E TS AR TE IR B O IR AU, 20 A ROk T S R R
ROS. [FB) ATP KV REAL, M2 3 AMPK #03% . B i,
Kk A WA BT 4k o0 VLA I A iy ATP K, 4 $r 240 i 1Y
Wik . X TR O ) R B REER] . TEZ AR I
BRI B W5, B S Bh % % B (translationally con-
trolled tumor proteins, TCTP) 7.0 LA MIAETE o K55 &
TR, ZREESHM TCTP A WESZZHAEFE LN
O IERE A XY . PINKI/Parkin i i 9 5 26 kit B 1, M
XA B R . MEN2 4 i 8 Rk R 152 000 L4 i
PO PR R A SRS R REAE I B R L RA
By T, NBERE AT LA 5 PINKL A Parkin f £ 48 4
LIIRE, FHRIT O IEBRAE —E B X,

4 MQC 5 #EFR % & O ALSw
4.1 GORAAR AW e R TE M FR s 140 L T i 7

e L WE 23 S SR A A W) R AR I B R HRR A, R
LR D RE RS . TEME PRI 1 O LG A8 vhr s g 7 2 o)
BT (9 RE A B 823 00 & ORI I AR W R AR (80 LAE BT
FE M7 25 N 7 R 4 AL e ) TR R R, AT 51 % 0 T 2 38
AMPK/PGC — Lo {553 H A T ZRL AR 45 375 H v e $5 TE 2
YER . 1B PGC— Lo JL3IE ), A 41k 49y 44 35 58 ) 00 2
& (peroxisome proliferators — activated receptors, PPARs) 1
N RERRNED R, S ERERIREE. 503068
BEf A 06, AT RESZ A YT B R MO LI 1 A5 Ll AR
OB R VO WU & I, PPARs 5 PGC— la (R IX B E T
PHES . PGC— Lo 717 2R 1A 2R W) K 2B 1 2 7252 3] AMPK HI
SIRTL {8 354 A5 WF 58 & B, (182 7 |5 W) 5@ 5 AMPK/
SIRTL/PGC ~ 1o {5 53l B8 W5 SRR AL W) & A, AU O UL
B Ak, g iE sh el LA S PGC - 1o fIZE H M B
(protein kinase B, PKB) {55 j& I 4 W0i% . 0 740 .0 UL 200 12 4
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TS, PR PR DR T O JULR B 30000 7 FH
SO A . FTNERRIR A R AE R R .
4.2 SRR B Iy A R PO UL R AR
BERIE T 404 1 RURN 2 ®Y, JR4E 1 RUAN 2 RUWE FR 6 7E I
IRITEAETEAR M, (B 2 51 R 0O LI A% 2o 72 v 28 L 1 3l
1A R Ay L A B 2 R AR 1O RUBE RO
AH GO LI A8 R I 58 R WY, FE 46 IR {4 7 R (streptozotocin,
STZ) R sl Yy iE 1Y % W 35 37 1.0 L4 i f . Opal &
238 7K T BE AR BN A Rl A B 05, [ B e B 4 Ak T 8K
I . S IEE R Opal 3%k 50 4RORL IR Al 5 42 i
ML, AT BORE LORAR RS DI RE . BT LA B g8 T %
J B ZRORE 1R ) e . TT 22 A W DR 6 P O LS 1Y 0 2 S
R, Makino U By — BB R, EHEH S FIN T
JH.0 JJL40E  MENT Al Opal B33k K -, 33538 Opal 4
H I %EGE N — ZBE#H &1 (O — glenacylation, O — Gle-
NAc), XFBIEEBM < B E MR KA ARSI E. RA
O - GIcNAc #E Lk K i B (GleNAcase) T i i 4 #% 6 4%
Opal Ay FEMEEAL . BB @ ST IE 7 B Sobn IR Rl & 2 25 - 1 .
5 1 RUBE PRI AR AE 2 BB PR 175 & 1R R 9 PO UL 30
WIREAL T, MEN2 fif 32 3K 500 R 9 P 0 UL A9 i AR 5 704
Ko FEBAGPENE IR /N BB AL, 12 J AR Y0 L 2R
FU M A MEN2 3£ 05 B AR, X — 78 Ak [] I £ B 5

. 677 pE IR

PPARa 5 5 0 B 19 T 93X Bl 2 7K ¥ Y S5 2 — 28 il
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A8 . AN, ol a2 P R 9 MFN2 323K BE 48 A sk
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BB /N STZ @7 1 2 RS RS O LR K BRUSE B o
O LA Ff 3R B0 1 W 3 ORI Bl ) A e Al HLR R I Dy 4 3
MEEH Drpl FILL k&> Z4 8 H 1 (mitochondrial fission
protein 1, FIS1) (Fik B, mEbiiAmA®EE 1/2 (mit-
ofusinl/2, MFN1/2) R IEN 52 B0 6], B & 5 B bk
DIRERERFUS . ZoRrfdsh 2 a2 1 B 2 RUOBE BR % O L
R LB AL . PRk, R 1 SRR Bl ) 2kt O RO 0 L
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Fh A e 40 25 ' B0 ROS AR BLIG N 3 10155 & 4804k NS
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AN 2 fil e b A A Wi B, 3 S i — 25 = 0 AL AT i Y A5
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Abstract: With the aging of the population and prevalence of unhealthy lifestyles among residents in China, cardiovascular

disease has become one of the biggest threats to the health of Chinese residents. Coronary artery disease is the primary car-
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