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[ Abstract]

energy supply of mitochondria is of great importance to myocardium, a high energy consuming tissue, while mtDNA can affect the energy

Mitochondria, as body’s energy factory, have their own separate genome — mitochondrial DNA ( mtDNA ). Normal

supply of mitochondria to a certain extent. According to the latest Global Burden of Disease study, cardiovascular disease (CVD) is the
top cause of death, and coronary heart disease (CHD) is one of the leading causes of death for CVD patients. As a newly discovered

biomarker, mtDNA has a strong correlation with the pathogenesis, potential therapeutic targets and prognosis of CHD. In this article,

we review the research progress of the correlation between mtDNA and CHD.
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= A, TN ( coronary artery disease, CAD) 1]
KRR B BB AR, P, SR
CAD Wy AR AL S A S BTG 71, S8 IR 97
R G KRR CAD &2 KR
RO IR T 3k ok B B8 Ak 1) e 2B R e 5 AR Ak
DNA ( mitochondrial DNA , mtDNA ) $51 155 5 £k ki A4 )
RE PR B T Y OCHK

R R RE R T A A C IR,
Bl mtDNA , mtDNA 75 K 5 25 152 i i [a] 14 RO |
HA—Z M7, miDNA £ 5 37 N3N, 5
BEIK RNA (ribosomal RNAs, rRNAs) Fl%% iz RNA
(transfer RNAs,tRNAs) 2 [F gt 2 A4 1 T,
IV FI AR AT =852 (adenosine triphosphate , ATP ) - i
FAVRV I R A A AR AN A R
eyt TR R, AR S ATP #RG, 7 A
iR BEA: 2023-06-26; #Z HEA: 2023-08-17
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BI85 P4 (reactive oxygen species, ROS) , &R {4
& ROS M B BGERAL, SRTMT, mtDNA 5y 5245145, —
JEHRREE TERLARIL T, SE3T ROS Y™ AR AL, — 2
B2 R AU B BB E LR e

mtDNA $53 475 1] 5 | 2 L7 A4 T RE FRe b, 2 1M B4
EHESRAE | 240 0 ZE 1 B S Al B i FE ) 52 ) 240 M
AR, B2 Bk ok R A R A SCBERILR] . b, A
WFFE R, miDNA 5433 n] 42 402 1 Sl K o6 1 s 41 Y
KAk RS, B, BF ST T 20 AR DG Ry
A, 4% mtDNA 1B CAD T FIIA YT IS HE A BT
AR5 Bl PRAN A

1 mtDNA #i{55 CAD

CAD J& Tl Ak FE R B ATIG , /A by
Lo T, KGR 220 CAD A A Bl SR
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BB HIRE CAD BB AT R 540 T ¥
2 FAOr B, 12 DL BN Dk B B 5 HOE )R RRAE 2
TEEAR B K ok A A Ak T B0l DK A e A A8 s BHL2E 0
LG I | BRSO S . CAD 2075 B 8 T 7E
BEIR AL I FR 20 B 1 yR T

WA RAFFEUEIH , mtDNA 51455 F1 2y BE B A5 75 3))
ks AR AR B b B S B A, AR sh ks
AR I A0 B AL O IR S B39 mtDNA JKF A
W T, TESh Kok R A Ak 2 A6 B A0, miDNA 45
BiAK sk B S AEAE {5 mtDNA #4455 94 FH I A BE
BUST T DNA $RFEAE' (AR IR, RAE 2
mtDNA F 1 IR AR AL I IE A 22, 2 mtDNA
KA WP A A L A s 2R AR T
W HRE T B, 40 A ATP = R REAIR, X R 2 A T fig
BERFROREL, S5 40, T mtDNA #145 , L ki ik o fig
PR, 24 ) BRAE 5 PRI ) RO 2E | B K ol R BRI (1Y)
FoEtE I, BR S kA et g HHT  h
HREBNEE T E S Z AR =R A8 /N, S i v
0, 85T T DL R B0 R 2 A i AR AR BE R i
Ko FrEs 578 /N U SR 20 7R , mtDNA 45 457K
SEHEN, ISR L o« AT A R - 18 BEUK -
FFE A ENE T LA,

B AAEAD , EAL RO mtDNA 455 5 0 3 ik ik
FEREAL IS S —AHLHI, dekifl/ F i ZEEE i 325K ROS
724 51 mtDNA $ 45 FIRF sk D RS2 4, — & i
— AR E ROS 7= A, OB R, i 2 3l ik
sRERE AL, TE 3l DK o RE A AL ke A R TR i FE v,
ROS 4 TAZLHE®) . ROS i 48 fk DNA 2 15
FNG AR 2 2y ik ok A A A | ok A B0 ke (%) 1 A5 1 T
AILAH fitd ( vascular smooth muscle cell, VSMCs) H %1k
i H9 DNA KU 2 T, DNA 545318 52 3 K
SEFAE L Vendro Z51NF Torzewski 2611 3@ 35 2h )
S R BB AU R 2R 32 40 D B ook A R A n
1T 68 28040 4 A B /0 B 3 ok ok A s Ak AR BE A T
W

DU EAFFEHIENIE T mtDNA 5455 5 4 i A48 Ak
N T B A OGP, S CAD BYIR TR AL T B Y
Tl

2 mtDNA 2T 5 CAD

mtDNA 2748 & CAD MV TE L2+ 22—
FESIK KR fL R, BV E 2D 3 Ff miDNA S5
PERAR S 5 A I PR 20 A A I S . mitDNA
S S 5 A RN S I LA 40 B 4R A TR ) S AR —
SO [E] 5 mtDNA 28748 Hi BT, Rl A18116 78,
LA T Gl 16S WE1A RNA () MT-RNR2 F:[H

[, G14459A Z375 Jo M A Gt T A i T8 0 P i e M
T ¥R ( nicotinamide adenine dinucleotide, NADH)
JIi U JE 6 (1K) MT-ND6 J:[H |, A15556G 578 % 1
TE4% 5% 128 A% B /K RNA 9 MTRNR1 3 [H |-,
G12315A Z7% K HETE SRt 52 2 R 1Y) tRNA 1) MT-TL2
FH b, Hop A18116 [R5 M 28 48, G144594
A1555G \G12315A 5 iR 587, 3X S 5845 3 3+ 5%
M) 48 Ak B IR A T A5 1 B Bl RN A2 B W i Tl e LA
FEAN M N AT A B R Ak 1 B 1 B R A e i e,
HR A=A ) ATP 80, 52k 1A ) e ik
15, A E Bl K s A R A 1) e
BN B AR 7E CAD 1Y & Ak T h R ¥ %

HEEH, £ ANZ 300, mDNA H4% B2 HE
HV 51 % B 5 28 1 JIH [5] BE (low-density lipoprotein
cholesterol , LDL-C ) [ FF =5 A 2, 1 BAA5 BY ST JT W
5 LDL-C MR A —E MRS g
5 H AH [& B ( high-density lipoprotein cholesterol ,
HDL-C) j2& H mir M — FLA 40 30 ok A 68 16 4 F B0
MEAR PR F , HOKSE5 CAD A9 17 ™ 51 R B 3%
TG, BRI, RRiIASE T RVR2 11 5178C—A
Z &S HDL-C ¥k B 54 WA 56 . miDNA
G T 38 A 5 ) SR A I 7K SR I CAD /) &
Ji& Ko R

BEA:AF S 260, rh [ CAD Ho 3 2o {4 5 A 4 3
{75 5% 5 LDL-C ., HDL-C 1 JH [& B ( cholesterol ,
CHOL) fA7E R F MK, (1) mtDNA 5 51 R
AR R 2 A PE (single nucleotide polymorphism ,
SNP) i L H ) G513A4 ,G30104 . C1048T A&, Hirp
G5134 5 LDL-C MM CYER 58, G5134 il C1048T
AR L 1 4 RN LDL-C /K F v B A= A
G30104 RASFLNHEHF 4 LDL-C /K- B K T84
A, (2) T LRiR SNP v 5 5 1L 2% HDL-C 7K
KMk 2 T 45 T R, G14384, C11536T . G7853A .
T14502C 4 > SNP 13 /5 5 HDL-C /K V7775 5. 35 #H
Xk, H, C11536T F1 678534 45 HDL-C /K
THEFE K, G14384 F1 T145024 5 1fiL 3 HDL-C 7K -
FEARAI G, (3) mtDNA 2855 CHOL [ M43 Mt
25 W 1 7R . G5134, G30104 , C8964T . G14384 Y A4~
SNP A3/ £ 5 1l 5% A [ e J3 HL A o S A Gk,
H 65134 5878 JE K #5417 & CHOL /K1 T Jo 52 4%
F T G30104 ,C8964T 614384 H T2 58 7% [y #ai7
HIMIK CHOL /K5 T 548 4 e 34 & BR AR,
mtDNA 2455 iy 2 JH [ i B (R AH G v, D SR IX Y
G513A 25 5 5.5 CAD # LDL-C 1 CHOL /K
FHSEEde A 3 T A5 28 S T RE S 000 B L 1
KSR T, M TR sh ikl RERd AL At Je
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3 mtDNA %5 CAD

EANFRERIE R FE T, % DNA A1 mtDNA
FRASTE A SRR R | 702 PR IR AT P 0 1 R
MU b & 5 1 EAE . miDNA4977 Bk 25—
PEAfIA 2 T BB I R BLER | — B AR R
“HLERS T U miDNA49T7T sk B 25 AR IS I 3 K
FELLZL U VAR ) TR B 3R AR Lok b
B A BB A A A hr st

ULAERAE CAD FIBIFFT AT, « SRR Sk AH 1
YER” B ik iz A AT, 54E CAD ZHAH Lk, CAD 41
mtDNA4977 $f 2% 7K ~F- 5 1 20 Bl 3 %7 < BE (leukocyte
telomere length, LTL) £ A& | BE&E T %G
K Z ) CAD B miDNA4977 BJe I LTL 45 %8 /Y
KRB TR, CAD B HH mtDNA4977 Bk 11
KA TR . 557K P B9 mtDNA4977
B A LTL 48 %6 %) 32 2.0 18 A K24 ( major
adverse cardiovascular events, MACE ) B/ Bk-& Fil
SETRIANAE, & 4= MACE B85 mtDNA4977 LI
B = X RR L, RSB TS5 mtDNA4977 ik
i F A, LTL 4508 5 MACE R4 HBET 3405,
K1) miDNA4977 §ik 5 LTL 46 % [FIRHAEAERT
MACE T2 RPET 1Y & A 2 At , 3% TR DG METEAF
YN LI E e A

B SEER TR, E SRR mtDNA S 2k

BEE M E AR (apolipoprotein 7~ ApoE™ ™) /N &
A B IR RE AR AL XU JZC 5 T % B ZH , H mtDNA 2k
(1) %A BT B K AR R AL A T B, 3X # B mtDNA it
2 AT A2 Bl Ik o A B Ak 19 7 3 3 0 SR e 2k D
4977 B R E

BEPRI & CAD &A1 f PR 28 M PR FR 3 1)
OIS ZR 50 F MR 2 A AT ok Ak 4 P B AR
A EF SR AN M- 1 LA AL D) RE . mtDNA4977 ik
FR-RIF 1R A Z BBE PR 9% (type 2 diabetes mellitus,
T2DM) i & & 4= B ZEME CAD i3 <7 fa e [ &, B
mtDNA4977 B /K F- 5 R e = K A 56N 7
T2DM AREH, mtDNA4977 S 7E I 75 AR Bk = BH
FEVE CAD D) Je 28 Bz IR B Ik A A TG T ( percutaneous
coronary intervention , PCI) J5 A 5¢ AN KO L4555 14
() & h R AFARSR AR

4 mtDNA ##5 CAD

mtDNA $£ D14 ( mtDNA-copy number , mtDNA-CN)
A R P T ) meDNA B, T VRS 2ok
IHREAIRIEAE WA W), AR A48 DL G B2

O ERL AR T B, [ B 380 7 5 458 80 189 9t R 3l Jok 9 9
JRURS:

YR miDNA-CN 2835 7K F-484 it | IRk
PR+ ( Twinkle™ , TW™ )/ ApoE ™ /N L FE A8 AL BE B
(LRI 58 165 T 5, £ A Mg T AR o, SR 3E g
B 22N, B Bl DKok BB AL (atherosclerosis , AS) H
% mtDNA #14i 5 mtDNA-CN TR 32 B4h i
IR ERG A MR 2RISR A mDNA S8 PEREAS 3
LRI PR IT I T i, 42 5 Bl Bk AR BB AR e Y
P, #2175 mtDNA-CN 1] LA B CAD B3 & E
MACE =54 1 37 JEUIHG il Ik R BRL b 1R 3R & 1
( mitochondrial DNA polymerase gama, POLGy) 15 &
mtDNA-CN F#AI , B8 0% 0 1fi 45 52 81> | 2 iF 3 ik
SAEREIL I R 2R R, SRR DNA #5 D15y 25 4k
AIVE R A 5 & bR, M EAE R,
mtDNA %5 S, mtDNA 2878 i 5 |2 4 A AL 1
PR ke AR VEAI Y 2

AR, — RN FEUESE T mtDNA-CN 145 1k
5 CAD B A i #EAHCHE , BAAR I mDNA-CN 5
CAD & K=& mtDNA-CN 5% &8 CAD i
S5 WV TE TS M B . mtDNA-CN 5 2P 56 ok 25 4 1F
PR CHESE . CAD HE 1Y mtDNA 8 U BUK A
TXF B 2H i P& A%, H. miDNA 4% D1 %05 CAD ™
FREE B 6 A ¢, MK /KSF mtDNA-CN 4H % 4 MACE
(10 IR AH b T 7R3 7K 7 4 3 3 m'' . miDNA-CN
BAKS CAD 5 50 W AR ¢, H 5™ 57 B 5 E A
%P LU WSS R, miDNA 5 DL B AR 1k
CAD &A=k J J 15 45 7 A7 TR AR 5k 1) SC ek (1
HELARAE FBL B =3 2 [ & 75477 R SR 56 R
yits it — 5,

5 I Z

T CAD 0 R F SL R ATS AL T THB Be,
CAD CL48 18 k0 T 5200 1 d5e T2 2 I, IRt
HRImHLH] 3677 B P T DA - B F 58 2 A AR
A E.

LORLRAE N ARRYRE R T 7E 8 MR A Mgk
JHICHIE CAD it v 7 ik S P2 — AR W A
R, FAT, — 28 BA LA AL D RE Y 25 )58
AV LRLR B R TT — SR AT RSO B &8
7 AEHTR YT SRS BT K FH 58 35 S8 — > 18 1 H AR X
i #2 , Eid mtDNA L2 MG TPk BAT B2
M. miDNA Gl ok R D RES A7 | S AE B 25 ik
125 CAD WA &I, NI, i ST O 528
CAD BT 2 W G Y7 3 BB Y R %
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