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Research Progress of Traditional Chinese Medicine in Treating Myocardial

Mitochondrial Injury in Heart Failure
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(Abstract] Myocardial mitochondrial injury is one of the important links in the pathophysiological mechanism of heart failure.
Mitochondrial protection pathway has become a research hotspot in the prevention and treatment of heart failure injury. Traditional
Chinese medicine can reduce the damage of heart failure to myocardial mitochondria by stabilizing mitochondrial membrane
potential, enhancing the activity of respiratory chain complex, regulating calcium concentration, reducing oxidative stress,
regulating cell apoptosis and protecting mtDNA. This paper reviews the research progress of traditional Chinese medicine in
improving myocardial mitochondrial injury in heart failure in recent years, in order to provide objective scientific basis for
traditional Chinese medicine in the prevention and treatment of heart failure.
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T I ELR UL AR ARSI G R W B0 1 A
O 25 L 2 S AR S0 ok i o ST B0 3 R RS L0 L
SRR 4 JE B F BB A OC AL T 1 (OMAT) & mRNA
Fak AN 22 2245 B 1 1(OPAL) K fi# ) L-OPAL
] S—OPA1 i & 244 | 4 15 SR 1A il 5 A1 2448 119 3

AP TR AP SRR 25 S DI RE
3 HE X0 T 0 AL Ee A R BE B X I B9 S N

IR R, Lok A g AU R 2 O R R
Jr ) H B A v s 24 i E A R Y SR IR R A
A% dn A5 ok R s O UL RE B ARG, AT PR 4 e it JUL
3.1 HEE 200 B0 ILEORL I =R R A B 2 BE 11
Al

R T 0 LR AR B 45+ 3 0 45 s 1R 5
IR IRAE PR 6 PR REAIC v B 2G BN Y =R 1R
6 PR B2 T M 08 =R IR A PR, A1 F 8 5 19 A
3 SRR B4 2 T IR R B, B RO i
BT bR 5 K RO WLZORE A S 2R R I SR K
HE MR A B S0 4 1 [ T O L R R A
it B s Bt , 35 31 24 1E.C 5 16 i 177 198 R B | 9 3
W T3 ik RN 0 — PR RGP A . BB 48 SO
KB, 2 B0 2 0 D5 40 52 4500 UL AR i 2o AR R D7 R
AR, Ta] B (4 7 2 W S Ak , T e i B S 2 4 9
O WURE A . B SU SIS IE ], A2 2T Rbl
A 3 R RO WLZORL AR Hh A58 IR 5 il -5 T 1% 3k 1R
it % P S R 3 ok — el SIS L A R T Ak B I
Tl I ) B A P IO 2R AR — IR BRTE B
3.2 Hp PR AN s O WL R 1A S5 Tk i R A T BE 1Y
A

LU L A I W O A M AL B PR AL AR 1Y
DR R 2 R A 1 5O LR AR W B 5 AT
P B e AL B IR AL DI RE , B0 O LRE B 4F, AT
B E A g O LI VE D 7 SIS B,
SO X 45 78 I 2 Bl Dk O S B R BRI LR A B
A AL (cyclooxygenase, COX)i M4 P VE T, i
S M AR O WL RE 4 HE BH SE0RT 5 R Y, S 0 4
O UL R T Ao 91 T WP B A S i T L IV I 1 R
O WU B I o0 0 R B0 LA (AR IR I D) 68
3.3 HEE 2GS0 O ILEORAR BE £ 52 12 1 52

ATP F=H 5, KAt BE 1 IR 5% 037 i (adenine
nucleotide translocator, ANT)#¥% H £ b7 44 4L .0 L 40
R A, 554 5B 76 DUBR 3 B8 (creatine kinase, CK)
HIfEAL T 5% AL % (creatine phosphate, PCr){E A0 ik
M REVE KA, O ERE ANT K CK EPERRAT, 51 £
KK BE IS BT . P B2 AT DLE a8 550 L ANT
Ko CK ik 9003 136 P AT el 0 0 Lk
KA RE e is  FEAASEISISE G R B, 0 SR IR
Al bR LA SRS 0 2 R RO UL ZH M mit -
CK mRNA ANTI1 mRNA i9%3k 23 mit-CK ANT1
A RN 38 B E O LA B 2R A RE i 2 1R



2021 55 41 &

W1 R TP s 24 K2 244 hitp://hnzyydxxb.hnuem.edu.cn 1815

FALVER o BAEFH S R 25 06 1L 05 nl 1
J mit—-CK mRNA K 8 [ 09 22 38 8 15 LR il g o
TER R GG CK M0 M, TS ATP 42 %
BROR, BHRFHRRY] R E K S he it
O OO L CK-BB mRNA mit-CK mRNA
S ANTT ANT2 mRNA f3R3K 7K, 38 i F i BE
Jo 2t 3 Tk 25 T 0 o R 6 46 D) RE

4 FEAXMOCRONMERESBHERTAT
1ER

5 A AT LA S R AR S R 0, S BOL D fig
BEfig . B 24 B 0 3 A I Y 0 LR R A B vk
S ORI LR IR S Fg T RE I AE T 2% 2% S PUE X Bi]
B 2 B0 R A AL S T R B B - -
TFALIRI IO LA T NCX1 Fll SERCA2 ik
7, HERF Ca™ 28 B8 8 S5O 9T R B, B0 =
K B0 3 1 MUK BE 32 55 &7 5K 11 O 2 R BB AL L
419 Na*~K*—ATP fif fil Ca>*~ATP 1% J1 LA & Ca*—
ATPase 1% P, DT AR MR PR 505 Ve B2 U 5 e A A4 4
B, T ORISR GE B B R T I ) E % S
TSR REID 1 Ang I 5 25004 U JULZH 6 20 47 44 45 ik 38

Thi o
5 HEHX DR O L&RE S L5 5 B#

AR R 2 0% 1 S AR G 2 2 i, Mo HAE
FHAY B, Y36 P ™ AR e A B B
TRE T iF, ST PR 81 43 B X R A4 7= A= T Rl RN 245 44
AR R 24 RE IR T TR AR D i e A
Yy P 2R AP A AL RE 0y R A AR A5, AT
BRI O LA AR o 3 S5O 5T R B, T
O JEEHETT AR O R B LA M 2ok A4 rh /N1
PAKTE2E 1 27 Al aB2Crystallin (9 3 35 &, M1 0
1) O LR AR T (0 S8 A B B R % A
SCHUE N, 0 S AR A B 24 LT AT R BRUOAE R
O LA S r o 4 AL ) 1B A6 T (superoxide  dismutase,
SOD) & & B A A 20 3% 5 | TN ¥ (malondialdehyde,
MDA) B & R, DT 902 o0 5 K B L AL A 4 Ak
SO NE  JENEAFEPIIEFE e W], B e ) 0 o
R EC LA RLAR T SOD 43 e H ik ik 416 ) 16 (glu-
tathione peroxidase, GSH-Px) &£ T+ & , MDA & i
FEAG, Rl i 45 p38 MAPK 1 AKT 15 5l #% /b &
(AR G Y/ 35 R E P ¢

6 HEZAN 0RO &R TR E R

BIFFEPRIE S, 2ok AR TE A 0 LA L 08 T

H A5 5 Trae A A4 W] W el s B 50 LA A 0 T &
TEARDG  r B8 24 REAE 4 19 O ILZORE A5 3k B D8 4
ARSI A A o 9 T AR R T PR AR T, DA
T8 /00 LA L T2 ) A Az o 1 R8T 98 R B o
OB AT A8 P g SR 9 R S IS K e i R
RO JUL 20 e £ K7 AR H Cyto—C Cleaved —caspase -3 .
Cleaved—caspase-9 & [13# ik, #& 5 Bel-2/Bax %,
T il 2> e A 8 T i AR A 2R R ARSI g e B
T F 41 02 UKL BE T 118 P 0 o R BB A0 L At A 42
FLAAR [ 1 5 5 2 11 PINK1  Parkin \L.C3  Prohibitin2,
U/ SRR RO UL L W R T AR U A
R R, Haizi it F Sirt-1 AR IE 0
FREONA MY Bel-2/Bax R T 5 | Caspase—
3 #IA TR JFHE N SIRTL F 55 T R4 805
S RN ER T R BTN N TS A | i B

7 REHI LR OALERIEE DNA 5758500

2 KL K T BE 1Y IE WK $E A T 20Ok /K DNA
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