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Abstract ; Dysregulation of the mitochondrial quality control (MQC) system is a key factor in the development of post — arrest myocardi-
al dysfunction (PAMD). Traditional Chinese medicine can target the regulation of the mitochondrial quality control system through
mechanisms such as mitochondrial biogenesis , mitochondrial dynamics , mitochondrial energy metabolism, calcium overload , mitochondri-
al oxidative stress,and mitochondrial autophagy and apoptosis , thereby preventing and treating post — arrest myocardial dysfunction. The
treatment is notable for its efficacy and advantages of multi — component, multi — target, and multi — level action. Targeting MQC to re-

store cellular homeostasis has become an important research direction for the prevention and treatment of PAMD. However, the following

* BETE :2020 F AR B A SRR H | E PR NS (2020)7 5 | IROETLAS AR 2E G0 H (LH2021HO87 ) ; R JEIT
24 P 2545 BB RHIF H (ZYW2024 - 007 ,GY2022 - 12)

- 2581 -



¥ E 4% %

ACTA CHINESE MEDICINE

20254212 H 10 H 5512 1
No. 12 10 December 2025

540 %
Vol. 40

B 331 1
No. 331

issues still exist in this field; In the MQC system, apart from the main pathways, other regulatory mechanisms remain unclear and require
further investigation ;research on TCM interventions in MQC is still in its early stages,with the drug targets and mechanisms not yet fully
understood , necessitating further analysis of their multi — component and multi — target regulatory mechanisms using techniques such as
bioinformatics and molecular docking; most existing studies are based on animal or cell experiments,and future efforts should focus on
strengthening clinical translational research to promote the translation of basic research findings into clinical treatment strategies, provi-
ding a more solid theoretical basis and practical support for TCM prevention and treatment of PAMD.

Key words: post — cardiac arrest myocardial dysfunction ; mitochondrial quality control ; traditional Chinese medicine ; mitochondria ; mito-

chondrial biogenesis ; mitochondrial dynamics ; mitochondrial energy metabolism; calcium overload ; mitochondrial oxidative stress ; mito-

chondrial autophagy and apoptosis

DA — B ™ E B im R, 2k E R
BRI — . #Rgeit, JoE & A MO IR IE Y
RIRHLI N 40.7/10 J7 o R M7 AR AR
H OB A O 1 R A S8 5 WA 05 ATy 15% ~
22% 7 o ZEOET LA H B (retumn of
spontaneous circulation, ROSC) 2 J5 , H 3= E I
DRI Ay O 9 45 0 LD BE A 3200 BELIR 25
O USRI AR T, AR SO BR B B B R Y
T A, AR B S A R F R
WA WS W, 2 LA B & 45 46 ( mitochon-
drial quality control, MQC) RGZEL 2 O IRE)S O
LT BB F& 5% ( post — arrest myocardial dysfunction,
PAMD) FiiJi & JE I 7% MQC SR bk
PG PE R Y 8 8y Zonn ARl B A i
FRIAFOS Ao A7 L D) RE 55 48 4 S8 R M, DT O 4 %)
TR M 5 o A R 2T s ARk i
R BRORLR S )28 SRR RE A e 2R
LR AN SRR B W 5 I T A5 T 2 LAY
LS 2RI S PAMD (R, A SCi i
HHLEZE P B 25 T MQC R 77 PAMD R [E P S H
KICHR, BAE Ny PAMD F37 BLI6 7 S B AH 5 HE Ak
WFFE B AL AR A 4 5 S B

1 ET&HEREESNRFRITOCHERE
&0 AL Th BE FE S YA

1.1 KNEREES LA EAMEAEDNfE
BT, 8T =R ERTEFF (tricarboxylic acid cycle,
TCA) Fl 48 fL #5182 1L ( oxidative phosphorylation, OX-
PHOS) izt ¥ il R i 4% Ak, 77 248 = B IR IR 1 (adeno-
sine triphosphate, ATP) , J.0IE & 48 B Lk pk & 2
B[R, Gohi A ts 2 A0 MAE 5 15 T 0 B AL, 2
SR 2 AL AR 1S Ca " {5 S8 T R
S RARTENE 5L F AN AR PR T2
Ah ERRAE AR AL, 18 2 S IR iR A Ak . =R
FRAGPAFI PR RIEER , & 25 1 50 A0 i Jo 25 ) e 1 A a6
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R 3o PR B4 R s AL R R Y e A R i L
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T S AL LR A& A S, SUOn] LA i
I W5 S TR AR T R 52 P OB, JRE S ) B 2K ] 1) e bt
A TE 5 20 M 3 B 47 , AT 445 Ok IR R G 2 Re
R ORREAN I AR RS

1.2 MQC B HRERCAINEREFHXRE
OEVE I AR mFEREAS B SRR 21 | PRk
MR R e i AZERR O WL I A= BRI RE . 7RO
JULAR o, ZORE A 24 o8 20 B P AR Y 30% 1 &
KR RERERHEALFERE MQC 241, 5.0 L B 1Y
RAERBEREYIAE ORI 2 ECE R G Hh A
I, 4> AR AR RRA , Ay U 28 S IR AU
i, A EREL , ATP G AR IRAIR, A BENR T
B RG I K AR, A FEOIREA 4,

T H EVE IR G 0 PR T A v, O LR I
P TE (ischemia/reperfusion , I/R) 175 5 28 i 4 3 i
PE%EE 3 1, ( mitochondrial permeability transition pore,
mPTP) S8 T, MRS TE B, I Jal.C L2
FOACIEE AL 5 4 8 1707 A Lok I T 1 S K
SR, 5| A A R AR, 55 S LA AR T
() B, ZRORE A TG Bl ok B O, 0 Ak AR Rk A 4
2 2RI [ 45 , R AL T B, WP D) RERGR | B fi
AN ATP Ak — i 2o TR e st +
S, TR SR T RE R, 51 O I RE B A2
2 E BRI B AR v, SRR BT S S Th e R
MR EYUE S HIL, MOC RSELE PAMD 1y % 2
SR R B
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AT A AT A FOR R AL LA B B Z <
FEIRBG TR ML ASARITRE CoME PR B 32 Bt
(R E s 207 ) 0 Z IR A E G, I R %,
AR IR i A UK D FEIRAE B TR R
WG D BHARSE ST R, AR FATITE , )8 1E
HEAR 2R 22 3, 0 LD RE B %, A 5 I K A PR A
PAMD FH LR IE SR 2 O FHREZE, LA™ AE IR
AR RAE IR 55 SR A RE EAQ 5 ATP A2 A 2
HATHIHE, J& T B AL R 9 < BRACT ™ . MQC
VERERLAR N IRE 35 F 1, BB 1 Bk 32 0 o (A
A FTHT, SO RE AU S R A AR A, Ak T3
APFHIPIR S o X FOBL R34 45 H 2R B BH =2 B0 Y
CRPSL L) AR R AT N ZE) B
PHAE 10536 7 R M B2, 2RI R Ty
PO B, MQC (Y LhBE , 8L T Bl A D fE
MQC J Ay, j B i , S B0 B B B, AL T
K AR T 0> , e O E DI RE o

3 tEZHEE MQC B5ig PAMD

3.1 & EMAE LhiRAEYkERIEL R
PRI A L e SORLAAR Bt S (35, 2 —F B R
WA A AR S A EEE Y A
TR I TR )OS SZ A y JLBOE N - 1a(PPAR -y
coactivator — 1o, PGC — 1o ) B LR PR Y KA B
AX 4 PR 5, BRI 1 1l 4 s DXL 1 Qi A P 1 P -
(nuclear respiratory factors, NRF —1) NRF -2 3%
ik, UET AR Bh LR B AR %% 5 [T A ( mitochondrial tran-
scription factor A, TFAM) fy%4 5%, Ja shek ik A= ¥y &
RN PR S B0 WU I B BT RR T AL
7 1 4 ¥ ( adenosine phosphate activated protein ki-
nase, AMPK) #3801 , it — 20 Wi TR 1k 1 25 2 W 1k
PGC - 1o, #l|3% NRF - 1 fil NRF -2 F ik, W3}
TFAM %% 5%, {2 #F 28 6. /& DNA ( mitochondrial ,
mtDNA) 52 1, J& ShERLA A Wy & Az LB S0 LA R
HIRE™ . TS AL 8 i B PGC - 1o/ NRF - 1/
mtTFA 25 5B 8 12 38 i, 2 7F mtDNA %% 53¢ 5 52 il
R LR Y5 R L , DT 58 R G LR I/
FRETEBOPRE o 29586 BF ST R B, 26 I
137 7L 3 5 AMPK/PGC - 1o 4%, 5 20 ML
NRF -1 .p — AMPK \PGC - 1o LRI W) G iR
FIY A, OB LRI B IS ), TR S LRL AR T RE
RO LA S RE . 2 S AL 1 (Sirtuin 1,
SIRT1) A[ 345 PGC — Lo 3G, A M F YRR AR
5, BRBERI T RO S REIR P . A BT

S P, A AT P S i AMPK | SIRT1  PGC - 1«
PRI PRI oA, T A O L BRI 25 e T

24
fig >

3.2 GpifEEhihE  AORLiRiE ;2L ARG R R
HIEEFIIRE, XFRALRARS) Ty 2%, LORLRRL G
A B FEORLA ] A ) 5S4, S5 P D B s 2ok iA
RV eSS M ZORLIAR, JF et Hoor B B B A2,
MR E SRR AR 70 il &2 95 )5 O JIL 4
Y e L PR 13 2 1), ez 4 53 284 [A] ¥ ( mitochondrial
fission factor, Mff) H S I & A WAL, S5 3h 1 H
#1721 1 (dynamin - related proteinl , Drpl ) 254,
TESRLAA i [T RO AR B , G SRR 348 s il 22
Z4iEH 1 (optic atrophy 1, OPAL) \Zki {A R & &
I 1 (mitofusin 1, Mfnl) F1 Mfn2 285 & 58 E 0 :
IR IR, SRR AU , S BRIk T e RS
WEAh , BR324 fl G v b W] BE S | B mitDNA
AR 2 (LA REHE— 552400, IO LA
PR T SR LA e . 2R M RE S
R AR S SO LA A Y B AR 2L il 5, 5 Minl
I M2 23k , H 1T I8 15 2o 1A S R il i
IRALE bR SIRT3 kil Dipl AT Ay Lk 4
SYE4, NI i3 e 4 A LA T B . A S
AT Rb1 At HAT P b4 8l ) 2= 1/ L, T 5E
TR Nef2 3 3K i 17 98 45 2R b iy Drpl 38§
Fis] , 4ERFARL AT ARG E , [ I a0 0 19 R 45 5 1Y
INER R SR8 3 , Wi aet B SR L O SR AAE 25
I .

3.3 ZeruifkeeE ARG TEOFIRISEEImITIE , 40
RS SORR LR AL N S5 ) B B i 4 B AR 3R Y
Rk AME: | R 5 7 R B A0 S DR, i T axX b
PR 22 , SORLIR AL BRI AL 2400, ATP 5 R K
%, IR R R, RA S ELIEEA 2,
4 CPR O LR 0P8 33 I, 8 S s 3 , 2ok 14 7R
SR L U Y S T A, RO AR T AL 2 45 el UL
JHL P BT RO S R A R 2R i R I ) R i IS TS
R Rk fe AR AL, 51 & PAMD ' Z[if
TESHBGE 42 5 Na® - K™ — ATP fiff 5 Ca’" — ATP
it TG P, AR LR R IR BE D RE L 5 ATP 5 A,
WD DRI 22, 3% PRMD™ . 222 0 ST
AR O I TR G KR IAHZ Na® - K™ - ATP
fifi & Ca®* —Mg*" — ATP [ 77, 4ERp.0 WILAH S 1k
LERPHIXT 52 4%, B3t CPR GG JILA0 g6 £ . 2%
B BRI i ORI RE 5 A QI , DB O 4 BR 452/ CPR
Je L WL REBE AT , %o ZORL A 1) -4 4 F AT BE 5 A1
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B4 A 2 (uncoupling protein 2, UCP2) ,UCP3 ,TFAM
FEP S

3.4 $5BE WET(C)ERZHMER DR
LE, A R S RE AR - g 3 B OC
(1R o Ca® " 3 ok ST 2 AR il A Pl 7 1 3 4 (e
lectron transport chain, ETC) , {i¢ #F 28 7 44 Bl -5 B 24
AR A R4 G2 i A A0 A A 7 ATP, Il
A, SRR [T 1) Ca* 3T 20 25 1A A M1
AR cAMP BT , PR T LRI ATP 2 7
RES L R4S Ca’ Xt 4l R AR A 25, (R RRLk
PO E o PRI Z 0, 5| R bR R B e K 4
MIFET: O PR A5 5 o, ke sk R A 00 UL 0
ATP R THAE S LR ATP U B 58 3 (mi-
tochondrial ATP - sensitive potassium channel, mi-
toKATP) JFHC, 41 AR OC B T4 328 52, Ca® " K i
WG | A SRS R 28, gt ATP 7 Ak 1 [a] ] R
TR ROS , £ A 35 PR 38 i , 5 S B 08 = I 1,
SRR RE AL, FEM S | R O T, e
SHOOMIIREZ R o BRI 0 i A I
KO I REMT ST & B, 1 ¥ 25 K B0 LA
B T.Ca® " FOGHR BT B E K0 WU 25 1k I
fm TARTEARAL, 2 WAl 00 v 0 569 W AT fig 38 o 10 41
JULEH 0 25 i 2, i3 PRMD . 38 BH 33 1fiL ¥ w] LAJE Y
LR ST B P LRI — PN A B It
AERRESRaZS T B 35 A AL Ao BT ok gt B 4
BT O ULAR B A mitoKATP P PE DR A B,
AR A R F 7, 00T 5 8 5 PN O, DR A A 20
L4

3.5 RSN OV ANENRFERESRE
LRI Y v R R K LAY B 52 B A AL LAY
M, ZeRifR B2 ROS By 3= Bk U5, o /& H d 224
Mo TEOTEERT B EIEHKE J5 i) A G g R,
O WUERLIRTE B AN BT, i TR LR AR W 1 5 52
S 1 AN R R 5, AR T o i e — A IR
(nicotinamide adenine dinucleotide , NAD ") 1% & I
A — 4% H 8 ( flavin adenine dinucleotide, FAD) if
JEd R R i ROS' 5 & ok IR 2R 1 i 5
A1 DNA(mtDNA ) 1 48 A6 45 43 , 5 B0 R K T R B
RO A e LT T O UL v 4 e
B, 580 mtROS JEHEVE = A, mPTP 3 B FFjilg ™,
o JILZE 0 4 AR 7 AR 495 , ] A S g g
—#F Kk PRMD, A Z 21 Rbl il i 7§ Keapl/
Nref2 Sl 36 0 78 98 55/ CPR 15 S i b 1A R 4 3%
L, AL I 8, e CPR 5O LI RERE A5,
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FHERER B @i T 94 Keapl fedt Nief2 #2547, T
AL Tl 3K, B2 ik 0 15 BR 5/ CPR B S0 Ak N7 38 41
510 B3 T T R R O IR A5 4
Bk, AL P AE 8 i $ s e S A S A 1
REAPR P R 5 2, U0 S RE B , 2 T D o P R A5
Je AR R SR L 2 B S R A Nef2/
HO - 1 {5 53l %, $ i Nif2 \HO — 1 NQO1 25477 %
FRREE 1, DL CPR S G JUL 20 1 48 Ak 7 33 46
AT E Yy ST 132 I N IRGEE AN 8 2 i
iNOS ik, 5 Sirtl/Sirt3 — FoxO 18 #§ X 1.0 LZH
HIL LA EAL R BOR 22 PAMD

3.6 ZrEEWSET ORI H R M
IR B A S B S AR R LR, ph A A
PEVEHD GRS 8 RN A2 LR A, DLAE 7 20 i PN R 5
FaiS. WG 1 /E3 12 3R & HeM i p ( PTEN — in-
duced kinase | /kinase protein, PINK1/Parkin) J& &
BZRLA BRI — o WHDRES T, 2 &R/ 795
AR 1T (liver kinase B1,LKB1) 4% Ay AMPK
WO IR Sh AR B W, bR ic 2 R TT 7 S
BRSO B W AT AP T, R B AR Rk 2
AE , IR A I P A4 5 T R S B A T, 5
B VR LA B s o 70 )™ H I R AU 3
BRI B W] DR SR A I IR AL fih i 1) A4
T, 980 HE BN miROS /Y3 i 77 42 Al mtDNA %
T, DA 3k FEE S SRR o 2 A 45 40 TG
B, A ER C AT T Y Rk 3 40 i o
Hh T BG T/MAR, it K 2 I SRR R A T BR B 1 il —
3 ( cystein — asparate protease — 3, Caspase — 3) |
Caspase =7 ZKWRHE A/ RIS, T2 DNA Jr
Bl AHMUE SRR, 5| A MR P AT T, A
oL LrReRE S . AZ 81 Rbl # i iAS Nif2
B, RO LR ML T, S DR BRSO AL
HIRESZAR . S MG RARSS A B K
THEHFE - 8 (B - cell leukemia/lymphoma - 2,
Bel - 2) | Caspase — 3 245 1L LA 72 5 14 5
T2, BAT O R 5/ CPR 5 B O DU R T
INBEGR AT — 20 1 ok k415 3 T - 1a/BCL2 #H
HAEM&EE 3 (HIF - 1a/BNIP3) {5518 %, 5 3 £k
LR NN I | ol 7 A G s o QI R ) O i
§510 o BV R s Y Bel - 2 KRR (A
Caspase ZKJHEE T, M5O BR 15/ CPR K BLOIED)
e . A FE A R CPR G TNF - o, Bax 55 i2
T E IR, DL RIRSEE R T8 E p - MLK 3%
ik, B Bel -2 gk, dEm .l 2 95 5 A E 16
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PRI 5 SO JULAR L 0 T RIR AU R 1, el
FhJE O ML RE R A 0 R P B RE A 5 1o Sintl/

Sirt3 — Parkin 3 %175 S 20001 [ W, X0 L4 g
B R

®1 HEHRTOERERE IR ERLE

rh R 2Tk K AL HLARHLH] Z2 3k
O y— NRF1 1 .PPARa 1 .PGC - 1o 1 .mtTFA T .mtDNA 1 .CuZn - SOD [(21]
! RUL R PRICALEL s GSH Pyt T-SOD 1 MDA |
ALY LR NRFI 1 .p~AMPK 1 \PGC ~1a T PPARa T ; [22]
- —— ROS | MDA | .SOD 1 ,AMPK 1 .SIRT! 1 .PGC - la T ,AMPK -
= B 1 SIRTI 1 \NRF1 1 .TFAM 1 .FOXOI 1
R Sirtl T Sirt3 T .FoxO1 T .Fox03a T .,AWm 1 .ATP 1 .SOD 1 MDA
FIAE - iﬁ*ﬁlliﬁ%ﬂ“’iﬁ ¥{ * ] \Mfnl T Mfn2 T . Drpl T .Opal T Parkin 1 \LC3 - II 1 ;iNOS [29,43]
SRR onoo - | Nt
S ES SRR RE AR5 Na® —K* - ATP i T .Ca®" - Mg’" - ATP [iff 1 [31]
UCP2 | .UCP3 | .mtTFA 1 4 % C| Caspase =3 | SOD 1 .
BiE ILRHGARRBRRY j bomTEAT AMBER C L Caspase =3 L SOD T,
QIS AR TR Ca’* | .CTnT | [35]
- \ Ca’* | SOD T (GSH-Px T TrxR T MDA | \ROS | \ZRHi{ANFIY
i b b ik =) W 36
38 BH ¥ 1M 58 28 5 AL DL 2w 1/ | mPTP | SERCAZa 1 [36]
B AR LRBLIR [ W PI3K | KAKT | .mTOR | ,iNOS | \RyR2 | .Cavl |  Argl | .
%—{%/:‘\‘ 37
B ETA HURTS MR SERCA2a | o
AL 1 s 2R K 5 - 1s ea
B RDI %ﬂkf‘j{}%{: i&{zliﬁﬂ?’é'j SOD2 T .gp91 T 4 —-HNE | \NT | \Drp‘l T \Fisl T Nrf2 T  Keapl [39]
TR obiiksh 112 | \HO-11 NQO1 1 (ATP T \NADH & | ;
AN 18 s kT Bel -2 T . Bax | ,Caspase =3 | .gp91 phox | .Nif2 T  Keapl | .
v \ TR B 40
S AW S T HO-11 .NQOI 1 [40]
AMHIE L EZR AR} SOD T MDA | .c¢Tnl | .cInT | .CK-MB | \NSE| [41]
SRS AR 5 2RIk SOD T MDA | \Nrf2 T Keapl | . HO-11 NQO1 T;LC3 -1 | . [42][45]
SR E W T LC3 - M/LC3 - 1 | MDA | ;Bel =21 .Bax | .Caspase -3 | [45]
JNBEBR Rk E v ST SIRTI | .BNIP3 | Beclin—1] ,AMPK | .p -mTORC2 | [46]
HE KRR LRk ArESET Bel -2 1 \Bax | ,Caspase -3 | [47]
il 2 % SRk B IS T Bel -2 1 Bax | \Caspase -3 | .p - MLKL | [48]

W TR BT LR TR
4 £HiE

AL AN P N 2 L I S A 2R
TS LR AR W R R RSO IR G AR A
WS AT R, I AE R S A TN D RE Y S B P AL
TRRAE AR A, SR ol 0 R S % e 2 A0 LR I 7
P AT B O R A i 4 4 32 40 RE 1 AU 3R
LA A A S A AR PP AR TS — RS
TS, e 28 FELO I RERRAG . KRBT TR,
Hh S 2 BE A A 4 1] PR 4R LORLIR B A RGBT IR
PR R O WL RERR AT, 7 AR 5, L AR ATBL
il 1,

UTAFEAR , A LR AT 1 i A B SR TR A
L i A P L A TR LUK S A AR S O R

KBt PAMD [ E %7 1) B BA W RA AL T
A (1) U H T Sk A i & 45 ) &R 48 b LA &
BLPR IR AE PAMD &A= rp g VR A A o8 425 41161
A% (2) BT BE 2511 MQC 5%
AL F RS B BL, 24/ P 5 B ML o4 oA 52 42 B
W, S SE I B AE G B2 o T AR R AT
PRI ML, 7R R FEP B 2 5 240
S ZRRERLS (3) AR Z 5T ok
YRR SEEG | AR B IR AH DI RIS, 4 3 SR A 5
R S RIGIT 45 6, NI T R 25 B iR PAMD $2
BB I PR YA 7 S5 B R S () R SCHE

S 3k :
[P ER RS GRS RE R R G & HE %
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