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Abstract

Chronic heart failure (CHF) represents the terminal stage of various cardiovascular diseases and
poses a severe threat to human health. Mitophagy, as a critical cellular quality control mechanism,
plays an indispensable role in the pathogenesis of CHF. This study systematically reviews the mo-
lecular mechanisms of mitophagy in the development and progression of chronic heart failure and
explores the connection between the Traditional Chinese Medicine (TCM) theory of “interdepend-
ence of qi and blood” and mitophagy. Through analysis of relevant literature, we identify that dysreg-
ulated mitophagy is a key factor leading to impaired myocardial cell energy metabolism, oxidative
stress damage, and apoptosis. These pathological processes are highly consistent with the TCM path-
ogenic mechanism of “qi deficiency and blood stasis” under the “interdependence of qi and blood”
theory. Furthermore, the mutual transformation and interdependence of qi and blood in TCM the-
ory exhibit intrinsic correlation with the mitophagy-regulated energy metabolism function. This
study aims to provide new theoretical foundations and research directions for the treatment of
chronic heart failure.
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1. 518

18 %0 /3 %35 (chronic heart failure, CHF);2 22 i B8] BT S5 o HE 45 #A M1 (250) Zh BE AR 57 8 0, A
W i AN (20) EF SR D RE A A R, AT 51 EE ) — LR AR ER G, 2 BRI PR R A 3 sl i & 1
Lo iau e (1. AN ZEACEEEZ R, REL I 38m i BRI A oS, HAZmom 83 1
NBE R AT e, RGN S M4 R, WX FRE St 2 AR BRI 7 [2]. Zekiikft &
5 RS AR O BERENTRT IR, A5 ZOhiiRsh sk, WAk Zehifk B, B ot S B fE
ATP kb, HEfInE OV T, R CHF [3] [4]. IR CHF i %, ARHEHIGREI, o
HEE)Y “BEIE”  COKBET L LK AETENE. W0 (RERERE) - C0okFE, HEBEIAR, AMIEN,
M, AP, 7 InEFBE « (EARSEE) - “MARBEA, HOKTIE. 7 CHF B EEHHLN O
RERAR, FREZ, KR FEMERBYINAR5]. OEMAK, FES. EET, ZHAEH. REBR
), MASCET CSMER” #i, HiT CHF 5 “SEAR” KRR KL PEAIRIT .
2. “SIMER” EiRHKiE

CRAX « %) & “FAMTH, T, SO, mATHRE”, SOURET M, &%
ERIE. L0k 7RISR, RAEAEMESIRIZG[6], ROl R R A, ERATE, W
CRREA U, 5SS IRALA e, BORUERHE T SEREL, RO IS AT R F AR, R
SBLOHA . CGRIF « SFANARIR) = “BRE%, HEMER, SRS, mTAAT, KN,
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A,

kR, MR AMEE AR, ARG MR T O R R IER .. KA R (BL) .
R LR, AUER, BATAE, ORISR, ol AL, W RPRAR T, IR AR
(REET) Pt MR, SOt E” o BREE (IHER) PiRE): “Woy=<zr,
ORGP SATMIAT, MBWRZE, ZF R, ArZREW”, f 7 “Oufz i, =
B, R ER SO —K . RUHE (RS O “ UM BAR” FISHAT 1R <O
FlfE b, —RBI—, EoNHR. [ARmAE, AR —I e m 2 L ” .

3. “SmEMR” NEERER CHF L ml

OFEMBK, R ECLA L, SMEE ST, B IATIE R, HEeE R Tk, AR K, %
BUROK IS, KIvtKe Bk 36759, G047 0T 8 &, IR RE N, W Lok, fefE CHRF
MR R it — 52, Mg R, SRR L, ROCR Uil Iz ik B, 3w
IKIEZ INIT], MK, KR, Edcelli, KOUMfESEAE. AL, F B, s
HEThRE, MR, hEEIEAT, KBIFERE. GRE « TVEER)Y & “HAT07, GER,
BRI KT, BUEAF R, SNLBATRH, A RS, MK . i S, BRECE A 2, BER

FRex
Gr LA, JERD UM (R, R RO, A R, MR %
S L

4, &hikBES CHF
4.1. R BRERHEXHLE]

RNYERFE B AN IFRAS, SRRIEEEVER PR AR TEBRAN I N SZ IR BRI AR, FRER KL
HE WE ML 3 EAREZ R (Ub) KB & A 5 AR Ub RS2 K2R [7]. 75 Ub ki e, & A
1 (PINK1)/E3 7z & FEE (Parkin) i 2 2E M FLEh W I 2Rki 4R B W rp & 3 BRI [8]. RS HE Il T, PINK1
Wi BLAKAR N IL(IMM), HEEBE PARL H IR . AZhiikdndy, M A FE80n, PINKL I
TEMEIEE IMM, R Z R BLELLRLRSNEOMM), Ml E SRR AL M EEE . H#EERILIY PIKNL Rk
TEPEMI R, BE4E Parkin KGOS, W& TE Parkin 12 210 OMM B H, Rz B85S, 2Rk
R EE FI#% p62/SQSTML S5 I& AL 85 1 AT,  JFEEHE LC3 (light chain 3)-11 BLZEI I MEAA, 3T Wik
ARG, R AR AR9]-[11]. HF Ub #KR12 248 OMM EAAFERIAH IR Z 4R W] B4 5 LC3
SEEAREEEE, T B PR AN, HAZAH BCL2/i# E1B-19kDa AH EL/E & 3 (BNIP3)
[12]. FUN14 2538 [ 1 (FUNDCL) [13]. HWEAHRE A 32 (Atg32) [14]. HMEFI Beclin 1 7545 1
(AMBRAL1) [15]%% .

4.2. ZRFRRSKE

TR ) 2 A, AR AA B W D RE T ARV 3G 5 DS BRSZ R Zeohiik . (HBEE T (R, Zokifh H
Wk D REZWT 32451, T RE S [ 2RI AR ZE O LA N AR 2R [16] . Sokidk B IgAS 2 T BN R I8N kLA R
L, ATP G AR AR, OROIE ATP S EEIEE OILE R T 30%~40% [17], X
Wit — 5 RO BRI IR . SZ IR LR A V5 M S (ROS) I - B IR . bR B WEThREZ BT, ROS
ANREAH S ITIE R, AL N T [18]. DhRE S (1 BORL A% T80 IS PR TS RE e, e 2 B 45
R, R RO IE N Ay - AR, I ELO ) R 1 [19]

1E CHF KA K R farh, B4k AW F I8 A 224k . Billia % A [2010F 7L KB, 28R I03E
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B HLZH 2R A PINKL 28 A /KSRt B A1 AH EL BTG 60%, Parkin P&1I% 50%. BNIP3 HFRIAIE ORI T
[21]. AMPK BEERA /K038 T %, SEmxt ZbiiAk B Wi (e BRI [22] . O 132 s I I FLah ) 15 o B <
B H(MTOR)E T Bt BEWEE, Ik Zekifk B W JE 30 23]

AN, B 3 WA AR MO I [24] RIE RN [25)25 18 2 [N R E CHF At 5 i 35 2R 44 F 0
RE.
5. &hrERS “SIMER”
5.1 REERBE “S”
5.1.1. &Rk ATPERSFESE “S” WIhEEHET

FREEEA) <R B s, R, R, BiEEEER . SRR AL E Gy, BT A BERR 1L
P4 ATP, AR A G shieftatE. XS5 RS “K7 WEMER SEW S . R, SRIEE
FU i AEAE LR AR T AL R B ATP AE /b L 5 [26] .

5.1.2. ZhEEERESSERI
LRRAR W Th e o SEUZ MG RAR BN, eEARARE, XSRS HE “SE7 IR
FUAHEML. SR AESI R IR SER, XN 2Rk T e T B S SR 40 AR BRI S R BL[27].

52. MNHS “m#r”

5.2.1.ROS 5 “[mis”

LERR R 2 S8 ROS KEM A, X EHES “MR” FinZilz . SEK ROS FHiffi i
YR, S0 A PREE R [28], IR AR S T BRI RGBT 7, FRBOIE MR, (R AT R [29],
SR “MAT AN o HERR) ROS & P e AR LT 4N ARAS FE 6 /7, REMatR G IA[30], X 5 e “peifpHs”
S

52.2. ZRFHRGS “MmMR”

SEARBRAA BRI 55 231 (DAMPS) Al 00 L A B A0, 5 30U A Dh RERREAS [31] . X 5 &
B “AHAGE” B FEAE L. HEFURILB2], WE MRS P 2 R A ROy (A FH 2 1A 48) P e
AN SRR D REREAT -

gR b, LORiA B WEThRE S H BT S EUR B ALY AU AR ThBE Sk H BT OR L S L
WAL, KR CHF FRHL

6. £2F “SMER” HEiLEELNFBMaTT CHF
6.1. PEHEEILREFBRREETIER

NZ 52 Rl Al ] PINKL-Parkin S/ G (2 i pAcsd B 0, 360 20 O LS B QI [33]. 2518
R [34] 0T DLIA ¥ i S A A S TR DS B 2 Ay JLUE T Lo (PGC-1a)[3RIE, RIS RARE i 5 AR
B4, BEMVRIT 0% . 45 R E il s AR I . RSy ATP & &5 EH DARI O VL4
M[35]. B& FIRANS MR AL, TRE G AT SE LY, WP S o P2 E[32) 08 2 5 2k AR T4 55

6.2. PEEH LR BRREETIER

BN SERARWI[36], A L7 AN IR 7 BE 6B iR EY IR IO 2 1 e A P Il A B
T3 o (AMPK/PPARG)(E Sl AIRIE, (et 2ok ad:, SOl pe A0, Bk cies
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OIIfE. BETENBTIRN, QLLBEE AT DL I SR O 7 5 K RO LA ROS A7 A LK %
RERL A IZVE A e SL(MPTP) (R E N, MR 2RI AR DY RERRERT , SR LR . BEAN, 205K AL
B RO R S MUURL S5 7 77 [38] 7R RE S R 42 LR A4 S AL ML AT U6 18 k0 70 838

7. [BBRY

B “SUMEAR” 5“2kt Uk LR IRIRA —E R TR, HEERR 28U T8
I R I AR R BRI O3, PRERIKAR R, TR 2 B TR BEIR A 2170 T 48 U B IIE, B= 40
M- JEEE - ThEE - ER” SR BIEEEE . teAh, TEIERRSRAEYE 2 N A FSE, mE. K. 2
Oy BEHL. XOE . RGN T RO “ebritE” . PER 2T AR TS A AR E AR

8. &g

T80 3 e — PP R IR SR B A, AL & 2 2 i R B AR A . Bk ih B A o 4
LORLR BRI I SCHILE, FEO I FEE IR A R b e R . AR B RS R R REE A
BRGNS 0 Th E K R A

TS “SMEAR” BEE A BEAARLSAHHIER 6 1A BN G J3E30, 5 BUREE 22 2RI A D REFRRST
BISHWNAERR. 7 WAERMIIRE SERRREE R YIRS, MR KRS 2R iR 10 47 3 50K
AN LA B PR R RS ARS R o I FLAR B A1 A 2 T 2ok i B W 5 A2 0 45 F -1 i 1 4%

ARRIIBIE TN 23— 20 [ W ZoRE AR B W FRORS 4R AL, IR AR R R BR 1 70 TR S 2k,
B R SIS KT, AT B A SRR .
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