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Abstract

As a pivotal mechanism for eukaryotic cells to eliminate damaged components and maintain home-
ostasis, autophagy dynamically regulates cellular fate through three forms: macroautophagy, micro-
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autophagy, and chaperone-mediated autophagy. Autophagic activity is precisely regulated by sig-
naling pathways including mTOR, AMPK, and Mst1. In cardiovascular diseases, autophagy exhibits
dual roles: during early-stage heart failure, moderate autophagy delays disease progression by
clearing damaged mitochondria, while excessive activation disrupts autophagic flux homeostasis
and exacerbates pathological remodeling. Myocardial ischemia benefits from protective autophagy,
whereas reperfusion-induced ROS triggers aberrant autophagy that aggravates cell death. Diabetic
cardiomyopathy demonstrates dynamic changes in autophagic activity throughout disease progres-
sion—early-stage autophagy inhibition alleviates fibrosis, while long-term enhancement improves
mitochondrial function. In doxorubicin-induced cardiotoxicity, autophagy manifests both protec-
tive and toxic effects. Current research emphasizes the importance of autophagy flux homeostasis,
but the interaction between autophagy and ferroptosis and other non-canonical apoptotic path-
ways will provide new directions for future research and treatment.
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1. 51§

H W (Autophagy ) & FLAZ AH AL Tt 72 RS X0 2 R 465 ) P 151 Wk s 0 30 1 [ A A L P A2 400 B T ol T 28
SR AR, R AR AN AR A B S BN . AR Rk T SR AN R W] oy =R B R
(Macroautophagy) & i il it 5 WA G IR I 5 T B A b & 58 i, 3X 2 H T scoRiR AR Tl
Hl W& (Microautophagy) & fi5 18 i ¥ B AR I B 32 N e R s 1T 20 1 A48/ 5 11 B W (Chaperone-mediated
Autophagy) WK 73 FEABRR MR A &6 1€ 7 41 B R R B IR 08 I AR . 7EAEFDIRES R, B
W 3 E R AE SRR K AHAT RS 4ERF T RE . 202 B0 AL R AU 281 B Y o s B 2 AR I
W PR 2 S 3 B 5 T R AR R R o EARE R0, MR R A XA AR 1 B0 nT PR 1) 4 i
AL MU TS, EAE B AN R s B0 S OL T, S A] REAR k4 i T L IR AU AR T AR
WETERE, B WRAE OO0 B R A R B SR E o AHIF 78 Z G0 1 3 151 W £ o I3 v (1 T 4% AL
il LA SV AE IR T I AE -

2. BEHEXESIEE

H O I N AR A I 4E R K458 HEAE, 52 M E Sl K.

1) WFL AN E A A 2% #2251 (mammalian target of rapamycin, mTOR )& — S 57 [ 2 R IR/ 75 &R B A
P, @I mTOR E44 1 (mTORCHFI mTOR H A4 2 (mTORC2) i FP I etk 5 &1 R £ 2
EMH . HH, mTORCI 5 HMEIRE R RENEY), BdBEEERYR. A RKETHREREEES, h
VAT RS A ARG T AR AR AS A B RS OC AR F R . BAT F , EE IR AR KT, mTORC1
T BEER AL WA 4G I SCER VRS UNC-51 PRI 1 (ULK D)A0 ) B WA s 107878 7R = BUSBOIRS T,
mTORCI & PES2H0, T ULKL EBERRAL, MIEs B[] [2]. Bh5h, mTORC2 Rl MR 1L &
H¥EEE B (A FLAIA T R 20 FREER 1 (Mst])3E TN 2 T (B Eesem 3 gt RE (1],

2) AMP s & F I (AMP-activated protein kinase, AMPK) /& 41 ffl G S AR S A% O R4 R+, Hyg
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AN ATP/AMP LU Zh A0 TR RS i 1 4% . 24 RE 268 330 ATP /KPR FE AMP 2RI, AMPK
ARSI R sh. 7E A VERSE S, AMPK @ R 57 s0F Y AR H—, AMPK JET#RIL
SENTERIL Gk 2 (TSC2)fR it HaEAL, Je& i #H] /N G 25 E Rheb 136V f1A) 4% mTORCL, AT
fifbx mTORC1 X HBEHMHI/EA; =, AMPK ] HE:B Rt ULK1, {2 ULK1 )\ mTORC1 & &1k
fife B9 9T F BWRARTE B[ 2] [3].

3) WHFLBhY) STE20 FEES 1(Mammalian STE20-like kinase 1, Mstl)/& —38 22 & 1R/ 75 & IR & F I ,
LTS AT A SIS T 15 5 R MR O - 8 E W R 45 R, Mt Jd i B R 1 11 W DG B T 3% 5 1 Beclin
1 BECND)RIEMEAEH: — 51, Mstl /51 Beclin 1 R IG 3 H 5P T-HE A Bel-2 45 &6 /7,
I A2 € Bel-2-Beclin 1| E-EW4M HWRAATE NG 5—J71H, Mhasi G S A A Bel-2 S5{EMTE
FI Bax IAHEAEA, 20 Bax HRMIFRIS AT @S . BFFREY, ROt , SR
IS Mstl,  $06] E LIRS SR TR, AT IR UL RRAE T [4].

3. B L HRBTIFE(ER

iLa J1 55 ¥y (Heart Failure, HF)F8 0 I TC 155 B0ZE I LA WA 75 R PPIRAS . FAZ O MLH] E B 2O
ISR BT Ik ThRERR AT, PRI AALIEEA L . IREM RN, AWRTE HF HEFE R 4% B 2 AE
M, ABHBANHRAAAES . — T Fida B BWEA R T HF. Nakai 5FIAKIL, J& 7778 S i AL b
o JULZH PR PSS I, P R S AR ZRR AR IR D AL AT , T IE SR o3 R [5]: MY SEAFF 5T
F] Mist] J5 PRI R B /) BB I 1 o R e, 3 G O UURE SR S O I A A D RE RS (4] HAh, FER'E
FRRFESROUGERAE KB, Atg7 JEFEVUER S8 A WS, A O IURERR RS I, 1M Sestrinl
It FIAiEIE AMPK/mTORC! 155 Flrigo B W, #dil O WUAE SR 1k 2E[6]. T SA S8t 0 id i (i FH 3 W i 5
FUSABE LR R F W, DA R O IhRE[ 7]

SR, A —J7 T B W FE S I8 i HF 2EfE: 75/ B O3 /N R A, O L4+ Beclin 1 (13
FEFRIE, IR 7 WUREE M SR 8], ML AR 2% ZBEALEE(HDAC) Il 7738 ik 01 fi1] 15 e A 2 Ji (R 5%
K, AR S S (PO N RO LR, el DA IhAE[9]. Li F 2542 1/ ROC WL SRR B R,
P S B R RO JE R N RS, TR T EE TR, A Ol R, O U R
TR [10] .

ZEERUCN, TEO RS, BWEENRENLEIES, £ —ERE DR ER: (HRRE R
TRIERE, B R PRG540 Mot i A B ek, TR E o LI JEL s I HLad BE 1Y) B R IR 1 B Wi
[IFAE, B0 T B R S A 2R AT 5 | S A MR T A B ) R AREE MR O R . X — BN AP
PRI R DR PT R 0 30 I I PR AR A2 1) ARG AR 1) S YT 1

4. BREFE S/ EE RGP ER

O LB L% 5 0o BT D DA e DR 30 fok L 378 /0 sl H e, AT 5 B0 A S0 SR SR R A S S O AR
WL A AR IR B KR PR PR L AR TR B AR . S IR LA N, I AMPK (55
Mok 5 3 AR T . AMPK BRRE ULK1 BELFEEHOE B WEAATE R,  [FIR 0] Rheb/mTORC1 15 5 Flifif b
FOOF B R B S R A (3] [11]. ARFFUUESE, e BN e RE AN A S PTEN/AKT1/mTOR 38 i 14 56 5 Wk
T, B DX LA R T S AR [ 12] 0 7058 08 1k Sl o RS o, 3 3 P AR 7 ok A2 A R 2k
A, BB RD T T A 13] [14] BEAME SO AR i, A1 EE 1 25 AL YG YT 5, @it i AtgS/Atg7
Fok R E R, A GO WU SRR RR AR/, TTUER AtgS/Atg7 BRI S Z RS N[ 15]

PR B ERIRIT . &R RSB N AR B T AR ST S MO WU MR R A 2 Bk
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SMPFAES, (BRI SE 5 2 SEGSHEAROS) W RESIBE, &5k k. T | 2305
VRO AFAE: Beclin 1 75 ROS {1 INK I FEHE N BERIE, (2 4f A WIS B AR 53], YuP %5
Wt 22 B K RO WULBEZER A LC3 11/ 1 Lefsl, Beclinl, Atg5 Al Atg7 Fik¥yTba, B EHAHG O
JULEARL, i FH A Sk Ak 2 P R ik WA B, e 28D O LA A T2 [ 16]

M2, AR IURESEER I 1, AR —FaE N RN, O LB A AR A B A AN AT R 145 4%
RAEF R VEVE R o T 7E P HEVERY B B WA AE A S USRI AS B A, (FOA B3R 2, (23t IR B
It e R R T e R /R S AR R O WL AR T, R A O E R AR

5. BEESHERRLALS

PRI Co UL ' DA B PR S8 i B BOUME I SOE 2 —, FAR L0 e JBe B AR pL . A
I I 2 L S R i B 55 2 R R D RIMEF o AR ERZ M, 00 LA LT 4 A AN Zobi i Ty e 25 L
L RUREAE . UTEEORB FCIR7R, B WIS B0 5 SR Co UL A JR s DIAR G 78 T R PR /> SRR
T B B AR R R, DA B AR L Y I A 5 0 B 5 BRI 175 vei IR v B B 3 A0 o R O
N B IR T RE18]. (EATERRRE, £ BENR IR R (STZ) V5 T 00 1 BB i KRR, A4
H WK T B BB, MRS 1,25- ¥R 4EAE 3 D3 Ji5 r@ I ] mTOR {5 5@ sk Ll |, 724
LRI RLI[19]0 SR HARBT FER Y] Beclin-1 FE PRI 54 A 3 D AR 0T S5 710 00 Rl < A D% 0o I 45
P3[207. AR AR R FATT 75 OG0 E W R I R ——FEVE ST STZ 5 588 IR Lo LR (14 393617 B
(1 AP, 0] E g R G O A RE[21], MR ] Py (12 &) )id i 38 5 1 7Kk ~F ) DA e
OWLEFGEAL[22] (23], VLERTTTR], BWEThREAERE PR P Ar eSS A2k, AR FI 7 i Gk (it i
FE SR RE IR -

6. BESMERSBHOARG

B 2% 2 (Doxorubicin, DOX)E A WS HT M 254, FLIm PR R F 22532 IRT- R 2 M e O it . A 0T
FRM, DOX It 7 AR AL H] AR FE K 7 GATAS Rk Lk VAT S, ARl L4058
To. 1M GATA4 i KA FES SN0 5 Wi, 53 mES DOX SO NIEEHAIEH[24]. AT HE
HABB 2 WA SOW A, Li DL 80P 5848 1 DOX Alifid mTOR 388K (177 =X ELEE 1 O UL A 1 W7
[25]; BartlettJJ i 723K B DOX eIl I T %% 5 K ¥ EB(TFEB)#RiA /K, #—P 40 AW hae 32t
OUAMRIETI[26]. 4 TFEB K-PHAMEMERE R, B/KFRE, 7TA K DOX gl &R Ll
[27]e XML _E7 G R . FERT B R A SR ORGSR, B A A SR ——BE ] B
VE N PRARS DRI A HEAE AT BEAERRE 264 N (R BB R 5 .

7. lREE

AR, Lok B EATLAR AOF 7 USSR B RE R, #8717 LA O L B2 B R P AR O IR AR
SRR I R R T B OE R O I EBORR T AL QDR SR, B R OCBEPRAR: A fTRS HE AR
BEAEAE N S B 3 & T CBGE AMBLIRA ). AT B AR e O IS HH AR BT JE Rt —— Bk
]IS BR A A A A ORI R, DA 8 LR I T I BE G I Al R RE PSR SE, XA ey 18
X T AMOE BRI AN E R, Eilk—b, R AT ERS ST, REER 5%
FETT. ARSETSE AR LA TR AR AR OB, TR 2 TR S SR R 2 RO AR R FEFRIBT T 17 o

&E 3k
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