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Abstract

Autophagy is a catabolic process that degrades dysfunctional proteins and organelle, which is
closely related to the survival of cancer cells under treatment, metabolic stress, hypoxia, starva-
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tion and growth factor deficiency. In the context of cancer progression, it is worth noting that au-
tophagy is considered a “double-edged sword”. Triple negative breast cancer (TNBC) is a subtype
of human breast cancer with one of the worst prognosis. The main treatment options for TNBC in-
clude surgery, radiotherapy, chemotherapy and systemic therapy. Despite recent advances in che-
motherapy, 40% of TNBC patients develop metastatic relapses and relapses. Therefore, it is ne-
cessary to explore the molecular characteristics of TNBC to identify alternative targets for the de-
velopment of new and effective therapies. In recent years, autophagy has gradually emerged as a
key role in the development of TNBC. In this paper, autophagy will focus on the midpoint, the role
of autophagy on the key targets of TNBC, and explore the therapeutic method of using autophagy
as a new therapeutic mode.
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1. 518

R — i E B AR AR, FEAE ISR NS A MR A A A5 % Aot A B BRI A o
EREIE (L] BRAERTFCRIT, A MEAE SR - s T & A €, FEAS R 2R R AT A AR Bl e
AR, PR TIEE W DOE R B2 R AR &%, TAE SRR R IR E 9%, T 5 5 F O AE K
RN (8], (e SRR UL E SN T IR B, JFSCRE T SNSRI R A AR . E RAE S R
Wk TEFRT A WA E A RERAAE. —J7H, BRGEEERAN S E RN, M
PELLZA0ATT, AR IR A A LT 7 MR AR 7, AR R e it e S Ni[2] . 53— TaTn, — B
eIy, BWE AR D R4, B> DNA 4510, 8 5 40 A A7 S MR 0, 38 T 4 R PR
FERR AR RS, RS-SRS R, I B DR NG T 2 255 [3] [4]. — &5
HL1A) H AR O R E B E WA BN T S YRR A I R I R, i S BUN 40 5
73 H WA A T B TR R A

FUBRE RS A T S Lot b e WM 2 — o AETP I, FLBRS RO R B T FRAE LA B 0 o
HEA S —[5]. R HATALBRERRIT 77 A2 e, (LRI I AOR R RSE T R R . BT 770
AR, Hrp =PRI (TNBC) KA YT S BAT Bkttt , BUOSHITA bz 7o 75 R A PUd A% ,
WS EEIM 5 A R, — IRUR BZE[6] o BT BRI TR AT BLR N 1 00 1 7 1AL,
I H I AR 2 W 780K B i@ 4e 5 TNBC FUBER I R K .

2. BRERIHE

B 0 e LR I R 5% v BT % 22 » 48« # 9% (Christian de Duve) T 1963 4 7E ¥ filg {4 [ brox i b4 kiR
HH P S 1 3R L SOOI P Y RV A AE , A WRAR R AR T 2 A AR 2B L I A 8 A 5%
AR R R R S TE AR W MA T DU BRI, A S VARRRRL G, IR B R T B[ 7] . X
AT 09 B TR A AN AT LA 247 0 7 DL R AT SO 18] A R A7, [ B 3 5 ¥ Bk 2 40 B 1 0 R0 400
A5 DAY R AN A P A 5 B T (8] 1 W A TR B A B A R A T AN B s AT . MR ThRE R A
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5% Zpana o, AFREAE]. MERAR[10]. SEMARR[LL A Z[12]5%,

FNHACALE, AR TEAW. MER. a0 S B =M EEZN B ER[13]. BB WS
JEL 5 R /N EL (R A 1 W /N ) 4D P A 200 L BT ) B i ik BV i A, 122/ MBS VR AR A 6 T J 1 A g/
s, FEYUVHCRAS T, 4uinT DURI A B B WOk B 2 R ECH 3240 40 0 38 K 4 Rp A B A& [14] . TERLE MR,
U 53 38 3 PN I T T R A I B R A B WO [15] 7R R AR A 5 1) EH W (Chaperone-mediated auto-
phagy, CMA)H, ¥ 5 IE AR Z RSB FHOCE S 1 2A (LAMP-2A) R A #4525 1 (41 HSC-70)
TERE AR, BEVERH AR S IZ, SRR AR AR[16]. E W) 75 —Fhor 28R AR £ B Ve A 5k
ZE AN Wk 0 R 06 e i B AT AR R WL A W KB S50 . — 5T, A4 K == AR A B T
M RAEARERE AW S5, XTIEREE B R W R A MRS B A R I AL A AR T
B 3ER0E . A T R R YR A A5 [13]

MAEZ Fdl, BWGRABANEORST . BREENIEE AR, HESA. BRI
H R AR 5 T B A IO He i WA PR T W A P 2570 o A PO P 5 T LA 55 DDA G R A IR R [15]

W B IR A A — PR I L], ROAAEARIE, 7F 40%~75% ) NS FLIRSE 91 S0 AR 51 IR
W, R [ R BECNL(ATGE) SR L R 5 2k [17] . IXSL4RiE# BECNL fIA B IR 1, BECNL {7 T
et fk 17921 b, 5 mpEERE LIS 1, FRMEFAMEBRCALIEF L. AW FIEH BECNL /&
N FIERE %A RATBURE BRI E AN — AR i ) BE R [18]

3. MERME=FAEIRENHRSMA

LT 2 S R AR SR PRI, s R _E 32 5 %2 4 (ER F1 PR) A HER2 (ERBB2)IR 2 70 Ay = Fift 2 Y 7 .
WERZ A% ER BHPEAT PR B, #4053 24 luminal A 2470 luminal B A2 ; her2 FE: : =B 14 F B (TNBC) [19].
= B LA LR IR B LR 2R A, IR AR YT TNBC JE#K[20]. RS TEIETE
(R L2 T TR RS T R, (HORSEME, TNBC (IR S: RAIRIR 22 . fihig 57t Jof 1ok A ok = ZE b 6
VIR R S BOA T T 245 A5 A 1 — e A5 DR 9l ) k[ 2] -

ITAFRICT F W AN TNBC P 5102 TG 2 o 1 W6 35k DR B 1) Y6 97 1T R & PR TNBC BV TE 1R YT Sl
AH G AL s FA Y, 72 TNBC 48 A & B0 H Wi 25 1 (W1 Beclin-1 1 LC3A/B) I 2K iA[22], LC3B &
Fik GEAEAAFW[23] WRESE R AR A 5E[24]. T LC3 A1 Beclin-1 JE P AT 06 (50, 5 240
TNBC #8140 M A [25] BTk TERL. AR ZE[26], FH-FHFAMMTIEIN[27]. X LeH izl 2 8
HWEE TNBC e i A (Rt AR PE A .

ML L DNA FEAL 2 —FPHIEdE 78 7 00 02 338 i ed 2 AR PR 2 LB A AL, B0 Xk P g 41 1) 22 B
i) CpG &y )38 T HEAT 3L, MEHRIADIER . KEIEERY], 45 DNA K H AL s H 7R N Y
KWL BMHSE T ANER R A[28] [29]. DNA FIREHZEF 1 (DNMTL)5] L DNA & LT 1
FWAL 2F AN /& TNBC i & AE IR IR 2 —. DNMT1 F£ik 577 R Z M2, HIE TNBC
WA RIE, 55T TNBC 1R B RE[30]. C4IESE NMTL £ TNBC H S0 ThAE 45 ER 3
T AL (st BRI B EMT. 40 A E WA E T-41 R (CSCs) A K [31]. A B FAESE FOXM1
J& TNBC i EZ M BUmER 2 —, ATMRMRAE. BHRMMZ) . BFRKIS FOXML 54450 2
H W8 [ Beclin-1 1 LC3 FIREH B8 F45 6, RS Lifi¥ LC3 M Beclin-1 HI3R1A[32].

BT EREPTX) AT TR 2 = BV L 1 0S8 . SR, ¢ LAg] A4 7 it 245 PR AR B A1k
JYROCR R, BTG A R[33]. FEE AR E M (GIN)EJE 1 R i 25 7 T 45 /e, ErHE 7 =
FF 14 2L e (TNBC) VR YT « DA IIESE F E-GIN AHGH] microRNA (mi-26a-5p)-5 FL e Filj5 A 2¢, Wt 7TIE
52 OTUD6B-AS1/miR-26a-5p/MTDH ji i /15 11 Wi R P 4 AN AR e Mk AR it /2 TNBC A3 AZ BT 24 [34] .
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X TNBC A& 21 24 PR A 58 2 B JE 9w D RNA (ncRNA), 4551152 microRNA (MiRNA), KIEZID RNA
(INcRNA)FIFRIR RNA (CircRNA)Z 5 K2 % TNBC i 2514 [33].  CircRNA 7E il & A R ik 1t J o i
B T2 R0 BT 40/ 2H 23R S Ao BURs PRk DR (19 73 74544, circRNA fEVF 2424
AT REEAA T ThRE, I ER Lh 2RV R S b AR 12 WA S EORTTRE AL WFFE ORI circSEPTO
AI R4S miR-637 A7 LIF SRA FFI0E LIF/Stat3 15 5 i@ i, il M T 3 R 20 TNBC 1M A A= ik
J&[35].

4. BEHIRIF S M EIATT TNBC X

A2 45 45 20 BLIR FE S B W 700 TT BE 2 VR TT TNBC I —FhBT e )T 56ms . AR — 12 DK
A, WTLAEEAS B IR Bl ] Wb O VR 2 B T AR, IR IR TR TT RRNIE AR

S (CQ)BE FHVEME I B Wil 1), JE I R ANV REAR pH E, A FH B AR R A A . e
e A I A 1 6 A5 (1 P — ) B AR R [36] 0 W < S N3 I U (CQ) A 5 IR 2 A (IH) Bk iR T
TNBC 4 f A AZ fE /N B, 1 OCIESE CQ Ja i #iih| A WO B PE I 58 T HI 15 51 TNBC 21 i 26 ki 4
ZUBAPTI[37]. X MDA-MB-231 4RI F R W], HAaE e 5E EAa A AmEER, ZFKaMH
F LC3B-I1 1131k 7K P iy AR AT — e 24420 [ 38] o AT 9t 711 S [ W 41 i 551 1 3-MA 1 Baf. A 3 i ¥ TNBC
T ) 2 A TR i3k 7 I JE A B B A AR F [39] - 46 T4 5 1 W41 1) 35 AU AT 32 1 DA B B — 7 RCAS B
3, X S R BRI R R AR AT, 7R SBP-7455 X TNBC 41 B A 4 i 8¢ vk, Wik Bt & PARP
)77 BRI JE AT BRI K TNBC 48, 4297 24[40]. AW FE W B W0 i) 71 5 40 5% 25 4E — € ELf]
NEAWFEER, FFR TABHKm R B A2 H A 90Kk, SEIRIESE A NP fE 5% TNBC #7%Y
HOIRTG TSGR YT A AR [41] o IX LSS B PR BT STIE B 1 X 28N — AR [ WRAD IR 0038 7, P RERE S £
ARIR R = A RO BB, T 52 1 B8 4 1) B W S R R B R R 97 . RIS TRRAK R GuX BRI T
— PP T YR AT AR 38 57, T IREIT R MR T MRl A TR T 1 E 2k

— LA SR DA R A e Ho A 2507097 TNBC MRS B B 7 — S il i . 0 78 R I 3R L)
OSW-1 B #HT TNBC £, @i PI3K-Akt-mTOR-Beclind i 47 S 4 M 40 14 [ W, LI (1 s . [7)
i OSW-1 FIfi 25 25 (DOX) B & R I R i I P2 Re J1[42]. SARIAMERT DL i EVALA BIZRIA K85
HWEAIR T, #t—Dm TNBC 40 EAER, 25 3-MA BL ATGS FEum (A B Waid 1) Bk & 1
FHRE, SAEMEHVA T RUR AT B 2 PR [43]. SANT A& — Rl AL b S 253 UGS M e/ 414, i i AF &
Pt 2 1k = [ 1 L M 4D Wk S A 0 e g A R A L A il [44] o 1 MRFE 3R SV TT R . S IR LI A7 i
M EAERE 1. BAEYTEERIRIMEEY) O & OB E YU A1) KR 2 —
5. 457&

B2, MT TNBC MRV HAR &M RERILE, TTAOHI. ARG R0 B AT
He ABORGER 22 (R IEE SR B WA AR HE R Th A ORBEAE T, RRAT T REAE TNBC [Ria 7 Hh oy e fe it
BT %
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