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[Abstract] Breast cancer has become one of the most prevalent cancers among women worldwide, posing a significant burden on
their health. Current standard therapies are often expensive and associated with the risk of drug resistance. Drug repurposing has
gained increasing attention as a cost-effective and time-saving strategy in pharmaceutical research. Many drugs already in clinical
use or undergoing clinical trials can be repurposed for the treatment of new clinical indications. Based on a comprehensive
understanding of the mechanisms of action of these drugs and the pathophysiological processes of breast cancer, researchers can
better identify drugs with potential anti-breast cancer properties and translate them into clinical practice. This paper provides a
review of the current research on repurposing existing drugs for breast cancer treatment, summarizes the mechanisms of action of
these drugs, and discusses the challenges associated with the strategy of drug repurposing.
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PrAs G H . ATz AL R 25

B R — B K HA AR KRR . i,
WFFEFATN “Z258 " 2GR B W T, E 258
WK N 2O, R B 28 By e AR ST I PR
R A ESE7/)EE I et D )7 SEANATIRI U S e 247k 7/ fwl
Sl 1R RHTA T I AR, P e B nT R 24
sy, TRV E N TS T 4G, AT
0 IO R R A AR P RO R R R
TR TR RUAS AR IR R RS o2& 2458 A i PR
FIFAD UL, WM BRI RRAZE T PELIBE . 7
TRAEVGI P Il Sk T AR A B BRIG YT 2R AL
24 Y L S5 L AR S I TR 4 A G ) LA UL
HRIEE T I 2, A A Ak B2y LR R T
B I AT 0 26, LAY O B 22 28 2438 AT 2 4 43t
2%,

1 RESHEMNENTNESY

1.1 Sl g fi B i 25

LIRS, e = BAPEFL IR (triple negative
breast cancer, TNBC), HAKmEMEEN, WhHk
AR, BT, A2 B8RSR
RN, AT SO 25, S

SN S — R UG R 2y, i I A T
T A 11 o) 5 70 R ORI ATP AR i, T & 4 9K LA
o Britbz 4h, Um0 fe 9% T 8 5 Woy
B-catenin, FIMMEHE XL EHE S 1 (mechanistic
target of rapamycin complex 1, mTORC1) . & RIEH%
A F-kB (nuclear factor-kB, NF-«B). {554 SHMEL
S ¥ 15 A F 3 (signal transducer and activator of
transcription 3, STAT3) ZF7E N Y 2l 55 Jib g 144 5 Fi
REHBMENE5EM, EEPUREE . A
FE TS, AT RERS I ] TNBC 41 P NF-xB |
25 [E BE Z K B OB WE fk B 7 (steroid receptor
coactivator, Src). mTOR I STAT3 2515 53 1%
SUE A B (epithelial-mesenchymal transition,
EMT) 75 B 3L IR 8 98 i T 48 8 (cancer stem cell,
CSC), il TNBC ZHAEAYHISHE | (RAEMIFHS

HAUfii/~%-6 (interleukin-6, 1L-6) J&—FhZ T
REANML DN 7, HA e MR Ande /8 . BFge Y &
B, IL-6 2 [ TNBC 41 i i E-45 2 2 1 B9 & kK
S, BA S E 2K (estrogen receptor, ER) BHE
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FUIRE A 1T R AR 2208 ), J5 S AR iR i A A
EMT it 2. Ak, 1L-6 i RE BE PR P47 25 0] 72 140
ffa 5 FLARJE CSCHIEAEM, P CcSC AT H .
K, #0n) IL-6 AT e A #2 T LRI RIRYT o FRERIHT
JEIL-6 2RI e Rk, TR T R RUBAME ST 4
EPIR . IRNANER SR B, FEER PRSI
FLIR I 40 M N TL-6 {5 53l B i % 5, # TNBC T
KR Y T BRI, HRTARIBITRET
R A FLR L HUIR YT L FE 1 TNBC 1 ER B FLIR
e 11 IG R1LE: (NCT05846789)

1.2 R R Hi 5 25

SR ] o RO A A PR 5 e J IR TR AR B
hnsg g kR . B, BUARIEIR ST IR ) — R RS TR
Felg, VFE2HIRZIYWPTT R THUMEIRYT

VERZ MR AE SRS HT R 24, B w] DEARXS i 1)
BV — BRI A . AR Y R, bk
JIR FH Bo] ) DEAACRT LAt 2 s/ R LM, R R %
& (hormonal receptor, HR) FHP:FHE I 9 KUBS: . H:
PR ) FE ZEHLH I PR A (cyclooxygenase,
COX). COXBfAEA: NIRIRIL AL METIIIRZ , Hio AR
RV T, PR | REMITRE, JFE
T v ME U ZR K T o BT R] DROAKR AT DL A AR B iR
PR

COX-2 2 RALMS COX Wi T, TEaHFLIR
SEETE N A Z I ERE T R M 2 VR P ek
AR COX-2 By PEPEAM I ), vl 3 Jk 49 o] 1 5
VAT RPEDIRE . R MR OAEE . PN A B 2 R
BL R TR 0 A s i g 1 R B,
FER AR ] LLREAR AL B BR FH M 2L B 98 28 4 19 &2 & KL
B o D3 —3 IL I PRAF S A5 RN R, R 28k B A
IEARSHEERZ T SO L2697 (RFRFLIT) 1
ANFREAKH T ZIK2 (human epidermal growth
factor receptor 2, HER2) [FH M ZL I8 £ 35 19 9 P 5¢
SRR N7, B R Bk E A 0O 1 T Be AT AE
JIIRA AR . S T R B A R I R AT T 5 b
7 H 8 B R B T ) AL 1 S 2 A AL, HOX &b
FLRE AL IR VR T A5 K I PR FE I LASRIE

1.3 T-ILDNA Eii 254
TE B 10 400 i 4 S A T B PR A LA R AT,
21 A G 25 A5 E S DNA Wt HL & 454 . SR,
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IR 2 T A R A e 32 BB A R A o B A
AL, KRS DNA ZHIFan 2 . Fril,
1 10) DNA & il 2 TVt g 12 B A L

IR —FhBe ki, AR 2550 i B AN R
MILRE. WREERLARAS, FLRTdl e A sne, Y
TPERGE; mWREERT, FE i bE ik DNA 1) 5 RS i
FLADH DNA G, SHEATMEIA T DA I Ry 3
RIRYT ) Z T IR R G . SR . A
BB REBIRIIIT o BB AR 367 PR
W2 5 HALZG W, 0 CAF R (BB 2 3%
Fb A2 /S-FURMENE ) FITAC E (ZPhIe/Z L A/
B R ), A v e B OR T B s 1 Bl B AR T AR
AP SR, MR —Fh AL 2 Y, PRERmEN AT
AR, WAL WK i BEmE
A O NETEVESE o ARRATY R KT ER B I i A T IR B
5%, VAU BB SR 5]

L4 HUIAT ERE 1F 25

A8 A S IR A . SRS RN A R Y E IR Bl ]
£ M TR E A B SRR
I, BliE RAFA IR MRS . K IR IR SE 1
I A B 9 SR R v A Ak P e, B
L6 ELAT B4 A BT R 8 24 ) B RE X FL I R HER
SPVERT .

PPty RS — R ST B R ) . E TR R
Rt R, EFE AT A IO i R AT T 2 R
WA AT FHWT Hedgehog =i fi% - 4100 il AEL[#]
WEfE 2 B BE 1, DR AR B M A A A RN
— IR gE 2 R, O B ARSI S A N B A K
¥ (vascular endothelial growth factor, VEGF) 3
IRAYTTER ,  DASRI SR AR Y 230 ] A B 248 B 396 2R af
IR, MmN A

PO Oy — R SRS 0 iRokE 22 24, REAE IR T
RN R VRN . AL, P8 % ik BA Z R
ik AL S, ZAW RS A A T,
TTERK A5 S I 1 1o (hypoxia inducible factor-1at,
HIF-lo) Bz HCR 88 A8 P B AR IR (vascular
endothelial growth factor, VEGF) BJFRik, W55 M%
W B4 K ] F & & 2 (vascular endothelial growth
factor receptor 2, VEGFR2) . % H i B (protein
kinase B, Akt) FIAEIME SR IEE (extracellular
signal regulated kinase, ERK) #Biffk, #ii| VEGF i
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FHIN B AMERS . REEAHTE MR, TR
R TR (I EV R T 25 Y

2 {EATFREZENSY

2.1 SEEUW AN BETRE 0 25 P

Jie e 240 2 ok I G A A P B 114
AR i, JEE S B 0 0 B AR SR AE
Wy A K R R B T E AR, R e G
S Ao A B A TR > — L T S
JOEL 0 s DA Sk 5 T8 BRI 94 B P PR AR 550, R LA o]
FRICIRIEAS, D IS BRI AR T R P A
e A ok KL £ B BR (geranylgeranyl pyrophosphate,
GGPP) Flik Je it fE 8§ i@ (farnesyl pyrophosphate,
FPP) 7E 4 il N A & 5 2 B (% . GGPP il FPP &
Ras. Rho A. Rho B 45/ G & [ /£ 4 M 52 - (% 22 fir
o, X S RS Y . P T AR D
23 BH Wr /N G 2 1R Ui Ake. B S UL BE 3 0N
(phosphatidylinositide 3-kinase, PI3K) . mTOR,
ERK % Z R 5530 %, 300 o 40 i i 15 5 . =58
AER It L T 2

FAMTT & —FP R IR PEMT TR . F AT B
A TNBC 40 fE3E 58 FaE %, f sk [ mErn i -/
PR 270 ARG 10D PRAFF e 45 SRR B, 4 R i 1
ARSI = AR Al 7T AT A2k HER2 BHPE J5 348 e 90 2L A
T R Y B R i R MR BRSSPI AR A 7T S
Fy—FbIT 225, — IR A 50 51 J5 A P IR 1 L
P 8 B TG RIS 45 2R o, FARHT K = 1)
BTG AR AL TT ¥ AT LASE 2ok 80 5 400 e S 30 25 11 D1 FR i
TR F p27 A9k, I g 240 fry 3 o 7

2.2 BB ANRZ R TRV 258

[ e AW I e P N 2 ) I ES 7 A G N AW R
SIEHE AN 22 f0R D B AR T 2 2
Yy, A SR B, BH IR 405 DNA A
TN AIEAN B . DF9E 2 &P, 1E luminal A%, %
R R A A | HER2 & £k 5 J2 TNBC % £
FhZL AR AR, 22 SR B 34 AT LU ao B IR G Ak
I | A5 B3 T AT 7 S A0 725 S 4T ) £ 7 AR 3 1
oAV 9 200 L R 3 K

HHMENE (nicotinamide, NAM) & iR B 7K ¥4 1
FERIE S, AREE T WA, Ayl AR T e e M
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#OR,F

W — ¥ # BR (nicotinamide adenine dinucleotide,
NAD) MRTAR, FE 2 AR A5 A A ik J5 s I i
SRR LA BV AR Y IREE T NAM X
TNBC 4 fg 2 A A AL wi R A FE A2 . NAM fiE
LA S A9 1 7 20T R AR AR B G W HE 1 R A K
-, I R AR AL AR 5 Hi 437 ST TNBC 200 it 174 48 fh 1
FRAb ARE AR AR, SEITHI ] TNBC 41 i i385

2.3 YA T AN ORI A Y 25

TSIz N 2 BB PR B3R T . 2005
AL BB Y R IR SUNKY 2 B PR
BT BAT BAR A EAE U, 1 R I — Y XUICAT fig
HATPURRE . 25 KRR TR = DA N Ak
S AR, BN REEA UM

58 200 L e 1 2 £ R 10 B DA 2 R SO o
Bl figp ok P35 AL . SR AL BERR AL 08 A FLRR B R iy
fIE 0 UK LA BEL T 26 % 38 2 1 0
ZEW T, Ib =RRIGH R Fr e, A
il TNBC 1 ER PR FL A% 98 40 0 ) 38 g 2 e 4,
TPOBUIR D T e R AR R SR, MR A SRR
SRR BB, (oA ARG 38 AT P ) A S Y 24 P
LN SN SX) ) CR U RgA AN € SR |
PHEBER S, RZA X HXUINAY T LR I R L5
MEiRENSE, WA ETENLE. H
BT, A RIS 1 TC I E B P OBUIRRE % o438 L e 45
JRyo ARARIIBTTE AT B REE IO MR BEAT 70 A, LASEEE
FUBRE R AR )T

2.4 SHWEE S 25

A% H R G JILAE Jo 0 11 200 B 4 v b A
I TEA A LA M I 5 o, U (A 200 L R A T BT
MBS AZ AT =R . O T 7 AR s 58, WT LA
FHA I IE DSk B I 245 0y 01 B35 9 i 2

KA — PP IR R, AE22id il
A A J5 oK il Bl — i 3% 1R AU AT71726.
T A FLIWE BRI B (dihydroorotate dehydrogenase,
DHODH) W% BE M\ Sk & B FROA T, A771726 3 i
) DHODH 41 i m e A )i % A7 i i v X g e
MK E LRI, BERS IR DNA #5i4);, {6 TNBC 41
LS 7 AR S FE 2 W AR . R TR A S 1] 41 )
DHODH R i 15 B 119 B Sk 45 B, im et B 72 28 0 2L i
MNRTTRICR L e A0 B X by T 25 W U, AT
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2t >,

2.5 WY IR AR R R 25

XU W) — R BT S I 25 . X WU G4t
JeE VE ] B AT 78 T 9 21 1956 4F . — 44 FLIRIE - E A
ME L 52 1 e o S B 9 T AR TS, fel AU
CIEREME RSN EEHIER, FaiEsKik
104F 0 HR, BUR-CRIPUR R 28 R 75
HHE

XU I PT s Ve B AT AR v . LA —
B A 2 PP IR T A 9 4 e b e R AR 5 4 A%
&% CuET, CuBTH] 5#ENHEH 4 (nuclear protein
localization 4, NPL-4) %54 Jfi% S H R4, Wil
p97-NPL4-UFD1 ik 4%, 5 S0 40 ML ) B 22 K i
FH, BASEEMBEATET Y SRS IE T LAE
R ST LA SR R U ER] . SR A
VA 246 FL I 78 N 177 22 98 0 1 i g 26 4 240 P s
B, AT E REIRE I A M ) B A, SR
i, fESEFLARIEIE I . I, SRS EA B REIRPE R
] 248 6 983 7] 5 VG b Y R A 80 i) TNBC 248 i 1) 2E
K TR KRB R PUREMER, HA SN
B FLIR IR TT 259

3 {ERT “SRHIE” MFMN5Y

TR BE T HMEVEY) BT wk IR PR SR, R T LA
51 & DNA A 5 o 40 M 4K 451 T DNA 15 475 B 2
(DNA damage response, DDR) #Lifi|, MIELH L 5
Bk DNA $5i 45 il 58 454 DL 4EFRp 55 N 41 9% 2 . DDR
3 % R T R 2 (o R R A il o 2 ) 2 N B R AR, {2
HEEIE A o BRI, (EARTE AR, bR A A
DDR ;i f#% 11 fif 3 i FL B 25 ) 27 1) DNA #5403 1) 52 1)
T AR RRR A REFS P O N, S g A
FEEMDDRAE M, SOFREEE B UG .

TR AT ZBE R % BE R & B (poly-ADP-ribose
polymerase, PARP) il ] iF & & T2 # & L bt
IhJes 254 . FLIRJE S B 3L [ 12 (breast cancer
susceptibility gene 1/2, BRCAI1/2) £ 5 DNA XUEE Wi
B RIEEHBE, Pl R
A, Hg AR O P EOE AR R e N5 | & B0 805 . 2L
g 5 IR 19 2 2E Y. PARP & 53 —Fh 2 5 DNA &
B E . X BRCA1/2 3 H 58 7% 1) I oE 2B & (8
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PARP 7, Fiifed 4t it 7 2 25 0 & [R5 08
MURI B TR, 55— 45 DNA B 2 A2 g mian , Hoxt
DNA i 7 i ff b 1 o ' . FLIRIE W &4 S
BRCA1/2 300 1 5875 1= BEAH G, PARP 1 1 G A5 1R
U b F IR AT S AR U . E— TR A
A7 BRCA A HER2 B4 4% B P L A da 1) T DA e IR
I, SRR AT RO 2 AR I AR AR R
Ay . X TR BRCAL/2 2878 1 30 LI A
B, bR RGO SRR 2 AT R L
B, K RAFE R Y FEAR Sk, BT LK PARP
PR 5 HAFL R IR TT 2 G T, IR A
B, EAYMIAYT LR

4 BEHRE

FUR, 3 B LR ) 0 R A SE 3B AR T
B2 HA Lo PE R e e oo . A 2
RIT T S, (BRI BITCZy il ], SR 24
YRR R k. R, JF AT 202 H RTAYIa VI
Ko FHRBTENRTT RIS | 125 A4 FRE FIAR 1 A9
THEY, TEREMREIFMERAEA, B2k
FRJE s R OB A o R, ST R 25 W s — L
JEE AT o ATHRFRERETT R I P8y . AN RO >
HIEAMRR 259 . 2258, MAC 4 Bl s /el
ATl RIS B4 25 0167 T R RIE , B REAS S Bl
—FbR. MHCMKBEA B, 22908 HA & 415 B
EH . RRMIHEC SRR, KR Tk
BN, W TR A I TR AR

2024, 44(11)

N IR E — ek . B, FUIMEE
89735 SRR A W) 27 R 25 25 W) 1 A R 1 R R
o U, YT — IR B9l ARG BIERT , 2585
FRAEF i R D7 SRR BT B fm, B
P Tl L A R SR — b 25y B U A E 22
T, R B AR I R A [ RO N,
FL AT RE 7 ok W e B35 A IR, T % 2 AT THE LU
A

£ b, 2B AR O H TSR 251 e A A
AN, 2 AR 2GR A e A4 et s ] 5 225 1]
AT B B R IE R . S4B fA:
Yifs B TR, ACRENNTRFRATTN & 2575 ) 2R A,
SEREHES TG TT A A R
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