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Table1 Absorption Pathways of Common Drugs in Breast Cancer Cells
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Figure 1 Endocytosis-mediated novel drug delivery in breast cancer cells. The blue arrows indicate the possible internalization path of the novel

drugs and the purple arrows indicate the externalization path. The upper left section shows nanoparticles entering the cell via the endocytic pathway,

while the lower right section illustrates T-DM1 entering the cell through clathrin-mediated endocytosis.
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Figure 2 Endocytosis-Mediated Regulation of Key Protein Expression.Restoration of Immune Response: Enhanced endocytosis of PD-1 and PD-L1
prevents ligand-receptor binding, restoring immune surveillance. Inhibition of oncogenic receptor signaling: Oncogenic receptors are internalized into
early endosomes, leading to suppression of downstream tumor growth factors and their signaling pathways. A portion of these receptors is recycled
back to the plasma membrane from endosomes, while others are targeted for lysosomal degradation, reducing receptor recycling and further blocking

downstream signaling. Reduction of Invasive Pseudopodia Formation: Endocytosis of proteases diminishes invasive pseudopodia formation.
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Chew H Y &5 A FE Sk 291 50 Rb I % bR 40 o s £ 5 00 N\ A4
I AR RIS HR B DI UE R, B (PC2Z) U T8
R 3 400 1) 965 97 A B T B A R e D i 1 PR
PP o BTN 6 P AR F 0] T s e A T
IR BRSBTS 19 ADCC (2%, %4
AR FLR S AT T AR AL, SR AR T — N

i, UE] pez 783U MR /N SRS B Hh ) 22 2k AR 2k

BRI AR AR, (EATNE I I 4 ] P A R i 7L
JE 2T ADCC 257 2 B A a1 3o
Fy—JT T AR AR R bR e+ b B s

HEAEH o WA 1AM S5 5 1 AR,

JLF- S 40 MO BT A (1 A% 45 BRU L, iy AR e s e
Matriptase (—FilEEE () H M) 5 EGF {55 10k
ZAESLBE R, JFiEIS N s R ik R D se . EGF
{55 B e 3 Matriptase 5 EGFR — [N %, fiff

Matriptase 75 AR ME IR lieE ,  JFiE i s it 4
S EIGN AN, BE HGF/c-Met {5 5@ %, K& EGF
S EKAES . WAEAMUER T Matriptase
(RO A B T, 3 3 et 47 A A i Aok G 2 1 g M A P
ER B RE, VIR A S TR K pro-HGF A4l
AL, 8 AR 4 P T AR AR 22 e 11,

3 HamEAEFLRIE IR YT B4R A

3.1 fmkAR R Rk

ENEYIfF, Bt Cexocytosis) & — ok 4
L /INEL S RIS R, 4 P A DR TR A PR A R T R
VERAN A AR 53— A5 1% s i 14 3 ZE AL
T 5 W) LY e 25 RS VR F AN /NI

Jf A FH 8 0] 43 g = AR L YT BRI
MR . 2R oy W, MOmEAE R R B R T, A
AT E R, AFAE S A R A b . 721X
Fhruh A v, da i/ s R AR B A, AL
B EAT LR A o 0T VR 7 2R 00 4 b ) 200 5 S 1)
G GOS8 IR FE D SRk, iR ATER
T o % A o mho st e 5 7 (V) 2 AR 25, AT 43
T F 0 N T 0T, T I A B P R D L, X
Pt 75 3585 A AE G, 1B IME S B AR E LA
TR TR ML

Pt 55 P LR ()R 23 8] S35 DR G, AR DR/
T RR S RIS ) P19, fERR R A,
I JEOH 2 380 T R AG B M5 5, SR V) A 7 TR A T
B 1 S A ) RF ST RE o T RN AN R, B R R B
I AN, BRI PIE A0 IR EE, HIS576
IT R o XML 75 LI 55 g TR OO B 2, i
IEFEAE 25 52 Ve b Py A

3.2 JmkAER 51 & Wi 25 HLE] S iR 22

Jeo S 2 AR 5 . RNA FITARIAA, {2t 3L
g A0 AR AR A S AR 28 B 24, S T e R R B A
P kit o FCR ARG 50 A B T 487 FU e ik L
il RS HETR T SR AL B .

HAT, =Fiantgm b, A pn 5 o i i
NI AR 28k R R E D).

PRI 8 G P S e 24 e gk 39 5 2 6V FE AT TG
SEURE B e AR R B RPE A Y, 3 BUM R A B
(TME) 21k (pH 6.0~6.8) - N T 4EFF4H N Fa S,
Jieg 4 b 5T - SRR s A& (N V-ATPase. MCTs
), R T TR, 32 TME IR 1.
B TME 23 1) 73 441 i 1) i 1 3 o 441 3 92



1705 o SRR, R 4 A ) B S & i i, 1T
AR & B R A (pH 4.5~5.0) , TR T & 3 1 o -
TENGA pH BAE .

AR MR 7R 25 Pt 251 b R S EAE A . B
(R R -V B pH B FE X T 2 BN B K 1 5508 1)
PUE 23 CUnRTEE R [ 7 A FE PR P A B B R
TERRYE TME H, IXUEZGYIE 25 5 i 11k, MELLF 5
A, 245 B R 20 P A MR R s T — FLE N AT,
EATSTER R A E S, AT JCIEA 203 4 A A% sk
L S, A SRR, AN, Z5KE
B RENS O H R KT EB (TFEB) , R HEEEEIA R
VI E DGR 29 8 B AR . PU 29 is
BEAAR B B AN N 7 VBRI B, I iR T T g A
Mk VE R, K25 i ah, 3 mE T 25
[106]

T A B ek 7 iR 15 2 vl o 2 RO ) R R R
BEAEA . B, MOMBERUR T R AnAh, R SRR
o (B 25D o F ok, Mt 73k 8 1 g (40 Cathepsins)
Fahubtk, EIMAMISMER (ECM) , BRAKEE T 5f
T, 8 T 4 Y ) 42 2 M A RS R 1 UL AR,
L P 3 52 M S A P 25 B 40 A, TERREERIOA RN, &
it VA IAZE J X 30 o 22 2 Pl %% , I T% B K I B3,
HE— B0 M ek 3, sl R R O, SR e
7, O B FUIE W 40 T A2 5 42 28 M o 5 TS I
PRMIIE FHOG s VR TT 5 A7 R 40 PR 28 Ve e,
5T A B I 5 ) 5 X — AR R A v i A
¥/ GTP g Arl8b HUE S s T & . 1 B4 i nt:
FR 8 i 1 33 B 1 B A i 5 ECM B, 3t T 32 T4
R 2k, FE= A ALEE S, mTOR {35 5@
i AT B B RS I mTOR £ 44 L(mTORCL)
A {34 - Tk X ) Vs B AR P e e, A
i MT1-MMP [ Py g pci o PR B 5 I e Bz,
MT1-MMP iz 40K I, 3§ 9m B R KT, A
T8 5 L 4 M ) 4R 2 e A1,

FE AR RE A 70 A, [F)RE 2 B I 5 e i ()= 28
B % VAR I AR LAMPL A1 NEUL (KW [FI/E
PRJRIE I NEUL {2 {5 5 Bl A B ik 358 Jonn, Bk ol 1k 5
UK R, AT AR E S ECM, (3R 28, At
it Pk 13, 5 Bl ek 40 e L A R R b P AT 2459,
JE LT 25 P A 2 A Zhitomirsky B 28 A
Hela 4HH3EATSR50 R I, A0IT 2570 I A4 AR
SRR AV T A4 A% 25 T 3 ok Y A e
TR . X — R O POE RIS, R A R A
S5YuER G, REBIA R 41 Cathepsin D 241/
Ab, B0 R () 22 25T 245 0, SR T RERS M iR 12

2. A E AR,

Pt AN S 1 A% Gk TT 25900, KB SER K LT 2
VIR I% 0%, Ik 2 S 300 K Mok 40 i HE
T FEARVATT 20 R . 2016 4E, JLBHZGRIKEER T
M 7F 2 251 25 (MDR) FLARJEN MR /ER, 4F
R AER 25 VE AL AT e (MCF-7/ADR) X 2%
& PAMAM R ECIRZE S 1) 520 . PAMAM & — Fhm]
£ 52 A T 25 W) B RV 5 gl oK AR, (AR
MCF-7/ADR 4l ffirf, font @ hen, F2 i P-piE
B (P-gp) FIZAMZFHCEEH (MRP) t%, ¥
PAMAM-NH, i H 41 B 5, A8 5T #5040 jg

(MCF-7) 1y 60%, YA 27.8% PAMAM-NH,E
24 /INEF Ji i B ARG A P o 3P I 3 O R A B
AN 2R B, BISEIRTT R, A 18, 2021
4, WL KRB PAMAM-NH, ) 1F a7 i#F — 2 1
e, RHEEEEES (MVP) 43R4t
Hi T 0 o IX LRI AU AN T R R T 24 40 B A X
YK 215 ) 5, T T a2 T A5 5 SR e
JRix—REr5e", 2018 4E, Zhu X, & N B R RGHD
T YEGORPPRE 41 B R B 4 oK - A 0 AE TR R
TEHUH I 38 i bl R 8 FE VA 7 IR o T R
KM B MoS2, TEFLIRNE MCF-7 41 &+ idid
] B kA FH sk 2 0 A, SEE TR R A
R R T RORM, K, EAFL A REGK
L~ P W A A T DA g ) e e A B i 24
R R,

WA, 3 T e s 3 1 4 R S R FL AR SR R
MIZHRL, semadn s S5, R, Mnk/EHge
g AR A R LEE-3, 4, 5-=B§IR (PI(3, 4,
S)Ps) oA, IS (S 5 Bk IR 3E 1 . B4, An
S J & Nk T B i PI3, 4, 5)Ps/KFHS
Bh bR 41 EGFR 4 PI-3K/AKT @M, 4,
TATEAAR B 76 Rt R A 25 M s 2 E At
AMGE R 1L TME ., % ECM Al 5512 28 1 4g 3k i
RS, 018 I B B AN HE U 25 ) B PR A YT
W, FEZ UM ZAPE. HAh, Bk XK 2 ik )
s — 0 B T AR RGP I E B R
RAF 5T W 5 A8 T M R w477 1 9 Tl A e 1) S S
WIS TME [ pH B, B8 7 A B A4 A= 40 2 pl sk BH 7
Mot AE e (0 TFEB. NEUL 2%) , BASE R iR
M 24 1 4 e T OR . [FR, A gk 2 it
I I SR TS MR B Bk AR, BT Re RS HE IR vE T
TERERNIEAE



4 WHESKEEEILIRERIT R

T Hi &

W N E S R VER , A PR 116 9T R
BIFRAE L o N TR AR AE S FL s 40 B IR A 2459 1) =
PSR, O N E T Be 08 S5 25 45 7L e 25
WA, X — fAEH AR O AR 1S B R
DOLLT I8 i e i 1y M 25 MR AL f) B B3k 4%,
A B U R
41 WHESHMERIIG T %

(L WHEFT T

ENFILH, &M ARE AR, &
BRI EESNT DIRET IR s A B RS, R
g 2 AN 2 N 9 i AR AT e v B A

TESSAGATIN 7 T, BFE B . BT Bs
R T 7 Bt et s, LIeHAR
RE S AT, R AR (TIRF)
AT I WA - S BB i el @ IS R N
BRI e Rl BAT R EE , 456 O B B R AN [F] )
(i) S DA B P 2 D' 23 A, AT 368 BT 9 % RAE4H
M e AL AR . 7R LT B AE T, BT ERARE T
2. tnFAdEE T BAET (SEMD SRAEANK 0 HER,
RS BV 2 AN Mo SR T 45 48 CUNTl R B IRalRs) J
LT S R A W AR A, S B e T 35
IEAEMY, R T OB R AR R g B B R T 0y
RN HERI S 2 8] R A E 5, 56 B EE
FHEE G AT LU BN AW 50 S5 M Bl A A BLAE FH g
T2 B3R,

TEER E AR 215 7 HT 77 T, Western blot 7]
TR A 7 AH DGR R KT e B R AR, A
43 ¥ 2 THI il Bl W P 9 P o 43 B N I TG
H AT R (MS) AR A A5 073, AT BLR 5
Z 5N E RIS 1, IR R IE KTt AT
oM. BAh, AT B DNA R4k RNA Il
S B I TR, B TT P A A DG B R R IR TE AR AL
[45)

TEE BT, BT W — R 3
FdE, LRERET 4° C MHINFRI, 37° C R
FIN AR — SR gt g5 A an e A (flow
cytometry) RS TE FEAG I 245 W I N A 1 00 o RIEG 2
W Bt S8 CELISA) 71 ] FH A6 000 240 P 58 1 52 AR %
AR, AT R S S AR T Ak, RV N
MEEFEZ—.

TEDIRE T T T, W 9035 & K AL S 77, o

#1#1] CME ) chlorpromazine, #]iil] CvME ] filipin 11
SR IGE AT E N RE IS 500, Ak, FEEVT
BREAR, 1 SiRNA R AP2 B% clathrin #1115 2
HA SN F, B Caveolin-1. Flotillin-1 5] 3E R/
5 ORI N A, B i DT Rl B 1A 30 P A B T e
LB P A ELAA R AR AT 2 M 2

FE AR BREORTT T, 8 S BRI T 1 0l N
AR BN, BT AEN RS (o
Ca+. Nat+) ZYIMHR, HMZEAREH THEANE
R P B 6 A R AL o 122224

(2) Jrt i 587772

frt (B ONE R R T B B SN AR, 2 1R
Tl B 2 5 EER R A A, tsh, R
WM A E, WA R — LR & B AR A

TE DR 077 1h1 , M ek 72 mTad i 22 Fh b 24 )
Bl A% TR LT TR0, o v A B e (3
|71 : Cytochalasin D+ Bafilomycin A1. Nocodazole Al
LY2940021°); b Al 1) i JE R L BR A, T LA
SiRNA i { SNARE #i1 Sec1/Munc18 & [ 43# 4Lk
Zﬂﬂ@ﬂi[lze]o

FESLAGAG I 5 T pH RO R B Clut PHIUorinD
W TSR T IR AL A S R, FI R R T
WA E M AR . HEEAR R B pH (il
SRR TRARKIUE S, MAERERE (A #H
FEREABRAA N ThROEHEA K I B R RIS S
24k, AIAEA RIS N T S Mt Esh . Bk,
AN B A A AR AR B ) TE I 2 B (CFA)Y & H Al
AfF 0 B 20 B KT B AR F R R R 2 —, 4568 90
JA% B 5 BRI 0 385 SR LEF ) g e F) AL ) 280

1€ T4 T 77 T, i AT M AR 76 28 2 A 5 0] DA
H AT E B, JUIHGE T KRR 25 e
BT R, b, TR R Rt
TE BT, WA & R EMURE IT 2 9K R,
TCE S BT AR i e FLAE A0 N Ao A ) B
KGR TR LB A S AR R
W (ICP-MS) + HLJEH 545 55 1M K Sl 1% (ICP-OES)
S M LR OCH B A 48 70 2= A8 KOk i FH ()
NED

42 BEEANBWMTESNMNA

5 41 B P AR 0 SR AE I v T R B
ENHME, FEQFELLITILE:

(1) Z5%iAs. Liu Z S5 N AR A = Fh
HER2-+ L I 41 M Z 20 i, A AR BB R 855 1 HSP90
HEEAE S H % P EE HER2 LR 1EH , fi



KT HER2 [)iz AL I B J5 8 1 P 4 v A B4 i
HER2. #REZEX] HER2 {55 NI E FH B2 G 0 1
7z HER #0723 4 8 Je 78 HER2 PH 4 2L e 441 i
A EER® . FFEF (Rifampicin) fE )yt 5
PAHLGHEIEN — LI, I R AR S AL
w0 P LE N AN B . WF AR, FAE T RERS
B4 DR T4 L TR RS R A SRR T, Al
5 g KR T B0 A BEAE IR 9 KR T 7R N R BEIR
ST M A PN PRI P A, e T AR SR R R
MR T 25 W 3836 R Fa T 2 R Y, Bk

Jige v B AR S A R BT, BRI BA ZHE B L.

(2) YKFARRMZ1H . Rezaei T AW T
TEV T K H AR 11 2 1T e M T L 40 P AR o P
PIEsRAER , R TIEMRER (HA) « MR (FA)
MR (PEG) =R AWiE 4> T B R
SEURLE LT, MR (FA) MBI pH i N 1 24 K 5
WLE 7L e 40 B R B R T A N AR AL
T3 T 253 % i e v,

(3) ZIRREMENE. OF 7R ED
FPUATE S HER2 58 B/ 58 S5 nT DA o L 1 5 Bl A
FEIB AN BRI RE 7T . Zhu W 25 ANA/E N FLIRIE 40 & R
HER, Al SR AR B B A R - R R G A B i
JEEE G PRS2 AR &4, AT LU il 22 2k 540
PART [ RE A P 52 1A SRR P9 A5 RS (36 T SR IR
AFER DR R T @B AR ik k2,

(4 PIFB. —FloBBi i 5 ms & A FH AR5 A
R (LIUS) F=A LA J7, S8 5 iy 9 A% B
H SN EAER, ATk XU RZ £ 75 MCF-7 A
FUIRE AR h 25 s E R LRTRT TR, R
AJ LLE R 5] R B RS A i s E L B R
FEE I A A e B E] S R AR AR B SZ A 4
P, T M VR S B R A Y o T RSB
RIS TR 7 28, 3 AR MU, 77 i 1
fEHEPRAIE ™, A — R B R SME T T B
LIUS 7E {23k Py 75 77 T 30 il AR ik 9 i 5 o

42 HRANBERITES N

S 3 H FH (0 P A A I R 04 - filipin 111 (FLN,
F T35/ /N g W)« chlorpromazine (CPZ,
TR Mg EaNFHASE, CME) , LK
Phenylarsine oxide (PAO, i H I/ &7 P2,
AL, BERERD concanavalin ACConA) tBEHI ] P 1L,
EAE BN B . BPEPE epsin 58 A8 44
monodansylcadaverine (MDC) =41 CME i&
12, 1 methyl- B -cyclodextrin (M B CD) XJ/N& W&

WA BRI BN SR, 22 B P 7R 7 ) e
P02 P g4, H B RTE 25 A 0 R 5
7T, RIEASTEGS o 3T — &, B A
()4 i) 1) 2H A B A 7 A S 56 52 SUBIF DA BB
BURAI 4R

BT S0 R L) AR A, A AR ik
GYIRES I N A, S IR VA TT AR . 4n V-ATPase
FN#II57) archazolid, 7/ B L R AR A op R S5 25 4
JEA A N R . IS5 AR R, archazolid JE it
s Py AN HEE AR, AT Racl g5 iE, M
kAR Racl 3 PE, PHESHAEAMMATZ e, T
Jei 0 B 1) 58 32 B« 41, archazolid i B8 2t EGFR
HTAKE [ 53050 A5, AT BR800 o f
V-ATPase i EHNFEEHREES 7T, W
AR IR 12 R R RS B 1Y, BN R Sk K
I archazolid fi 2 55 97 A& K S0 AH G PR 4 3 R R
AT RE S S TIAE R SR T 1o (55 0%
MR 5. V-ATPase 1|4 S840 i Bk, M
T M Bk B PHD AT RNR (935 1, 3 8 F- e
REVAIT TR MHR A T B,

TR T, CA WIPB IR R 5E T3 P ok 4
G A T BRI 0 5 1 (ADCC) . i,
2008 4E K BLPLIAE: Je @ it i) HER2 FIFK & IR 1
JEPE, BHIE HER2 P A RN R, A2 1o 52 R 7E 41 i 3R 1
MR, S 2Py EcS M AHR, Bn & emd 1
HER2 £IhReth, fa 7 stk HER2 54k, Mifi
1485 ADCC 2 RIS0M8] 4t PCZ fE Ry sy 25 h
w5 FH R B B0, IR B T PR L i AR
WPEIT . W, PCZ WEIRKAE T %4 H
AN A, FRiE s SRR A A
ADCC &M, A& BB W58 5o A 7 100 78 0
JEVRTT T 0, AR AR 9 24 W0 s (0 R S FH AT Ak
TR B, Mt — B s IeE H e ek 597 R4

43 WHESHMAZEETRE

TE— S 7L B va 7, T e 2 (R A Uy U
P 7 M SEBILIR] D 520, N T S 2 40 AR - 5
Wittkowski S5E67F 51 2% B, 7L i H 5 i M Ik A DR 11
FEP (i ATPSAL. ANO4. AGPAT3 £5) fEfRY
BRI 5 7% R R 3% S BEARE P o 3 S 3 IR 3 1 4 1 I ot
Han fRI, e, Mok AN AR RS, R
RO S IR R o 3BT FUX S FE (K], 5] &
F a BRRIRE IS BR BN T, A 2 o 2 i) L 5
BOR L R (RB T v, JE S = M FU e B s R
K, Chen L &5 N\t /s g5 A 5% 1 4 74 e 4



Pt 7 528 A = FEL IS 9 KR F- AN P 5 R A 5 3 — S I S
LT PN AR AR i AT B i P R v R, R
958 J5R 11 A0 B AE T I s b IR e s R, 53t PD-LL
JPVRBE A AT v AR % IR 4R B SE T (ICD) %
RIS Rk PD-L1 B 42040,

HAT, ML) 224 o 25 ™ e AL
il PR B S AR, H ORI ST R, JE I A ) A e SR 4 B
FUIIE VR TT SCR B 7 AN 22 0L o 75— Le g Kok -4
M S, A 7P R BN, Al
T 4 P 2% Ty X 8 o 4 ) e e P T2, f
348 B, M IR B A AR, LA AR B
YEIT R AE TR0 AR F (R AE 2E 2L o AN A (R R TS B AR ot T
Mt ML, HAYE BAE T N, 8 AR TE B N
FE3 (ILV) MR35 £k (MVB) , #7 MVB
S5 A5, 2 MK 1LV BRI AR B OB L
PN AN R DL, SR E SR AR B M
Wik & %2 FiE e 2> 748, RS i) 2 B TR
PRI AR ST, G A w0 L R T 244k LA S 24
Yrishik gk 408, BE e m, A kAR
SRR 11 AR AN AR R R U T SRR
5 AR MR IR R 2 AR R B R .

SRS, B0 R, el NS M A T
P2 HAIE 7T 1 Ak T 5 B B - 25 FE B N & 1 F A2 G PR IR
I7 A RE N RS, IR AR B S N R 2R
L, AT AR T A S, N
FEHEIRTT I SR BE SR 4k 1 8 LB AN T8 77, Pin 5 FLAE
e T2 ok A 5 R 48 HR PR R I 52

5 4HiighREE

FUIRE (R T TR, AR A Sy S A a2
WpLel, 25 7Y s BREST DL 25 R
IR, IHETT RS 1 2 B EH] . JEL

AR5 I AR AT 200 o LB PR 251 I 9 7 8Ok

I N B AR, BES BT HE 7 25 M) AR 25 K
WS NI SE S8R TT RO« 2R10, A X AN A
VEFIBLEI ) 259 BRI BEAT KB IT AI4R T, thATRES] K
M Z51E, RN “ R R B4t . DI, KRR
FERNIR AN F] A LA A1 JER, DA BEAT 2K

e E PN

LR T SRS o JIL AR DA R R L L P 5T )
Ligte, SRR R OIS, izl fE
TR 6T AR AR I B2 B 5% 0 R A
855, FEHETHUA A 5 i, KA B T A0 25 s ik 2%
FRIFA R 2, AT PR R T A

SR, F AT OG- % A A M 4 P AT B2 AL
i gee 8 T 28R 1 AR T F R A L BT 77 56 Hof
FEER B PATTIH - — AT XA F 2 N 5
EAE FH AL 1 R A5 2 78 0 BIE AL, 1R 2 25030 \ 40 )
LA 1 AR AE  PRAE RS, DRI TEIR B kit
1T AT S IR A O s R A S R T
FORZ AT R IBE, AR N T IR ETT, Ses
TGP P35 s 750 RS0 1 760 25 10 P o AN 0, 22 4
PEFIA R A FRISIE . PRI, AROR 75 20 AN IR ) 245
Yo A5 240 BRSO I 72 v F) P A R Pk A T 3R 4T 2R ST
TC» AELGYIRHCHL SE DS HERE 7T, TR, 75 20
2 PA) A A0 I A R P ) 24700 2 L PR ) 2 R i
IFIRNBEFE, NTTTIE 322 45, FEHERLER T+ 3L e 254
R RE RO

EAG 4 A, FIRTHOX BT BOS W
BEAT 4% 2 (e 3k 25 IR L A R T B, i e B
(150151 5 7 g i (19319205902 3y e YE WA W] SO I py
VA AT 2550 7R - i L1 Ja BAL AT
AR5 — W FONNIESE , 5 2 75 F2 0 A 4 R
I, RMIETUR T HE M AW AR, BT RHOR
Je gz e VRS B AN 5 2R o LU 3 B2 7 il B 25 0 W
W, AU B LA et Y AR B RN, 3 mT e LA
FROBEL L7 A R L ARE SO, T R A — R B 4 1
B Oy A S Ay N E 22 (SR E
(1152 2% FE ) 2 AT R e 9, A AT —20 F T
FLIRIE B RG T

KT WA 5 I PR 20 25T A R 42 L e
9T R S U SRR (B AU B T N
NIRRT LS5 WL, WA R 2 R 1 22 A VAT
AR, N R FLIE KR I RO BB AE R, HE
BN FLIRAE VR ST FORSHEAL . M TT A R, AT FLIE
HEEh BRI, AR .
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Breast cancer is the most frequently diagnosed cancer in women worldwide and remains a major threat to female



health. The therapeutic efficacy of breast cancer treatments is closely associated with the efficiency of drug uptake.
Endocytosis and exocytosis, as fundamental cellular transport mechanisms, are key determinants of drug absorption
and play essential roles in chemotherapy, targeted drug delivery, and the development of drug resistance. Endocytosis
can enhance drug uptake and targeting efficiency, but may also contribute to resistance. In contrast, exocytosis is a
primary mechanism driving drug resistance. This review summarizes the mechanisms and regulatory pathways of
endocytosis and exocytosis in breast cancer therapy, highlighting their influence on treatment efficacy. A deeper
understanding of these processes provides valuable insights for improving drug delivery strategies and overcoming
resistance in breast cancer.
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