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[Abstract] Breast cancer is the most common malignant tumor in the world. Endocrine therapy is an important treatment for
HR positive breast cancer, and its drugs are mainly divided into premenopausal estrogen receptor antagonists and postmenopausal
aromatase inhibitors, but drug resistance has become a major challenge in endocrine therapy for breast cancer. This article reviews
the drug resistance mechanism and the latest research results of endocrine therapy in premenopausal and postmenopausal breast
cancer from the aspects of gene regulation, estrogen and coregulatory cofactor, growth factor signal pathway, cell cycle regulation,

autophagy and apoptosis, non-coding RNA regulation, immune surveillance, etc., in order to provide a new basis for clinical solution

of endocrine therapy resistance in breast cancer.
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Bl 4 BRON 122 8 A e A= 136 T ANz
2P LR g P A A N, A ERELIE R
A0 70EMARTT R 2 BT ol Bl 2
7N, FUBRIE R LM UL R, R R
BEAE53 VL 38 ] L P P 1 565 L5 A B 4
W8 3K 37 1R (estrogen receptor, ER)FA{E EILE Z 1K
(hormone receptor, HR)PHM:FLHRIE 1Y & 2E Fl Uk
HlRE mEAERY, HA55 W AR
TR I ZR L, B G E RS2 S 1 2 TR T [ 0
ﬁﬁiﬁ?gﬁﬁi(epidermal growth factor receptor,
EGFR). AFEHA K HF 312 (human epidermal
growth factor receptor 2, HER2)FIJEE & A4 KA
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F-15Z 4K (insulin-like growth factor 1, IGF-1R)%% ],
A ERERN = SRR R TSE SV oy It i IR DA B IS
BEFHRNAF G S5 2 M EHT

PN AR T R HR B R B TRy 7
TR IT 25 W T2 03 Ry 2 2 A P 0 M DR R A2 AR 4
(A BEE S5 | FEIm KI5 ) Mgs 2 ) il P 55 7 Ak
il ) 500 45 L E I i A A HER B 2 7L s i
XN IR T IR A R (R R 25 ), ELE > 00 iR
TRTT AT S B TR L BT 24 00 K (4 % Tt
25). NI MNAY TR 25 PLHIAE R B2 2%, HATM AR SE
A AR BOR B BT RET , MR R
AR S U LR OHER AN DGR 5 18 B 1) 57 5 IS
P PR TSR3 P9 43T 7 T 24 11 = B2 SRR
A B9 4R R 2 2 v e L 57 Bk . ERZEZE
BRI TR SR EAE M . miRNASE H
PRSI o B DA 230836 7 T 245 1) 7 A AL o X T



PRIE 7 SO B Y AP R ELAESE, /My
TR 259, WCDK4/64MH1 5] . PI3KINHI ] %5 nf
i3 B W HR B PE HER2 BA P 3L i B 2 i U 7
R SOG4 R 446 25 1 RN 446 2 i LR 988 P9 43 I A T T T
ZHLA ARG R LA K AT RE AR SR M A T 45

1 SRR 53 bR T 2L

1.1 FEHESE 5 N0 WE YT 25 B A S ]
1.1.1 ERFEHZAE  ERBHTEN WG T7 i 25 7 %
PEFLIR i R P ESRIZE R LBD (FCAARSS & 48) 1 . 2
KM 5 A B S BRI R 98 N 43 WA I6 97 T 24 ML 2
BETHBI o 15%~20% A4 7L IR B2 5 & AE LBD A
MRAS, HA R EZHEZ T N4 INEYT - TIRe AL
HIAFIE & B, LBDAV i 58 A8 K 7> T LBD A4 i 4
BBk G2, M4 3 T BRAG A% S5 35 P R g 110 A=
K. TRAE Y. BSRIZGEAE ANt 50 H 5% ¢ I A
XFifit 24, AFL iR ) FH 2 T RE SR 24 Hh B B R] R
KT 25 F2E . IbAh, LBDAV S R AFR D AEWIIRIA T
B S o7 LA BB TR ARG I B, SR IR S AR T RE R AR
NI 1A R 1 77 A B — Bl O AR A PR T 24 H1L
i,

1.1.2  ESRIEHFGLA  —T00XT LM 40 i 3 AR
S VA 1) S b B A L o 40 MO A I ST K B, BSRI .
ESR1/YAP1RYIN 25 40 ¢ 5 57 s M (6;11) . ESRIMYIT
SN FIBGE 12 (HI2) R IR B, %Al A 8 I HER
ANV S5 IaE . DNAZE A 38k DL K YAP 1) C g 20 %
FLT R A P AL 36 AN OB E D R AR . PUMETE R
HEHL . AR CHE SRR B 0S . U NOA S A iE
ijjgsf[g]o Hartmaier%m]ii}%, ESRIFN G HE R
PEERBAVEZLIR B h s 48, JF al e S BUN 40 WG IT
AT BEAh, IR IR S 5 H OFP B A ESR 1 5 2R
M, YWHAESRIVNG Fef7Z MAYiERE, HEAM
AR R ERTG ME, $E/RESRIFG 5 5 40 i
RITI A

1.1.3 ESREGSESH  fA2EINRh, dEAL L
fL T (histone deacetylase, HDAC) Y34 il ] 1 1o ¥ 45
HZ% /IR B &85 4 T BIR a5 51, 3 AT BB ERFE K P
AR LR 22 — . HDACH I n] LUK = ERAR 1K
LR 40 22 P BRI AR AR K,
FEABBEE SRR A, FLRIE 40 SpalebE 4% S A
T2(SALL2) 3Rk i Z AL, SALL2AT i@ o B4 5
DNAJS 1454, FIHESRIMPTENAYH: Kk,
B, UUERSALL27] %5 FERaMPTEN | I 147G
AKT/mTOR{E 55 330 %, 7 HER PHIEZL IR 1Y
M 8 R AR MO A K R B IR 251 ek,
TEABZEE S5 245 (1 LR vh A& S ALL2 A )+
Ak, MDNAF ILEL R (DNMT) #6570 4 5 14
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SALL2M& 4 A { L B Ji Xl 5 5 2R 3R 7 FEAURR, X
L AT H T T HEAZ £ TS E S S FMIDNMT 1) il
FIBEA BT (LI B UEAT 0260
1.2 {55 1% 55 N AR i 25 1 AH AL il
1.2.1  SZARME 2 FR W4 (receptor tyrosine kinase,
RTKs) i B -5 W3 G725 RTRKE KK 3
FALFEEGER, IGE-1R, M8 N &Z A KK 72k
(VEGFR) ., ZF4ER:40 A K I 1 32 4 (FGER) %% .
RTKs 5% H WBUARSS & 5 EEBIEMAPK, JAK/
STATMIPI3K/AKTF 53l %, S 50K 1 A #p
AW/ ipuyise
1.2.1.1 EGF/EGFR/HER2ESiH S R4
fi2 1% (EGFR. HER2. IGE-1R) {5 5 I 14
Ik R NS R B3 ER P RE S TR BRSSO I, i
RPN PR KA ERIEIG 72" o FE L e
BN, WA S R L A, WMHER2EEH
B, PIIKAMEALE BT A0S . 2748, ol ee i il P
FHYFIRERIG T B LA 530 [ 1 FE R G
MR, (HASEE AR, EGFRAHER2E 5 BTSN
NN IR T T 2 i N R 2 — 0

AR TR A 5 A S I AN & e P 0 YR T T T
P EHARERERE L. AR BN, HER2ZSER(R
3 i =[] ) B R IR B BB (S M S, HER2
B YR YT 0 S EERIE B OE , 2Rk, ANFLIR
FEMCE7AI M = i A K I {55 1 L Sz fhss
HINVRYT B L B HER2 ) B —3, Rt
HER2 I 43 WA 1A 7 T BE A 25 (01, AT BF S
WESE, 7EAb SV IS T 25 40 o+, HER1, HER2F
ER-FLIR 4 48 5 K 1 (AIB1) & & W i) ik 7k FFt+
5 . HERI1/HER25 5 B FAIB 1 1] i i 5 5
it 2540 MO P38 A8 . SR, AL B IR 24 41 it
AIB1-siRNALERAIB1Rf, HER1/HER2{5 51 &/
S0 b 5 ST 24 A AR Y 1 AE A7 B, SR
HER1/HER2S\ 7 YA 525 5 it 24 20 A {3
KRR, ATB1ER AT RE R — N G HE N
I, AIBIWA]REZ—ASBTIATHE AL, UT#RAIB1H]
fiE 2 55 ER 5 HER1/HER2IE B% 2 18] A 22 HAE
TR 52 At 5 G 3 i 245 2400 e 1o et
1.2.1.2 IGE-1Rf5 5 IGF-1RJ&—F 5 B %
APREBGE A, TP R /BCR . IGE-1/1
IGE-23#1% , Jfifiif MAPK/ERK, PI3K/AKTAHIJAK/
STAT{F 53 B A HE A AL K M P4 T . Kruger
AEUSIORIFSY S PR, I GE- 1R A 005 ERBHE 2L
YA 2 B PI3KFIMAPKE %, AT T 2 FL AR Ji At
LUEORMT 24 o A R S s B ISR 4 28 S ERFH M
IGE-1RPHE | BERR AL AR 5 AR A K R - 132 1A/ ik
1% B Z AR (p-IGF-1R/InsR) PH M 7L AR S FR & 1T 3R
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JE—B, AU R, S ZAE AR T BE
(2 LR 20 K 52 P9 40 A R, R
A R EAEERBAE . IGE-1RFH MR FL IR B & 1
M7 BAS R HEAT AR, {EXT T H A IGE-1R15 518 %
SRS I FLIRE B, IGE-1R/InsRTT RE /& — >
WEAEMTRTT AT

1.2.1.3 FGFRf5ZiEME AWFREY, Hidiowr
LR S R BLE R 1 (] T Y iRk 11q12-14),
A5 AT 4 40 M A K 7 32 4R 1 (FGFRL) DL K 4T
A2 o2k K T (FGF) R A3 . 4H119"¢ . Shee5!
HIRFSE K P, FGF2 RIS FGFRIG Sl i, ikl 40
MEPE T, Fr BRI A REA , DA 2R AEK g 440 i X 245 49
FIRSURME . BIFSE PR, FGERLY 14 4 40 it 22 XA 2
B R 25, TUTERFGFRLI 3K W] 22 fifaxX Fh
i 250, FRIHFGER 1A F 1k AT H8 58 [N 430 1A 7 1T 25
PEU D FGERAMEIFH NER(+)/HER-2(-)/FGERY 1
(14 IR F i T — B (R YA RO A, (RS P R
AbF I ARG R AR B B . A WF 5T X e B FGFR
PHIRIBGI398AIE FH A TR AL VAL, 25 58 il s HEX)
PRI LR I A 1) i A% 4 LR T A
1.2.2 PI3K/AKT/mTORIE -5 P4 A7 1 24
PI3K/AKT/mTORGHE X 4 g A K A7 . AR
A DL B A A B O B % B TE 2 R
JE AL TR R A, 5T 1208 A R kR R R
FREEAREEE X, W= RE. B
HIPI3K/AKT/mTORIE B 5 MM RN FE 5L S
ZIAFEAC HAR I, E— M50t 7840 T i A B
YEFBIHLE], I T3 ET Xz 1 0§ 1) 245 ) B &
BRI PR X . PRI PISK/AKT/mTORIHE % ] 3%
LG GE TR R T B, X — {55l B RE e A
PEVE R B AL B O L BDZE B b S — o Tk
g, oAb FRIRACEEERE I, T 4 Rk
MR BT 25 ERY . AR, ARTHIHIF]
AZDS5363 PR A2 LI g 20 g X b e S A U e
ISR B A D EER . ERRT IS Rt
T AT IMEYT S5 PI3K/AKT /mT ORI il 57 Bk & 1o FH
B I R FE

1.3 Watf5 S -5 NMUMRITITZ) Watfs 5l
HE IR — AR B AN AE S B, XA AR
272 . B AAE TR R EZAEA, (AR AN AE
(B FEFLIR ) o A F R IR A . AR R,
EEARMCE74MIAR LL , i 58 J5 i 24 48 L wnt
{55 WA LI . B-cateninfH FEIE K DL I | Jz -
] AL (EMT) AR (VIM . Twistl . SNAI2)HY
FxH . AR Wnt3a(RWnt3a)Ab PR 5 H
I 24 20 MRk ARG SR Wt (5 Sl g, AT kb
5 MCE7 4 B X i 5 1 25 Tt 25 1 o Z8 Wt 100 4] 551

IWP-240 35, Wntf5 53l B FIEMThR 4 1 &3k
K12 2\ I0H, MCF720 %t 505 25 () e A e
B, AWl 58 B A EMT A S 5 W30S
A B FMCE740 M f 528 25 i 245 v 0 7= 22 2 A e
FERIL, M E S5 25 41 & CXXCHEFE & 114
(CXXC4) I FRIKACT-FEAR, mlbR CXXC4E AT Ji ik
AR A, ol LR g A0 A X b B O OR R, i
CXXC4if 235 ) v] 3 il s 4 A A K, 398 i it 245 41
i T At B S B SRR Y L I AMZ RIS Ak K
CXXC4 ] 38 4 I 7558 J5 A Bl i - 3B (GSK-3B) Y
WERR AL, $200 B-catenin P& ME I S W B SE 8, M
T 400 561982 40 i P Wint/ GSK-IE IR B I 556 5 UL
RCXXC4FEHT] i cyclin D1Hlc-MYC(Wntf5 5
R R0 ) YR TR A AN R IR . AR
CXXC4SHNLFRIR FIH T XS E A £IL, (400
JEIABHIE G/ G W o /N T3 XAVO39 R #11 ]
Wint {5 53 6 5 8 T 245 40 i Xt 5 5 25 ok P, 3%
W3 % Hhox b 5 S5 S 28 1 R4 T R Y
O UMRYT TN 2 AR N FE R 2R, I Wt 5 5
A 62 e MR Ath B T 25 (0 ROR W . 53 — T 5%
FE, ST ST 24 20 R Wnt 8500 L P AXING
HIDKk A FE35 5100, 3 Frwnefis 510 5% 19 3805
S5 TN Ry S L A 20 LT P A 3R 97 ) R B
YRR, A7 B TS i i 25 4 M bk i A K P ik
TG T Wnt{5 530 [ R AIG A B 27 VR FH B ML A o i2E
— W5 . BT — BB X Wt {5 538 N T2l
Y1 B AT IE AL F IR R AT TT & B Be, 536 25 4 Al wnt
A A AR A B B R A SR T R S — R A
WIRYT T4, 18T ZUIR G B

1.4 EMTSBZEEIFIZY  EMT S M Y i Ji &
R YR, FEFR I HB-catenin 5 E-cadherinZ
) P - 0 81, 4 LS B 2R 4 v L R 4t o [ e e
Ko AWFEERM, B E I 25 MCE7(TAMR)
g RS VA 1 R A o (1 [ U ST BUEE 3 S P | =
5Tt 25 i TAMRZH ifd 25 BH S B-catenin 5 E-cadherinZ
6] S AT 2 8, M T R 40 B A% B- catenin IR 3G AN,
DA K 55 g 1 J ATEMTAH 26 (19 B- catenin % 5k [ 5% 5%
AN, M EGERN i 7] (8 4% MK B - catenin AY W iR 1k
K, WEEEMTUERR, JFAE— @ RREE b4 5 b s
g1 IR R (A= AN i/ 3 R = AN i d ]
EGFR{ 53 i XEMT M1 Y. MiR-2005 i,
51 (miR-200a, miR-200bHImiR-200c) 1 3 13 1) il 5%
SEANI P FZEBL /2 R IE R AT EMT U RE . 5T
RIL, miR-2007E PN 7 IR YT T 245 R LY 2 8] -4 2L
FEAME AR E A . A miR-200FAF# M, ZEBI
mRNAZK BN, Mmfedt TEMTHFE . 7ELY24H
it 3 2 A miR-200b B miR-200c¢ 7] 2725 41 i 1 2%



TN FS 5 SR LY 2. 40 i %l 55 25 A A%
P, B A2 WS- A A -2 - i AU (S-aza-DC)
5520 B 1 2 Tk A T 1 R0 it R A(TSA) G
N AT BELY 240 S miR-200b AmiR-200c Y
ik, BERZEBIRYFRIE, MIHIEMTHRE, JFHGRLY2
20 A XAt BB IR A ABURAE T 2 R T R LR
Tt 25 AL 1T A ) R AR A A
1.5 0 JE A R g S P A AR YT IR 25 AN e
# M cyclin D-CDK4/6-INK4-Rbif #7F 1F & FLIR L 57
21 9 0 L g 4 e R O EEVE R o R B K
i VE S (cyclin-dependent kinases, CDKs) 24 ifdJ&]
. Aoy R E K AR Hp AR O B ) 40 i ] 4 B
FIRBIESR S A 7~ A58 & B, -MYC. cyclins E1
Hlcyclins D154 J 9415 A A9 3 3Rk 5 ZL I
AT IMEIT T 2540 0¢ o MEPA R JEMR M c-MY Cad 3R
I ERaY537S FIERaD 538G 2 2% (1 L M I 241 Jied Xof
M IATE PR TR 250 . S A BESE K B, CDK7A]
PO Ser 1184 U ER-aBf Rk, DA 1T 3 5 ER+FL MR 9
MYCH RS R, FRIE E T i@ i siRNAZE T
JECDK7 L) BT ERIE 15 FIERFEIL K (FLFEMYC) )
ik, DI o MR FLBRIER PR 43 WA 97 AT 241
CD15CDK4/6%5 4 v I8 19 241 i J& 1 G I i) iF
J&, EPI3K/AKT/mTORIHE ) il . CDK4/6
PRS0 S ERAS 530 B & AR B, XIS T
CDK4/6HIPI3KH [ M 11 2 il I 9 2 e 4 it 1 28
FEREC, WFERY], 0 CDK4/ 65 PI3K/AKTIE i
Al DARESR A IR 25100 KA o IR b, BRG D
I PI3KAICDK4/ 61 #% 1] ' i cyclin DI BH s 41 i J&]
Wit R, SERCDK4/ 6 — K 4 51 L 4 it 25
‘@[3010
1.6 HAWESHNSWIRITIZ AR AT H
R, RN XA TR s R = R R,
T P 0 2o A e A7 40 B 22 A 1 AR 1 TR IE AH A
FEAL 3 B AR AE R A . 1 WX 22 2Tt 24
JibyRE il e S —dE XTI 8. BES 5 22525k R,
PR35 20 B e sz U R 25 P s, BT RAEAN TR
BRI Z 25 25 At HATEHR ST R B, R
by B S5 25 00—~ E AL, A0 T SE
AR 24 7L R R 40 PR Y R A Y O A G R
F U BE3(LC-3) & —FP 5 [ I 5 0 AH S 1) e i
BT, Beclin-1 B/ FI Wi/ IMATE 8RN 1 B4 Rl 79
KPR EZ —, MmiR-1018 A N —FhoR K [
Mg 4 ) — 305G T [ W5 B SR 25 O R
IR A, SMCE-74I R AR, fbBE IR 25 40
A HFLC-3. Beclin-1F)F KK 45, HmiR-
1017E TAM-RAH il 5 P (19 2 35 KR T MCE-7 41 iy
Z, FEUAML S IR 24 400 2R Y 1 KO
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T3 EGE R B, At S T 24 1 LR g A0 R
MCF7/TAM-RAIT47D / TAM-R H I J8g 54 F% H 52 3 A
L(MTAL) By IEK P38, TR SR MTA L] fiff i3 4t
Y H X 4-F2 FEAL B E IS (4OHT) U, K WIMTALE
ESuS B WS ) R S AN NP2 5 SO i e 22 o
HALH A, MTAL 3 115 5 AMPRAE 5 5 4
TE AN M B W, DA A2 2 2L R s A % At B S5 T
2559 Wang R, KBEIE4SRNA(IncRNA)
H 197 i 55 S5 Tt 245 3L A 96 240 A 2= ik g 20 41
PRI E B, BHHE EHE T H19/SAHH/
Dnmt3bli T J#Beclin-1)7 8l F (1 H JE4k, 185 41 il
F 0, DATAE DEE R+ 2L IR 410 fh S 2 i 2450 1
FEA L IBAh, AR IEE A 1(GLUTL) . WEHA
AHSC A 13 (LAMP3) A5 ml 38 2 12 1 40 g 1 e o
2 5 L R AN B Ol 5 5 B TR 2 5 R T (H
WA T Al 5 ST 24 B B DAL o o AN 5 4T 4
T E— 2 IRAMGY

S, fd A B TR T AT DL il % R A A A
(il = I (T e LA = AN T 2T P S i A PN
H S s R 25 2 A e R A R . W
Bt AT FEURR BT A b R T WA A T, I PR AT LA
BETHREE IR TT i, 38 R IR T X e 8 ORI
PR3 WA T 247 B3 fofT TS 245 240 B X6 VA7 B BT BURS
B, A WA SC B 110 28 28 T BB AR A fth 58 S5 245 (1)
T -
1.7 AEGASRNA S ML E IR N 73 WAR T TN 25
1.7.1 IncRNA5 B J5 N 70 W3R 97 it 24
IncRNA (>200bp) S5 ZFp LY 2Eid i, AEfhss
TR 2GR A . AT AL, IncRNA HOTAIR
FEFLIME P 368 B, L ARG T R AR SRR
AUERIGVE, FFOEE T At 5 F 25 24 1y 7 2 B
LivZ5E P58 &K B, IncRNA UCA1RYF 3k 5 7L s
SR B B AT R PR R AR AR OG, HAh R IY
T} 245 41 B 32 U C ALY 2 35 B i vy B A 70 S AR 41
M. UCALRY S FRINAE UE T 20 M ) A7 136 RIS At 5L
HONm 2y, MM UCA 38 5 T LR A0 X A
e AN R O Sl 87 i Y i 1
Hh, HEARMCF7RIT47DANEAR L, B 5 i 24
i 3R B Wt (55 PSRBT, UCATRYHR
AL T Wt/ B-cateninaifl [ A0 1006 16 1 At 58 J 5 1
LR AN M A BURE R, R W IncRNA UCAL/Wnt/
B-catenini i 1Y S5 WS 5 M B0 R 251 1 7 AR
B BRI R L, AT R 24 LR
ZHZ1 , IncRNA DSCAM-AS1HI1FE i A= K P 732 {4
BIRIEYI8(Eps8) M F A 2 I, 1MimiR-137A9 3
K R DSCAM-AS A i FL o Xt 52
o 250, IF 5FLIRE A LU miR- 137/ KA



706 fEINEESZE 20214E7H28H  aed: 7

BEHMK, HEpssiFRIAEIEM I, MiR-1370]3#
R VEH T Epss, 40 SRR £ G,/ G, M,
AT A0 ] g A A A A2 o VR S miR-137 1 P9 TR 1
T4 RNA, IncRNA DSCAM-AS17] [ 1k miR-1375
Eps8AUAHEL VR, i b 4t B J5 A BE iy, A1 32F fth 52
SR 2 LR A0 B S B, A A e o
AN, IncRNA BDNF-ASTE 55 25 it 24 2L g 98
HEE ik, Hul# i RNHI/TRIM21/mTORZ B
ARSI RNH1YE 5 FIRISCA A mTOR mRNA
5, NIM4ERFmTORSE S G, E— AR
i 9 b B SR T 2 AU M E R . mT ORI i 551 AT
Wi BDNF-ASIE £k 15 T A b 55 I8 25 1k
IncRNA RORFEMSE HEMAPK/ERKS 5 A S
LR R M R AR M A K, AT AR S At 5 %
25, IncRNA MAFG-AS1 ] il i 1 45 /5 FH 5 4
PE4E A miR-339-5p, LIHCDK2AYFIL . ERMHK S
IncRNA MAFG-AS1/miR-339-5p/CDK2%H 2 [6] i) #
HAE R TR SE ER+FL MR 09 HE B 55 S A B SR it
250 UL AT UL, IncRNAR] 8 i 52 0 ER & Hkd 5
SRR, S5 R S R 2
Ao B, B IR/INGT AT Ay DR 0 0 e il At s
HOF 250 = kR B

1.7.2  miRNAFE R P40 W66 T i 25 A o 55 1A ¢
miRNA- FL IR 40 09 A ot B UIAH 56, L FE 40
Muss s . AMMPET o T BN . A E Y
B, L RE . BRI A,
Horp— e miRNAs B ERJE 15 1 (3% ) 52 M ERFE A 1) =
KU WS R PR, miRNAs ] I8 i 45 ERAY 234
ERfG 5, WG ERKHNFESHEE, 541
JEAWHEAEMT, M T, I o s i
¥ 32 1 7 A FLIR I 09 & A e e DL KK 9 43 AR
JEPE AT 2 PR A R 25 EEAE Y. ZengZ5
K, A0 R CARALEE I 5107 Sa(COXSA) S ERFH
PEFUBRIE TS A RAT G, #E— A3, COXsA
(12235 5 ER+FL Mo 1) e B FAL Y7 T 24 32 1B AH G,
B COXS AJE R i 1 5 7L M 98 4 I 1 Ak 7 sl
miRNA-204 7] LU [ JF S il COXSARY R, BRI
Ihee, MM ML IR N IRy 2510, e
BT & BRI e ok v AL g P 43 s i 24 4 (AL v A 1)
A A

1.8 CYP2D6X S SRy P AL MM CYP2D6/&
Y R P4SORTEIM BB N A 2 —, EZAEAFAEA
PR R R s, TEAME A AR R v
HHEZEEN, 252/, CYP2D6REN
A B IR AL R PR SR RN ) B Y 4- PR S A B
HorMBZHIF, MNmasra. Hik, CYP2D6
SRAF | B SIS AR ) FLR I R DAt B IR Py 4y

WIRYT AR AU (HERGE— T TR R
B I597 %005 CYP2D 6 M 5C & A TR 1 - 1]
BRI A B, 452 A R A 5 SRR YT )
CYP2D AR A g 37 1 2 e v £ Qi v v 2 2L R i i
TG Y30 5 5 b A CYP2D 6 Ll I 1 4H R
2= RWIAb B E TR 230 K5 5 CYP2 D6 I
PEIFAE RN, BARYE & & CYP2D 6K A U Bl
AR TG P 1 A At B 25 1 7] T A AR o ) v
J7 . (HJE F AT E T CYP2D 6 Xl 558 25 245 3 i 24
HIVER IR — B ghie, st —Putse.

1.9 s 2 G000 FLRIE N 23 WAIA T T 24 11 52
g AH ¢ B 4H M (tumor-associated macrophages,
TAMs) 2 e ] ot Hh 85 i i 22 (0 RAVE AR, 7T 4
SIMIBIFIM28S . MIAIBEA S FA 2% K A A e
YR, AR A3 2 AR e A R R RE T . M2 T
Wi W 2R E TS SR AR
FPEMH . HLUEE S AT R B, il
96 ) Jo v 8 AH G BUZT 48 48 . (CAFs) 4314 ) 48 it A
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Mechanism of drug resistance in endocrine therapy of breast cancer
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