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Abstract ; Recently, cyclin-dependent kinase 4 and 6(CDK4/6) inhibitors are iden-
tified to be useful in breast cancer patients with positive estrogen receptor,and
could improve the efficacy of endocrine therapy against HR + breast cancer. The
ongoing studies confirm the benefits and tolerability of CDK 4/6 inhibition,and the
combination therapy with endocrine agents may become a new standard for breast
cancer.

Subject words:breast cancer;cell cycle;cyclin-dependent kinase;endocrine treat-

ment

FLI I A 73 IAA 7 78 I PR T Wk 7 3 2 [ 2
R Rk & T 2, BRI E B R AZ K (estrogen
receptor , ER) Fll 421 2 57 {& (progestogen receptor, PR)
B e R 2 70% 0 8835 16 9T A R H R X
S BE AR T Wy 2 AN T sk O I 255 00 . TRAGA
PUFL IR 09 AR W 22 R AR 2 SR A AR0R T R A S
fift, ATHIOCT CDKA/6 #0455 N 70 836 T O AH
SR JR B A E |, O IO 3 R

1 HR+/HER2-ZLBR¥E

FUBRIE R WO MO IR, RIDIME SR ) 2
S FU R A2 R G RS I R AT A I T4l

EEWH . BREKF¥E481372407); #0404 B %354 (2014CFB394);
# 4 itk &3 E (WJ2017M027)

BIREE: RS, TEEF, A B, RAAKRFARERFEFQ
AL, W ALE R R B X 5K 27 B (& % F )99 5 (430060);
E-mail : qibinsong@163.com

Wr#m B #3:2017-01-11; 1€ @ B #§:2017-02-25

MR 2017 £% 23 5% 9 H

T, AR LR R AR A2 AR T HER2 2351 Dl ik
179325 ,70% ) A\ Bty HR+ HER2-", WArikiAI7
o FHAREE A U I R A, O T2 2 e 0 2L AR
FE A PR EIRYY , ORI K 22 T AR 5 Sl B N o3
WIRIT R T IR YT BOR A BIA YT 2 &
BEALTE L PR MR S RSB (B P 25 ) 5 UK
MR (57 7 AR R AL R il e a7 00 pil e |
MRVE G40 ) 5 Mo PP MEER 52 AT TR (L4 R Y ) .
DAt B2 I8 A AR () N 43 WA IR 97 259 KOR AR T 34
TR BA P FL IR B 0 SRR T R PR
b B 5 5 A B IR T AT R I FL R RS 40% 52 A FT 20%
FACT R, Y7 RO 4R A 2008 ke
GEIE R N R AT SR B 2 AT 5 i AL B AR B 1 2% 5
AEJ5 N 43 WA A I R AR T Ak S 0 A s IR 3
FRRAR A 4 5 FLNR e B B R A, FIRST £
rhCs T A9 Bl AL I PR 36 B0 L A T 9 4 W) A 5 Bl
TS ity mele — 2 3 o WG S0 2L B s R 9T R TR 79.5% 1 SR

807



Journal of Chinese Oncology,2017,Vol.23.No.9

FIRIT L AR T ORBE Y 20 BT, S ) 3 2H A0 B3R it
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2 CDK4/6 #]s#i5
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ciclib . Abemaciclib %
3.1 Palbociclib
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