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A5 JEHA 22 S TR AL A , PR S2 AR P
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WrHR 2L, 4 M S AR 1 8 (cyclin dependent ki-
nase , CDK)4/6 #1571 [WRA1 76 #] (palbociclib) \Ri-
bociclib . Abemaciclib]A% H BEZ5 B ] HR LR K
TR Ay B 6 TR HRZLAR S8 5, PALOMA -2
i AT 22 WY, WRATT PG ARV EK 45 5 8 A T 1571 Caro—
matase inhibitor, ADVEAN—Z N 0GTT , L E 1Y
To ik R A A ] ( progression—free survival , PFS) Lo
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1.2.1 FGFR {5575 FGFR {5 S £ %
Z 5 M A R R R 7E luminal B 7Y
FUE T FGFR1 97 847] 53K 16%~27%, 31 H FGFR1
REIEREGE PI3K-Akt {7 5%, fif Cyclin D 5 CDK4/6
TERSE AW, S ShAmM R, 5 3 CDK4/6 #ii 7)
it 25 , Il FGFR1 323K Al ¥ % JU i 25177, 5540,
FWFFEFM, 24 FGFR2MS5381 Fl N550K ( 7 il 2 75
(LR TZE ER* TA7D FLARJE A0 ik m, vl 51
T47D FUME AN X RAT S R 25, B FGFR {55
PR SR AT RE S CDK4/6 M7 A 244 e,
1.2.2 PI3K/Akt/mTOR i 24 78 HR*FL AR
25 309%~40%1 (B E A7 1E PI3K-Akt-mTOR 155
TE OIS NG o ROD SAR N S8 R, Akt 1842
WG TR E CDK2 44 B, CDK2 AT 38 4 1 70 3
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E2F i #%, 530 RB B AL AN E2F P AL, 2F110 /5 2
2 it JE 301, 4 CDK4/6 41 il 50 i 245125 PI3K 800 3-
TR TR AILARHR 4 25 1138405 1(3—phosphoinositide de—
pendent protein kinase 1,PDK1), TG AkymTOR
T S Sh AN E 5 1 CDK4/6 J5 fif 2519,
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CDK4/6 14l 57| it 245 1) £8 5 4775 ESR1 %878 )¢ ER
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14.7%", LN, FEWRAA P RIS R Gy T i R8Pk
FLIRIE OB U B UG PR RNA (circulating tumor
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RASH[RE S CDKA4/6 A i 254 54
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HFIFI AT Cyclin D-CDK4/6 2 B F e T 32 14
fi & 1(programmed death ligand1,PD-L1)%E [1A#Y7K
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G NI IARTT JE i R I FLRER B, SUFF Ribo-
ciclib/WR #9 78 F] 55 4 5 Abemaciclib , B4k 4E Abe—
maciclib BtA N IIRY7 7%, It Ib Bl R 56 B

HEAESE 7 (NCT02057133 ), [l , FHT3FAE Ri-

bociclib(NCT02632045 ) FIWRA PH A (NCT03147287)

FZPFPRUAI RIS E AR T . R1TT, Yang 2600
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I JRA 1Y) CDK6 JERY 3, i i 200k CDK4/6 i

FITit 245, H A% CDK6 ATk & 7L AR5 4 i X Abe—
maciclib BB . AN, BIFGE A BN, X 40 S 3
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PR IR 245 09 FUBRIER AR, AT LAGE s 4 e 4 i) CDK2
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2.2.1 FGFR #lIfil5 MONALEESA-2 i{36%f ctD-
NA BT s , % FREFEE3Z Ribociclib+2f i
SERYBE  FGFRT 98B E 1Y PFS 2 10.61 1~ ,
M FGFR1 HF A= A £ 35 () PFS 4 24.84 4~ J
Formisano ZF2VEHY A ERYFGFR P38 il 7L I ges 58 35
i FGFR #0457 +ER #5505 +CDK4/6 $ 7 =
HIRG T 5o R, — I TP Ak WRAET VY 1)+ 38U4E w
#f+Erdafitinib =258 57697 HRVHER21£45 FGFR
P14 (AR AE—Zerb il F WRATVE R RS2 LR
BHIEASPRU) 1b A 7R Th(NCT03238196),

2.2.2  PI3K/Akt/mTOR #I#i5] #FFEFR, PI3K 417
HIFS A PI3K S48 R A 4%, 31 7] 5 N A R YT
T ] 2E 28 g Jg 1221, 5 —Tuiff o 2B, PI3K #13l551)
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FUEE N, WITIEZZ 21, SOLAR-1(NCT02437318)
W5, 764 PIK3CA R RAS I FLIRE B 35 T,
Alpelisib (— & PI3K 1 il 7] ) + 380 2k =] Bf AH A T 20
M SR Ak =R, A PRS ZE K 73,7 AN 5 ii7E TS
PIK3CA 2745 () 8 v W] PFS JFEil B 22 5%, (1
Al RER M REAESEZ 5 CDKA4/6 fkIFIIGY 7 I B K
D (n=20) , P I 6 28 8 35 v A T 4H 3 A TR
KL Alpelisib+34E 7l ELHA B PRS SE, 49
AL 9T 22 B,CDK4/6 #3513 B0y 7k 1 8 M [H)
%) H (phosphatase and tensin homolog deleted on
chromosome ten, PTEN)Ht28 , 71l G5 17 L e 41
JfLX5 CDK4/6 A1 PI3K 41l 31 & A= 52 SUTR 24, 3X 7] R
SIREIA FR N T SR T 1 S B Ry TR — A
CDK4/6 flfil & %t —Zfdi 1] Alpelisib 1647 74
XM 245, BY Lieve #lF 58 & B, 7ERE11 4552 CDK4/6
THRIFI+AL BT (A 20 FBEFE 22 R Gy 7 8N 43
WHAYT (C 41) Y PIK3CA 2845 HRY/HER2 B3] 71
P T A 4R Alpelisib+ IR 4E /I REZE 6 1 H
Toik AR RN 50.4% , PFS N 7.3 > H (95%Cl:
5.6~8.3), HH C HikgeAly (E7E kAT >, J34h,—J0
Ribociclib+Alpelisib+f s iy 1 b/ 11l PRI 56
SR T TR B A E RN I IR 3R 25, T HL
P38 B A3 AT R, RIS R0 4B R (Cyelin D-
CDK4/6-RB) .PI3K-Akt-mTOR ER X 3 /™ % A 4
2T Ki67, ¥ FEHBRH 1E R ASRHILE] , 2 1 R SE G205
R,

Michaloglou 20 mTOR 44 1/2(mam-—
malian target of rapamycin complex1/2,mTORC1/2)
058 30 B 1K 55 9 40 L CDKA/6 49186 300 F SRR
It HELA CDKA/6 Fl ER fE 7= Az 5538 A 14 i 783 41 it

A RATH ARV, JER IR 250 . TRINITI-1 3055 11
H AT 2 B, FEBR A 3252 CDK4/6 i3RI BCA Y
ST UMBYT e e ) LR SR D (AR 4 B
)+ P4 3£ 3H +Ribociclib = 2584 7 1Y B i £z
PFS i 5.7 1 H , 1 4% PFS %4 33%(NCT02732119).

Capivasertib J&—Fh L Akl =3 045, I
WIFAKTION 8562 W , 72X REA: P43 it 25 Y HR
HER2-# 1 2L Jf 98% 35 P, Capivasertib+ 35 4 7] #f
R ARl REAZE R PRS 32455 175.5 S H (HR=058,
95%C1:04~08; P=004)?, TAKTIC IXH:(NCT03959891)
IEEBEZE Aktl #1457 Ipatasertib 5K PN 43 W v FH
TREAE CDK4/6 #5015 97 Jo i e i HRVHER2 %%
R FL IR IR F8 3 W07 OR DL RO B i Ak 2
FH CDK4/6 $ifilF)
2.2.3  MEEMSCZRMEIF]  SoFEA 58 &
ESR1 2875 (5 (T FH U4 R il 2B PFS, {H425Z 00
2L N IR YT 1Y ER -+ U L g 2B 3 ol R U4
FIRER) WL 2% i % (objective response rate, ORR)
— W <10%, [RIET25 0 FAE mIRENLR ST R R
P, B BT AR A e R R AR JE A (selective
estrogen receptor degrading, SERD) & il kBl 57 #4
1 Elacestrant J&—FF ik SERD , HAAR A S {4 iy 512
W20, (E R 3552 CDK4/6 IRV Y I Ry
AT, e A JC ESR1 €77 | Elacestrant &5 7~
BT ORI M TN U AR B B 1 RBPY, — I
1 CDK4/6 F IR B G N 43 AR 7 T 245 )5 () HR*/
HER2 B F T L% Elacestrant 5 N B 2536979 T
R AT PRI IE AR 4 7 (NCT03778931 )
224  REERAT SIIHIR Deng SRR I, — L4z
AT IR R PR TR A R IR
i CDK4/6 FHIF) rT 1455 PD—1 B, My CDK4/6
TN e A LAy S48 T SRR
b T WESE CDKA4/6 il R BEA PD-L1 #0570 T
CDK4/6 I RV N 3 W07 Jo E e i 8 5 A
A2, PACE 80954 F8 37 BEAIL 53Ry 38 4E vl HE AR 2 L3R
Y W RIS WRATT DU A L J4E w) RIS R PG RS
Avelumab 3 Z#EAT0F5Y , H AL 3L 56 1 E A 47
(NCT03147287), MORPHEUS ( NCT03280563 )iz 4
TEREAEE32 CDK4A/6 MR 10 18] i e sla 7 e
52 & ) HRTHER2 W L B 28 2 vh PPl JLAS DA
BPEIRIT MR B BB YT T R AL R VR
258 J1% , L ORR Sy FEL 4, H AT o8 ik
TEHEATH
3 RE

M L B O 8™ B Wy T o P R f B, LA
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