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FIIHE B T SR M N kR
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H3 T RE AT 2 ET R AT BE -5 SO Mg A2 B9 — S B L S A, 04 A
5o AL T e S DR AN L R 2 PR RS2 A BT i A T A, A
O3 IR0 A s ol M AR AT D, DA A A g A e A 4G, B 22 Al 58 4T
R — PGSR, BT R JICEYT P IG YT LR = RIE G A Z e
— A AE IR AR S, A Y HT LR TR T U A A S IR . R O L
Jog BB B R e A K 7524 (epidermal growth factor receptor, EGFR) i & ik,
I, Fi5 22, $iAEYJE (lapatinib, TYKERB, GlaxoSmithKline ) f&fEF T 1 AUFN
2 AN A K RT3 /K (human epidermal growth factor receptor, HER) [ ¥{
o TR S R T A2 AR BEL T 79 o AR S 6 E BH 7 e T2 e 4000 ] ek e 240 i 1) AR 4K
ek PR X030t Sk S L A2 M R 4, m o sl 5 A 2 ) TG 7 SRR, 3L
e IR R TR AL,

1 Rig% 2 o 1 AL
RIE K T2 AR T 1 2R Z R (tyrosine kinase, TK) Z k%%,

Tk T HIRZ AN IR JZE ) 2 P 2R (BR A0 I 20 A ) |, 76 40 B 19 A 1< 34 76 A
TG SR OCHVE R . R A KN 32 R i I Ah X | 5 5 DRI I P IX =
A4 R, L $E ErbBl (L Ff EGFR # HER1) . ErbB2 ( L F8 HER-2 &
Neu) \ErbB3 (f1#% HER-3) 1 ErbB4 (LFK HER4) 4 51, BLik 532k
AMXZEE 5 R AR B R EGFR 2 a [w] Y al S5 78— AR, o380 37 A Bt
X 2, R A T 0 12 fi & s 22 IR e o 1) 1 Sl IR A , e ot 22 4 I 7% A B 1 g
( mitogen activated protein kinase, MAPK) Fl# A5 HE LA 3 144 ( phatidylinositol
3-kinase, PI3K) 55 S/ S, A SFEAME 2L % M. 1k
S22 VP IR AN MAE AR EGFR 1 B Sk AU E IL , FLIRE ExbBI 3 B Rk &
HER N 27% ~30% ,ErbB2 2 20% ~25% ', H 5 i s i BUR 2 AR AF
W AR TG A7 | R B A R R AL R T IR B N Y IR, BF X TK
FHE YRS A I TE M PTMIE RCR o

FEMARR JE I 4~ g s R IpR 21 T 0 1 591, 0 =0k €y H, CFN, 0,8 (G,
H,0,S),H,0, 7 FBiiE A 943.5 L &5 S5 EGFR A1 ErbB2 [ N X ATP {5/

1 BA07 :330009 F B, 7 B T FLIR BRI 58 T 25 25 A o8 =




A B 2 2 (FEL ) 2008 4F 8 3 45 2 4% 45 4 ] Chin J Breast Dis(Electronic Version) , August 2008, Vol. 2, No.4 + 453 -

SLGE G R R 305 %) T0 1 P 25 A, U0 T 1 A2 1A P T T TR e i 1k (L
B A SRR R RIE ) T A, BrinE R M PI3K (F 5L i 2 A
survivin (—FR 4L TR B E) U AR HEIE N T FOXO3A k™, 51
AR TS . T EGFR W s R — BRIk, B — 32 I iy il Al e 4 42
 HAbSZ AR R TR, RO B E B4 X EGFR il ErbB2 XU 18 144 A s Je 41
il s = PR P B BE T B (HARTE B AR, RO AR R R R, 41
Femn 4 I M ANAC AR 45 & X B 25 i ErbB2, R POS™M™ 0 X Fh ErbB2 it li%
G R TS T L B A B R i ] AR A 2L O AR AR R B R R AR TR
IR 0 235 2 A S 5 ST it s A R DRI 2R o T B il R B T B B A TR 24
SR R 22—, T PLIAES JE nl 45 4 M P X i BT474 L5 g 40 o it POS ™™ ik
e,

2 IR ATKIE

ez BOME P T EGFR 5 ExbB2 (i 1A 1 5, 0 i BEL W 78 410 161 4 i A K
FAWEER ., i B AE EGFR FI ErbB2 i B 3235 (9 15 W0 F L Ak SR e dp 1)
TRYMRIEZE I - FE A JE FH KT ExbB2 F1 EGFR 33 B 2635 40 It 0% o 1 1k S T i
55, HR B A KNP RE R B 1M/ S 5 BARTE A 50 40 i 2 Hb g 2 B0
il B (1Cs, ) AN TR, L7 P R S A 22 K0P M Jes 200 i 25 0 20 B M o 3 A4 i A
290 0 18 B A5 A 5 N P 200 i e 300 I o /S BRI 1, 5 % BEZELRE 1L, 7
LA 2 4H i g AR B B /N S8 A R JE il 2 5 EGFR i Rk
AR LI 88 200 i ( SUM149 ) %of e 5 2% 00 SR , 1 ik 98g 40 45 7% 98 it st 2>
10% "> 3 BEPK 2 /1N LR ARL 140 M 380 25 52 1R Bkt B8 24 E 1 3P 0 40
XU 5 S AR T L 245 P Aol ol P G v — b o 4 L 5 s 52
i yRE S VT T bR T 1) B R P R JE A AR S RBOUR

3 GRPANFERZEMN

TERR R R JEH RN TS B LR 45 25 10 ~ 250 mg J5 £ 30 min (1
WCHE SR R[] ), AT AGE I 2] i 1 24 490 5 BT A5 e A A L 25 R P 9 /E2.5 ~ 4.0 h
JEr IR WA, 3R W I TR] -5 45 24 5] o D0 5%, 11 28 e JE2 (S 5] o 1 245 W e JB2 22 ]
JoZESE) HHZE T BRI A 0 (6 ~ 9 h) BRI ESE . %8R 1 Ik, A
K 25,100,175 mg, %228 d (T ARG 205,56 1 RHISE 8 KL 241U E LY
HBTELRZ )5 3 ~4 h, 20 8 RAVIM I R 1 KM BT, 6 ~7 d 512
WA . DA B R B H 1 A 25 R R] AR S Rl 25k T, —
i o< 67 4] ErbB1 8¢ HER-2 o B 238 (O R 01 A% 1 i A6 2 0 T 0]t
AR S5 R



« 454 - FAEFL IR Ze A8 (HL AR 2008 4E 8 H 45 2 45 55 4 ] Chin J Breast Dis(Electronic Version) , August 2008, Vol. 2, No.4

PR e A RIS, T B b i UL AR B R A4 T S
(42% ) , B35 (31% ) 3> (13% ) FIE 55 (10% ) , LRI G N 2 0., 280N
1/2 G 0o AHSE:, 76 T 3R P 2 ) 3 S R if e Je M 56 i 4 G TS,
PR I S BOR I IETT 12 1F , BT LA EESU B2 B AR 25 8 70 1 X RE VAR YT -
5 T Bk BT BB AR LG, R R O E R AR TN, I R IR 6 P 2
1. 6% [ ERE 20 O L350 (LEVE) & A B0 (PR R IR 18.7% ), FeH{V 0.2% 3
HREIR , B VAT IE O NE S REERRE DRI 5 . 2, B JE & Rl EIVE &2
S AT AR R Y, DR A R

4 lGERITR
4.1 RITINF

o 5 UM B A MU RS B LR N10% ~16% (H T AR iR $E 7R
HER-2 o B 38 B i % 72 17 J L3R B W e (349% ), Hirp 24950% 17 B 35 A8+ ™
HIFRM ARG, XA =D ()RR TR (2) 2
YIAS RE 38 1 I i B B 5 (3) HER-2 ofg 78 1 %59 19 DB R, B9 1 B 7% 7% 19 L
R ORI R /N T B, BEAE T A 100k R B VA T LR G s B m i
AR, NI R I s R AT TR0 R, A I A 1 238 1]
HER-2 BH L i g £ 38 7 1 FH 22 2 B o R p AR S i ke SR 7 B 2k L
HRPLIAEYJE 750 mg 3697 (FK 2 IK) , FEL SRR RGN . FF X
Hirr 104 151 282 0 8] Wy o3 B 42 s < - 3597 16 JE i, 8 1 (7. 7% ) B 43
WS4 /N 3.6 em’ (0.4 ~29.7 em’) 5 BG4 4E /) 20% [ 3417 16
(16.3% ), F345/N 3.3 em® . I F B, 7 i 2 2R 5058 B B AR R S5 7 56
fitth N FHE AR JE AT A4 /)N i 2 7 9 )b AR, 2 2 M o i 2 B iy 3 it T
HHIIEAS o
4.2 RITPMEE TSR

I 393356 (EGF100151 ) ([l e 43 B 2 84 487 , R Je Bk & K B M ieih
7 ExbB2 B 0 Jay i H0 2L A i e B 1k 2L B 3, B SR 4 vy P o7 ek g
JEIE] (time to progress, TTP) . {E&Hr & A BO5R " v, 345 399 1) f % b
B4 A2 40,198 Bl 1 ARPLIAEEJE 1250 me/d BEA R Rl iE 2000 mg/m’/d
(dl ~d14, % 3 JAEER 1 1K) ,201 iRz R IR B 253697, W4 BB 3 A AN
LA, FEZL TR TTP, YELL 5 2 Jo k% A 7 B 8] ( progression-free sur-
vival, PFS) (G AEFFH O 3R G R s AL 2k, S R an T k3 &
PLLL AT 184 5] HK A 2H 82 1], Xf AR ZH 102 5, A#H ) B9 ~F-35 TTP A1 6.2 F1 4.3 />
H K3 (HR) 2y 0.57(0.43 ~0.77,P <0.001) , R S e Jé vl g &
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AP R B fEB . BRAZHAET= 55 1], XF BRZHAE T 64 141 , - 15 2 A A7 4
MK 15.6 F115.3 A, K&K 0.78(0.55 ~1.12,P =0.177) . T [ K4y
WK 23.7% F113.9% AR 1.9(1.1 ~3.4,P=0.017) . G RIR2E K45
F29.3% Fl 17. 4% 3K 2.0(95% {5 X A~ 1.2 ~3.3,P =0.008) ,
WeA2H 4 ) BRA S R ) TP Rh 28 R G s s, X R A 13 f5i] (P =0.045)
G T ZH LA AL, B B LAY SR R TS (65% [ 40% ) \F- LG 1k %
U J¥ 25 R BB/ B8 e N (29% Y 14% ) o U A5 S5 44 7 TaT, B A 40
HEL S BE T AH RO IS 24 X HRZH B 2 3697 TR B 4, T4 -1
EEHFHN B (LEVF) (T2 5, B2, HER-2 o JFH R nMEIa TE 55 B 1 FL
P B PO R B A R IR B B3R TTP, Bl 52 R 4F
4.3 IR RYEFLIRE

REFLBYE (inflammatory breast cancer, 1BC) 7 XL IRYEE o LA T , AHX
FAE IBC, B Y ExbB2 1 B Fe ik R 52 0 1 WA v # J >0 IBC Y $0dis
F AR JE TR 1K BB 4 F B A A, IR 1T 1A% EGF103009 gt Hiif s e
BAZVARYY IBC T RIS P . 45 Bilzad R 3 B B Z Bk R
TEREPUARR IBC BERE 0 PI4L, A 41 (n =30) 4 HER-2 i KGR, B 4l (n=15)RK
EGFR 1M HER-2 £ B335, #2532 P Jé 1 Ik 1500 mg/d 3697, 4R EoK,
A A 15 F1(50% ) BN ZE . 15 il F 3 B R 2R LA T < (1) B2 Bk 288 (78
B4 FIBL) 2 58 M, 13 1R S 5 (2) ST SRR 097 RO A
#f (response evaluation criteria in solid tumors, RECIST) f{Iff RV 2 7 filfaE,
7 By ik, 1 BRI EESHERCAAT R4S . B A 1 BN, SEI
Toitk REETE] A 200 14 JE(95% CL /15 ~32 J&) ,B 2K 4 J&(95% Cl 4 ~
12 J6]) o @l s B O T, N 2H Y 2 R4, aeR UL EINAE 2 12 RS
(49% ) EBEWLAEIR (42% ) 292 (36% ) o 150 0] 25 R WL, i Je Rex
HER-2 i B Rk 1) IBC B34 B B I RIGI T R o

5 4iE

1T B R T 20 1 3 R 5 B 0 A5 e R P TT2  RJ L
AR PRV I PERO R A0, 5 1650 L7 M L ELAT SR RE T, 7 AT 4
BT AR PR D8 RONES R & S AN A2 O R
) IR AL UL PR FUBRN T 15 B T T 20 LR
AR T T 2 B
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