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Clinical translation research of pertuzumab in treatment for HER2-positive breast cancer

ERB B ERF(REZEAARY WRBER, BEMNBIERESHAP S, URBEHEXFTHRELLE
FRETIBE A ELETRT o PHELSFA; b, FLBR=F, X & 300060 )

[ E] AZIRAPI pertuzumab WE A —FIHT AT A £ Hz A K I F 32 8-2( human epidermal growth factor receptor, HER-2 )
TRTT 251, AR T XA ] T i 2 2RS40, P I 5 T DA 4% S0 A T Y HER-2 1004 ), ikt Rl PR %% A6 AF 50 24308 52 M 2 2k
BRI 2 R BT MR R A o T S0 T 3090 PR A s 9 45 SR 7, T HER-2 W 253R 77 ( A Z BR T + il 2 2R
POOBA LT Al HER-2 FH: e 3 L AR Y P A8 JC 95 12 SR s 1] ( progression-free survival , PFS )ZER 2] 18 4~ H L L, i &
HEAFIFRIC overall survival, 08 M1 5 4F(56.5 N H ), W& MG 1T WY HER-2 BIPEFLIRR B8 I BUG . Tt I 0HT 46 BhiG 7
e PR B AR A 5 A B DA 22 2 B0 106 6 1 2 2R B0 1) 3 ) 4 R 280 R AR 8 1 9 38 58 2 2 A ( pathological complete response,
pCR)Z IR H AT 3K 66.2% o LAMEIMT A B, B2 5 RS 2G I AT, I A iA 2 2k S 0ia 7 WO T R B e #E 1 . AR SCx

WA 2R BAGTAE HER-2 FHVEFLIEIRYT 09 LA SR I PR AL T AT 250k

[ SRR ] AZERAP; AR R F T2k FUIE ; ih 2 Bk s
[ hE4ZEE ] R737.9; R730.54; R979.1 [ EktRIES ] A

FURIEE R 20 S o 3% de e A PR R, A 3L
I R 2R BIRT T K AE A W g, g S8R AT SR Ao
AR S 2 L AR AR T Z k2
( human epidermal growth factor receptor, HER-2 ) [H
PEFLHRIEZY 5 4R FLIRAE ) 20% ~25% , %2
IR IR M B v S 22 B HER-2 2590 i
e FUE T xR e B H WU,
i % Bk B B BT I trastuzumab
emtansine( T-DM1 )", it % T HER-2 FHEM
FUIRE B, T — 23R I 89 v 7 JC B 2E JEE ) )
( progression-free survival,PFS )WLAY K 1 4E 24711,
R, #2042 ) HER-2 B 2L B 1 A AP AR R 2
e P T Wk 14 T

F-2Z Bk PR T ( pertuzumab ) 7 b — BT 24 14 it
HER-2 JGJ7 259, A B © R 30 5B A% 77 24,
£ 2012 4 6 H B¢ FDA #tifEH T HER-2 FHTERE 7L
IR — 23R YT 52013 4F 9 H SO L AR B
BRI YT T R R 9 HER-2 FH 1 J09 2L
ARSCADL RS 22 B BAATE A 470 i i AL ) B LR il-1l TR
B AR TT T AW S HEAT T 2R3

1 PHZEREBFRIMEANLH K e R BTHF 3R

A2 Bk BAPR — RN URE B g e 19G1 PLik 1
HIF HER-2 (g SN R 3 T 3R PR I ) 27, i
T B )V T % 5 AT DARR S P ) HER-2 W] 9

[ XE=HE] 1007-385X( 2016 )04-0545-05
TR {ku 5 HER-1 HER-3 fil HER4 A5 5
Ak, ITTTRE T HER-2 2 1A (9 3800 , 3 310 30 6 g
IVE . it 2 Bk st 5 HOA ) 19 0 HAE T A A 7
HER-2 (AN ERIRIV , LR BH T HER-2 11/ 5
IRE 0 P MR AR K R R D, P2 A
HER-2 B1E FHAL s RAE FHAIL R A B DX .tk
Ab, MAZ2 2Ry it 2 2R BT [ B A AR 4
A SR AR R

(LN g RS SR/ S w1 7 LR e d 1|
HER-2 12 335 19 2L W68 40 B ( BT474 41 s & )38 58
J7 A PRI AR Y. Scheuer %5 #E HER-2 i
FRak AR/ N TEEC Calu-3 i fiEL ) A2l AR ( KPL-
4 Y )FEAEE Sh YA AL rp e 2 3, BURE ) 25 95 A
T PRGN 22 2R BT I A R T 4L R 5 A 22
fi#( complete response, CR )R AEFL I & 60%( 6/
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2.1 [M#HERFLR

Cortes %5 ' Uit T —131 11 991l PRAFF 5%, %F 29 451
i R BB T 25 A 30 HER-2 BH P L A 9o A 3
BT A Z BR BT R YT, A5 R R AU 1
(3.4% )ikFNH 4> 2% f#( partial complete, PR ), J 1f
Ta 58 ( stable disease, SD )ZE 6 > A L4 EFH 2 #i
(6.9% ). H 17 B4 mh 22k B yiR Y7 Ja v R 1)
SR AT IAZ R BRI A ih Z 2R L BUIRYT MR
#| PR 1 SD=6 > H 1 Ao 52 3 6l 17. 6% )FI
44910 23.5% ). BTG ST 45 S0 I PR 24 A& 4% 1% B[]
Y FASERT LA s i it 2 2R B H0I6 97 J5 (Tt 245, % 1
MAZ R BYTIRYT S T 25 RIRE A 2. T2
A7 3k , Baselga %57 FL R BT HER-2 PZ4( %
PREAPT + MAZ RS0 ) T T M Z BR 5B 7 R
W) HER-2 BHE I 100 2L 9 , 66 191 A 35 ( 2 R S LU
LRI LB 79% A 5 k] CR, 11 ik %)
PR, 17 {35 %] SD, % W 2% fi# #( objective response
rate , ORR )l R 35 25 #( clinical benefit rate, CBR )
I3 ik 24. 2% 1 50. 0% ; PFS ik %] T 5.5 4>
Ao PEMCRE 002 2R 55T A AR B s T
it 22 BR BT b b g 4 T i L 3 U I S Y 4 T
PO FH AR 5 = 8K

BRI A M 2Bk B ah , A P SE 1 iRk 2
PRPHUIEA ) —FhbT HER-2 254 T-DML, 45 5 & 91
64 B H(67.2% &= & KLl AR BE N
ORR } 41% ," i PFS & 6.6 ™H , 5 iR KA
JP2IWIR T AL, ORR #4231 %, PFS #E K
1A H MR R AT RE R T-DM1 PYBR T il 2 2k 5
ook A YT 2 R R R TR ER . —
KM Z R BB S T-DM1 —23477 HER-2 BH
g 1L 9 19 T B I PR F 55 ( MARIANNE ) 1F 7 i
17, BB BENLE 52 = PR R IR YTY O 48 - i Z Bk st
+ SREE ZERFAPL + T-DMI LR + T-DMI,
SEREA IR

114 CLEOPATRA B 58 ¥t , — 3 11 01l R A
G500 R TAEST HER-2 W 25( 1 Z Bk B + i1 %
PREAPT ) ILml F G SRR BT 2, A4 69 iR
A 516 74% ) —ZRIGIT . BRI HE T 1
4 PFS F ik 70% , 07 PFS & 19.5 A~ H , Hdb 4
TRHEN PFS ik 8] 2 2(24.2 M H ), BIGEBE M

PFS HikE] T 16.4 N H . ABFFRERA PFS # 2
BT CLEOPATRA BF5E, {HAS BE 5K b it B 5542 it
T BT Z P FE, (H 2 il e B a5 18 Y 14k T 25
YRR B AT A i — 2D A
2.2 G R ARALAT 2T

CLEOPATRA #ff5¢ & — TR #L . WU L % I
Z e TR RIS, 808 #4734 AY HER-2 FH:
W SO L M s SR B L 40y 2 2, — 232 B HER-
2 PZH( IAZBRABT + i ZER AT ) + ZPEMFE( n
=402 ), H—AIEZ R + 22kt + 2Vl
T n =406 ), Z55 W IR A2 2R A HTALY PEFS 354
o7 A8 N ) BB HER T 6.1 4
A, 2R BA% 3 X(HR 0.62,P <0.001 ), 1E
JEFEF PFS i HE K, FDA HiLE T2 A T
HER-2 PR i 0 2L AR 9 19 — 23R 97 . WFoR & U5
I PRMA 22 BR BP0 2 1) Th A B A A7 1] overall sur-
vival, 0S ) Bt 4is [A) ¢ W] A0 T2 B 4H.( 37. 6 4>
) AR TR B [ 36 97 AL A 0S 1y £ s
U ICEEIN R 2 2015 4F 2 A & FRAEFT Yk 22 20
G R SCRERIN T 08 By EE 1 2 2 Bk eh
I 56.5 N H i FIHUH 40.8 4~ H iRy 4l
OS #EK T 1 4ELA F(15.7 4~ H ,P <0.001 ); A2 Bk
HHM 1.2.3.4 A AF 500 2 94. 4% .
80.55% .68. 2% . 57. 6% , W] W A T 2 B 7 A
(89.0% .69.7% .54.3% .45. 4% ); WA Z Bk B i 41
ORR 4 80.2% , i Z&f#AFIA]( CR + PR )2 20.2 4
H X RELHAY N 69.3% F112.5 D H . A2 Bk BAdT
BN AT SR A 15 0 0 HER-2 PH A4 2L IR 8 2 25 G op
17 OS IKE] T 4230 5 A, 3% — 25 5 2 LI IR 1= Vil %o
T HER2 A 09 2L i A TA TR e A ARAC P AOUE

— IR B 2 RE S 2 0 B T CLEOPATRA th
Bk HER-2 LASIME LA A Py A 10 90 % 97 R0OF il i
52, 35 K 3L N4 EGF . EGFR .HER-2 .HER-3
PIK3CA \PTEN %%, 25 5 & B HER-2 J2& T i1 2 2k
PABTIR A h 22 BR BT 25 2L ME—FR 124 s HER-
2 Fl HER-3 1 {Z i RNA 7K F 7+ & DL S BF A 7
PIK3CA J2& 8 W5 A R R &, JEHJE PIK3CA X
FHUG A5 5 K, TCie R EXT BRAL( 13,8 AT ws
8.6 ™ H ), M EAEIRITH(21.8 N H ws 12.5 4
A Bp A R B E G PRS B0 Ol T AR R R
Pt HER-2 Z5903R 97 /& 5 235 I HER-2 BH 1 B 1 2L
U8 8 5 A 1 & R AP AE 4 . CLEOPA-
TRA F 5% 14 45 5 5 7 10 2 B A0 20 R 22 Tk 351 201 i
RS R AR A M 13.7% vs 12.6% ), KN
(b AL B ] R YT A B T X IR A (15,9 A ws
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11.9NH P =0.0049 ), W12 Bk FRHTIG T A Bk 5% 72
BE OS FIMEZLF T2 BFNEIT4( 34. 4 vs 26.3
ANH O, AT ULHT HER-2 258196 97 3F A 38 in i 5%
FEIR e A R M I S R i RS 1 A B[]
AVEREL #5527 '( BEAL % HR T30 ) [ 6 SR B
142 R [ 245 ) B A 22 VY i 3% — 2R IR YT HER-2
BH A B S L g , AS (] %) J2 B T 3k P %) BUHE [ 8
JE DURER BB & ih Z 2R e, 25 R kR LI 486
J7 + ¥t HER-2 697 + fLIT 4L PFS 2 16.5 A,
ORR H 74% ., CLEOPATRA W5t 5 HAH I, it &
ORR( 80.2% )it J2& PFS( 18. 5 A~ A A — & Itk
b, ANad, R BB L 7S 2 YL IR T 7E HER-2
FRMEZLARE T B VERT, BOm 8 7r A4 T HER-2 FH
PRI FL I , 7R 0 T HER-2 24 14 ] it AR 4
NPT A 25 s e — 2R TRk

3 MAEITREIER A HER-2 PR ZLARE MG K
LR

I B 5E 4= G2 fif ( pathological complete response,
pCR)E WA HER-2 BH 530 L N5 g 397 4l B
TG R ST 1 BRI 5, 1 X TR A Af
WRATESEX . B, A P LR TG
PRFFE S5 SR 52 T M0 22 2R B P11 A il 22 2k SR pi 7F
HER-2 BAM: A 2L B Bl B IR 7 b i o e

NeoSphere W52 DK 417 Bl R4 301 11 490 8
DI 121 1 VREMLAT B S 4 2 A 2410 il
TERPT + ZVUMFE B 4 NIAZER DT i Z Bk
Vi + ZVMFE; C A MAZ R BT + i ZERAP; D
MR RPT + Z PG FE . Bl By fEh 4 A
H1,A B.D X 3 HBFHARGIFE 3 FMI FEC &
(HURMERE + RF LR + BB F B b7, C 4
WEEHE3Z 4 FA A 2 P9 387 51 3 JE ] FEC A% B)
fby7 . 45 L LB 4HAY pCR KA 45.8% ), Hi—
Pt HER-2 259 + fLI7 4189 pCR 45050 24% (A
4 )FN129%( D 4 ), AT 259/ C 41 pCR %
AR 16. 8% )o 33X P UIESE T 10 2 Bk 5 4T A
ZIRAPUDNEE HEOE T R A — 2, |
PRI7 259 0l FH R RS AT il o 003 06 4 e 4
BE5E T H0 HER-2 XZGAE B4 BhiA YT i vy, 26 [
FDA F 2013 49 F ek ot HAE Jy gl Bh G 7
T KU 1 HER-2 BH: 7 L e

% —J5 TRYPHAENA #5722 LI T HER-2
XZ 5 RS 2 ) [m) Bk 1oy FF 2 0 il BT 7 o R 28 4
P 225 BB BERENL 0 3 41 A 4152 3 FiHH FEC
FE 83 RN Z 06 i 3%, $it HER-2 XUZ45( i 2 Bk BA 4

+ AR BB ) Sk y RImHE 3k 6 4 E ;B 4
& 3 JE FEC JP 51 3 AW Z P fth 2%, (H41T HER-2 W
2 5Z Vb FE R, #F FEC FE;C 22
PUMbFE + R0 + dh Z 2R P pi( TCH 7% ) + A2 2k
HHIRYT 6 N, S5 A &R I pCR RAE 3 4145
2 61.6% 57.3% M 66.2% ,Vh C HiE . 5 Neo-
Sphere fF5EAH L, TRYPHAENA ffF55 f) pCR 4 B
B R AT RS JS R TR BUARST T
] T B2y Z P BRALYT P BT FEC 7 BRAEARE
i, XE—ERE LW T pCR %; 51 4h— 1
[AJ& NeoSphere B 5% 3 4 Bl iR 97 02 4 A~ Jd W, 1
TRYPHAENA #5820 6 A& . Ab, 7 &% TRY-
PHAENA 52K C 215 NeoSphere #F57H) B ZH YA
[ 2 b JRAE LAl A T R4, 0 pCR 3848
7 20.4%( 66.2% vs 45.8% ).

4 MEHRBFHZERRIEEN

OMEFMEAE A FURFEDT HER-2 67 254 Fl TS 2R
W) e WL AS B BE , — LRI R IS U 4 AR BT
7E. 3R TRYPHAENA BF5¢ ¢ BERFFE L8 5 B 0
WEEEE B R P S 2 B 11 R A T RS S
M50 N 10% b A 214 1] B 41 4 1] .C 41
3 51 2 & A RE AR A 22 B IR T REAS 40 i
Y7 B 4. Bk n] WINPT HER-2 250G IR
25990 A 411 B il BTG Y O R 0 B 0 J0E B M
NeoSphere AF55 2 NI MEE N4 6 5] H & 72 28 5t i o
RS 50% LIR B4 5 B3RS TIKE . AR %4
PEAS RN GRAIE , 15 38 [E [ R E5 5 80AE M 25( NCCN )F5
AT HER-2 259 5 B2 H . CLEO-
PATRA fF5 7 3040 53 M7 o 6 22 47 /B 3t itk 47 17 0
52,127 B =65 % 1A AN B IRV 545
Hec A LB S 42 57, I L 3T HER-2 3397 WX T
SAEBERREE . (HEEE A2, CLEOPATRA
58 A ZH I 2R R A0 2 33 I 23 80 =50% , HLERAE(S
FH 2 2R PR 30 () ol 45 R 5 A2 5 3 il 0 B0 B &2
50% LA R SRAGEALLR . I ECHT Y NCCN 55,
P22 2R BT )3 I 2 o KU 1 HER-2 PR 7L
JRIEE BB BIE T ARG HER-2 BH LR il — &
IBYT AR T BRI I Bl B, (ERE G PR
RIS IELESEAT o XY AA TR 840 mg, Z eI
420 mg, B 3 HLAT 1R, S5 IhZER BT RLIT 2y
YT el — K452

5 B OB
W2 BREPTAE —FloBr A BT HER-2 iR 97259,
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