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[3&3x&] Afatinib

[BamaAsA&] Gilotrif

[ Mg/ B3] 40mg/F,30mg/ F,20mg / F

@EITAND

(1) FEhE . R AKEFZK (EGFR) b+ 19 SRS E T
21 €45 (1858R) M 3E/INAH fa 6 ( NSCLC) B8 3 i — ik, ol JH T
NSCLC B 4k . =—ZRIAIT,

(2) AR . Sk 20ER IR 5

[EERRER] HWARRN KAER=20% , A KE/FEREFE K
ROABER FIR BT R AR,

[EEFEED]

(1) EGFR 27255 . 1 ARAS & JT , IR AT EGFR ZER G,

(2) Y6 554 3/4 RIETE LG HEL IS TFRIIGIT .

(3) KAFFBEMERE R LA FIRIK, 290, 15%

(4) [a)FPERIRE (ILD) : & AR 1. 6% A EEmE , RAA LT
BEYIKE,

(5) FFaetk. ZAERA0. 18% (B Bidr,; FEEME A IEE,

(6) ZA KA ABBAGILAEE , #RPEN A, ENFERARZ
i

(7) PFLEA . AR 1E 2B 1L L .

[ZRHE] ©0A9 AR &l 5 P AT — il 43 & A 7™ 25 88 U N & 1
2H,
[HEER] P-FEEE (P-gp) M0 77 AT GE 14 n by v 25 Je i 25 MR L

o s



2 e 55 Yo, 6158 57 25 16 R B R R AR

() 1o FH P 255 RGO A, 181k P-gp 175 S50 T RE R AR BT 125 5 JE 1l 24 ¥k B2 | [,
if I AT RN &

(—) AR

Bl JE B2 B AR AR /N RO Sk BTSSR 40 i 88 | FLARSE  KRAS
Bp A RUSE R RS E e B R B | 0 PR R A AR R T
Jl ARAI 5T

VE R

B3 e 40mg, B K 1 WK, Frgk 1R, B % 5w o J8 ol 3 1 A Al
fiif 3%

ARMZ 1 KK 1697 EGFR 2878 M b #1FA M f AL IV
HANt R R A B BRI T AT —FP R AbIT L (E R4S T EGFR 2 R 1k il
I ( EGFR-TKIs ) 1697 . 129 ] f8. 35 45 7 1 AR BTk B e 36 7, Hovb 99
15 8. 75 2 4 3R /& R S0mg/d, 30 1] J 35 R 40mg/d; 129 il B 3 v 79 il
(61% ) A%, Horb 2 i CR 77 ] PR ;106 & Wi fha W EGFR 2878 (4b
5T 19 Bk L8S8R) 1 70 #11(66% ) A4k, T 23 1 FLAT /0 W5
o9 f51(39% ) A XL, PR G & A A BCRH L, 40mg 71 4 30 #H
18 il (60% ) A%, 50mg 2 99 i B #F 61 1 (62% ) AR, MFpie

WHA R (BRI L2 88 ) ,50mg Fl =4 3 RA R F R
40mg Rl EE W, A& S R 22% B SER N 22% ,J5 & 750 Hh
7% 7% ., MEARFLAE 40mg 7 545 50mg FI 4 E /0L, 43518
2/30.14/99, BEE R IR YT A L, AT 2k 40me/d,

4k : Yang JC, et al. Afatinib for patients with lung adenocarcinoma and epidermal
growth factor receptor mutations ( LUX-Lung 2) : a phase 2 trial. Lancet Oncol. 2012; 13
(5):539-548.

IR 2 A%, HT—43697 EGFR &89 I B/ IV 1 il ik
9,345 i B BEAL S R i B e 4l (5 2 i ZE A4 (T dl) s BTk ks
Jed ALIF 4L PFS 20520 11.1.6.9 N H (P=0.001) , % F4h @1
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19 1 1858R EGFR 22745 (1) 308 Bl 3, By 2 Ay 4l (i PFS
53318 13.6 6.9 A~ H (P=0.001) ; Pl e S H WAIRIT M B B4
NS 2B/ B AR WAL A A RE G20 08O Z AR
W, SARMEALIT AR L, BTk 2R JE ] i 2 4E K EGFR 227459 T B/ IV
fiti B 982 £8 & Y PFS,

4k . Sequist LV, et al. Phase Il study of afatinib or cisplatin plus pemetrexed in pa-

tients with metastatic lung adenocarcinoma with EGFR mutations. J Clin Oncol. 2013 ;31
(27) :3327-3234.

GAREFSE 3 MRS, 1 T—4RIGIT EGFR 2878 ) i 11 it i o | o
VAR T AT LAAR G b sl gk IR I PRI (B TS A R TR X | D SR R
BN, BEAE 45 245 18] A ZEAS | BTk 425 8 vl Bl 4 B i@ RetR it/ QOL,,

4k Yang JC, et al. Symptom control and quality of life in LUX-Lung 3:a phase IIl
study of afatinib or cisplatin/pemetrexed “in patients with advanced lung adenocarcinoma
with EGFR mutations. J Clin Oncol. 2013 ;31(27) :3342-3350.

ER#FZE 4 b/ WAL, LUX-Lung 1 BF5%, F FEEAAT 1 ~2 b
I R K2 A 12 AL R8G5 AR e ih )T )q ik R Y NSCLC, B
W T CE LK (P < 0.0001) I BRI XE (P =0.006) T (P<
0.0001 ) , 1 3 %E IR 52 WAL I 6] (P< 0.001) , 7 3R I [ 3fE (P =
0. 170) MR (P=0.287) Ry ta% . Fla e oA R F S HAb B s —
B, B e nl g B QOL(P< 0.05)

i 4b : Hirsh Vet al. Symptom and quality of life benefit of afatinib in advanced non-

small-cell lung cancer patients previously treated with erlotinib or gefitinib ;results of a ran-
domized phase Ilb/ Il trial( LUX-Lung 1). ] Thorac Oncol. 2013;8(2) :229-237.

GEFR S MPIRE , LUX-Lung 6 #F5%, FI T—4 497 L .EGFR
278 B/ IV 1] NSCLC 364 15| 8 # BEHL /xR Pl s B Je 40 (242 fii]) KE3E
i ZE -+ L (fbyT 4L, 122 B)) s BTy Je 4l kg7 4 i 52 PFS 4351 K
11.0.5.6 1 H (P<0.0001 ) ; F[ik e e WEIRIT A E 3/4 R R
A B/ BERE(14.6% ) JETE (5.4% ) N IER BB R (5. 4% ) , WifLsT
A R 40 B U2 (26.5% ) It (19.5% ) | F 4R B0 2 (15.0% )
BTk e A AT A MIRIT A S EA R H 90 6.3% 8.0% . 5
PREALIT A L, — R4 T Pk B e vl B 3E K PFS, H#EM: T % 5 4b
B, RCORE AR BTk e AT — R IR YT R
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4k . Wu YL, et al. Afatinib versus cisplatin plus gemcitabine for first-line treatment of
Asian patients with advanced non-small-cell lung cancer harbouring EGFR mutations ( LUX-
Lung 6) ;an open-label ,randomised phase 3 trial. Lancet Oncol. 2014;15(2) :213-222.

EEARRZE 6 M HHXE, LUX-Lung 6 B9, i F—4R1A Y7 WM .EGFR
AR B/ VI NSCLC, 5 75 P4 fl Bk & IDUEH J7 58 Ho A, Bk e vl i
FE R AME FRAS/QOL JRIATIRE Ao ff 6 Pk JE v 35 JE R AE
WAL ; BEFE A (B4R, v 3R B 479 QOL,

i 4b ; Geater SL, et al. Symptom and quality of life improvement in LUX-Lung 6: an
open-label phase Il study of afatinib versus cisplatin/gemcitabine in Asian patients with
EGFR mutation-posit[V e advanced Non-Small Cell Lung Cancer. ] Thorac Oncol. 2015 ;10
(6) :883-889.

GARMFZ 7 @504, Named Patient Use ( NPU) i1%1,63 51| BE A=
xR e B A8 e U9 NSCLC B, 4 TRk & e 19T , A ROR
4 14.3% PFS K 2.6 N H JEEMEZ R WHI TN 46% R B HE
SRR, 41% HBF HBRRIER . B e 7E NPU TR 97K
K #ZetES LUX-Lung 1 iA56—3,

Hi4b . Khan F et al. Afatinib use in non-small cell lung cancer previously sensitlVe to

epidermal growth factor receptor inhibitors: the United Kingdom Named Patient Pro-
gramme. Eur J Cancer. 2014;50(10) :1717-1721.

JIR2

BT J2 S0mg, K 1K,

EAERTFT 1 1 A5, ST P i B JE VA IT I 38 NSCLC Y B KT 52
7, BE N 2y T R AT/ B e/ H AR eI B S
T TR R A AR 20 ~ S0mg/d , B ST R H AHERE NSCLC B & 4T
By e T S PR 56 50 B R 50mg/d,

tH &b ; Murakami H et al. Phase I study of continuous afatinib( BIBW 2992 ) in patients

with advanced non-small cell lung cancer after prior chemotherapy/erlotinib/gefitinib ( LUX-
Lung 4). Cancer Chemother Pharmacol. 2012 ;69 (4) :891-899.

KT 2 [b/IHiL%, LUX-Lung 1 8%, F TREFE EGFR-TKI i&
S 12 FARMEIIB ~ IVHA NSCLC 583,585 il & B AL 4 A Bl vk e
ZH(390 ) E I (195 Bi)) s By B JE 4l 2 Bt I 4 i AL OS 4331 R
10.8.12.0 ™~ H (P=0.74) ; X RE B H A PFS 2050 3.3, 1.1 A (P<
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0.0001) ; AR WL CR &, Pk e 4l R 4189 PR 2354 29 Bil(7% ) |1
5] R LR BRRIIRYT BT R JE 20 IR 4535k 68% (257 fAil) \79% (153
f5]) , BT R AR R LA R A RS (87% ,3 H17% ) BB BUBEAE
(78% ,3 K 14% ) ;X SOR R BRI TLBNA, R HEE R 9% K E
S 16% (1 ~2 R, PR E 4 LR ALY EA RS
55310 10% <1% ;FTEE e 4R 2 FIv REAIATT M CHESE T, AR
JEHA G 08, (HAT B3 PFS BeARCR Bl Je g 0 40 e A A i o 62 2
AR, XL R Ry %/ 12 Ji] EGFR-TKI 1897 R IKH

4k . Miller VA, et al. Afatinib versus placebo for patients with advanced, metastatic
non-small-cell lung cancer after failure of erlotinib , gefitinib , or both,and one or two lines of”
chemotherapy ( LUX-Lung 1) :a phase 2b/3 randomised trial. Lancet Oncol. 2012;13(5) :
528-538.

IGRRREFE 3 11 HIK%, LUX-Lung 4 85, FH T IRY7 X L% & 2 Fil/
s H AR RRIRIT (=12 &) iRy I/ IV 30 e 30 A A 98, 62 191 28 8 A4
45 5 (72. 6% ) i EGFR 783,51 4] (82. 3% ) BFAF &K GHEX 2
WE e/ SRR R T 25 AR e 61 BRI IR B9 R K L 8. 2% FKFF PR,
H{L PFS 4.4 A~ H 4L 08 9 19.0 A A S FIAE R IRTT AR R A B
RIS (100% ) B3/ A8 (91.9% ) ,29% AR RN 524, Bl vk
Bexs iR I/ IV 55 e S i A e A8 3 A S P 728 X SE R R =&
WINLIRTT , HoNEs & R A/ S5 AE R eIy ad R v gk i fL A X TR %
B/ 80 B R IR IR Em S,

&b ;. Katakami N, et al. LUX-Lung 4 :a phase I trial of afatinib in patients with ad-
vanced non-small-cell lung cancer who progressed during prior treatment with erlotinib, ge-
fitinib, or both. J Clin Oncol. 2013 ;31(27) :3335-3341.

GERER 4 MK, H T EREZ /by 7 R AL 2 —Fh EGFR-
TKI 37575 BERE AR NSCLC,573 Bl 83 A 41,541 Bl FH R AL NIGTT
BRI R] (TTF) 2 3.7 A~ H , B A 4 b 2 TTF 73518 4.0.2.7
A~H i EGFR AEH 1 TTF Ay 4.6 T H AR FFEA T, fEHSH
SN ZMOTRIBITIE EGFR K285 EGFR-TKI U8k NSCLC BH 4T
(7= =

Hi4b :Schuler M, et al. Experience with afatinib in patients with non-small cell lung

cancer progressing after clinical benefit from gefitinib and erlotinib. Oncologist. 2014 ; 19
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(10) :1100-1109.

WEMZE S MHKE, HTFEA PR E RS (CNS) 1
NSCLC & IRTT , BE G 24 20— 4by7 L K —4 1 EGFR-TKI
1RIT , 4 T BT e SOmg/d, BEAE AT B ATIH % 2 40 30mg/d, 100 £ &
HEA R AN SRR AR , o 74% i EGFR R4 ; CNS ¥ 8 8%
B ;. TTF K 3.6 A~ H , SUCECAT 100 6 CNS H# B H& 1AL TTF &
BEMER, 35% (11/35) KR PEM B E A MmN KL ,S B 16% ) {04 fil
N R 5 FR A B2 N R A [E] S 120 K (21 ~395 K) ;66% (21/32) BBH
PN R BT R FE i, B R R RT LAYE I N, LA PN VR B AR 6
LB AT 2467  EGFR %2748 8 EGFR-TKI f§ /& £ 4 CNS # % 1
NSCLC BEHRL,

4k : Hoffknecht P et al. Efficacy of the irreversible ErbB family blocker afatinib in
epidermal growth factor receptor ( EGFR) tyrosine kinase inhibitor ( TKI ) -pretreated non-

small-cell lung cancer patients with brain metastases or leptomeningeal disease. ] Thorac
Oncol. 2015;10( 1) :156-163.

WGERRRZT 6 1L WAL, HI T & A xR P SR 5936 9T, 60 Bl S ik
TR AL BT e Xt R Y QTeF (M]3 ( Fridericia 22 3UBF (E A9 QT [6]
) JC i E MR R, AR O AEE AR

Hi4b : Molife LR, et al. Phase Il ,open-label trial to assess QTcF effects, pharmacoki-

netics and antitumor act IV ity of afatinib in patients with relapsed or refractory solid
tumors. Cancer Chemother Pharmacol. 2013;72(6) :1213-1222.

KR T AR IR, B TR R ¥ &Y N 8
(Child-Pugh A 1 B) (BT IR 16 1], 45 T P8 JE 50me/d, 4L M il
10 K25 R LR E DGR & A m H 2R3 )%, Hix e B EX
BT e B A R A AT 52 0, 45 24 I AN T SR 2 B R B B R
SRR RHERGES FEE S TEERIRIT, AT ZiREE
BER)HE,

4k . Schnell D, et al. Pharmacokinetics of afatinib in subjects with mild or moderate
hepatic impairment. Cancer Chemother Pharmacol. 2014;74(2) :267-275.

WERZE S 1A% JHTE T Al 3 fibyr 7 89 HER Btk
FLIRA B 00307, BE R A KN P2 AR AT T Pk & e iR )T
B Z3RYT 5 I HER2 FIME B H AT 80A BRI IR b, A E BUXHE Y B
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BT PR JRIRIT .

1 4b . Schuler M, et al. A phase Il trial to assess efficacy and safety of afatinib in ex-
tensively pretreated patients with HER2-negative metastatic breast cancer. Breast Cancer
Res Treat. 2012;134(3) :1149-1159.

AR L5, H T ih 2 Bk IR Y7 i o i s AN T i 22 A4
B/ IV HER2 BRYEZLARSE , 8 & B HEZ 01 s 7 I B i 8Ch 3 4~(0 ~
15 4~) , Hod 68. 3% 32 it Z R BPTIRIT > 1 4F, 41 BB E P, 10% K15
PR,37% 4 SD,CBR & 46% , H1{ii PFS K 15.1 J&, #{i 0S Jy 61.0 J&,
IR WL 3 GRIT M AR RS M IRTE (24. 4% ) 95 (9. 8% )  WF5E
HINKPEREEARL .

4k Lin NU,et al. A phase I study of afatinib( BIBW 2992) ,an irreversible ErbB
family blocker, in patients with HER2-positive metastatic breast cancer progressing after
trastuzumab. Breast Cancer Res Treat. 2012;133(3) :1057-1065.

RAR®HEE 10 11 HAGKES T 3k S0 4% B Pk ol 52 % WK 40 ffu 9a | 124
(G AR 1 c 1 DU B AL 43 T 28 B R S 2H P 2 B, Hoh 121 i
FHTIRIT (CH—B B, BTER e 61 6 P9 Z 5 5t 60 ) , 3t 68 il &
A8 SUE A (55 BB, Bl R e 32 ) P 2% E bt 36 1) e — Y
5 WFEE /S L B A (IR/ZICR ) WEAR, BTk B e 4H P9 2 85 b4 1)
SR i B 46 43 91 A 10. 4% /16. 6% 5. 4% /10. 1% (P = 0.46/0.30) ;
IR/ICR ¥4, BiA R JE 40 5 25 SR BT 411 ORR 43 54 16. 1% /8. 1%
6.5% /9. 7% ;IR P4k, X Iz (9 < 95 4% 1 35 ( DCR) 435l 4 50% ,56. 5% ,
ICR AR R . FIEF el P2 fbid i Wi =3 %259
A B F 4 ( DRAEs) K295/ (18% vs 8.3% ) MEIE (14.8% vs
0) NER/FHEK(11.5% vs 0) ; DRAEs B H SEEITA L, bR
H T E PGS HHR 23% S% o TESS BB AR R4 TR EH R
LA DCR(IR/ICR) 40534 38. 9% /33. 3% .18. 8% /18. 8% ., Blik# g
IR0 5 P92 BBTAR L, BT e 5 V8 2 BT IR YT T RE ARG R4k
FPR%, MIE AT REANFELESS UM 24 . $ /R BTk 5 JE 5 P 2 B 8 200407
ST SIRIT , TT R TFIRIT L B AL R s R & R 4 A

AL . Seiwert TY et al. A randomized ,phase Il study of afatinib versus cetuximab in

metaslalic or recurrenl squamous cell carcinoma of the head and neck. Ann Oncol. 2014 ;25

(9) :1813-1820.



- 8- Fob 6 ¥e.%1 7% 57 25 4 Ve AR 5 ) 7 SRR

AR Z 11 1 81858, H T KRAS B A4 I 5% 8% v 45 & g i
(mCRC) , BFH N LR YRR 7 85 B Semt f RIRIT R ke # |, 18
FHHERE 2 < 1 SR BEAL S R BT R JE 41 (36 1)) Bl P - E A 4L (14 1))

B 32 5 JE 2H A B A AR TA Y OR SR 435128 3% 0, i VG 2 Shu 2 X R 19
OR Z 518 20% 13% , A L B A Gt 25 (P=0.0735 fl P<
0.001) ; ByEE JE 4l VU2 (5 PRBT AL P L PFS 430l K 46. 0 144, 5 K ;B
R YL OS 355 K, M 75 ZE P4 0S KikF], KRAS &
ZH (41 f6]) ,5 Bl (12% ) BERGFA BB, JC OR; {7 PFS il
0S 73514 41. 0 173 K Fed WHIRIT M A R B R IRTE ML, ik
57 KRAS Ef AR mCRC, By 45 JE 97 20 25 T 04 % 15 Bt ; T KRAS A%
B PR E R IRIT IR MR R IE B BTV R JE i BE 1k AT A B
VZIIFSR 7R B YD R EA R ST B B R a5 IR T S B (Y KRAS A= AU
mCRC B4 , NG T Bk JE S 2hihyT .

B4 Hickish T, et al. A randomised, open-label phase Il trial of afatinib versus

cetuximab in patients with metastatic colorectal cancer. Eur | Cancer. 2014; 50 (18 ) .
3136-3344.

ePREREE 12 [UHAYS , HTI6RY7 2R o, a4 B i I |
WA PRAB R A B A B 20 BB E A TIRYT ORR 5% (1/20) ,8 28 SD;
ST T A LS MRRTEH] . BTk et R SCMmyr i i,

H 4k . Kwak EL, et al. Phase 2 trial of afatinib,an ErbB family blocker,in solid tumors
genetically screened for target activation. Cancer. 2013 ;119(16) :3043-3051.

IGAR®FSE 13 BT SE, T EGFR 748 (554 NSCLC, ¥
X% & e s R B e SRS vEm 25, xf by it 25, 96 B8 Al,63
5 (65. 6% ) A A+ 19 § A 2 B (T790M FAh & F 19 ) FF 76 i & 1
T790M ZE74% ;24 5l (25% ) B FH TE MR B JR IR 7 Z R AT BRI TG K, &
FL8 51 (33% ) A6 2] 4% & P T790M R4, 86 B nl iFA IR ¥ , A RCR
H11.6% ,H i PFS H1 OS 23514 3.9 7.3 AN H ; T790M FHM: £ 25 % bl ik
BRI, i BRETEMENE,81% B AE, Hih 3 ~4 2% AE K
20% , EENEISHEZ RREE T, ol ik e X X i 8 e sl AR B Je SR AR 1
fif 24 , EGFR 58748 NSCLC B #F A ERETrak.,

tHAb ; Landi L, et al. Activity of the EGFR-HER2 dual inhibitor afatinib in EGFR-mu-

tant lung cancer patients with acquired resistance to reversible EGFR tyrosine kinase inhibi-



Mo & R <9

tors. Clin Lung Cancer. 2014;15(6) :411-417. e4.
AR3

FEE e domg, K 1 IR, BEVAT 4 B, A4S R FMHR
i, BT e 2 SOmg , K 1 1K,

GRS ZE ML, VE N — R BT B A s B o Sk i @Ik
il ffifE (HNSCC) , 3 R —RAENIE S FLRE 09 7 IR 7 of B v 86 97 5 i
JRu A & 483 Bl AETEIE 2 1 R FEAL S Sk O AR BAT B JE 4 (322
i) bk A S 4 [ 40mg/ (m® - ) 161 6] ikl 6.7 4~ H .

Pl e 4 RS A P 2 PFS 05l R 2.6,1.7 N H (P =
0.030) ; FeH WL 3 5 4 HEGMH A R FN R Z88BRE (10% vs 0)
15(9% vs 2% ) FER (6% vs 8% ) .= F1(6% vs 3% ) . PEHL 41 A sk
D(<1% vs 7% ) s BT Je 4 F AR ne 20 it ™ AN R 3400 31 R 14%
1% , BTk e vl eisE PFS, HERtErT#] W 58 R % HNSCC B & bR
A4 EGFR M T2k I X AT B F — A R EME R Z—,

4k - Machiels JP et al. Afatinib versus methotrexate as second-line treatment in pa-
tients with recurrent or melastatic squamous-cell carcinoma of the head and neck

progressing on or after platinum-based therapy ( LUX-Head & Neck 1) ;an open-label, ran-
domised phase 3 trial. Lancet Oncol. 2015;16(5) :583-594.

TIR4

Py e <50mg, BER 11K,

R [R5, A T697 EGFR LK it 35 (FISH ) fEsA
47 EGFR 28728 (1) NSCLC H# ,69 f] EGFR FISH FH{E 3 A4, ORR K
13.0% ,DCR 4 50.7% ,"{ii PFS & 8.4 J&, H{ii OS A 50. 4 J&; L b1
HIEGFR %872 P ihyeg HA 9 =9 ORR F DCR ; iz i WA BI85 JEAH 1Y
AR N BB/ PR (83% ) FIETE (78% ) 5 Bk & e — 2k sk — 4G y7
EGFR FISH PHYEIE ] NSCLC, W10 45 5 s A 24 setk T 4554 . i F R
45K EGFR PHTEAIMEHA NSCLC B 0] % 1848 TR IEI67T .

Hi kb Cappuzzo F, et al. Phase I study of afatinib, an irreversible ErbB family
blocker,in EGFR FISH-positive non-small-cell lung cancer. ] Thorac Oncol. 2015;10(4 ) .
665-672.



$10- W5 de 0 36 77 36 40 06 KB R 7 R A

TIR5

Pl Es e 55mg/d, LR, d1 ~21 528 K | 4~JEH,
R 1 A5, F TiR7 S8 B I BTk e 1k 3
SR KRR BRSO, A1 ~21 428 K1 ANEM) (ML, 2
4710 20 .40 55 5% 65mg/d =4, R ER, O3 A KB 1 FATE
| B R SR 1 B KT 32 4 (MTD ) 24 55mg/d, #7 it — 2L 0F 5, W5 4R
40mg/d HYEEPERATHEZ

H14b . Marshall ], et al. A Phase I,open-label ,dose escalation study of afatinib,in a 3-

week-on/1-week-off schedule in patients with advanced solid tumors. Invest New

Drugs. 2013;31(2) :399-408. b
TIR6

P8 2 10 ~50mg/d, IR, 55 28 K 1 &M,

WGARREZ | W15, FH T e et 53 BB 45T 10 ~50mg/d,
SR T A2 e, R T3 R B BT 2 JE AR O S0mg 3K 1 IR
AR 7

tH4b . Yap TA, et al. Phase [ trial of the irreversible EGFR and HER2 kinase inhibitor
BIBW 2992 in patients with advanced solid tumors. J Clin Oncol. 2010;28(25) :3965-3972.

() BEHR

EL7E FLIRE S SR E R T BA R R B A 2 1 Ml KRBT, 4%
ok BRA A RS T R AT HERE LA I IR s (B TA 7 19 SRR 54
BT 21 %78 NSCLC B, A E LR G 5T E. T
BT 5 JE 2 75 T 5 LAt B ) 3R T 25 W BK B L, 5 A T T I IR 2 — 245
it

ES

B35 JE + i 2R B . BT B 2 20mg, B K 1 IR I ZER P E K
fifar i K 4mg/ kg, 4EFEFI R 2me/ ke, B 1 1K,

WAz 1 EK56, 677 M/ 5 B HER2 FHMEFLAR R , BT
AR MTD ) 20mg, FK 1 1K ; M Z 2R SAH0R FHHERE R &, KA 7
KGR EFRN 94% (A HEFE LA 7 REAT 18R LE, BRAEA ™



M ok B R 211 -

WAIETE R, 38k, A IR AR 2 X W Rh 25 4 22 [R) A7 16 AH G A 254X 30
JrEE AR,

H4b: Ring A, et al. Phase 1 study to assess the combination of afatinib with

trastuzumab in patients with advanced or metastatic HER2-positive breast cancer. Clin

Cancer Res. 2015;21(12) :2737-2744.

E 3

B35 5 2 + 22 P i B8 . BT 8% JE 20mg/d , d2 ~ 21 ; B {hFE 60 . 75mg/
m®,dl, %3 F 1A,

EARME 1 85, AT Ia Y e A B S Pk B R & £
VO T A e K 32 5 (MTD) (&2 FBT IR TE 1, BT T AR E
(BT JE 5 2 P A FE AL A, (H AR REAS 2] T A IG IRAFEAE &

Hi 4k . Marshall J, et al. Phase 1 dose-escalation study of afatinib,an ErbB family bloc-
ker,plus docetaxel in patients with advanced cancer. Future Oncol. 2013;9(2) :271-281.



