H AR HIPR RS2 4E5%  (Jpn. J. Pharm. Palliat. Care Sci.) 8:109-114 (2010)

(%8

Bt

FREEERFZH AT Y v FF —PHE# (EGFR-TKI)

T4 F =TT BRSO

(FAE BN 1Rl E 4z I R N
1IN P EERT RsR myZ
! HRIEROAE (B AGEE A
" BRI
S HRBEREA IR WPIRE - RS - WS A

(2010 4 11 H 26 H3z#)
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[EB] AWTIE, EGFR DY 7 FIUEEL b CISEIZTERIZOW TS, 7 2 F =7 EHOW28HED
TBFRRIE A R BIOIEF Y 2% ¢ EICl3i+ 5. X512, ¥7 2 F = TOEEFERHZL S I Z DMHKIZONWT

L bbb T3,

¥—"7—NK:%74F =7, epidermal growth factor receptor (EGFR), ¥E(n 2%, {HB{LiHHE

i C &I

ER R 2B (epidermal growth factor receptor:
EGFR) @RI ZEARFOL v FF—¥THD, 0O
FurryEF YO, Fabb ) VRILS, BAD
Bl #EICEDDZ Y ST IMEREICBWTHETH S Z &
DHIGNTWE, ZOKS LElrR»5, EGFRIER AR
WS TIER & LCEH & h, BUEKZE < O EGFR F 1
v F - ¥IHEH (EGFR tyrosine kinase inhibitor:
EGFR-TKI) ®#i EGFR #ifkZa ERAHE TN TS, b
NENZHBWTE, EGFR-TKIQUEDTHE75 7 4 F=
7 H 2002 AR FUTEERG TR SN, HASETAL
HEhzenn, eI 3 7HbED T (HEE
AR K2 7,000 ALLE), AL QBN % TE T
OB M % 2 & O hFEE L 22 61 (55, AKHlL OB
WA RETE RWIECHIR 11 H) s hk Zhb
DIEFIOHIZIE, IRIEFRMGZR P INCRER 2 RBIL, SoHiC
HEAT$ ZRERBI A58 & N7z, BBEMEMIRIZ D0V TIZ T TIS
WHSCHENO [ EoFEE] 2 [EXEREIWER] OIHIZ
A SN TV, 670 THEBEZ{E T EWRTER
BREVEERPRA INZ. 2D &S &, RICH 2 351k
iR LS P WA ERRI 2N EEH 2 £, &
BT O KHIBE RGBT\ T3 T 1 T RS R R
MR E, REMEEAHAIVEOWIE TYYIO [HEf L] 2
BEH OB DA D, KERAISFEIERD 2 DIEF|OFY
iDEEAE S 726 Uiz, Z D%, BSABRERLIFRMH &

PIE - GHAREL T 113-8603 HUAUHR SO IX THAA 1-1-5 HA
PERHA A Fre S5 Al

E-mail @ yuyaise@nms.ac.jp

W 2R TR 314 ICHS R D, HEROHIBA
Al S22 [0 6 DOBFBRIRNPMBE] L5582 5,
WL OO [MAFHGIER] OBEH»Tbh, BUEICE-ST
W5, AKfTi2Ed, EGFROY 7 FILiniEk 5 ONIHE
BFERIZONWTRNRER, 774 F =T #HW=8HED
BRI A RO LY F v 24 ¢ LICl#iT 5. X512
i, Y74 F=TOFELRERL S TIZZDOHEIZDONT
Y, dbETANREZ L LT3,

EGFR (&3 Y TFIURE (X 1)

EGFRIE, HER 7 7 3 ) —&IFiEh 542D &7
=1 EO—HTdHD, EGFR/HER1/erbBl, HER2/
neu /erbB2, HER3/ erbB3, HER4/ erbB4 ® 4 DD 431
715755 TCw%, HER 7 7 3 U — ORG#EK 7 (V) 4 ¥ F)
FITHEA SN T 55, EGFRICFFEMIZKHET 52
)L — 7 (EGF, TGF «, amiphiregulin (AR)), EGFR &
HER4 12589 % 7L — 7 (betacellulin (BTC), heparin-
binding EGF (HB-EGF), epiregulin), HER3, HER4 IZ#%
B9 520 —7 (neuregulin (NRG)) D 3 DI KBl Eh 3.
VA P IRas B X4 VICKE T4, [Rl—aFRLET
RELA v — &R LD, tOHER 77 3 =4 &
NTULAv—%FKT 5. ZDOHA, EGFR X HER4
[ALotes 4~ —OWEMHMES, ~Tusf~v—, Fic
HER2 L DATFTa &4 v —DiEtEsEn. 2ok, Mg
Fx4vOFay v+ —+¥ (TK) EBHVOFuT v
BHE) YL L GRS, T3, 20V Vg
BALCRE RN A O T 47 4 -4 52 (PLCy,
aCBL, GRB2, SHC, p85 & &) »fSHA L, S5
D RAS-MAPK #%#%, PI3K-AKT &%, STAT &Rk % &
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EGFR

Ligands

RS AS
1-620

REBF A
620-685

FF—EEA
685-953

FEEASY
953-1248

RAS-RAF-MAPK pathway

faRasERE

~

PI3K-AKT pathway

ok

K1 EGFR #&#%. EGFRIGMfuEZB@E T 228K 2 30 Thsb. Fud v FF =N lobe &
Clobe KD %D, 2DD lobe DRID cleft IZ ATP 284543 5. EGFR-TKL %, ZO#EIZH W T
ATP LHAMHET 2. ZERICHBERET (VA Y F) BEET2E, BISRT &S Iz —
B (54 ~—=) EERPEID, ATPOY VHAHMIiF X4 vOFay VEIZBEEhSE, 20 Y
BibFas VICfleD L VIS HBIER L TOE, RAETROZ Vs Rt eh o, (it

3) &AM

iZAb6hd. ZLUC, B, 748 —2 200k, i
B, R, BAMIEIZE > TEEAZRRICES T
3LEz250 T35, EGFR O#HFIRBIIMAA L &
T4 OIS CEMEICAD N, TRICEHEET 27
W, FXFHEAOEN ST L LTHEEH Ch T
3.

EGFR EzFER

EIRRER DB &, 75 7 4 F = 7 OERIRNRIE LM,
JEMAE . MR A, BEHEANCEOWEWS ZERHS TN
7278, EGFR OMZTERS, MrADOBH L LTI
o OERICHEHE . ThETicHfEsshs
13 DFZEIZ B 5 EGFR BIn A RO, HHEA
(32%), IEHFEN (T%), St (10%), LMt (38%), Ik
WU (47%), WEEE (%), WA A (30%), FERRZ A
(2%), =&, WRTFIZHIBEEL TWB Z ERH6 N
Tn3Y,

EGFR Bz TZEZITMaNOFay v £+ —¥ F 4 A4
VIZEPL TSR, FRCHERAEVEDIEE, =7y
19D 3 K ¥V 746 ~ 750 & Py & 9 5 EB A7 O R $EZ5 7
(48%) Lx sV 21 DA PV 8EBICHVTHA L Uhb
TAFZVIZET B (L858R) riZZRZE M (43%) T
ZD2OTI% LA LD BY. LrLl, ZORBERIC
i, RE7 I VBOMERT I VBEREE OLE,
ZLON) T =Y aynbn Ly 0 EHB L

BHIGN TS,
EGFR BGFERET 71 FZTREZH

EGFR 8z TZE R & BahicF# 4 % 1,335 flo @i T
1%, EGFRIZZE 2 % 19 % i 78 A 526 {5l th D 377 {5l
(72%) 12 TKI A Z&xh$ 5 —J, 523k WhlisA 809
BlTIZ 80 (10%) IZZMT BIcF X0, &7
EGFR 2% %4 ¢ 2980T, 77 14 F=TIMHZLDOAAF
HHAEZICER LTS ET580088 00, T4,
HATITbNM 7 EGFR @R FAREHRE IIET 57D
DA & fEHTORA AT I-CAMP) T&, &R TOER
L T46%TH 72", MAT, #%ikd 3 IPASS kR
TY, ZEEUB ICBREMTCORRREZ TN
71.2%, 11% CTh - 7-. ZHROMMIZL > TY, EGFR-
TKI OANER R 5. Y v 19 ORIEZE RO ZER)E
N8I%THBDIZKLT, L8ERIZTI%THD, T K
719 D FERZE R (GT19X) 1356% THh 5. T2V 20
O AZE B4 47§ BTG TIRZERNR A 2507

R LofMEE LT, 77 4 F= 7 THIEICIZZERL 7%
FEAETRTOIERD, BRISIEYIMELELEZL0H
5. ZO&DHEFOKEEIZE & & L DRIR L85SR
BEDERZWEHFTOIBIZTERIIMAT, I Y
T90ODALAZYNEAFAZYANDER (T7T90M) 2
TIN5 TV A, W, TT9OM WM T < 7 2
A EECXR2 2RO nEES>TEDY, it



EGFR-TKL 77 4 =724 2 ORI 111

DAETHEL, BABIZTELTOMRERIHSTWB Z e
RERTW5S,

774 FZTICK BIENHRER D A DERHEEE

Fiik U7z & 512, EGFR-TKI 3§ XTOfiliAAEIC
FEREICEIR D & A TlR 728, BEEINE 1T - 725
IRKFRBRDOMEN D D, ZDUWEN LR E L >7200, 7
UT N, JE~mgmmE RS AERRE LT - b T
A VIBRD T 7 4 F =T LML (IR T T F v
+282 ) & F R CP#E) O BEAE XL EE I AH A B
(IPASS) Th 72", ZDOWfEIZ& D, EGFR &5 1%
REGMEDORERETOY 7 4+ F = 7 O progression-free
survival (PFS) 2% B8R &z OV —F
(HR) b 0.48, 95%fSHHX [ (95% Cl) 5 0.36 ~ 0.64).
Wiz EGFR #{z A RO EE T, CP O PFS 8
HEBIZRITHDBZERENT, Ty MENITE &
7z, JEBMEETE EGFRBZTEREZH L COaWGa,
FI4FTHNCPR LD PFSAMH S 2L,
EGFR-TKI O EE IR~ — 5 — & LTI, MR LD
EGFR BIZFARDIZS NP L 2ICEHETH 5 Z &0
Bxhiz, 7574 F=TOINMNILAIITTST 7 —Z
N T A EBROE THRBROMA N (I-CAMP)? T# %
7z, EGFREIZ T Z RGO B H OB YR 76.4%,
PFS 3 9.7 7 H, £ It 243 7 HE E DO T
BliFndtDTh-7-.

L2 U, IPASS OB{EFEZREMRIC BT 27 74 F
—TOHEMMEE, < FTEHEEMITICTEY, I-CAMP
X2 THERBROMA T Cd 5720, BHIZZOH MM
ZRGES B IR E 2 MAHABR O FE R BE T H - 72
Z D72 HATIE, EGFR EIETERBEEGO A% 5§
ELT, X7 4 F=T7 LN T T F O %EE (HLR
TIFUANT ) AF IR LN F L+ 2
77 F UK LELKT S, 2008 I MR
(NEJ002"™, WJTOG3405™) %% 2006 42 & FH¥K T K
i X 7= (£1). NEJO02 Tid, ¥ 7 4 F=THE &L CP
BED HLlGRER A b, PFS 37 7 4 F=TRA 10.8
A, CPHMN54 ALY 74 F=THTHBIZIER LT

W72 (HR kb5 0.30, 95% Cl; 0.22~0.41). WJTOG3405
T, Y74 F=THEFEaF L+ 2T 5F R
(DC #) oG THh, NEJ002 O #f 5 & [6 4k,
PFSI37r 7 4 F=78» 92 7 H, DCEEMN 63 A A&
T4 FZTHTCHBIZEE L T\ (HR M ; 0.489,
95% Cl; 0.336 ~ 0.710). 7% ¥, Wiakfi & & 12, EGFR
BIETEROE (mr Y v 19 RIEZ R or =2V Vv 21
L.858R SR M) 12 PFS ICHE AW B L 5.2 kir o 7.
D770, [EHERT T 7 PFRE L D & EHEHIR L
EhEE, AR & ORWER A S 22 <, RO
ABEebe d B2 5, EGFR 85 72 RO R
L7EWTIE, 77—Z2A 94 VI 740 F =720 31E
9 A% quality of life (QOL) WIZEHHTH S ELHZEZ5hH
259 Z ORI, GREE (BRI, B, &E
B LUNRIRREE) &R B U 22 (H R i
fe, HEEMHRES & CICEBM QOL) 128\ T, 77 4
FoTHEBERHICPHEIAKLTHBIIEVE WS
NEJ002 itB& D QOL M ISy & hTnwa'”, Z
o ORI E 2, DA, ETIRNMI
i3 A DIRFEZDNT, IEHRANEIS T2 RO 84 iR
L, ZREGTHIUIYINNERE» S 77 1 F=T0R5%
a9 2E&5, HAFIAVENRGTTAHZ L a2PEL .
72, THEZFRICECE [AREES5 T 5BHEHA
i 2 DNRELE T A F 54 VEORFTOERESZIC
fr1o2&] LW

7574 F=7LEUCEGFR-TKITHSITILEF =TT
13, EGFRE{zTZ&REMOEH, WIEHE, MiosA st
ORFRAITE, TIXREWEL THATH S Z EAURE
s, BifE, EGFR @Iz TZROKFIZIED W\ 72251
A& SRR SRICITbh TR D, 246574 F
ST EDERLE, EOXIIHHATRNE»HS 2Tk
TLB3EDELEDLIS.

774 F =T ORMERARR

B L72k912, Y74 F=73 77 FF0EREELD
B REPIHIP N L bR 2 & OFEITEH A & 212 7=
W, WEEARAARELIAITH B0, KB - X\ T I/

®1 EGFREZTAREMINII A A 2R L LAPIERRO s 7 4 F =7 L AFRED
AR L EGBR OB Ok 13, 14) KD 5IH)

AR 44 blat)ed EI AL 2 (%) PFS Hraefi HR (95% Cl)
NEJ002 rFI4F=7 114 73.7 10.8 # A 0.30
CP 114 30.7 547 H (0.22 ~ 0.41)
WITOG3405 FI4F=T 86 62.1 92 7 H 0.489
DC 86 32.2 6.3 7 H (0.336 ~0.710)

CP:HNRTTF U+ )AFH, DC:FEAF XL+ 2T TF Y, PFS: MR TEHA

HR : ¥ — FH, OS @ RATFII.
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FIVAT 2T YO EFIEHEIZRD NS, F72,
S IA 0, BN GBI R LD 5N b 729
HMBEORIEL FEEL T4 —, KbV ZOx T4
HHIL T BEDH B,

1. FEIEMR R

77 4 F =T ORWER O FEESAE I L OfabkAl 7 41 5
PIZTHZEEEMELT, 2003412, [4 Ly 4 8
2%7@}&7?47%§(%%%@Jﬁ%%éht@
Z DORER, AHN O TR - VR 2 0 R BRI
5.81% (193 f41/3,382 ) TdH »7=. F 7=, SRS -
VR MRt ¢ D FBURE GBI R DS EI A1 38.6% T - 72, &
SIC TSR, I nARFICR T 2757 4 F=
T 51 KOIERG-COSEMiREE - BB 2 DO )
20 ¥ FOfakRAFO/ME (24— Nr—23 v ba—
NAAT 1) &BfF->TEY, T4 F=TIZXBHIE) A

DA EFEERE DK 3.23 £, & - WU, REAFORMVE M
Wiz, FE/ NN A A D RIS 2> & SUPERifRE - AR
i % FIEE TOWM 26 7 HUNTH % Z &, perfor-
mance status AR, IEFNGAERMENT &, Fin, O
BFROOREEAB LTV Z ENERIAT & LTRE ST
ZeEMELTWS, &k, Eid NEJO02 ikERTd 3
¥, WITOG3405 ik 5% T & 2 fI" © Grade 3/4 O fii s
KPROON, TNZTHAOREET1H$D, A2 Hilr
MEMEMZ THT L Tl D, HEIZDRNEDOD, FBIET
LR IR LN DFERHRLS =4 — 3 5 LE)
b5, FIEEHIZEL T, B5PG%4EE TORS
BHOREBGIN LN EAWE ShTwanY, 2hblfE
LAk L OB R ST\ 5. £77, FERHE 7

K 4 - gk Sl - fil

ISR 1 7 ARG B U, IR R #E ug, g
EDJEIER #EREL BE=4 =L, T XD LA
R KB & 5235 T 5 &S5, BEIHBERIET 5
%ﬁi %)20 22) .

2. HFEEE

77 4 FZTIRMAPIZ ALT, AST O _ES-2A#isxh T
B0, B A IFEEREDERAHEE X LT\,
NEJ002" % WJTOG3405" BT &, 25%FE DEE T
Grade 3/4 D5 VAT I F—¥ EHBPED SN TS,
BUE & TARFNC & 2 HE AR S 5 WOIXBNER S 133
INTHESLT, LIFLIE @M TH A, REEpEe§
5 CHISRESIEE L 27 — 28 WE ST b 20, 3
FlOMENEZEBRE L 2 h SR ol &2 #gd 5 BN
ZB 523).

3. HEREE

RS, 77 4 F= TERGIC K0 BB 2 EIfERH O
e A EN 2P L L, ZOREHEOS
KBEEZEOTHY, AL (K2) 2k RO
Bk s e nsnw?, Lirl, (F74F=7L
OBHEMEAPETIE VG DO D) hapthREHISiE S X O
LALRED & 1 BT OME 2T BY., 20k, KAl
PG, FERALHE, FREHEUR, B, NE, 6 A
BREFRBESBIRTILENH 5.

57 4 F= T OEMBEDOEAZ

KR ANBETER A BHEIZ225mgDr 7 4 F =7 % 1H1
BIERS Lz 25, mElilhiRERERER (7,0 T
1~ 5 KRR, Y - sEmEhEE PinfE (AUC) 0 ~

& OBETIXF PRI L THIN 2. 20720, Ff 24 T 1,643 ~ 10,757 ng/h/ml DA THAKZE GRS 5 h
( EEREDNRE )
!
(| EEEZoEgEeys |
I
[ I I |
( *gEgpmrtrEx ) (| gz | (| mEx | [ zotoREss )
( , 5 ‘ A 4 ) ‘ N\ ( # N\
- RERIONRELISIE NS RBIME P
- ERTOARR ML A FLERERAN || AR OAE SR,
BB ERTOREI5 A HEDRRFIZES A A—EIcLoiRiE
bl S
- ERTAARRIE % - EEFIS A WEIZGLT WHEITHL
- BIBERERTOASREISNA FERERTFOCR {%I L
C AR =LY — LA JyETouye ik
- EA3VEINMR
(. A& J (& J
( ARSEOHE —— BEEEISBA )
v A

( Amosts

]

K2 77+ F=7I2KBpEEHEOHRE Ok 24) K0 5IH)
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7zo F7z, RIS H 10 28 HMIEROKRE LzE &
DEFIRERFIZ BT 5 L7 7Ry 7 4 F= 7 3E (C,
min) %, 5.9~ 10.1 f5MEABZE b > 72 2 & PR X
N3, Ihoid, RERGIZHENT Y 77 v 212281k
NECZENSI KD, 7V T7 TV ZABXUNATTRA T
CY 74 =Dl d 5 0IE—H1, ARNEEIY D %720
LEZHNEY,

b

F74F=TF, Wbt - BETEER 2 T <, IREREE
FTEMAENAIEENLVERTH L. 2D, £D
BIEHE= 2 — 38R/ & U CIRIcEE A BRE D0 L&D
LhBEEZD. UL, HIZrT7 4 F=7ORIEH % 2k
Mt 27213 T%L, EGFRIZCKBZ Y 7 FIAEERY 7 4
F = T OERERAL, AT ORTRIE 2 2452 &£ T, —
WA - 7R A BFH LT 22 LA TELD TR
W22 A S 0. KRR, BA/ERIOFEIZ W T T &
NTWBHADBEB KUBRLZO e hrl L%
JH-> TR .

X 73

1) Hynes NE and Lane HA. ERBB receptors and cancer: The
complexity of targeted inhibitors. Nat. Rev. Cancer 2005;
5: 341-354.

2) Yarden Y and Sliwkowski MX. Untangling the ErbB sig-
naling network. Nat. Rev. Mol. Cell. Biol. 2001; 2: 127-
137.

3) HAMi¥ Y2 EGFR @FifERZ R, MiEREIckT 2
EGFR B2 FZRMAOMHE 1.7 M. 20109 H 1 H
7 2 % Z [http://www.haigan.gr.jp/modules/bulletin/index.
php?page=article&storyid=14]

4) Mitsudomi T and Yatabe Y. Mutations of the epidermal
growth factor receptor gene and related genes as determi-
nations of epidermal growth factor receptor tyrosine ki-
nase inhibitors sensitivity in lung cancer. Cancer Sci.
2007; 98: 1817-1824.

5) Tanaka T, Nagai Y, Miyazawa H, et al. Reliability of the

peptide nucletic acid-locked nucleic acid polymerase chain

reaction clamp-based test for epidermal growth factor re-
ceptor mutations integrated into the clinical practice for

non-small cell lung cancers. Cancer Sci. 2007; 98: 246-

252.

Mitsudomi T, Kosaka T, and Yatabe Y. Biological and

clinical implications of EGFR mutations in lung cancer.

Int. J. Clin. Oncol. 2006; 11: 190-198.

7) Mitsudomi T, Kosaka T, Endoh H, et al. Mutations of the
epidermal growth factor receptor gene predict prolonged
survival after gefitinib treatment in patients with non-
small-cell lung cancer with postoperative recurrence. J.

6

=

9

10

11

12

13

14

15

16

17

18

19

20

21

22

23

24

25

=

=

)

)

~

)

fud

=

)

~

)

=

=

)

~

)
)

=

113

Clin. Oncol. 2005; 23: 2513-2520.

Takano T, Ohe Y, Sakamoto H, et al. Epidermal growth
factor receptor receptor gene mutations and increased
copy numbers predict gefitinib sensitivity in patients with
recurrent non-small-cell lung cancer. J. Clin. Oncol. 2005;
23: 6829-6837.

Morita S, Hirashima T, Hagiwara K, et al. Gefitinib com-
bined survival analysis of the mutation positives from the
prospective phase II trials (I-CAMP). J. Clin. Oncol. 2008;
26: abstr8101.

Mok T, Wu YL, Thongprassert S, et al. Phase III, ran-
domized, open-label, first-line study of gefitinib vs carbo-
platin/paclitaxel in clinically selected patients with ad-
vanced non-small cell lung cancer (ESMO 2008, LBA2).
Ann. Oncol. 2008; 19 (Suppl 8): viii 1.

Toyooka S, Kiura K, and Mitsudomi T. EGFR mutation
and response of lung cancer to gefitinib. New Engl. J. Med.
2005; 352 : 2136.

Regales L., Balak MN, Gong Y, et al. Development of new
mouse lung tumor models expressing EGFR T790M muta-
tions associated with clinical resistance to kinase inhibi-
tors. PLos ONE 2007; 2: 810.

Maemondo M, Inoue A, Kobayashi K, et al. Gefitinib or
chemotherapy for non-small-cell lung cancer with mutated
EGFR. New Engl. J. Med. 2010; 362: 2380-2388.
Mitsudomi T, Morita S, Yatabe Y, et al. Gefitinib versus
cisplatin plus docetaxel in patients with non-small-cell lung
cancer harbouring mutations of the epidermal growth fac-
tor receptor (WTOG3405): An open label, randomized
phase 3 trial. Lancet Oncol. 2010; 11: 121-128.

TR ETE, Wi O 7 BRI SE & R LR~ O BRI
& 2010; 65: 7-14.

JE . EGFR-TKI 2 & % JE/ NNt o 90 1L 1G9
BT 2010; 65: 20-27.

Yoshizawa H, Inoue A, Kobayashi K, et al. QOL analysis
from NEJ002 study comparing gefitinib to chemotherapy
for non-small cell lung cancer with mutated EGFR. ESMO
2010, PD364.

FI4F=T (4L $EEY) oSNk - BRIz
(ILD) (=B¥ 2 WMRZEH S RAWE (2003. 3. 26), 7
Z b T ¥ 3 Hitt.

Kudoh S, Kato H, Nishiwaki Y, et al. Interstitial lung dis-
ease in Japanese patients with lung cancer: A cohort and
nested case-control study. Am. J. Resp. Crit. Care 2008;
177: 1348-1357.

TRE. 774 F=27 (4L oH") 12k B RaVENEE
R PER . Med. Seci. Digest 2005; 31: 9-11.

BRI T, SR KA, My F=T. 8
J& 2005; 56: 94-97.

BIIRIZ. 5 R 3R gefitinib OV . NFL 2005; 95:
85-91.

Rotmys, SFEGES, KO, . r7457=712k%
—EPEFREE.  HEIREEE 2004; 42: 56-61.

ALy S R E G P OV T I O 72 12—
(2005.7), 72 k7€ %A1t

IR pa ., EGFR RFLFHA O K EWHZ. EEO H ) A
2008; 225: 51-55.

26) 7 A 7% ALNEE L



114 RSt - RH 4 - $ak @ - fih

Review of the Epidermal Growth Factor Receptor Tyrosine
Kinase Inhibitor (EGFR-TKI) Gefitinib
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Abstract: We discuss the mechanism of action, current treatment strategies and potential adverse effects of the
Epidermal Growth Factor Receptor Tyrosine Kinase inhibitor (EGFR-TKI) Gefitinib based on the latest evidence.
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