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1 REEKBEFZM Kras 055K
SR B ERHD & K8 IT

[ A KK F 52 K (epidermal growth factor re-
ceptor, EGFR) J& J5 I 2 K] c-erbBI Rk W), )2
TR A KA T Z AR5 (Her) 51 2 — I K IG AL
Her-1 (erbB1,EGFR) Her-2 (erbB2,NEU) Her-3
(erbB3) & Her-4 (erbB4) , 76 4 fo A= Bl f2 vh & 1E
LW ER . EGFR & 5 B B 2 M Wi s v, —
B 53R AERKEF (EGF) 454 WA S 3% N 46 1
BLIAL P HE A0 43 4156 , EGFR 19 5 i Rk m] L
T2 FBE M, I o 40 B 0 R A AT
DL R AN RIS B U0 AH O, LS A 530 B
P 2 1R VA T 41 ) 5 (CTKD) 7T 400 00 80% EGFR (19 1% 2
TR 4 Tt 0 P, AT BELIBT EGFR (2 g™,

DL B JE (gefitinib, 5 i Vb iressa) | JE % JE
(erlotinib, £ % Hl tarceva) IR 702 JE (icotinib, Hl 55
4 conmana) A X3 (1 TKI, J& F i fili 8 V6 7 60
BLRYRE RRYT 25 . DRI AE SRR R TKT X 91 1E /)N
20 MBI (NSCLC) J 3 ot (AW IR . EGFR
SR AR BT R 5 Horp 5 TKI 7 ROk ¢
() EGFR 9872 295 AR5 719 ALk iy H & iR 1n] 22
KR B RAE (GT19S, exon 18) 45 858 v Ab i)+
FR ) R 2= R 10 B = (L858R ,exon 21) DU K
exon 19 MJERK AL . Xt EGFR 275 B g, TKT
(AT B0 R ik 80% LA b, i Xof B A= 78 fiJg ) 356 7% g
S, B A 2009 A b 38 [ E ST LR A g R 2%
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(NCCN) llfi K 1E 16 7 F EGFR 3 R ¥ DUk Fi 28 A%
RS 2 AH BRI I H 78 TKI 8 [0 36 97 38
REEFE AT 0R , RIE EGFR JEPRA 455, ks
TKI 1E 4 B 18] NSCLC ) — 23697 5 %€, 2010 4F
ASCO 425 I Rosell B MWKV, £ EGFR
FEP S 790 Nin Ak 1 7 24 R 1] A 20 PR 1Y) 4 28 A8
(T790M ,exon 20) AT E 1 M9 40 fd X%F EGFR-
TKI 7= A= i 24, 5 28 00 S 20 R 40 M A= 4 B4 g
I, 7 EGFR-TKI —Z3A 77 i, A A Bk 20 5 4
7 T790M 274861

AN, ARA[3 A EGFR-TKI £ EGFR %75 i &
— 2R IT P R AN B 1Y YT R, BIBW-2992 (afa-
tinib, P72 JE tovok ) — 2R IR J7 19 TG i7F & A= A7 1 ]
(PFS) i RMEL (14 1H), 75—y
PF299804 ( dacomitinib )t B 5 T 18 & 19 & W 2% fit
SRS 2012 4F ASCO 4F 2 FiIE A LUX-lung 3
WFET M He 4 T afatinib 5197 — 2697 EGFR 3 A
275 (Del 19/1.858R ) fili 9 8 4 R0 | L &5 SR IRl e 4
NRATS,

K-ras & — P RO 2L A | & ras IR FZ R L 2
— Gt Kras 8511, S MM L E KR TB P
BCLL R M 8 A U A & 72 NSCLC i, f i LAY
EGFR T W55 7 T B 28 A5 02 Keras FEH 58748
K-ras 3R & 48 15 BN %45 EGFR 155, K-ras i
TEATT 0] R AL A5, R 2 255 ) EGFR-TKI (%)
J7 34, TRIBUTE A5 (2 53 BT B 7 Koras FE R 28
A B WG 22, % R AR 55 EGFR-TKI JA 77 Josk ™,

2 Her-2 PI3K #&ill 5 th Z IR B8 T7

Her-2 (erbB2 ,NEU) /& EGFR Z W) 5 — 4~ &
B, Gt — A A R R T O P ) 1 RO R
M, 5K EGF 2454 1M i3 2 il 4 055 38 6 A2 2 b
A MG ok PRSI, 25%~30% 1 5t 4 1 LR
PR A Her-2 M BER TN, fEEREE POAM
M —4> Her-2 363k, WS UER  Her-2 i A 1Y
g A PFS B /D TR R IR #F il % R A
(trastuzumab , B FE 7T herceptin) & —FH EE 41 DNA fi
A IR AL B T B i B BT Her-2 B, BEVE BRI HE
454 T Her-2 M MIAM G, 52 PEAD 6] Her-2 5 H:
BeAARZE &, DA RH W79 240 ML % A4E 4 . Trastuzumab i
JE TR RS A A0 M A 5 1 40 ML B N (ADCC) Y

910

TEA BT AR SMIFFEUESE |, 7E Her-2 33 3% 35 9 964 40 Jfd v
trastuzumab /119 ADCC 1EH 358 TR A E M,

H 1 , trastuzumab 2 8¢ #E H T Her-2 BH MR
FLIR AN B R R TT , IR B2 LU KRS ARSI
PRAFFE T AR 14 NS 45 2 trastuzumab 5
BB 2 VR RZWHE TRE A BUA YT Her-2 FHPERY
e VEFLIRIE o Her-2 55 28 3K 1Y W 301 L IR g X R 2
Fe R IR G SAZEE (BT 5 %) )7 i Utk 2 % & 1
R R A B BERE (EC J7 %) fky7 ", Toga fiff
FEGE RN 5 AT 25 L trastuzumab 51677
253K TR Her-2 PR 15 988 B8 19 vb A6 A A7 20
(0S)H 11.1 AN HIEK F 13.8 N H ;X F Her-2 535
KR, BRE M MBCRE MR, AL 0S M
11.8 MASERF] 16 I H W, L ESGCR NG Her-2 %
PRI A AF 28 trastuzamab J7 2 F0 00 48 pr 2 4 T )
Wt . KT Her-2 BN RZ M5, H A £ 24|
TPIAL AL 5 — DR AAK p95Her-2, A fE S
trastuzumab 73 T 456, T2 p95Her-2 334 1Y FL R 9
FBFXT trastuzumab JRIT W 253 5 L U1 — SRR
655 i Ab % AR Hh S 58 B R In) S TR Y R 4 R 8
(1655V) , FHUZE 185 BELE IR 1655V 22854,
PEIE b, J5 A Al gk — 2D T i T 2 TR R Y 3 1k
N0 M5 A | 5T 52 00 1 PRI 7 280 5 o {H Beauclair
SEDIR R & B, T/ V 3B S trastuzumab (Y
AN B RORE (U BEREPE ) AR OG T 597 808 56

Il PRAFSEUE S, 7 4 %k L g B 7 40 2L M e
WBIT R, ALITER G trastuzumab 524G LITAH L |
W WA RS BAA 50%1 Her-2 FHE Y
FLRIE BB H X wastuzumab AU, HAH Y — 34y
trastuzumab ¥ 97 A ALHY BE STE 1 AFE N = AT 2,
PRI PR FL T 25 AL 1 1 F 7 44 ) PI3K/AKT {5
T R Her-2 22 AT #Y 32 22T W38 B, PIK3CA
SR g PI3K Y pl110a 73, o J& — Pl 8 22 A4 98
FEH 208 B0 AR S TE 52 trastuzamab 7807 10 A
A2 R IR A ME ] Berns SO B & L, PIK3CA
58 A% 14 FL IR 9 FUE TE trastuzumab 3697 T TS S M
RRAHE N 10 5 G A B 2% 1 BE IR i — K ) 2R
ERER/ iE-S (phosphatase and tensin homolog
deleted on chromosome ten, PTEN) & —Fh 5 PI3K #
TV BERR W , Berns 55 MO0 H K MEARE RNAL 5 i £
FLIRJE trastuzumab YU 254 C R FRE R, & B PTEN
X L iR 958 20 B 1Y) trastuzamab i 25 PE 8 15 800
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Kortlever 45 1] F & DA R 5% 410 1 40 L 4 PTEN 2 1 Y
ik, Z5HIESC T PTEN ik T R AEN 51 & 7L IR
A0 LX) Trastuzumab M 245 54558

3 K-rasBRAF il 5 EZHF BHATT

Ras MG N H LA 5L N K, 5 i Al
F % 51 E B LS H-ras K-ras 1 N-ras, HH LI
K-ras fz W% ras 85 I 7E A0 MOIG 5E | 01045 5 N5
RS2 A A 3ot 380 it AR 1 OB 1 o R P2 AR I
2 ras KAz GE S V0 BEL 1k 200 R T, S A I A 2
Ao Keras JEPR 9878 08 Z2 POl vk s & A R 1Y)
B fcH UL 7 O R AR SR A AR
£F exon 1 W55 12 %W+ 1, M/REAKET
13 3 15 M exon 2 1) 61 {37 517,

TE M T AR 0] 36897 |, K-ras & PRURS DU AT A 4 75
-5 BT (cetuximab , & W % erbitux ) R J7 7€ £ 194K
P, IFREH T7 &, 58 R W], K-ras BF 24 B 17
Xt cetuximab [ 5B R 28 50% , i K-ras 58 7% U 1)
2924 9.5% . CRYSTAL #F5¢ lL# 1 FOLFIRI 4677 1k
£ cetuximab Fl FOLFIRL 52646 J7 — 2836 97 e #4 1
EIp R RO . S5 RN X Keras P AR T JE R
AALTT TR A TR Al b yT A 2R AR A HE
Hh, P LAY T R A A IR TR (PFS) FLEA 20K 34 8
giiter 2z s BRI G T A B RCR IR 3 2208 T
OPUS W55t %8 T K-ras K& cetuximab —£3A
SRR VELS B ey 7 A Z ALY C 3R o K-ras BP A= B AR
F 4% cetuximab B FOLFOX A Y7 19 B A %505 Al
Hi iz PEFS #A 35 42 &, 28 728 B0 DU 4 AR 10

BRAF & — M 3L, B S —Fh 22/ 95 A TR
Fe e PRI, 5 TS 5 Ras [ FfEE S, 25
AR AR T A AR AR T BRAF 5€A8 ] I,
T 2R8I RS H e e AR
i PR CEMER ORI E . LI E A,
BRAF 1) 5278 224 2y 15% ,90% LA |y 600 1L 1 45t
AR 0] 45 2 R 1Y B 4 28 7% (VOOOE ) , BIF 5% Uk 52 3% 2%
Y Keras %SRS BA B R E X2, Di 205
RS VRS e R K-ras & BRAF 2875 5Tt 24 ]
B AR JC P EAT T A SY , &R cetuximab X K-
ras TP AE AU BRAF 2877 /38 oL, MR 7 A 3K &
HIIRKIE BRAF RS, S5 R P8R, K-ras 28722 1] fiE
T2 30%0~40% 45 L i B X EGFR #L [ 3R 77

MEFFT20124% 18 5% 12

B0, K-ras B9 42 BB E 45 K /E BRAF 5878 ,  nl g
FHN10%~15% B35 kA2, WESEUERH 78 B A
K-ras IR 24 b | % 2E BRAF V60OE %878 il A | it
P b 25 1) 52 4 ANEERURR T % & 42 BRAF 9878 ) K-ras
B A= RIS 3294 5%, 68% o sk, R K BRAF
GRAE XA I 45 W i I R FH 25 A 48 5 & L. BRAF
FE R 98 78 By B 4 % EGFR-TKI 25 MG 97 A &50%
fi%, 1 H BRAF 278 0] 80 4> K-ras B = AU ff 3%
%} EGFR-TKI &% EGFR #3470 25 W) A5k

4 kit ,PDGFRA #l| 5 S E Bigsr

c-kit Z A (PR R CD117 kit 22 {4 ) J2 T 3 i 4
RV, Ay AR T A, LR T 40 i R T
(stem cell factor,SCF), & 45 &TE W BAK , 1%
TGS, 0495 Ras/Raf/MAPK i % , PI3K/Akt i
A DT R T DR R GR A ] R A M A AR K AT
58 ' H M8 8] 5T (gastrointestinal stromal tumors,
GIST) J& 1 1 38 5 UL iy Mal it P 8 e 9 3 o 9@ B oy
c-kit F R Bl I /N AU 1 A K R T 32 44 (platelet-de-
rived growth factor receptor, PDGFR) &K 575

7t 5 %% JE (imatinib, #% 31 T gleevec) fE A — Ff
c-kit B PDGFR & 2 BR W B4 1 77, BEE+EMES c-
kit 2 1M P9 1 2 TR A Y ATP o7 S 45 A, BH BT I
T EE S 3, DT 48 S 5 2, Tmatinib i R
7R Tl 84% ) B F I IR AR 45, R R R
P GIST BYbRifE—Z3a 259 . SR, SEBR B
SRR AT 3R 22 5, FEE X imatinib i 25 9
MG, RO B IR TR, c-kit JE PR 98 722 S8 4 1Y
ST RLE c-kit BF A2 B35 U sexon 11 2878 F AU 7 &L L
exon 9 [WUf, J5 & M1 245 UL T TG c-kit 3¢ PDGFRA %
P ZEAR (1 1], IR A] ULF PDGFRA 878 ) J8 45 5 1
TH YA X R R AR R Ak T 25 1 R UL R
M c-kit exon 9 11 .13 .14 17 55, HH exon 13,17 &
A5 4 40% 30, I e-kit 5% PDGFRA PR ) 6w
AT 465 GIST M IRIAIT o 85% GIST 7 1E 34
(B z—) Mz, Hop kAR & 12 exon 11
(65% ) 1 exon 9(10%~15% )W KA . exon 11 K4
DEL557/558 57 , H P B H At ) 4 35 1 AL 22
exon 11 2878 GIST *F imatinib (9J7 Z M F exon 9 %
S MR A RS exon 9 7L GIST, W14k W 25 T =i
& imatinib 7377 (600~800mg/d ) , 1] i 3 i = % UL
AR,
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Bl 7 NS 35 DR 2 2 0 L o A 0 AN W R
3B ) 25y 64 i PRS- Oz o (Rl R
— RACKAEA 2 ol BEHLXUR i PRAE S04 A W7 %
A, WIHBLI 235 W EGFR  K-ras Z 28 B AT HL

s P SRR, Jn R R S TR
HEIE AT IR sl HVEAL A R, TERXAE I ST

?ﬁ%ﬁ [H 2% (pharmacogenetics ) 9 4 2| T AE A Fh 2 El/‘J
1y £ 2, 22 E Kalorama Information 2\ Bl 7F 2007 4F &
LT RT 412 Wi L BT 3 8 28 5 “Molecular
Diagnostics: Major World Market”, 4275 i1 M 2006
A2 2016 45 12 Wi Tl 3 10 7 2 AR 1Y KRR F)
41.5%, 2593 FAEX 10 A 184% 111
AEIGHC AR TR A DG B PRI A A DS 1 A g 4
H ik B 68%., M [E TLAEHT 2007 4 6 H kA T
A BB s PRAS 3700 5 H st )b BLE T AR G I R A
PRURI 00, v o K b8 A AR A TR 7 S a2 W i) A
M E 5T R

AN XA RPETE R RS R
i P B R0 ) 3R T TR AE S SRR HE Y R R, HRH
SR R I E IR R (EE R (W 1 B
O hn ey A5 45 H ITF % 3 697 240000 A 35S 46 b il
HE 1) 25 W36 7 5 ISR AL cQFE I PRIBYT | B A A
B FF 26 AR 10 367 2507 W 558 BAL YT 7 %6
BEA, LAARHUCE A (97 800 @2 AR I IR Y7 25 kA
V7 FH 2 5 A ) 45 o e o [ 2 e [ T AT
HEAT R A 1 BE ARG RS FATAAE B 4 74
] Y37 AH G T A R0 B PR 5 AR S BB 2B B, A
()3 Ak RIS W2 o s A o Of Jie g 27 1Y) 32
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