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%1Ea K 60008 >~ (V) 7 nvy 3 v (E)
WWEDb 2 1 AFNCER L SRERER (VEOE) T
o7 BRAFEEDFR» S 9 FHTRAT 7 =
ZTDEBEINTEBY, MBACBIT % ALK L [FEEE
WU DO FEEREWI e S A TOR S ICE» S NS,
iz X 2 /7 —~OWEFEE L TENIC R 2 E 50T
K3 0—&FFiicdh 2 KIT, #OTFHEO RAS/RAF/
MEK/ERK & & S5 FROMBEEEF = v 7 K4 >~
MiZfRb % T8 L PIBK/AKT/mTOR O T H
%,

HAD X T ) —~<BETIEEHIC BRAF 8 %4
I, TYTATIF25-30%Th s, birvbh Ot
T, HRANBH B 5 BRAF &R 3K 1325-30 %
(95 %1 V60OE, 71 5 %% V600K), NRAS D%
B3 7 %, KIT OFHIZ5%THY, HANCHRTE

67



2572200, ZOEIFEADT -5 EIZIZFE LT
HY, HEANECBT2ERFLHFEL L EeEDb
N5, HEAFED AT /) —~< D BRAF BHRZKINH
ANIHERTEWD L, BRAF D% WRAAEKH
WEO AT 7% {, BRAF ZE»HiG KGR T
BIDHENENT 1L B,

B BRAF [HE#| & MEK [AEH|

BRAF FHZFEHNZ V600ICZ R %D 2 U T T I w3
BRYTINVELEETLIEIOCE>TLE->ER
BRAF # 7 — ¥ 2 BIRMICIHET 2 HEHITH 5, &%
A INIZDBRAT 7 2 =T Thb, 201145
WEINTT NN > LD HERB TERFIS %
x5 9%, MEEEAFIIFRE (PFS) $fE5.34 A
1.6 725728, A BV AR TIWZHENTT H NN
Y % BE % AR O FER AR DIHER & AT A BRRS
BTholco MOBHZEL LT TOPRMIZ1-2 4
ATHY, IROFEBBF L, FFTIE20144F127 12
AR EZ T2, KK BRAF RN H 5 BE12 D H
BNMENHARFCE 28K TH 5, BREFND FikIX
B 25, RN 1 EEORY & Wik
EP TR D ED S, AR b T OMREIEDIGEIE
BIRWCHEADITEE LTARIND, a3 =F V2
Wre s, 2&FEF L L CESE L7 dabrafenib b 7%
WY v kO ER (BREAK-3) T, PFS ik
i % dabafenib5.1%7 H, SV ANY 2.7 A EH
HEEPRDIW, KITH2015FEICKBHFHEETT-> T
W5, %72 3%FF D BRAF [HEHITH % encorafenib
(LGX818) 122w Tl HA % & te it FLE REIA B A3
fThTh s,

BRAF FHEHNZ NARBAIEEE S 2 2 BRI T 5
203, BAITEH Y ARE TS T T 5, MED
BWRELTiX, ZEBRAF HHOZ LI L 5D L
BRAF LIS D NA RZXZN LI TRADY 7 F VD
ez EngEbh Twab, MAPKEE CIZBRAF®D
L# D NRAS OZH, NRAS Ic#IHIA 1 @ < NF-1
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K2 HAADX T/ —~OHEEFEE L FRFEROMAL & Fifip & OBIfR
. TFip BRAF  NRAS KIT
(T et
PR (o) (%) (%) (%)
2T 5 50.8 1:4 80.0 0.0 0.0
BT 9 66.0 1:2 22.2 33.3 11.1
SHES 9 59.4 1:0 44 .4 11.1 11.1
fRig 25 56.5 1:0.92 72.0 8.0 4.0
g 30 56.0 1:1.31 56.7 6.7 3.3
FEEE 45 74.0 1:0.88 8.9 20.0 15.6
JU - 24 67.0 1:0.85 12.5 8.3 25.0
FapE 22 70.0 1:4.5 0.0 9.1 18.2
JRFEA IR TS B 2 68.5 1:0 0.0 0.0 50.0
Total 171 66.5 1:1.14 30.4 12.3 12.9
* SCRR33 L

RO ORI DEZE, V600K > NRAS %55
3 EE O HEEEHER, KIT 258 13T ek OwRZE
D2 REFICHED 5 Z e PHE SNz, —H, M
AEIZ DWW T, FEEEEOBRE T, HAIKRE
B oNTERRERE OBEESE 2R TE Lo
7223, LinL, bbb ORETIE, HARABHZIC
i¥ BRAFV600E, V600K, NRAS, KIT 755 v B
T 2 ERRERR I ASEEL, < BEADFR
MEBTH® (R2), —H, BATEERENID W
SN DUESELER T Y, EHEER L HAANOEHSE
HRZ D BRAF ZRR 072 0 &<, BRI BEET
R L [F%ICE W BRAF ZRE 2R LTz, B
B IFAATIHEEOEINRRE 2 S 1HEE LT
FEHONBETH LN, PxL &b HAANTIIEEM,
SEER, WEEIICH D THEZ ZLEND S L Bbi,
D UFyRFnNA4FT2—

BRAF [HEH 7% £ O FEMNFEITHPN &3 2815
TEROGEPLEE 25, %< OHE, TIBAHKNIE
EBEE2 Y —7 v T 20T, HENICIZERED
ERORECHFELZIINT 2 2 ENEE LW, Ly
LI R COEBEMBESE2 2 L EREETH Y, K
FeI BRI B 2 W IFER R CEE OEEF S o
77 ANDBVIZERE b OB AMIIER O LR AE
CriBRs2w, 22T, bLIMKCKEIELTE R
JESE M (circulating tumor cell) <0 AL D7
D OEBEOBET 707 7 A VOMKEEN S Z £
TENE, HREIEOFRDBEIER, HEFHOHERIC
X9 Bl EDOEHREESL ZENTE 2, KIRET
W S EEMOER 2B 2 HEE Y v P4
FFY— LY, XTF ) —~BEHETHLME LS D

No. 2, 2016

BRAF ZEOMEPEALNT W E, bbb
INFETEMIMF DX /) —~<Hildh & BRAF 2%
REDHRHTE 2 2 ER2RLTELY, KFIMHD 2
7/ =~ O FTIIEETIIH 50, M
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7Y %) PCR T3 2 FiE2AA TV 5, HI2k:
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