CI=N=NR
H A5

AR DR ATE ORCKA LI LA AR O mln i K > TRBE O AR L, %
AU PEOWEETEYE R (mCRC) 2381 L T %, mCRC (2% L THi EGFR (epidermal
growth factor receptor) FUARIZ K 5 53 THERIRIE O ZhIE 2 KB A D> b fEsd S 47z,
EGFR O FHiOMIEN Y 7 F MBIEO—2)N KRASER T TH V. £ 30-40%D K
TERENBBD LIV, KRASHEIZ T EBRNE X% & EGFR OMIEN > 7 /URZE S HIER

RE & 72 VB DHIENMERET D &L SN TV D, Lo T mCRC DIRFEEIR | KRAS B{R
DFEFTN B H AT T\ 5,

[ B8]
AIFFE Tl KRAS Bin1 AT 725 109 #1100 mCRC D REFEIFELFAF# K & mCRC
OEAZA LN THZ ENHAMTH D,

[kt5 & 5]

2007 5 2012 FFORIZ, HAAN 109 AOSEHHITIER £ 72134 S vz ik 2 H

Nz AR PERI, FRERIEROERAL . PIRRAY . AR E1THIS 8 (UICC stage. Dukes’

classification) (2 O\ TCHRRFHE P AT > 72, KRAS B8 7R IX 68 il %
ARMS/S (Amplification Refractory Mutation System-Scorpion) assay. 41 5 % direct
sequence IE CEB I 2o 7z,

2T OMEHENT 1L StatView for Windows Version 5.0 # i 7=, THH = & O L#EIE
Chi-squared test ¥ 7213 Fisher’s exact test # HV 7=, P<0.05 = FHICHE & A
e LT,

(A5 2R]

ARMS/S k% HWTZfENT TlX codonl2 Z % 36.5%. codonld & 7.4%. Direct
Sequence 5% HW-#HT TliE codonl2 &5 24.4%. codonl3 ZH 19.5%THVH ., &
109 JEBI TH % & KRAS Bin 725 37.6%. 9 b codonl2 255 25.7%. codonl3 %52
11.9% CTh o 7=, KRAS B L EERFBREZHR T OMICITH 0 e A B EILA LR D
o7z, KRAS codon13 Z Big kI 65 i LA F D&M TZE < A b 72(P=0.035),

[E%]

BRI T D KRASZEROBEIL 30-40% & b S TW5b, ABFFETO KRAS
2 BAERT 37, 6%&E}E$&®ﬂ%ﬁa Bl D ERMEE 30-40% & % CTH -7,

25 BAAL (codon) 12 OW Tk, KRAScodonl2 ZE#1% 25.7%. KRAS codonl3 75
1% 11.9%I2 & BT, ﬂﬁ@%%&@ mCRC (2B 5 ZNENOERMEE T RO
DRENTWD, KRASZEFRKIGIE CTiid L% 70-80%7% codonl2 fHIKIZFE D HILD
EEINTWB, AR, KRASEENF 5 IVTZIERI D 31.6%7° codonl3 Tdh - 7= Z & I1FEE
MOEE LIZIERETH - 72,

X 51z, KRAS codonl2 ﬁ;ﬁ\:f{ﬂ PERI . FEERIZ 0D B TR O B L7223, codonl3
25 BLE A i 65 ik LL F DL MEIZH BT D biviz,



Z DRI DWW TIRAIICEZE L TA D & MERAE PR, B BRAE AR,
FEomER ., KIGMEE. FERMERVEROEAE N mutagen & L CTES LTV 5 AlHEE
MENEZ BN TS, &5, codonl2 G—C transversions %32 &M O WA #E I &
BEYEOEN KRG THALNDL LWMEINTVD,

1T mCRC 2% L THWH L TW A 5T EGFR HU{K cetuximab {6 (2 B9 5 KA
78 Cl% KRAS codon13 £ B OFEFIM DOEAL D KRAS 28 BIEF] L 0 & AWM R &>
SlelWEIN TS, 20 Z SITMakkz AW 72FEIC 510 T codonl3 4 H (R -1
AHIRRR S codon 12 8 BIER T EAMRRE L 0 S EEHBENMES, TR F—T R %
FET LD LML L L TEY., 65 FOLMET codonl3 2 ENEN Th
> b, KRASEMLTERIZILDHEBOAER L IRE L TV 5 ATHEMED & 0 BLIRTEE
AN

—J5. LLAID S codonld @ transitions 22 I SCHRAVIZIZ AV~ Y U [EEEARD T —
F77 7 FThHLARMELIERH SN TEY . codonl3 ZRIZOW TIIERTRWVR & 24
ECTHD, AlHDH codonl?2 IE transversions b transitions & & H L7223, codonl3 I
transitions D& ToH > 7=, Fox DLLRIAT > =R 7 1EOK E#G Tl codon 12 G—T
transversion & KRASBInFABIAEREZHT 5 2 & NHIB IV TV D EFEE M) & il
L7 DNA ZiBG LIcY o IV AEl L, Bin T 21T oo 2 A, RIREO Y~
TINZBWTHE LRGBS 725 TH 5 codon 13 G—T transversion 23 H S
2o TDOZ EDD codonld DERIZONWTIET—F 777 ML ED TAHBROREE VX
%,

[
mCRC |Z81F 5 KRASEE 122 B OB IXPEHR D non-mCRC JEBIIZ I3 1T 5 28 FLAH
EIRETH T, SEIOFER DB 65 %L F DD mCRC I codon13 22 #7134 < A
ONTHBIZOWTIFEAHTH D08, Zhusg KEERERIZ X 5 mutagen °Z MR
L% 5 w7z KRAS codon 13 ZHROEEDOHMRFINEEND,



