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] KIGSERARIRE (SA) 138 IR I iE
(TA) 2R Keras R FARENMEL, SADR
BHEEICEEZ TFEROB S 3 bW EZ 5 h
% (Ajioka, 1998). L% L, SA =il -HRZMI=
TA #7355 & D (SAwith TA) »H D, [A)H
2D SA B85 O Keras BIZFZERIZOWTIENS
T,

[H] SA with TA @ SA #%  K-ras B {r 1%
REBE

[#1Ft] SA with TA: 11 #5%5, pure SA: 34 J§%.

[H#:] 1) SA with TA A SA, TA %12 mapping
L, DNA #4liftl. 2) PCR-RFLP ¥, Direct sequence
1:C K-ras B{5T codon 12 DZEIRZE 4 RRIR.

[#553R] Keras 22313, O SA with TA © SA #
77 :7/11 (63.6 %), QIal TA #% . 8/11 (66.7 %),
@ pure SA @ 3/34 (88%) ThHbY, O, @&Bic
FHEBERHD (p<0.001), ODEQITIFHE:E

3 h o7z,

[5G & F 4] TA #0f1F9 5 SA 1Z pure SA &
KD EnKras BEFEREZRL, ZOREHE
IZIEELEE ARSI LT 2 i REMEARIE
Shi-.

2 UC &3t KBE (colitic cancer) D¥SEAZE
Mgy AEA - BRRE PR - RO B
War BER W X BB
WE
PHBAERERE T - i
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[B] @EdkER (UC) (ABF % KIBIE
DRRIEEOR AW S 22 5.

[ %] UC A0 sm LIGREE (UCCA) 8%
%5, [Al dysplasia 7 %525, UC Ik & BF KI5 M 47 0
19 (K (MCA) 379725, FEKL T
(nMCA) 82 "%

[#73:] MUC 2, MUC 1, MUC 5 AC #5446 T
Pt lase s 30 %l L2 237 (+) &L,
MUC 2/ MUC 1/MUC 5 AC D +/— D#l A4 D
B CRYEIZE % fE L 7=

[#%5] 1) UCCA®D 5/8 (63 %) 3K TH
> 72. 2) UCCADRSILE 1L 4/8 (50 %) #°
MUC 2 +/MUC5AC + T 1, [F#EE I nMCA
([ 0/82) XD AEBIZE» >0 (p< 0.01),
MCA ([Fl 16/37, 43 %) L I3BERBEEE L2 - 7.
3) dysplasia & 5/7 (85.7 %) #» MUC 2 +/MUC
5AC+T&H 7.

[fsam & Z8¢] UC A BFRIE SR 2 kiR E
'BIXFOREWE (dysplasia) 2 6 F B L T
3. L2 L ZHU3 UC ADHEIC RN 5 & O Tt
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