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2 HERERIXICE T S EERTEAR RGBT S

ZEINF R
REF  AEE MR RER akry EEER T3 BER
1 65 M ckit (17) 8256 GTT-GCT Val-Ala
[ -catenin 20 GCG-GCA Ala-Ala
2 48 M p53(4) 111 CTG-CTA Leu-Leu
131 GGG-GAG Gly-Glu
K-ras (1) 22 CAG-CAA Gln-Gln
3 39 M none
4 61 F p53(5) 179 CCA-CTA Pro-Leu
5 40 M none
8 70 F p53(4) 107 TAC-TAT Tyr-Tyr
9 50 M none
10 66 M none
11 43 M p53(4) 102 ACC-ACT Thr-Thr
135 CAT-TAT His-Tyr
pb3(b) 16bp deletion
12 60 M none
13 62 M none
14 60 F p53(4) 131 GGG-GAG Gly-Glu
p53 (6) 196 CGA-TGA Arg-stop
/4 -catenin 57 GTG-ATG Val-Met
15 51 M none
16 67 M none
17 53 F none
18 49 M p&3(71) 242 CTG-CCG Leu-Pro
19 57 F none
20 61 M p53(4) 111 CTG-CTA Leu-Leu
131 GGG-GAG Gly-Glu
p53 (5) 152 CCG-CCA Pro-Pro
p53(6) 208 GAC-AAC Asp-Asn
p53 (71) 250 CCC-TCC Pro-Ser
K-ras (1) 18 GCC-ACC Ala-Thr
c-kit (17) 825 GTT-GCT Val-Ala
21 63 M p53(6) 208 GAC-AAC Asp-Asn
p53 (7i) 248 CGG-TGG Arg-Trp
22 65 F none
23 60 M none
24 p53 (4) 6bp deletion
(). &%V
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§ #3 SRR B0 B B FATEARLLE S A B 5
§ EF R ME RMER aFy  EEER 7 IUBER
i 2 48 M p53 (7i) 256 ACA-GCA Thr-Ala
i ckit(17) 825 GTT-GCT Val-Ala
i 4 61 F p53(5) 144 CAG-CGG Gln-Arg
2 ckit (17) 825 GTT-GCT Val-Ala
i 5 40 M ckit (17) 825 GTT-GCT Val-Ala
; 6 70 F p53 (5) 145 CTG-CTA Leu-Leu
§ 7 54 M p53(4) 111 CTG-CAG Leu-Gln
5 8 70 F p53(5) 141 TGC-TGT Gys-Cys
5 p53(7i) 256 ACA-GCA Thr-Ala
! /3 -catenin 55 GAG-AAG Glu-Lys
5 14 ATG-ATA Met-Ile
; ckit (17) 825 GTT-GCT Val-Ala
‘ 9 50 M none

E 10 66 M none

; 11 43 M p53(4) 107 TAC-TAT Tyr-Tyr
; B-catenin 40 ACT-ACC Thr-Thr
5 ckit (17) 825 GTT-GCT Val-Ala
i 12 60 M ckit (17) 825 GTT-GCT Val-Ala
5 13 62 M p53(4) 58 TTG-TGG Leu-Trp
5 14 60 F ckit (17) 825 GTT-GCT Val-Ala
i 15 51 M none

; 16 67 M none

; 17 53 F p53(5) 144 CAG-CGG Gln-Arg
E 20 61 M none

; 23 60 M p53 (7i) 268 CCT-TCT Pro-Ser
( ):xZFV>



