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A Study on Mutation of p53 Gene in Colorectal Cancer
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Abstract The exons 4—7 of p53 gene were examined in 14 colorectal Cancer patients by using PCR—
SSCP- silver staining method. The results showed 6 cases of point mutation and the mutation frequencies
of exons were different from each other. p53 cDNA and pYNZ22 VNTR were used as probes to examine
LOH(Loss of heterozygosity) of 14 colorectal cancers. 6 cases with LOH were found. The results of present
research suggest that the mutation and LOH of p53 gene are critical events in the progress and develop-
ment of Cancer. There were different kinds of inactivation model of p53 gene in the process of develop-
ment of cancer and transformation of cells.
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p53 FE A H AT AN BT RN — M ERE. BASEER ps3 RH S MR, UREEA
BMEMHETT —RBAPIR 7Y . A PCR-SSCP 444 e 55 A Bl b R 5B FETRRH IO K
FEHATT pS3 AR, FHFENFAWE ATCC MR MRS (p53 cDNA 41, pYNZ 22 VNTR #41) *f
p53 HEM AR SHRKES THR. ELXWAHAHTRER, FEF T REEF ps3 HEREFBME L
ErfER .
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epiA, SERE-80CH&A. FFAE ORI E K-S BRI EAH DNA,
1.2 PCR-SSCP & &R

£ pS3 RN HEMR 3 ¥ PCR 514, HHIGT pS3 BEME 4. Hs—6ME 7HBTF. KESIHA
317. 416 1 171bp(F ERERARE Y EH T ER). FIWFIWT:

% 448 F F ¥—GGA ATT CTT TTC ACC CAT CTA CAG TCC; R 5-GGA ATT CCT CAG GGC
AAC TGA CCG TGC; % 5—6 48 F F 5~GGA ATT CCT ATT CCT GCA GTA CTCC R 5-GGA ATT
CAG TTG CAA ACC AGA CCT CA; % 7 4B F F 5-GGC CTC ATC TTG GGC CTG TG R 5-CAG
TGT GCAGGG TGG CAA GT. ’

PIA&MN 93C45 7D, 58T4SHFP. 72T 143 30 %0, 30 DMEFRBSFIEM 72C8 48h. FIAFR S0ul. 1%
FEHIH Sul, T Spl AEREINBERL, 95CAEHE S Ar4h. 2 8% RIWIMEIREEREIK 3—5 /Mot/E, #K, BE 204
B, AgNO, $efa 54340, BEFWRIFEHTAIE.

1.3 Southern Z:3%fF

7.5ug 3K DNA H 40u [R#%4E A UIES Scal #1 Mspl(pharmarcia 7= &) (b5, & 0.8%LUEHE K S
W, REHBE Hybond-N"R B L, 80CH: 1 /M, &, HNSIWEIRCHES. RXHBPBEAR. 42C
FZAE 8 /N, 243 36 /B, BEBEA 0.1 SSC, 0.1% SDS 60T ¢/Nif, 42C1 /. ELE X %R, -70CTHK
SEBE Bk,

285 R

2.1 PCR-SSCP a4 R

£ 14 BIKGRRE SR, FLRNE 6§ PCR Y RS FATFBRE R, RERNY 3%LE 1), MEKIET
REMMBRR, £ 450BTH2/14(14%), B 5—6 5B FH 3/ 1421%), B THBFH 1/ 14(7%). BREK
SR TE ¥ 41 R AR 382,

TI N2

N3 T3

B 1 KBTS BRQRERINER (Tl T3 B8 BRHEIEBENL)

22 AEMERMARANER
FIH p53 cDNA f1 pYNZ22 VNTR ¥4, #it Southern 2¢3F, 7 4 B AXBB LB E 10 Mol E

S, BEKTI%, FPREGHER, HENO%LE2,3). HPpSIEHREAHES 248, LOH N 15
(50%), YNZ22u A@a#HEZE5 848, LOH X 5 H(62%).

33w’
FIF PCR-SSCP G AR YL7E 14 BIAGMFIRNE 6 BIEELART, BERY 3%, HEREN, X

A ps3 BREM A RERNKREH. B1T DNA K B REMNE LK SHRGE MG RER U4, B,
REW K HEI AN REHHS ERS MRS BRR, AAKNME DNA R FERE. MEARFIS,
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T1 R4 S W& BEE R EIEE R /0T NI X IERFRA. T T3 & S2 BEHWHMET N3 28, »ih #H
TlekiA, FhRARAS EE N BALHRAR S1. S2 AR BMAR, AMNERAREES KBHE. X
g, AT R B THBARFIRA KRR T EHALITH.

T3 N3 T2 N2 T1 NI

kb

107+
8.5
B2 KB ps3 HEEA ps3 A LOH Ml E3 KEBEFE ps3 A pYNZ 22 (F EREHER
T2 BRfatER, A1 3 ERRSH; T1, T2 BRPBHREHT SR, EFEH DNA

. E4H DNA ¥ Sca T 811 o MspT 847,

ATATR BRI M 6 BLERTHRA, RITELLHTT DNA T4, UHBRENHIESR HER
KRB, RIZE 14 KB PIAE 6 AIREHIR, RUEMBWERELRS, p53 EEAMEREHER
RSN SRTENN 8 KEH.

AR pS3 BRI ERet, RO TR, —1£ p53 1 cDNA #4h 53— 12 pYNZ 22 4,
KEEFEAM DI7S5 14, BARREEY 17P13.3, BMETHBXEE Y 053 BEAFHREER, LUK p53
REMBOFIELFE. FHRF p5S3cDNA 45 pYNZ 22 FE R A SHERWERLERXEZH ALK
8; TTH pYNZ 22 (i &AM ERMEBEER T p53 8. FIURITAN, pYNZ 22 HERW R EGHEFRS
R, MHEHFATENAE p53 BEFBMRE. EHIEXMHER, EEFTIELE SR

HE SR TEMASHERNBNGRE, RNEAT 3FAEED SSCP WER S5 LOHWERE 8. X
5B LA Knudson RO “ R R HISRMRE O . H—FH, REUE 3 A XBE ps3 BREMEREBH
AEE LOH. EXMER T, MBHALETURRE ps3 BEM “BHEAY" (dominant negative effect) fif
O, RE—HAFEARE ps3 BERTMEMREERE, XA R TRQUNLEABEREA ps3
HE TR
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