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# E HM.%KiT p53.APC B K-ras RAR T AR AR BG4 BEFNIEM. Jitk: A PCR-SSCP
% PCR-RFLP i RBHM T 47 BIB L E MRS p53 %A 5-8 46 BF X APC £H 15-6 5 B F K-ras ZEF
12 R, R AT PEEARP pS3 RE 14 M, 45 29.8% . APC B K-ras BREEE I M. 54
6.8% Bt P I I BBA M, T REL 4 AP IAHS T HBAFFE), VRGP pS3 REXN
57.1%(8/14), BEXF 1.1 BG4 (18.2%,6/33, P <0.05),7 APC, K-ras BERZE T HBHAPHRNRE
EWH DB UBF I IHBACIN 3. 0% AXKHFRREBEEN(L >0.05), 1 HIHEFEL
Flet &t p53 & K-ras X%, R . FRAXVBAERP FHENRNET AR oS3 ERS T HBLENE
SRBETGEENHAL FTRRIVEARENEHMNT FIRE.

XA Bk ;E%;p53 % EHIAPC X H ;K-ras XH

hEES S R394.2;R735.2

N EAH p53.APC.K-ras RERRTE B K BMBE L
A REBESRMER, KA A PCR-SSCP #1 PCR-
RFLP H#ARMARMA R B A AR P LR BERNEH#
FTHR.UPIGRREEHLEHRRRE S BRAR
Bk R MWK 2 FinE.
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1.2.1 DNA #i# £ B Dr. Shiaol "V kM B M 5. K IBNG
BHARAER Betan!  TRIBE, ZHEYK LA
Marker £ H & HBHALEREME, KRG 15 % 10um EY)
AEABREERFEFERATESOF AT . EFHE YA
E U2 EBeBAaMaERSSH LRGSR LRE
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1.2.2 PCR 3% wE 75 .05 % ps3 XA 5-8
58F,APC £H 15-6 40 8B F & K-ras 2 H,p53 EH 5 X3l
Y 3% B NIH Dr. Shiao MW . APC.K-ras A3 ¥/ P Bt
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L m A R, T W R (1,3,4]). PCR R GG &M
20 pl, X P ## DNA 10~100 ng, Tris HCl 10 mmol/L, KCl
50 mmol/L, MgCl, 1.5 mmol/L, dNTP 0. 125 mmol/L. 51 ¥
10 pmol/L, Tag DNA £ ¥ 8 2.0 U,PCR R i £ H &K EREH
BWWMAR. WMspl FMFWE 15U ~2%FIBMER P H
BT IR TR,

1.2.3 SSCP #r#f By MEwAaBRES> Y % ps3 ZR
5-8 /A BFRAPCEMRA 156 4 BT .55 L—-RHA. K
PCR Rk #% 10pl, 3+ & 10 ng DNA # 18,20 pmol/L 3|
.1 U Tag DNA £ B 8.3. 7X 10 Bq *¥P,a dCTP, 0.1
mmol/L dNTP, 1.5 mmol/L MgCl,, 10 mmol/L Tris HCI,50
mmol/L KCI, i i % ¥ [R5 — 58 3734, I B A 33 30 4. ] PCR
74 Spl, % B F K 3, BB M (905 B, 0.05% —
RN ,0.05% MBI ) 3ul BB /5 100°C & H 5 min, R /7
BEBACCHRAKPURFRERE REESUFPHRRS
BB PRk CATRERE R RARR B XK HHT SS
CPAH . REXERTHT.CE 3~4hFF, BREREEEK
B8OCTRI~2h.REMTARE 18~36h,

1.2.4 RFLP &#7 B K-ras ZEY MY 14pl MA I U
mﬂﬂzﬂqﬂ]ﬁ Bst NI(6 U/VID) R # ki buffer,60°C Z B H 1k,
SUMABBAM B .EB Y&, KM THE, B,
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2.1 Bitas P p53. APCRA K-ras AR XL £

60 PlinAIH 47 FI DNA MR B, HP AW 32 #, ¥
#RA 154, B pS3 HERTE 14 B, & 29. 8% (14/47),
H Exon5A 3 # ,ESB6A 4 #{,E6B 3 #{,E7 4 il , % L E8 &
., APCEE 15-6 S B TFR%E 3 #] & 6.4%(3/47),K-ras 12
fRREIMLE6.4%. LE 1~4,
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Fig 1 PCR-5sCP assay of p53 E6B gene
ssDNA: Single strand DNA. arrow: abnormal shift
band (case 2) IM : Intestinal

meraplasia tissue

N Normal tissue
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B3 APCXM@E 15-6 VBF SSCP 247
ssDNA. 2 DNA. B4R T8 253020
) N E¥4ni IM ;85 1t 4 48 4%

Fig 3 PCR-ssCP assay of APC.ls_-(l gene
#sDONA; Single stirand DNA. arrow, abpormal shift
IM : Intestinal

band (case 2) N Normal tissue

metaplasia tissue

2.2 AP EMMAES p5S3.APC . K-ras ABE X
xR
BEBTNEIF AT HBELD I BEE DN ID
B 1A MBIk MB), W GRHLD ps3 B LR 57, 1%(B/
M) T 0 B3 18, 2% (6/33) MBHIL T ENBR(P
<0.08), APC.K-ras AT NI VHEPREEY N 14.3%.

M2z p53%E E7 PCR-SSCP 987
ssDNA, # 4 DNA dsDNA, XM X L2+ #H it
DNA. R%AMMAATSHEFC FRE) NE
kg K3 M, Ab 4t 4 fa

Fig 2 PCR-3sCP assay of p53 E7 gene
asDNA ; Single sirand DNA dsDNA . Double
strand DNA, arrow abnormal shift band (case 2)
N:Normal tissue IM ;Intestinal metaplasia tissue

B4 K-ras ZEW 12 BT F RFLP S #F

M :Marker (PBR322 + Hue 1 #17) 2. AR
(114bp.24bp.14bp)

Fig 4 PCR-RFLP assay of codon 12 of K-ras gene
M, Marker 2, Amplification fragment (157bp)

1. 4; Mutation fragments (143bp. labp) 3
Wildness fragments (114bp.24bp.14bp)

S5 1 8BFMERTEMLE N 30X EKITEEL. 1

FERBePERHpsI B Kras BT . BRIt 4.3 #

RERRTBE(LP >0.05),

2.3 AFBLASRANBHALATHAREE
TMETIE 47 B BHRLIOH. BERNRHEHL S

HEFRRAF pSIRE 12 APC RK-ras & I8, AR



%6

ERMB.E BEHBBAEARP p53.APC . K-ras ZHR A B R 405

WAL S p53 RE 16K R APC & K-ras %, £45it%¥
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3 it

BENERERRENZHBREZ S RO H L
B, —BRANEBARBREELE T ABHEREH
BR-EBUHEFUBR-BHLE-FREA-BHH
TER. REMREFSEFARENRBREX—F#
ABRFEDAX, EMENRENBRALHLERR
R ER EERNENFRERNFOTFRAS.
MBERpS3 SHUEXRTACHRE, TR
KRB EA D p53 RERN 29. 8% RERPE

5-75h BF X 5 E WS R AR MU, 48R p53 BE

ST BTFREEBAENFEETPTEREEREEA.
MBEERAPC REEHE K-ras BXES5HAXREWR
HEiRRBRE . FHRERIELHUEARPFLEE
APC £H 15 4/ B F & K-ras12 i SR %, #5 APC
HEK K-ras HEEBHBRETNERKH B THEE--
EER.
RITEAHRARIBEBAEMAIL2EHES
1.1 R 7E /AL AR BE RS v v R L b 98 4 6
FEX GRSV HEDNENDNAZETEHEN
BEHNDBRZEBLERESBEMEMUNEDY
M. AN —SHRRALERBELAE AR P p53.
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Mutation of p53, APC and K-ras genes in different types of intestinal

metaplasia of gastric mucosa’

Wang Dongxu, Fang Dianchun, [.iu Weiwen, Luo Yuanhui, L.u Rong (Department of Gastroenterology, Southwest

Hospital, Third Military Medical University, Chonggqing,400038)

Abstract Objective: To investigate the role of the mutation of p53, APC and K-ras genes in different

types of intestinal metaplasia (IM) of gastric mucosa. Methods: Exons 5 to 8 of p53. exon 15-6 of APC and

codon 12 of K-ras were examined for mutation with PCR-SSCP and PCR-RFLP in 47 cases of IM. Results:

»  This project was supported by the National Natural Science Foundation of China,No. 39470332
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Mutation of p53, APC and K-ras genes was found in 29. 8% (14/47), 6. 4%(3/47) and 6. 4% (3/47) respec-
tively. IM was classified into type 1, type I (33 cases) and type X (14 cases). The mutation rate of p53
gene was significantly higher in type I IM(8/14) than in type I and type I (6/33)(P<0.05). The muta-
tion rate of APC and K-ras was also higher in type ¥ IM (2/14) than in type I and type ¥ IM(1/33) but

there was no statistical significance (P>>0. 05). In one case of type X IM, mutation of p53 coexisted with

mutation of K-ras. Conclusion: The mechanism of molecular changes in 3 types of IM are different. The mu-

tation of p53 may be closely related to carcinogenic degeneration and can possible be a marker of early diagno-

sis of gastric carcinoma.
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Establishment and application of administrative system for bacterial sus-

ceptibility test
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FHENEIMEBEFT:486 HH L, Windows 3.2 ¥ 4&,CiE
H - BRRAAREAZUE HE NBER FEALR. EHRER
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19934F 1 AE 1997 F 6 A E|FE N B, 10 008 HIX K
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