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REHAPEXRNENNEXEARTHTR

Ik Hh& SHAR" BE4L

FE=FRAKF¥HHEBRH LB 630038

8 W EXRA Southern HXEHARSHT 42 HEABEEFES T HWEH c-Ha-ras. K-
ras . N-ras.c-myc.N-myc,hst [EGFR .c-erbB-2 fiil & % & p53 f1 Rb #9281k ; {# F§ PCR-RFLP ¥
T T ps3 MAM 248 M 249 B THARE LEEB R ERARTHLFHEERYERM
WMERRE,HEMPE c-Ha-ras.c-erbB-2,hst EGFR 1 p53 £ . X 7 Bk, £ R & FH

MEEEHTREST REHREMRR.
XV HMWEEE . RE

TERMR Eon B EERIEmmEEE
RERMBR AN FEYY., BHRRE
B W B R Z —, B T EE i
BEANEEEAE . RBHXEURBERM
MR AT NMIE B B WIS RIENH
AREMBRD, ERFHHF RS 8 hst ZEF A
MBEN p53.Rb EH B P MIEM KR IEN I
RARME. BIEHAYLE, MR LER—EH
AR [F] W FEAT 2 ol 2 (5 R0 900 98 2 R A BF
K. AL H A Southern T HREH K 42
H18 B RE AR RN HATE M ER (c-Ha-
ras,K-ras N-ras,c-myc, N-myc, hst,EGFR,
c-erbB-2) F M % 2 B (p53 1 Rb)AYHF 55 {0
JI PCR-RFLP $# R4 87 p53 £ H % 248 |

%1 SERRHOEY

249 U B IS T HY s A AT S 22 A0 I
HRNGHBAE KRR U E W
BMERNEEEERLBRPMEMKEN T
BRAELNE.

1 #H5HE

1.1 #H#H

1.L1 ASRE .

1.1.1.1 EHEAFEE .2 PEEMEFALSRE
3K B L RE AN T BB R AL TR R T .

1.1.1.2 IEFAMREK.28HEF AlMERFEH L
FEB XS —BEEXNMIMLA.,

1.1.1.3 B84A%.¥adRERKE—IRE™H,
L1.2 S¥EFFEHHREMED

E 1iF. 350 ®E kb AW (kb) By ¥H

Ha-ras pBR322 (4.3) 6.6 BamHI A0 5T T e 8 B
c-N-ras pSV2 (2.9 6.1 Hind ¥ /sac I Weinberg Lab
v-k-ras pBR322 (4. 3) 1.0 EcoR 1 Merch Lab
c-myc pBR322 (4.3) 8.5 Hind X /EcoRI Weinberg Lab
N-myc pBR322 (4.3) 1.0 EcoRI/BamHI ATCC
c-erbB-2 pBR322 (4.2) 4.4 Hind ¥ Japan

hst pGEM-3 (2.87) 0.557 Sac I /EcoRI HIH/NCI
EGFR 1. 87 NIH/NCI

Rb pUCI18 (3) 4.7 EcoRI Harvard

p53 pGEM (2.8) 1.6 Xbal NIH/NCI

G. 7-globin pUC (3.55) 1.0 BamH B BB Rl Fr

+ L3 R B 3 B
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1.1.3 PCR 5145:PC13 f1 PC14 AL K2 &AL
L4 FEEN.SERT. B4 EcoRI.
Hind I Bgl I .BamH 1 \Hpa !l \MspI Nae Il BjH %
K BRL 1 Biolab 2+ & ; Taq DNA Z XKW B Cetus
28] 1a-"Pdc TP i B NEN 247,

1.2 ##

1.2.1 #4141 DNA B

1.2.1.1 EH AP 4K DNA BRR®

1.2.1.2 BEEERSAS DNA B3R G HRA R
JE LR Shih ¥R EUE S DNA,

1.2.2 H4HERRALRTDY

1.2.2.1 AECHEAZRBHOERSRKETEE
AILBHLEER.

1.2.2.2 AE /MBS %& Fk DNASDS i)

1.2.2.3 KEGI &5 DNABRBRIE) |

1.2.2.4 ERFHHAOSBEMAL. SXEFEHH
TR S, A R Y B PO AT TS 4k, 1. 03K
TEVEBER Ik, T & B AW B R, e iy
FEE i RE K.

1.2.2.5 EFEIFEH47RE: B Nick Translation )%
ERILE . WIRICH 854 0B Sephadex G50 4
MLTE Rk WHRE—Ig IR BARE. TLR
BN N 30%~50%.

1.2.3 Southern 43 F %2 %5 . B & Miniatis B A% hu ek
1.2.4 43#rp53 2 248 1 249 L H I F HRAEM
519,

PC13 %
PC14 5’

CCCAAGGCGCACTGACCTCA 3'
GCTCCTGACCTGGAGTCTTC 3’

2.5 ZEEE DNA 4§ % {# K B (PCR): & B Saiki
srhbd ks,

.26 MUHEMNUMBURERELSESE
(RFLP).PCR ¥ 3% =44 31 7§ Hpa I /Msp 1 1 Nae
UL B = 4 R B BB R BT 4 B

2 B!

2.1

AAMBTREABREA WAL X%
R EE(£2)

FoEEAPEMI92ET 456l

¥ BEMRATEREYERNERRAKEI R

k3 4
REFH REHH RERER OO
c-Ha-ras 33 ) 25.8
N-ras 33 0 0
K-ras 26 1 3.8
c-myc 35 1 2
N-myc 26 1 3.8
hst 42 11 26.2
EGFR 42 9 2.4
c-erbB-2 41 12 29.2
p53 30 9 30
Rb 15 2 13

2.2 BMABRYIE FHAEX

2.2.1 c-Ha-ras B[ .33 4] H i & % 5 4H 4 DNA B

BamHI #{k ,Ha-ras 6.6 HiF4 £ R T,
(D)e-Ha-ras 2R B T3 HHE. 33 | BB AR+

7TH BB KN T, o s iR RE AT

ARBIMF AR NI EE LN Y S EHE.
(2)c-Ha-ras S HEF B &.7 B2 REREW

MMARTHFIPNERT —RSMEFHE D,

Bl cHaras SRUBENEL
VEWABERPTELT M FaR
B, R bl tANFELARNAL
2.2.2 N-ras ZE.4H4 DNA H BamH I ¥4k, N-

ras BERE e, 33 MM RAIBMBFHLANER.
2.2.3 K-ras #H 4 DNA FH Bal Y #1t,K-ras &
BlEStRT ,26 HIEBAR S | flHERERNT .
2.2.4 c-erbB-2 2 H .44 DNA H EcoRI ¥ ik ,c-
erbB-2 EEF 430, 41 BIEAR 1L PAET 1.1 4
HEHE 2.
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B2 BEREFENP c-arbB-2 BRHT M
208 24 B RUBABFTABYANLB 212223 5B EV R, 25w REF
2.2.5 EGFR L[ .41%1 DNA J EcoRI #4{L .EGFR  2.2.6 hst %[ ,20%1 DNA H EcoRI B§4].hst % &
EERS . 2 fIEE T o M QL4mFERGT  FERX.26.2% A1/ADRRAE T H(E 3 hst EH
¥, H EGFR #1 c-erbB-2 W@ R ¥ ¥ 5 b ma s TRTESHBREBE X,
BAEX,

B3 HEREFMHESAT hst REST EFEH
205 RMBE AT AR U ETREEA hst LRGP Ife£4,23.27 B m5H hst LB &I ¥
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al2

2.2.7 c-myc %H 4% DNA A Hind I 4 c-myc
HER 22,35 MIEHARE 1 PIEEENTH,
2.2.8 N-myc #H.# % DNA A Hind X 3 {£,N-
myc EEFH KX, 26 FIE AR 1 AHT M,
2.3 dpARARGRL FHPILRE

2.3.1 p53EHE

2.3.1.1 ps3 EEMBREMEH .29 MERAR T 7
(24 %)% p53 FFI G R S E ST R K 52 B1C6. 8%0)
HHEHE.

2.3.1.2 p53 M 248 70 249 U H W F R RES
#r:H PC13 A1 PC14 5189 ¥ /5, 43 B A Hpa I /Msp
I f0 Nae I B§Y]. 42 B E WAL P F B A 248 (i HEB
FHERE, 249 NEHFRNERARE,

2.3.2 Rb#HE.4% DNA f Hind I {J,Rb 3.8
MEEEE .15 PIEBARPFBEHA 4. 5kb FETHI6R
£, HP1AGEEEYESE, ARRRENERS
AR E. RO EERTRERBERMREFX, Filt
—$ R,

3 it

MR EER— AN ESRALB.EH—
WER R BB BESE LU LR
BHEZS, -MEEEMERTRERRENE
A — A B B L T R Y R R | LN B
A EER .

A5 7 B Southern 22351 PCR-RFLP
TR T BB & %2 E MIE M
BEALNE. S RERERALTH S HEE
HYMESMEERNNKRE BEEFE -
Ha-ras.c-erbB-2. EGFR . hst fil p53 ZEH;
N-ras, K-ras,c-myc, N-myc EFHH . &E
HeE BRI, XUEERER,c-Haras, c-
erbB<2 hst [EGFR #l p53 K A e R 5 1
REEBITXOREEE, BRUEEERA
BRETESEENER.

EFR T 2 FIBBARGS, —FHUL
WEEME@ R B BOBMEREREKX
W (B CERHER S RN R 26 B063. 4%,
156 B 48 2 D Y 0SB R A R vE A

WoEEASEN 1992 48 14 BE o

R I, PR LA L R B TE AR B Ok
EEAE 16 B1(36.4%),3 FLA LAYA 8 i, itk
8 Bl & B TR LR IR s T A P
T H R AR B AL e hy ol 2L
50%, HEZHPMERFEEFMNEX (P
0.05), 8P EHEEHBHRATLT—FIF 3
MU EEESRY WS HH IFHULERR
HESAMRBER/BTLABEHER(P <
0.00D), XEHER/R, A 3 U LMERNK
1 BRIV R R 15 A ) 5 I SR B R A AL
HBAX.

p53 HERBEMMEEE , ERIRIEE
MRizt RBRPREEENER. HRNCTE
JUF B PR IA p53 BEM KRGV, Bl
MR T p53 HEABFFR A WIRE , 4 L5 LB
30% (9/30) R HA p53 EE A kR K. EH M
HEy, XER,ps3 HEMEREEERP

EEZHME P XN R EHEBK
FO-e A S Rb HEEMPBFIR LR
H.EOWT 15 AIEBEREFESRE X
MW A R ek, Ko 1 BifEREH,
WA Rb BEWS2ETERAREMARE.
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A study on the activation of oncogene and inactivation of sup-

pressor gene in human gastric cancer

Wang Junru,Liu Weiwen, Lu Youyong,et al (Department of Gastroenterology, Southwest Hospital,

Third Military Medical College ,Chongqing,630038)

Abstract The changes of several oncogenes and suppressor genes in the specimens of cance-

rous and juxtacancerous tissues of 42 cases of gastric cancer were studied with Southern blot hy-

bridization and PCR-RELP method. The probes used were c-Ha-ras,K-ras,N-ras, N-myc,c-myc,

hst,EGFR ,c-erbB-2,p53 and Rb. Amplification,rearrangement,and deletion of c-Ha-ras were de-

tected in 8/33 (25.8%) cases of gastric cancer jamplification or rearrangement of hst and c-erhB-2
in 11/42 (26.6%) and 12/42 (29. 2% ) cases respectively ;amplification of EGFR in 21. 4% of cas-
esdeletion or rearrangement of p53 and Rb in /30 (30%) and 2/15 (13%) cases respectively;

and amplification or rearrangement of N-ras (0/33),K-ras (1/26),N-myc (1/26) ,and c-mys (1/

25) voas only rarely encounted.

The peint mutation in codon 248 and 249 of p53 in gastric cancer was analyzed. 2 cases of the

42 harbored point mutation in codon 248 of p53.

These findings suggest that c-Ha-ras,hst,c-erbB-2,EGFR and p53 may be the hot point genes

in the occurrence and development of gastric cancer.

Key words stomach neoplasm joncogene jsuppression,genetic



