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 ®| FUEH Southern T H KM T HEAFA & p53 HE M Rb HE W B ME
HE: % f] PCR-RFLP £ R4 T p53 ZE S 248 (i1.249 (L F WP A4, FRERET.30
PIBBARD 9 HIF p53 BEMBRABEH 42 IEBARTHAE ps3 HESP 248 NFEBTF
B A 15 BB AR PR BIA Rb HE A bk MmEH,

XHEiE MR BUSERE ;p53 HERb £E

p53 EEF Rb ZE R EEAMEERA,
EMNEMBEAE ARTFEEEENE
AP HETEES AR F R ps3 &
Hf1 Rb BEEMKIESY ., BRAL P LFF
EEMPFTEN. SR RRGE . 4230 H
Southern Z¢ZZ 7487 T BB A 41+ p53
#: A F01 Rb (K Bk 2 71 & HE; 48 J§ PCR-
RFLP M #4087 T p53 2 [H 55 248 {i. 249
LHEBETFHERE, IEER p53 ZE M Rb
HEEERAE RRFHOEM.

1 #MHEEF*

1.1 ##

L1.1 HALEH. 2 A8 EAEEARGEMAR
Sem)IRARK B L 7R 48 B T IR o A At 5T R B 9 B
F AR E R AR BN E R — 70 Cok & R
BHMEYEREEEDK.

L.1.2 IEWAMPRZA.28 BIIEH A M4RZ %k 54t
FERX¥HE —REFRMLA.

1.1.3 4R, 00K . KRR 4F 8 HB101 3 B LRty b
ST s & Rb cDNA B 5 4t &9 i % pUC1 B Har-
ward B1%; & p53 cDNA EHIF# 8 FH % pGEM H
NIH/NCI B35 ; & ABRE H $1§5 DU H§ s pUC
B R R IS,

L4 ZEAMNBERETE.ZE.EXAK. BT
1 (DiFCo. Oxioid) . BB # (BRL 2 7)), /b 4 It 1
H & [ (Sigma 4 8] ). Nick Translation Kit(BRL 2
7)), (a-"p)dCTP (NEN 2 #] ),Sephadex Gs, (Sigma
4 ED P BE R B XN TR B % . TEMED (Sigma
2 E]) T B AT 4E & B (Schleicher-Schuell 4 #]), Taq

* dEEUT M R B R B

DNA £ BB (Cetus 27 MR &I 4 N8 Hind
Bgl I \Hpa I .Msp I \Hae I (BRL 2AF].4£¥ %
IRAF . RERFHAES M.

1.2 %k

1.2.1 DNA #9428

1.2.1.1 #A4 DNA B2 .4 0. 5~ 1g Fy4A 48y
4% Shih HH L H &= S FEHN DNA,
1.2.1.2 H#AR DNA #9{E 5 . #% Maniatis 8
WOHELT,

1.2.2 RErAHI& REMERD

1.2.2.1 HEBAZEFRHHEEELRCHITE
(RIUEERLEPD.

1.2.2.2 RE/NEH & FA DNASDS ).
1.2.2.3 KEH&FA DNAGREFL .,
1.2.2.4 HEFHFBEWHSEMEIL.p53 cDNA
FF 4K 1. 6kb, 34k pGEM K 2. 8kb., & p53 &
RS A R B Y 8 /S, B Xba | B30, 1. 0% 3R
WK VT & 1. 6kb RWTRIBERE . I AU MR B9 7 32
EIWCE:E F B . Rb cDNA 44K 4. 7kb, R H —
A~ BR8P P YT B EcoRI B3R B 460 &, FF L X4 F
EcoRI ¥ E W pUC, ¥ | ¥1F i, 13 RbcDNA
WEH IR B A B B, 0. 9kb #1 3. 8kb, 3R {114 3. 8kb
R EEHE.

2.2.5 FEBRIE: B Nick Translation #4310
HE . B ARIC Y IR £ I3 Sephadex GeokE Y,
TE BE ik, WHEB —IEERBAME, KL
BIBANE N 30%~50%.

1.2.3 Southern 783" . B EM BWFHAHA . EH A
H 0} DNA 12pg, 55 31 B PR ¥ P40 B Bel 1.
Hind I {41k . #1524 /5 0. 8 Y B HE H5 R s v vk . 1)
Hind I 75{L#% A DNA fEb 40 TR RHE. B bk 52 B
DL M SE M | A0 Southern BB WS B E
MEE.8OCHE B2 h IR R B A B4,
DI T 2% S (6 X SSC.0. 5% SDS.5 X Denhardt 3%
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#.100pg/m] 25 ¥ #00% DNA.S0% B BE ), 42°C R
BB ARG DA B RARIC R A R4, 42 C IR
6~18 h. Yell 4T B B3,

1.2.4 ZXFF DNA S &M K (PCR): &R Saiki
BRI M. R leg B 45 DNA BT
60ul L vh Wt (B P B & 10mM Tris-HCI pHS. 3.
50mM KCI.1. 5mM MgCl., 0. 2mM dATP.0. 2mM
dGTP.0. 2ZmM dCTP. 0. 2mM dTTP.1:M 3|4, 1
~38{ Taq DNA £ B . WA L EMAKETE,
HiXEE PCR ¥ 1L L, 95CA #:70s. 57 CH #:
70s, 72 CIEME70s. AL F B F0OK.ERF—K
FE A 4R PR B 1omin, B 2 LB W A &%, BLioul A
AR R PTIR B iR AT A .

.25 RAEHFBREESZSHEIH B PCR I 18
%455 A Hpa I /Msp 1 1 Hae T %4£12~24 h,
=Y 4L BB R kT .

1.2.6 43t pS3Xe [ 5524807 . 249 S5 10 T A 2 Ap
Y pS3ERBUINEBFRE—-IEERCH
248HL F L F CGG M i, CCGG——Hpa I 5 Msp 1
MIBE LT L B2 B R FER ML HFM GG S
250 B HGFRT P MK R CCL B AL GGCC, X IE#F
B 1 P9 LT 8 Hae X B3R 5162 A . PC130Y FEFI
PREFRBLIBFEHEHHNETFEB~44
FMZEMFIPCUNELINEFRETHRE
A BZHEBRONSTFHIMMERZ Y FER . EH
PC13f1 PC14i4 4T PCR #3574 B F Hpa 1 /
Msp I 1 Hae X B§ 5 1k, 7 W) <& 24810 #1249 7 35 15

FHERZE(ELD.,
, A BC
4 e 3'
PCli ~ - Peid
5 _mmm — —- —= —= 5
164b -
P Amplified fragment
113bp SIbP | wild type (248)
164bp

Mutational type (248)

27bp  46bp  90bp
27bp 136bp

— Wild type (249)

Mutational type(249)
Bl 447 pS3EH248. 249 I BB F ST
¥z itiEg

A:Hae X A2 B {28 ; B:Hae I 249% B F {2
2,;C:2484 F 5 F Hpa § X Msp 1 42 8,

Fig 1 Schematic diagram of the p53 codon 248

and 249 assays
A control cleavage site of the restriction en-

donuclease hae I ; B:Hpa I or Msp I cleav-
age site at dodon 248; C.Hae I cleavage site
at codon 2489.
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2 #R

2.1 pS3XE

2.1.1 pS3EEME AL 0P ERBEHFHA DNA
% Bgl 1 {{L,Southern ¢35, R p53 M WL H
B EEEAHIFAH  12kb, okb B Zi2f19kb,
EHFHARMBEARSAE B @) I TRERA
HpS3HE B SHEMIER A AR E—3, Xt 2841
IENBRIL R A 408 DNA #4T Southern 2235 43 ¥ .
RYEREAMHFES p3XENEIE.HEA5%
sparfb i AR BEER(P >

T:HBaL, ML. S4Bk etny,

N:#& 44

Fig 2 Bgl I restriction site polymorphism in
the human p53 gene in gastric cancer
tissue

T:tumor tissue; ML : metastatic lymphaden;

N:juxtacancerous tissues

2.1.2 pS3EEMhk%k HEHE. A4 DNA  Bgl I
B§ Y. Southern ¥ #£.p53 cDNA F4 355, &M
306 AR 78 (23. 3% TE12 9kb b e A {H
S K, FH3kbi R ESEEESD.
WML R R LR IRE e, I I ABRE
HENRH R BRAZESHRBSE WA
pS3EH A BRI Bk (B3 . BA 20 AR
HHTHRE kb PRXES MARZARTEFA
BURRESER LY p53ERF EHED,



B3 HESEREFARP ps3BEHRK

165 R BA FEEARGRX 2858485
MBI R K 205 . 325 REBEH R, R
Fig 3 Deletion of p53 gene in gastric cancer

tussues

16 :tumor tissue with deletion; 28:tumor tissue
and juxtacancerous tissue with deletion; 29:tu-
mor tissue with partial deletion; 32:tumor tis-

sue with deletion.

B4 BEARATD pS3EENEH

L EEE 2. KEEE,3. AFuly

15 B R#4AAK . EFM12kbA A K, 4

14. 5kb ., iE F 42 9kb %41, #7kb, 3kb &5 R X 1%

A, RTEMGA3 kb RRFUER K

RKPEFR.

215 B 4K EF ¢512kb. 3kb & X F 5 4

£.12 3 —£16. 8kb 4= — 4 5. 0kb 89 J¢ & 4F

T hASHOBEETHE LV EABTHE

i, :

Fig 4 Rearrangement of p53 in gastric cancer
tissues

Lanes: 1. DNA obtained from normal placenta

tissue; 2. DNA obtained from gastric cancer;

3. DNA obtained from juxtacancerous tissues.
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2.1.3 p53EE G 248060 249 LT AR
B PC13f1 PC145| ¥ Xt 425 & 5% 41 41 DNA #47
PCR 5, RI/6HIT4XNER BB ERKEE.
WHERFERBS,1/25 Hpa I /Msp I §E1.1/2
F Hae K E§ V1.6 U1 700 AU R A BB 1 3k 2
B 248 ST I K AR 113M51bp BAF
Wi A € AF CCGG ¥l & KR EB 41 FF, {3 & 164bp.
PCR ¥ ¥ 74 H] Hae X B§ 41/ , B A BI85 V1 99bp
46bp. 27bp = A 7, 2 A H] R 136bp £ 27bp B
AR BT, 4200 B R AR T B 248 B G
FH A TR 249 B TR A A,
2.2 Rb 4R

Rb #[E £ K 200kb, g 27 S B FHEL, 4 A
Hind ¥ ¥ 2 H 48 DNA B8 ¥1)5 . Rb 3. 8kb Z[H
BHér 432, T FE9. 8kb.7. 5kb.6. 2kb. 5. 3kb, 4. 5kb,
2.1kb.1. 5kb R WBIHXEF B FEA KB P HE R
Bk S K B R 7. Skb #4. 5kb, 154 B R H AR
DNAHRbEF F 4 Southern X F A M2 FH
4.5kb SRRy SRR 1B F 4. 5kb )y BB ke oh, 7
1. 8kb A —REHRRXES, MEFHREN, X
AR Rb BEMEELET HH(ES M2/ F
Rb 2 [F G2k B8 51 & R AL MR E .

s BESEEfRs Rb ZFRMNBRXTEH
22%.23%.25% .26 L Rb A B de % 28% .
W& sk — 44.5kb H &, RFULREF,
405 A BRIk — 4. 5kb A B, A H A
L.8kb &L H —HF K &£,

Fig 5 Deletion and rearrangement of Rb gene

in gastric cancer tissues

There are not deletion or rearrangement in
number 22,23, 25 and 26; Number 28:dele-
tion in 4. 5kb; Number 40:deletion in 4. 5kb

with abnormal fragment in 1. 8kb.
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3.1 pS3X B4 H &

pO3EAREEMMBER . HNEES
Fidh s R pS3TEE A R IE Y MR R
pS3EE[H K IEH — M R BRI TES0%(5/
1O BARFERR p53 X HF 249 FEHBT
MR, B AER R P 506 (8/16) &
R, T H KRB R R & 424900 D
FOP 24U FEBF M REFERE, X
MIKTRESHFEREEFTFXNHRAX.H
THEBARTREHFLE po35H 5248141
M249 L B 1% F 9 K R, K {11 A PCR-
RFLP F i T 2B B AR, R 20HF
4B EMEF I AR, A 249 L EHFH
REB RS, HHXHE ML RELES
BRARER.

i R AR A AR B LW 2R B
8 RSUULRR 2 R R R B R K, p53
BERPBRABEHRE R, 5% ~30% . &
&R AE M Southern 432 iy 1 ¥t B 8 &
B HAGELT TR, K23, 3% (7/300/
WHIA pS3EFEHIERK 6. 7% (2/30)F ps3
S [F ) T HE X S 45 5 5, p5 33K [ ) 5k
EHEASATEE L. BORETENRE
KETREEENER.

3.2 Rb A F# ¥ & _

Rb F [F] B[ 48 %0 B £ 4 PO 9 AUk 22 ) B
MRET] SRR R R & . B AT
E7EA P AR B 2P0 . /)N A0 BB R L B A
BRI S M E T R Rb EE M RE,
BN Rb ZFE R — Z B EE Y,
Rb %N %16 1 77 A Bk E A AR A
¥ A LI F A Southern %3¢ #9 77 H: X4 154
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B AR RIS FHHLGHEIT TR K26 E
WHRAH Rb HEB K, HFP1HHF RD
HE G E AR KR REHARH 2R
KIS JRb FE B 50 B RO U Y
REBKRE X HEBHE—-EHE.
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A study on p53 and Rb genes in gastric cancer and juxta-

cancerous tissue

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

Third Military Medical College, Chongqing, 630038)

Abstract The deletion and rearrangement of p53 and Rb genes were studied in gastric can-

cer with Southern blot hybridization and the point mutation in 248 and 249 codons of p53 was

studied with PCR-RFLP. It was found that deletion or rearrangement of p53 was seen in 9 cas-

es out of 30 cases of gastric cancer and point mutation at 248 codon of p53 in 2 cases out of 42

cases, and deletion and rearrangement of Rb gene were seen in 2 cases out of 15 cases.

Key words stomach neoplasms; oncogenes; p53 genes; Rb genes
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