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The Mutation at Codon 249 of the P>
Gene in Primdary Hepatocellular Carcinoma
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ME ARSHELE-FREHSBERELZSH (PCR-RFLP) BARX 7 FEREFAME (PHC) #i7 PPEES
209 BB TRANGN ., SR, 7 GIFERES 3 FF PPREE 249 BHTFRY, REKIK 42.9%.
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Abstract

Polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) tech-

nique was used to examine the mutation at codon 249 of the P* gene in 7 cases of primary hepatocellu-
q g y hep

lar carcinoma. The mutation at codon 249 of the P3® gene occurred in 3 out of the 7 cases. The mutant

rate was 42. 9%.
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PPEAEMNTAL 17, §FH 11 MNBF,
£+ 16~20 kb'!, AH KX 53 kd BEBRE A T8,
PPHEHERESFIIFEFE DNA 454, @ DNA &
HOEmUE 5 EXARMERAZ. PPEEH R
R BGRKREE AR B, EXE MRS

AHAMERRAPEEAN R BRI XA P H

B2 L5 PHC R4 H 309, 116 4 J % Y P 40 MU
M@ EXZ—, B TR K PHC &5 PYRE M
%%, RABA PCR-RELP $K , 3t 7 §H ¥4y PHC
BT PO 249 B T R A MY ST

1 #MPEFE

1.1 WOl 7 BILREH 2K PHC ¥ 5 F KUK
HHSHALR, VIRALTFT —80CHE&H, HbH
6 8. 21 #, i 38~59 %, BIHETHEAEL,
6 % HBsAg (+), 1§l HBsAg (—), H¥ B A&
.,

1.2 DNA#N SHISBUBEHLR e, 1. RAE
H& K (Sigma 287 &) HiL, AR —F{HmiE
R DNA, IEH X418 DNA #5F %R 5.
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PCR-RFILP

1.3 POEEH MMM P EE PCR 5139,
P1; 5'-TC TC CT AG GG TT GG CT CT GA CT G-
3'; P2; 5'-GC AA GT GG CT CC TG AC CT GG A-
F(HEEX2HEREMED ). THAFERK
195 bp. PCR §3¥ & [V {& £ #& Saiki®! % A @ 77 &
nek s #, 35 M EFE, BL10 pl PCR ™4,
£ Hae I B 54t , BEASMEGERS Bk, ML Z S ta)a
R EES R EWE IR, FER PPFHMH
249 WA Hae I fE§ Y] 5, £ Hae 1 B§ Y15, N7E
TRt e E BB A4 A8 125 bp. 70 bp B
#, REEY], BYILSBRABEBERET, BN Widl-
Type P* gene; MN7ETEAS 15 5E B2 L WEE B — 1~ 195 bp
HkH, FoRAGEEEY], BEY) S HE Rk,
Bl 5 Mutation-Type P* gene,

2 %R

7 Bl R A HE AT M PR R4 PCR ¥ i
ja, 4T Hae 0 B Y18 3K WRER, 3 BIAGEREEYD, X
HB— AN, 1R PPEE 249 BRKEERE,
A Mutation-Type P gene, H4 4 M & X RIEH AR
TR UL RN R, RAE PPEHR 249 #BKX
TRE R, K Wild-Type P* gene (& 1), PPE[H
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249 R BRI R 42. 9%,
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Fig. 1 P* gene at codon 249 tested by PCR and digested
with Hae I

M. PBR32ZHae | U1 5 Bt BATHE

M: PBR322 standard molecular weight by Hae 1 digestion;
. FFf% DNA F B % Hae I BJ]J5 25 125 bp 75 70 bp Bl
Wild-Type P*gene; '

[ : DNA fragments from HCC is showed as 125 bp and 70 bp
by Hae I digestion or wild-Type P* gene;

. X, IF88 DNA B £ Hae § B§47]J5 1525 195 bp B Muta-
tion- Type P* gene;

I, B. DNA fragments from HCC are showed as 195 bp by
Hae I digestion or Mutation-Type P™ gene;

N XA IER AL DNA B Hae 1BV 125 bp M)
70 bp 8 Wild-Type P** gene;

N ;. DNA fragments from control normal tissue is showed as

125 bp and 70 bp by Hae B digestion or wild-type P** gene.
3 ifig

HEFRFEEEMIESE PHC PHAE PYEER
A Murakami'® | PCR-SSCP #: 0 10 # PHC 418
Z, 4 %A PER, i1ARESH 43 6 PHC K
Z, 8 flFFfE PREEHIAE S . Hou ™ i B 9 & 81, PHC
PUREE S REBHEFH: 110, 175, 244, 246, 249,
272, 276, 318 % 382, Bressac %5 4RiE 504 B IE
PHC # % PP B H 24, Nishida™ S 447 T 52 #)
PHC §y PREE AR, 17§ R E MMM PoHH %
T, WAaERMEREE, EBRE PHC hHEE
A IEEEE A IR IRESE PHC F4E PR EEH
RIEAE, 4 PURER AN 42. 9%, AN PUEE
AN PHC Bk EMETH X,

PR EH A A SATE £ (AFB, )Hsu™ J& Bres-

sacl 1A MG T -H I R R M AER K8 PHC 28
"R 19952 B E2HEE 1M

S0UEPUETIEBT 249 BBEA —FIEHSBE
K, WATXBE=IRERET G—~T Kk, BERE
MR R AFB, BRFEAME , Oztak™ 151 &
AFB, A BEENRAAE, HE, MEH PHC HE
H LA S, HITAN P8 240 B0 X M5 iEH:
HRFARES AFB, MHEGFRBEMIMNIERAF X.
EE7THPHC, PPEEFUI BB TRERY
42. 9%, i Hsul1 B Bressacl 9 iRIE 4 R, iR R,
I"HiR9 PHC 5 5% . iR PHC nTRBR FRLIME
. B TRANS, MRV, A4 PYER
HRTWFIEEHITH,
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