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R MR R R A ras FOIMEERE PP RETHR

HGBE FTAKE & R HAXE A%

2 B VHASESBEMRY

MEREH AFAR Tk

(B=ZZEEKF¥TIHERHEILE 630038

PR 74 H BL ik BF £ AYE4 712 (PCR —RFLP) 3T 43 #38 /R S Ak E

F OSSR ASERE ras MM EE PUERERTHN . GREY ras ZHE B REKN 41. 918/
43), " N-ras 5 12 BB FRAE Y 37. 2%(16/43) yc-Ki-ras F 12 i BEHRFRALERH 6. 9% (3/43) ,¢-
Ki-ras % 13 {ii .c-Ha-ras % 12 1 61 (i FBFRERHARLE ., PPHEEE 249 FWFREHH 20. 9% (9/
43), H 8 BB T ALK AARAEE ., L RER Noras H 12 FHTHPUE 249 FHRTRESH T AR EE

MERE.

KT PR sras HELVIEEE P BHRER T BEWF

FEESEKS R735.7

W BT, B E ras FIIEEE PP RIFEEH
fhRa R EERBRGE, ENMEHRESRER
WA RE R IX SR A K RS T RERR Y LT AT
P B [N 32 A 1 B W BF SR [ o B A il , 1 06 F i@
ras PR F R BF R E A A6 RME, AR
A PCR—RFLP A fF AR 4 ras Ml PPEEE M
REBHTHH HTHEMBERERBRIHER.

1 #HEEFE

1.1 #irk

VB R BT R 43 9 JEE AT AR R 15 410 BT 1992~
19 FFAYREE 2 0B RDREE S, 7 8,
EEME EMA 1K.JES pm fTHE 26 . AFRESH: 5B
Y110 pm JERS H 205K & H.
1.2 PCR 3|4kt

¥ ras EEERZFYhdtmkELGREPLE
U T PR E R P EBERE LA R R
G, BIMFEYIMT .

P1A 5'-CAGGGCCCTCCTTGGCAGG-3

P1B 5-GTCGTATTCGTCCACAAAATGG-3'

P2A 5'-ACGTGCCTGTTGGACATCCT-3
P2B 5'-CACACAGGAAGCCCTCCCCT-3

P3A 5-ACTGAATATAAACTTGTGGTAGTTGGA
CCT-3'
P3B 5'-TCAAAGAATGGTCCTGGACC-3

P4A 5-AACTGGTGGTGGTTGGACCA-3
P4B 5'-CTCTATGGTGGGATCATATTC-3

P5A 5'-CCCAAGGCGCACTGACCTCA-3
P5B 5'-GCTCCTGACCTGGAGTCTTC-3

P1A #1 P1B M43 #7 c-Ha-ras 5 12 B T35/, &
& 170 bp, Z: B # ¥ P YIRS Hpa T 2% Msp 1 B§ 40, B A B3 )
3 66-+56+48 bp =4 B, AR MLNM 122448 bp WA
Bt. P2A #1 P2B X487 c-Ha-ras 3 61 W F5(8, T AR
& 95 bp, Z BRI ¥E P LI 6 BstN1 B§ €], BF A BB VI A%, 60+ 20
+15bp ZAF B RAR MK 75420 bp A~ K. P3A 1
P3B A4 #7 c-Ki-ras 5 12 f1 13 7519, # 1 &I 157
bp, 5y #7512 FHLF A BstN1 B 47, BF AR B 09 114+ 29+
14 bp ZAH B, AR M YA 143+ 14 bp B A BG4 8T8
13 W7 A Hph 1 8§41, P £ &L (752 157 bp, AR B WU HE AT AL
114+43 bp B4 K B . P4A F1 P4B 94347 N-ras 5 12 FiB1
514U K B 98 bp, %2 BstN1 Rg 41, BF AE RIREAI 79+ 19
bp P 4~ B B R34 98 bp Ji Bt.PSA #1l PSB 4547 P
HE W 248 F1 249 WIS F514, T 5 BK 164 bp, i 5 248
T A Hpa 1 8 Msp | B§4T, Bf A R W41 113+51 bp B4
FBORBERRLY 164 bp H B 447 249 B 83T/ Hae I B§
Y1, F AR 90+46+27 =4 B, RAB W4T 4 136+
27 bp WAH R,

1.3 DNA &£

¥ EH AL LA Eppendorf B, ZH A, 95%
ZEkILE EAMK M REN/ KR %IER DNA, ¥
#4iE) DNA #5 A TE Zoh % F RIS I REIHEL
B E HAEM K 260 nm # 280 nm YR E . T ERBAK
EmaE,

1.4 PCR-—RFLP 4-#

B2 1 pg 2841 DNALIE T 40 ul PCR @9 (10 mmol/L
Tris—HCI,50 mmol/L KCl,1. 5 mmol/L MgCl;,0. 2 mmol/L
dATP .dGTP.dCTP #1 dTTP,1. 0 umol/L 5/#),1~3 U Taq
DNA £ R M)+, PCR ¥ # {{ (Perkin Elmer Cetus) ¥ k.
95 CAEHEL0 5,55 C L PE40 s, 72 CHEH70 5, 35D EFH B 72CHL
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By B R, MR IR AR B L iE HBsAg #1 AFP FHES &
RERRE MR N SEREME XK BHARS#T A,
Ii& HBsAg FAtEZ ras EERAEZ(53.6%) BFH T HBsAg
FI¥EZE (20. 0% ( P <C0. 05) 4 KAy (L AF B 24 ras HE XA XK
(710. 0B EBTHILBARQ6. 7P <0.05); FFEHBA
ARG IVMEFSTEHBAGS 1%)(P <0.05),HE
A ras EERERNIEBEER (P >0.05 FAEAF P P
HEMRERZIIEEFETCP >0.05),

3 it

HENKEREREMZMEBEN IR EHAE
KEABTEHEAFEHERZENMMEEENSZS.H
SPF R AR 2 K iR E £ B.(AFBDIER MK RAFE
FHH c-Ki-ras F12EBFH HERTE, ] R c-Ki-ras
B12% M T 27 & AFB, 51 A AT 58 & 8 WAy s,
XA RE A A ras BRI K 222 H B 5T E A AR A
BRARE , A B FERT 43 A SR A AT ras B R
BEIT 487 .c-Ha-ras SF12M61E B FAREKHAFGREE .
c-Ki-ras H12F W FRAEFELH6. 9%, I3EBTREK
MERE A HE KR AJE L AFRE c-Ki-ras 312%
BFREHFALE L.

] PR i A2 M mRNA K3 & fFi N-ras
FIFRBHITH R 21 B E TR A W17HH N-ras mR-
NA P ERE” MABHIRAN, E -2 ETHK
ER KB LIRS B, N-ras mRNA #)&iEH#
BHE® AWRHE—FEA Nras HEFI2EB T A
RAHFT o, RAFREEL16H] RAEFE K37 2%,
7R N-ras 5128 05 RER A v & T8 2 H 2K
HMZ— B8R ENFEMA 48T ARAFH
&, ML{H HBsAg PR ras FEE EAFE 453, 6% .
T H20% A REFH B AR, 18R 8 &
RUTRE 5 R A, B3R FEL WU H ¥ A
— B,

ETFHEAR PPERRTEHMNIICHADHR,
(HEE R AR —3  Hsu S8 13 & f0 55 3F U X () BT 98
PUREFEF249F BT+ REEEIXS50%""" ;Hayward &
KR KF LA R FE249E W FRENEREED B
¥, Unsal LA HERZ R T, wEdE . EH A EE A
JE PREE5~ 95 BF R RAEENHH69%.15%,
19%#137. 5%, HREMEFFES P HBX! &
SR T 4345 IR K AT 248 F1 249 B T- LR AT, 249
BFREFEHN20.9%,.248F W FAERAREE . X
o 5 AR A0 98 (i 5 ) AN [F] BT e 5 ol B R4 R A
R R NEIE TN

FARK) ras FEE I RAER PR FH W v F 4E A AT
LA RIF A 5 AL B B sE B BT UE 521 A2 4 43451 T
FEARFRH ras M POREEREEH, 511, 6%,
BF P88 00 R A K R oL R T RE R X R R B (LAY
F{ERZS ANACHEE, KBS ITEHFRARA
ras il P 5 B ¢ 52748 , Ut B oK b 5k (R R A8 3 Ak AT
KERBFLAREMH YR, AIEEH R ERENA
25, B —LWR MO BT RL LI ras HH
R 5 AR A W7 R K R LT A ras
HEEREEGEFSTH MMM FHEBH ras ER
TERERBTRHEBAHRTH ras HERLIFEE
EHBUE AR, FAETM AT E U T a B H&
#— B W TR IESE .
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Studies of the point mutation of ras oncogene and suppressor gene P> in

43 cases of hepatocellular carcinoma

Fang Dianchun. Luo Yuanhui. Lu Rong. Xiao Wenhua. Liu Weiwen, Men Rongpu, Jin Huayuan (Department

of Gastroenterology. Southwest Hospital. Third Military Medical College . Chongqing, 630038)

Abstract The point mutation of ras oncogenes and suprressor gene P** were studied in 43 formalin-fixed

and paraffin embedded specimens of primary hepatocellular carcinoma with polymerase chain reaction-restric-

tion {fragment length polymorphism (PCR-RFLP). It was found that the overall rate of the point mutation of

ras genes was 41. 9% (18/43). Mutation at codon 12 of N-ras and codon 12 of c-Ki-ras were identified

in 37.2% (16/43) and 6. 9% (3/43) of cases but no mutation could be detected at codon 13 of ¢-Ki-ras and

codon 12 and 61 of c-Ha-ras. Mutation at codon 249 of P** was found in 20. 9% (9/43) of cases but none at

codon 248. These findings suggest that the point mutation at codon 12 of N-ras and codon 249 of P** is com-

mon in hepatocellular carcinoma.

Key words hepatoma; oncogene ras; suppressor gene P**; point mutation
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2 PEERRHKIE
2.1 PERNEXERER

L% A RIS FF BT ) R P R B TRE T £
REWE B EERNEHRAS B EETRARLEZM. B
ESRME EHEARAIE. AT L L ERETRE R
EEERNE AE U TLARE L RS T %0, o B
WEh Ui R R S R E B R E ek R e 4R B
By KR HELERE MAEREAEEY . RBIEEAS
HYHENTASE MR PENERRERFEANEREHE
HHBRERE R RR DS TR ER A
WMEHMAE EIEREE IR M ERRAESASKRU L 3
ISR SR ESNEEHAENREE T EAER
BHEERR ERL L UERBE.
2.2 EEAAGLFRKA

FREYRSER R £5EE RN BNETEERADY
—REEFH AR KE LEMKERRETL. B TH
HERENENNSBUTHR . S5 ERREARMmMAE
EOMBEHANE GRS ME WLE, R RRLY
ERBTFEME . FZRKBBWRAIKS . 5 % B K
FREE EERERE. AL PENESVTEERANS SR
S, K G HE R &Y. Rt R B RIER A
BOREESER A CREE MR ATL R KR,
2.3 AMEMEMEEFIRK

ERHRENERE. AR REKAE AR ENE
RAKREELEH K EEEARIR TN ERN EE T mE R
BPER, TR &EELRE R R R REME AR
BREARR WEBABNELENEERARE.SHE
¥ 2~3K, B E W BRI S AT,
2.4 FWRATA] G 52

MEREESE ATHE, R TG B E AT R N0E
NAEEE. GIEEKAE.Fit, AEARER L HmL

B HERBEERRELEERE ERFEEQFBER.T
HOREREHRET S BT EBEL,
2.5 EEHRPE

BT EERERNMBANSINEEREPE.—8
PBRHEASTHEQOFRIKE, £ —SIFE R FERLFRHE
AU ILRE HBEESREEARKEIAE  HFHBIESK
UEHE VS TERRARKE BT ERBI~2F B4 5. X #A
B ENEZRAEFEER MR EZRHBEERFEN E
KHEFTREGKE RS EE, RO INE Fl
3T,
2.6 #HAF SRR

e 989 A B 4 {RTE T SO AR L R A TEOTE B
REFRBRRN AR LHAELEEHER R IREH RS
$OA IO O B R — R B R AR B R A EOT
RS EEREREECVBREAW; ZEHERTIES]
EWARRN BXZETHERLAN EAZ BT REE
FREIY . FTLEITVRERN HT— BE & BT, BRI
B RANLHTESTHRENECREES IHAREY
PARB RS CERED U MEFEFBROATHEAMES M
REFHEL EIEHA BB ANFEANRLCER, RN
MMM EEER, ARFEVEER AFE T, H Tt
A AR E TR B LR A TARAEE WA £ F R

XEhE WM/ AT R

PEEFES R735.5
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