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KB BREE R BRI ras PSS EL A s ZE A A8 )

EHEF WA (BEREEXEHBHHEERKRER) BEK,630038
FAE BFEE (BZERK¥HMBEREERK AR EK,630038
# E MNHPCR-RFLP ¥R T 20 IEX KA. 30 B KR .74 B KB BRIB R 74 Bl 54,

Bras PREE MR R BIR, B KBRS EOE 558 R W B 5 B 22, X i R R B BRI ras £ 2848
RN 26. 7% R 41.9%, B ras BE R AEMBR A AP R RAEMARERET IS . KBRERRE
POELE (5 248 RLADRERDFIN 1. 3% K 14. 9% . 1 BIRRIH .6 GBI IFFE ras K PORE Frib 2228, 3k HAF
EWAEERTHARBERERGE. #7 ras PPEEREM KBRYLE LR E—THH.

XA KR, EERE, 554 PCR-RFLP

pEESEE R735. 34

RREREEEBE L EEE KGN —For
> RAM ras BERRERY PUMEREFE S R AL
WHAEE S, HRTC E SRR PR M E] ras PP EF
RA, I HX PR A SRR & & & R
K, RN EEHIT ras PUEFE RAEE KT E X
VR BESEFEERM RSB 55T S48
k.

1 #HEHE

1.1 H#t

WAL AP RER 1987~ 1993 FFRYBREERR
B IE B R TR BE 20 B, BT 30 & IR BTSRRI 45 74 491,
% 10%B/REME T, HEAE,

ras EERG BRI ELEMREFLER.PEEESY
PR AR EYT RS R (F ., EAM K. Tag
DNA B &8 . OF B S 8 . DNA S FRER . BH R
B Hpa I \Hae X \BstN 1 X Hph | B4R T RAF R

Sigma 7] .

X1 PCR Y5
Tab 1 Primers of PCR
Gene Sequence 1;::1::;{
HR 5'CAGGGCCCTECCTTGGCAGG3' 170 bp
5S'GTCGTATTCGTCCACAAAATGGY
KR 5'ACTGAATATAAACTTGTGGTAGTTGGACCT? 157 bp

5'TCAAAGAATGGTCCTGGACCS3
NR 5"AACTGGTGGTGGTTGGACCA3' 98 bp
5'CTCTATGGTGGGATCATATTC3
pss 5'CCCAAGGCGCACTGACCTCAY 164 bp

5'GCTCCTGACCTGGAGTCTTC3'

1.2 #ik

1.2.1 #RBEDNA  HaeaEASRYIR S pm FHEH 3
~5 R B HE ZBEYE, EOM K EL. B/RFREE. 2
FELIETE Erh B ES.

1.2.2 ZEMHERFNPCR)  1~3 ul #4 DNA A 50
pl IRHER AR R P, B PCR 3R L9 . ras BHEF SR
94°C 405s,55C 405s,72°C 60 s, 35 A E#H. PEEEFRF
2¥.95C 355,55C 405s,72°C 60 s,753F 33 A #A.

1.2.3 BRHHEFBEKELTESH (RFLP) FiErme
B /ARSI 15 Wl ZEFKIEH, LARN B R B M
B (Ha-ras-12 {if &1 & P **{i} &2 Hpa I 8§, K-ras-12 {3 5
F N-ras-12 il 52 BstN I E§¥],K-ras-13 {i {2 Hph 1 B§17,
PR i % Hae X BYD 4L 12~24 h, LWL SUERE
WREREA B,

1.2.4 it BT A YTRhEfT v RR.
2 #R

2.1 BBARFHSMN

0 BKHERAE S, B 1368, 17 4], FHFEE 52.37 %,
MR AA L ERRA 17 B BERRA 5 8, BERAERE
T H, AR ATE. TRI124, TR 4P, NH 40, H
7. ELFp 22 B, 224k fa e B, A5 2 . N BERAT L
em B9 8 B, XF 1 em #y 22 B,

T4 BIKBHIRE S, B 40 B, & 34 B, FHER 54.08 %,
MR FRR . HACERBIE 19 B, P LB RBE 24 0, 1%
SHALEARETE 9 B, FLSRBRAE 12 6, KGR RS 1o B, EBNL.
Hip 40 B, 4550 11 81, 245 23 9. Duke's 380 A i
36 #,B #H 23 & ,C #7 15 #.

2.2 ras . PPRBRELZERHSM (K 2)
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KRG EZBHRERH, KE B KERER i RE
FAE TSR A, (B — RS B MR 52 2 e .
BATEX D RERBRET IR BI AR ras ZH,
BEEH Kras EFEF 12 7 RZE, 18 ras BER
FHEE5TRKBEBHRE. FERER ras BERET S
PG IR S B B I A R A K ras HFI RAE R
5 0 18 Ok 1 3 B S %, X TR Vogelstein % i 38 iy
R, BhTFHARED, BEHTEEX ., Z4AR
1R SEII A SRR ras RARFRNERE
BEMEITHEEXL M. I RARARYBASREN
ras RE R REZR LR ITEE L RW ras ZER
A AL B K R A B R IE S, 5 8% e
3, 18R ras 2 AN T RR 5 4L AR E LA B R
BELEERIMNERYE - EER, HHU Kras £F
BLAURRERAIEE.

Z<£A 30 BURRIR A, {NAE 1 B W R R JL R A 20 41
R B PR E S 248 L AR, KIGRE PP & HE
5B 248 U HRAEEN 14. 9% , B AK T Baker %7354
B9 17%, 728 PR3EH 248 (L MR EK T K-ras EH
B 12 i s 284, 2 7R PO R 28748 0 T IR i S 4k o 5
BB RE RS RN E—EER.

RAR ras BH S5 RAER PUREHE/EH L
ERERERA AR, EWTRIIEE", &4 14
898 .6 BB W R EE R, R ras HE 5 P
EEREHAEASET KBBH L E. KRB
SHRERRBNFEE—MEERE,FELE TS
HARFAERNIRME SO HA R, B Koras
HE® 12,13 L HRA,N-ras ZHEE 12 i KETZ K
PPEESE 248 (U AR BHERELAE KBIBR T
AR HI AR, TS AV BE R A R ras B PR &
EAHEMAREE, WA REAEWRECEEURE FR
Z 8 ,c-myc.Rb & nm23 L HBEHNU LTS 5T
K EE KRR, B3 KA LR f A6 Fi
Fpy R SRR R BB Xt AT RE R R K 2%
AR RE .

2% 28 575 151 B 15 BT R B, PUSL b 4 47 ras 2 [H B

PPRERE FEHRRARESKEETEHX. ¥
ras PP REREEEGRRIN EREREFEFMHE
HRAELEW I FELFREFMTEMEEW 3 F£4
FHE(P <0.01), k¥ ras EEE P HREHRRE S
KEBBRRE XK, 87 ras EE L E PSEH
RAEWDFEEREER MERET KBBO¥E—%
K&,
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Detection of point mutation of ras and P* genes in colorectal mucosa,

adenoma and carcinoma

Liang Zhiyong, Luo Yuanhui, Liu Fengxuan, Fang Dianchun (Department of Clinical Pathology, Southwest Hospital,

Third Military Medical University, Chongqing, 630038)

Abstract The point mutation of ras and P* genes was detected in 20 cases of normal colorectal mucosa,

30 cases of colorectal adenoma and 74 cases of colorectal carcinoma and its transitional mucosa. It was found

that no mutation could be seen in the normal and t ransitionnal mucosa. The mutation rate of ras gene was

26.7% and 41. 9% in adenoma and carcinoma respectively ad the mutation rate increased with the dysplastic

severity of adenoma ( P <C0.01). The mutation rate of P** at codon 248 was 1. 3% and 14. 9% in adenoma

and carcinoma respectively. Mutation of both ras and P* occurred to 1 case of adenoma and 6 cases of carcino-

ma and the synergism of the mutation of 2 genes resulted in the poor prognosis of the patient. The findings

suggest that the point mutation of ras and P** plays a role of the genesis of the necplasms and the development

of carcinoma.

Key words colorectal neoplasm; oncogen; point mutation; PCR-RFLP
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“Prolapse” resection of the rectum for rectal cancenoma in 76 cases

+ & RER
19874F LUK, REe 76l B P LBRBREEITTER
“BLE"RYIBRA KB T B EFHECR, RENT .

1 BHEFRX

A B 418, 350 AR R 18~ 71 % (T =46. 2%) IR 1
~18R(Z=8A) iR TREKRLES. 5~10cm (T =5.5cm);
Hoor 4k B 5 o AL BRI 56 L R TR R 1248, AR AN L R
% 8 ¥ Ducks A Bi 8 %1, B #3241, C #3528 #], D H7 8
Bl R ER1.5~5.1 cm, 3.3 em. £ T ER 4
i

Fik TREEERES RSB E & RREE R AU IR
AR FREWAEFT.(DEBRA - NETHFEFIOHKE,
FEGE miles FAFRAMBERBBZRED EBHEERE,
B sE RS SRR, $1K L. (ORBHE AP
REU—ZREBE S @R MNILITHEAZ B K P H
UL, HEREE—FEL, ANEZREHTUINY & 458
— B REW ZREBREBEI S, EEHB ZREH I
U2 RERE.WTRHREHES, T ERLR
BREREITNEANEREYESERER RE"RS.
BEARERELER FRMKAD HAZKE SHAN
0. 5% L RMRENRELER, TOHALE N ERES],
FERE 15 £80. 5 cm 2MTHEEB B VIR BV AR E, PR

FZFERFHEREERLEIB HFK,630038

WRE, I CREHE WL B —RES, 0, Y
EREVANMEFHEITITN. ERARME ENENS
H5IWELE ARG,

2 itig

REMAFRRE, KEWEHEE T4y 8RS8
2.0em, YIRM TR UTIcm BECRBZLMI ks E
REMITHH AR R AR R # s, HifE Ducks &3k
EFRE Miles REB, HFRFE TR FEELE. SFERILO
FEFERYTPBERT . FHLBRAT A FREL.
EHMTHSORRANBERE XX H14%(7/50), 5 Hurst
GO, T 3ERSEATFRZUMBKT ERRS, 25N
50% #138%(25/50,19/50) RN FARF W THL . (DHE
TRPRAITTEAN, EEHEDBEHERBLI~3HEKAEE
W (OB SR (REYR B ERLE I X
BRSHRERAEEEAONS, GBS TAENEREN S
B, NIRRT B RN OB LN EEE Y4
AENEERUHABRLS FAPSHARSIFMKE THEE
BHNE, IBIEFARY (AR SR X EFRGEERE
IDEREAESE, BEEHM . OBRERE AEERE
VIR &5 8 W88, F R — K 52 AR 45 55 F R 1810, 5~1 h,

(F 4% 337 71D



