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FimXEH 1) No involvement of Ki-ras or p53 gene mutations in colitis-
associated rat colon tumors induced by 1-hydroxyanthraquinone
and methylazoxymethanol acetate

2) Infrequent Ha-ras mutations and absence of Ki-ras, N-ras, and

p53 mutations in 4-nitroquinoline 1-oxide-induced rat oral lesions
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BRAICEET 2 HEA|TH 3 1 -hydroxyanthraquinone (1-HA) &{LFEFREHRITH % methylazoxymethanol
(MAM) acetateid 5 » b KIBFREIC X L CHRIEA 2R LIBIHERE £ 8 5 RIBREEHERK T 5, (LFERBAIT
& % 4 -nitroquinoline 1 -oxide (4-NQO) X5 v b OMERNICHIBRERVOBRELFRT 5, BRET PRI
FIBETOERNE FREBEBICECHELTVA I EMEShICE > TELY, BMREEFVICBAL THE
BREICBI 5N SORETFOBE AR L HEREE DU D -, BHAERS v PRIBERUEEE TV
EFROTHTEMENFRICL O REARICB Y 3BEGTFRUBENHBZFOEREREL, ARERE LEE
DB FHIFTR L BETFEROBEEERTL, SOSRBEA AN =R L2V TE rOBEGEEESFREN SN
SDEFNVOFRMIC>VLTRET L,

&L FE

1) 1% 1 -HA BEHS5 K% MAM acetate (25mg, kg body weight) BERES KLV ERLI I v + KIB

&% (adenoma 184 ~ 7V, adenocarcinoma 38+ » 7)) #» 5 DNA %ttt LIZE&ETTdH % Ki-ras exonl,
2 R UENGIRIZTF TH 5 pd3exon 5-7 DiR{nFER% Ploymerase chain reaction (PCR)-single strand

conformation polymorphism (SSCP) &%HWTRE L1, BIEHICHEEFMRR & OBEERTTL /20

2) 20ppm 4 -NQO SfR/KIRGIc XD AR LT v + BHIBHRE (dysplasia 9% ¥ 7)) EEEE (papilloma
34 v 7, squamous cell carcinoma (SCC) 174 ¥ 7)) » & DNA %2 LIERZF TH % Ki-ras, N-ras
exonl, 2 RUBIMGIRIET TH 5 p53 exon 5-7 DRIZTER%E PCR-SSCP 2 HWTIRE L, ERER

DYy FMC20Ty—7 2 v 2 TVEERFOE(LE 7 3/ BERATKZR L 12, ERICHEBFENRRL O

BEEE & MRS L 720

# %

1) Ki-ras, p53icZEREBH M - 12,

BIZFEROHE LABRIIRDED TH -7, Adenoma: 0,718, adenocarcinoma : 0,738

2) Ha-ras codon 61ic CAA (GIn)—CTA (Leu) (A—T transversion) DZEREED I,

Ki-ras, N-ras, p53I1CZEREZED IS - 12, BIZFEROHE L HKRIIRDED TH > 72, Dysplasia: 1./
9, papilloma: 0,3, SCC: 4,17, ZR35%)% THa-ras codon61ic 1} 5 A—T transversionT® - 72,

% %

1) 1-HA RU MAM acetate THER I N KIBEICE VT Ki-ras, p53 DEASREWEEZ S, i pathway
OEENREE NS, JOBYEFNVOKBREMEFENICE F OBRBHAREBR (UC) k> KIBE L
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LTWho b M KBEICHL T Ki-ras ® pS3 B FOERBIEHETHA 2D >TWEH, b UCREKIEE
TR SOBEFERDHEENEAREEDOKBRICHEANTHEVEVILE2EZERTZLID0EFViIRE + UC
MERKBREEOA N =X LEEETEIZATRVEFMILEEEZL SN,

2) 4-NQO FERMEERMEIC Ha-ras DERMBIE L, Ki-ras, N-ras kU ps3 DRS 3EWV C EARB &S 111,
E b O IBECA 4 XD ERIRT 2 EMPOMICKE-TED, SCCRKBWVWT Ha-ras EROHE
2417 (24%) THEEFFAERIMWA S NTicL e POORREORGFERDERE L —HL TV,
BIEBRED SN OHBENELOBR I N OBERBEEL X(UTVWE I L 2ZET 5L D€ F Vi Ha-
ras DERKEELE MOREBORVWEF VKA EEZ SN,

RXBEORROER

HiESE WHAHEBMLERBRICL > THERINL T v PABEBRUCOBEREE & £ ORBERELHV TR
BizF, BFIRETOEREE L OBBEIC S VTR L, BRFNFRLBRTERLEOBEFREHS ML
foo AEFFIE P RBRERCOBERENROESICZREARET 25D LBH 5,
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