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£ N W X & B Molecular Pathology on Chemical-induced Squamous
Cell Carcinomas in the Esophagus and Tongue of
pb&3-deficient Mice
(PS3BETFRIEYIVADABEB L UEFIIB 2{LEWET
RRE¥ ERBOH TREFZNP)
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B 0 ERD, 2BOVTH-WEEERVE 2EMOEMBREERRICE ST, L¥YE
DEPBLIEFEENTMHINTEL, LHL, BE, EEHEICE- T, TomEICH
RINDEEO WL DOhid, EMNDYURTTEAAL MCBWTHSMIBEFDRNT
EWRINTVWS, 8T, E%ﬁﬁﬁﬁ&ﬁm %mioszvﬂ#fﬁ?b\b\mb?‘%%vu‘:%
FERSNIBMBENERTHDI LM S, iFE, REELADVES, XVEHORRAL
LTHEEFREHYNEEINTNS, pfI RIBI VAR ZEDO—DTH 5. p5s3id, tbd
BROBIBVWTERDDIVNEREL TWAZ ERGSN TV AENHEEFTH 5,

EhFOBREBLIVECBTOIRELERE, pss ERNEZVWEE TH . £2, TORK
RO—DIZINIANETSNTEY, TOREMRELTN-Z hovkamnEI 515,

ARETIE, -=boV{a&H TH S nethyl-n-amylnitrosamine (MNAN) iZ 5§ 3
p53-/-B LU p53 +/-RBIIADEBBLUEFER B 2RBESHEES, 2h5TY
ADEREHRBROBRRE L TOFRAREZRELE. 351, RELEEEICBITS ps3
BEFOEREETL, pIBETFREE LREOBEEEZREL .

MNAN % 5 E£ /=13 15 ppn DRE THRAKITIEAL T ps3-/-B XU p53 +/- k?ﬁ?vxﬁb
NCEF AR (p53t/H) U A 8 EMER RS Ui, EREMK 15B8EBLT 25 BRICEY
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EERRLTREZREMBENICRREL, BEO Y1 7B L URAEE % p53-/-, p53+/-,

PESF/TDEBREBEFRICDOVWTHERA L, T0ORE, 15 HETIE MNAN O 5 ppn 5T
R LR p53t/~1Z 1/15 B (6. 1%) & &5 1uj= 25, P53/t TIIRED ba‘lfcm\af' p53-/-
TRRF LRI 10/12 41(83. 3%) & R4 SHEEHE ZITHMU =, MNAN 15 ppn 5T
R LEBED ps3t/-T 2/14 H1(14.3%), p53t/+T 1/11 B (9. 1) B 51 )=. 25 W& T
MNAN 5 ppm 85 TR LB p53t/-1Z 1/16 B (43. 8%), p53+/HT 1/13 81 (1. 1%) B &
N, pSH/-THEBICEOWRERER L. 7, MNAN 15ppn BERICBI2ETLES
DFEAESBENL p53t/-T 8/14 41 (57.1%), p53+/+7T 2/10 & (20 0%) TdH D, p53t/-Tld p53+/+
ICHEARFEERIE N EMERL 2.

LAk, p§3-/-TiX, p53+/-, p53+/+c:tt/\'%57bxc:ﬁﬁﬁraﬁ, EHEETRER ¥ LEEMN
BREIN/. Tz, p53+/-13 p53H/HTH A~ MNAN 12 & SREOHEBREZIUNB NI LRSS
N,

RiZ, BERLUCEBHEBLD S DNA 2HHE L, single strand conformation
polymorphism(SSCP) BEIZ L > T p53 BEEF D exon 5-8 KB ABEFEREREL -,
P53/+TIA 6/12(50%), p53t/-"TIE 14/23 (61%) 12 A DM p53 BETF DL ENED
S, MNAN IZL 2 pS3 BETORK EAMRELEORREBIRE S NE, Tk, RIS
NICEREBKRED 6:C>A:T OEEES (transition) THO, & FOAMEICBIT 5 &L
ROBELEISHFAELE, LLEOZENS, INAN BRAEEE FEEHNL FEEEOETF
WELTERTHD Z EMRANE,

[FI#IZ, MNAN 5 ppm ZBRKESE Lz psa-/-, p5st/-, pss/+OBBEFET I ZDE
BRI ERAU ISR, 15 BB T p5s—/- It BN TERT LB 5/12 5 (41. 7%)
ABELT2/12 B (16. ) ICBD S NTz. —H, ps/-BET p53t/+ TS HEDRA
IR <, p53-/-THL, p&3t/-, p53t/HTH~B S DCEHIE, BHEE CERYLEENS
FIN/z. 25 WHETIEX, LA (carcinoma in situ) At ps3t/-d 1/16 Hl(6.3%) BE Y
p53t/+D 1/13 B (1. 1%), FLEEEEADS psst/-d 1/16 B (6. 3%) BRI Ne. p53t/-, p53t/+
I[CHELT carcinoma in situ BIUHEREICDONT SSCP Ik D BETFRRU LR,
C—T OWHEF A carcinona in situ T, 6—A OEEESNILEE CEAZhREEH
2o INSOBREGEBRAERT LEBECBIIZEROBEEA—DOBHDOTH D, MNAN iz

&% DNA BB DO AR E X S s,

FBFEICKD, ps3-/-BET psst/-RIBT Y ZiL MNAN BRAEEICERIMEERL,
K, BREINLAEEIBIS p53 BETEROBEEL FOAEBI BT 2ZROE
BEL<HEL, L FEEROETNELTEREEISNE, FO MNAN 20T 255
BRI AEIC L REG) - =08, p53—/—9(#§77}(‘6&;&5%‘3%3'6%5!2.&&%75*%%33‘1,
TOBRRE L TOFAENRINZ, pS3BETFILEFNOZLOBEETELERICEE
PRESNDBHRETTH O, FPENS p53 METFLEROBEOSHICED, ERMEM
TIWFIMMERD XS R BATIIEALBL Z EnrmBInie,
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HEEEL, 77 - REGREH - FRPRHICB LTI AN OSBRI REEL

T2, FHEE, F, CEHEROBRENMECEL, ChETOEMERERRICEDD
IHBRETUERVRAZANEEHRREOIERICOWTHARBETHEARED Sh TV
CEIERL, (EFMEOE MINT B U X7 FEEIC BT S pss BIEFRIEY Y ZA0H B
ERETNRL, p53 BETFREAIYVAOREBIVEICBIIIRBERSIMHORE, 5108
GEFERERND LI B AN X AR E T o e.

1.

p53 RI|X U ADRIBITHT S nethyl-n-amylniirosamine 1o L D2 RBRS B L UR
BEBETEROBEEIZDWTOWLE (Carcinogenesis)

PEIRIBI I A D{LEMRIT L LSRERBEDOBRZES IUREBRICBT S psIBiET
EROBDLDIZTDWTHRE L/, Methyl-n-amylnitrosamine (MNAN) % 5 E7=1Z 15 ppm O
RETHKITIBAL T ps3-/-BEU ps3+/- R I X725 CITEHER (p53H/H) 77 AU
S EMERREG Uiz, EEBALA 15 BHIC MNAN 2 5 ppm 5 L 7= p53 -/-TRELEEMN
FEAEEE (10/12 #1;83. 3%) TRROD SNI=. pst/-TIIEELEEMN 1/15 #6. 7% 2L 54
1ehS, psSt/ATORERLM >, 15 ppn REICEZRE EEBORELERE L psst/-T
2/14 61 (14.3%), p53 t/+TU/11 F (9. 1%) THor=. 25 BBITBNOT, 5 ppn FEHITL B
RY LERBEOFRAEN ps3t/-TIi 1/16 #i (43. 8%)“@35? TeDITH LT ps3t/+Ti 1/13 6
(1. IRET, psst/-THECRORAERER L. £/, 15 ppn BEITBT R4
SREENE p53t/-T 8/14 B (57.1%), p53+/+T 2/10 H1(20.0%) TH D, ps3+/-TId pSH/+iT
AR O EER L,

Ric, FRLU-EEMEMH»S DNA 2# L, single strand conformation
polymorphism(SSCP) IKIC K > T p53 BT D exon 5-8 BT A BIETFERERE L,
BEEICBWT, ps/+Tik 6/12(50%), p53+/-TI3 14/23(61%) &, BHET P53 BT
DERDPRUMEN, psIBETORELAEREE ORBEFIREINE, Tk, Rl
SNIERRIEIREN G (AT OHEEB THD, E FOREETLI<RIHINIATE
DEHEFELE.

uL,M&ﬁrm,Mﬂ#ﬁiapwvmﬁmrﬁﬁmﬁo%ﬁﬁfﬁﬁﬁﬁt&ﬁ
BFERESNI=. £, ps3/- psst/HIHREBORBRESHENE NI LSRN,
5T, BEMARICBT S ps3BETERONY— e FEHRLTWEZ Ens, (L
FYHRORERBEFEIC, pSBETRERVADEATH S ENEDT sNE,

P53 R U ADEITHBT S nethyl-n-amylnitrosamine I L2 RERIUD L URE
EBRETFEROBEICDWTOME (Journal of Toxicologic Pathology)

Methyl-n-amylnitrosamine (MNAN) & p53-/-, p53+/-, p53+/+ D LR FRI~< ™7 AT 5 ppn
DIRET 8 BEEHSKKREL, ERERIHERAE U/, ERELH 15 BRICBVT
p53-/-TR¥ LB 6/12 #1(41.7%), FLEEMEAS 2/12 41 (16. TR ICEBD SN, —F,
p53+/-B KU ps3t/+ TIIIEMRE DI IIa o fo. EERBIE 25 BB T, EREAE
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(carcinoma in situ) %% p53t/-T 1/16 i (6. 3%) BX T p53t/+T 1/13 I (1. 7%), FLERED
p53t/-T 1/16 B (6. 3X) ITEF I N/=. T 51T, psdt/~, ps3t/HIZFHELEL Tz carcinoma in
sity BEXUIIEMEITDOWT single strand conformation polymorphism(SSCP) iz kD
p53 BT D exon 5-8 ICBW DBETFERERRLULKE, (—T OEEEB D carcinona
in situT, 6—A OHEESNLTE TN TR ENE,

UEDZENS, p5s-/-¥, ps3t/-BETR psst/HiT AR TEBIMD DESEE TERT
EEERFRIN, ERERZIUENBO I EMWRENE, £k, BHENE ps3BETE
BONS -2, RERELEETRODI<KBOSNLEBEBR LFA L THo LI LM 5,
COHEBEBIL, MNANIZX 2 DN BB O TH I FIREHIRR Nz,

EPFICL D, p53 RIETIRIE MNAN ICH S 3 AEB L UEORBERSIBNB N &
DB LT, & 51, ATFRESNFEERAVWT S BRETERERRBTIIELLVR
AN X LB ZEN, pSIRAT AL FOBELEEE OMARKERSMIZLE,
TSI, (LEMBOREMFES L VL F O LERHLFICB T ZEREOSFITBNT
ERBEBRERTHLOEEL SN,

PLEIZDOWT, BERER S B CARABRX S A SIS S UE EHIEH O2AH
W& UTHHEED S D ERDE.
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