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1. [XC&®HIZ

A DDIFRNAETT L, TFERAAD
= AL ORI Y 2 7 [’ OFHl 72 £ OWFRICH
NTHY, £ZOAY v LTI,

1) HEEEHE TR AZFEE TE, Mo
F A ZIEAD 1/100 525 1/1000 T 5 7 I
BEAY, AN—ABIZKVIAATHFETE S
Zk,

2) HFHEBABRROIE NS 2R EHILTE D
Ze&,

3) KkAx R PAET AOHRN LG HE I
WolebDEBEIRTEHT L,

4) HREOHRORE S EZWET HZ LI L%
DAV AT RTEHREOICTMTE 52 &,

5) R AITKT DEMR T AT T&E 22 &,

6) HHERMBINAF LT NI &y

) FEE S MR G ST Wiz
(\Zin vivo & in vitro DIFRE VAT L TCTE 5 &,

8) JFH M ARZMEICE L CREBZEMMT A T&
L2 &,

ERBITFOND, HFBRAEBET D HEE LTS,

{LFRBAMEE RS T 2 HE, BABREBFOY

ANABRBT 72 BB TZRIE T HEBY %

HWaHikE, BIORENDL ZHAEDLE D FIEN

HHN, ZORETEE/IEWEEELS L TH

YT HTFRNBAUET M ONTIRAS,

BETI

2. LEVEREIZEIIFESAETIL

2.1 R kiR, % Fin

JHEFE 23 A SRBRIZITE N E TIABHBINZ Z > R 3
HAWHNTEDR, ~ TR/ THLT-D T
ANR—RZEBEABTTELH L, BIETREANE
Sl b, BETEENBERZ LR EICLVIE
ETIFRFIZHVWDLNTWDS, —F, Ty MET
VIR DB & D1E S, FTFEA K TH S
T2 DI L BOMBM B BS LERGASC, FIRTFH
EULELETOMEICHMTHD, FEDAWEIC
X7y P URICHBOEDHLVD, —HIZD
BHRVFEIN AL T T Db O H D, BIZIE, 2-
acetylaminofluorene (2-AAF) Z# & filf H (2R A L C
BT H5HETIE, 7y FTIEADITHLNR, v v
A TIEFE D AMEIZAZR WY, — 75, diethylnitrosamine
(DEN) & HiEF~ v A HGF 5 L4 1 FERICH
RIHENPADFERINDD, FICLEL T v MZ
MATHRIDBAFEIZELD L DDIFNA A E THE
BT AHERVY Y, £, U@ THLR
WA Lo THFEBARESZER R Y, FIZIET v
N Cik F344 RITEKZ M2 5 <, Sprague Dawley
RITIEL Y, =7 2 TlE C3H/HeJ, B6C3F1 %&IZ
<, BALBe, AKR R TIHEWY, Z D X 9 e
TR R ZEIL E IR 381 2 B oW
kD EEZLNTEYY, FEMAICED LR
Wi T OBRFIMITICHIA S TW5 Y, &k
TR AT FMEICE L, ZED 2 — 3 fFHERN
BV, ZOEVWEIERBYTHLRETHD D,
—77, B OEERITRD AR E OREREL,
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FRIZRR A #1136 L OS B I IS PE DS |
OB E L TIE, LTV B RT3
DAMEIT KD DNA EENEREBRIZENY
TN &L, ZORMICIEMIEHEER SR E LI
WHZENBEBRTIEEZBRTVD Y, £,

Fi B U 72 Bh 9 T 0 F U BR B o0 JFF T A HR IS %
DB EIT ) LAV, =V — 3 VRN E
55, —F, mikB®m TIIgko ko ICE
IR D BEFERE 2SI T L C BT AS A M i i o> 8 5k
BN/ Y, & ZICHEHFNE S N 5 & RiA A
FFAIR S BRI B 5 9

2.2 FENSAYME

e x K« FHHIZ KLY o—aminoazotoluene @ Jif 3§
DAMEDRFER SN TR, BE OIFENAME
BELEINTWD, IRAZFEETD-OIZEE
o a2 BEPELIIHOKRPICMA TRES 551
ROMEENFE T ILE TICER T 5 FER TS,
I ERH O P L TH D=4k, MR
OFEWEITIFIRICER L TR#Sh D, FFRBA
WMBE D% < TR TSI S 5 e
TIEME L L CHERE AL LT, b fian
YT LA LTHEET S Y, RS AE TR
MY (genotoxic substances) & FEEIFMEY
"% (nongenotoxic substances) IZ KB X5 10, i
fLEEWE XA = = —F v NI (initiated cell)
DFEETR DN EN D BT R AMICHERT D Z L1
HET 2 IcFERZFEEL, R IHEEYWEIT
AN AR DT ZRIET 2 £ B X DTN D3,
M & b ITATHIC 3 5 B 0ET, R
R T U DG MERR S (reactive oxygen species :
ROS) 73 DNA Z[#% L CHEIRFEREZFHFKT 52
EbmohTns Y, —J, FESAWEITIZ
EAEDLORFEEEMZALTEY, TOM
AU 2 I E AR SRS A AL O PE 5 & (R i
T 5, MENAMEDLLIFA=v=— 3 U1E
Me7mE—va Ao GEZHALTEY, £

DRETE % OFEPAMEICL > TR D, L
-NoT, A =vz— 3 VRO EWIE
MAWEEREL, 20%TaE—va VRO
OB R EGER ST 5 R ILSIFRBN AL T
BTx5,

3. A ABIE

3.1 fAER4E

JiF 56 3 A D AL TE % Bl LT BT A DFE A
WEDETITITER 109 AP D 2FOHME2E
T3, ZOM, KA CIEEME Rk L O
EBEZ oTEBY, ZAGITEMTE, RN AH
O, BE, BGEREICIVERDN, HiE
OBEBREND, FRBDAICEET D BN
REZAI3E AL B (hyperplastic focl) DHE T, Z
AHITEF AT RS2 228 (B 1), H
B 7 ) a—=r o ohiE 2 ERML T DT
DI R A D% E R E/NMa kR FEzE L T
LI ERT LD D, TNHDORE
VR R B EHEME 2 R 93, MR B AV AE
B E RELSEDLRY, TNLDDHETA =
T—7 v RO LIEZE IS E WD 5k D
EEZLN, RLUMONIBARETH D, Ein
LB O TIE LIE LIEFRRORER RSN D
TLENLEFORBFBETAELD ROSD LS 7%
NIETICE > THARBET I L EZ LN,
Fh~v TV ATIERBICLVFRABNBREET D
TEMOREDRIEFERDOS &L TIEIFRAICE
THETSY, MEREIIFEPAASLT 0T —
A —JLEC XD A L CIR I AR i (hyperplastic
nodule) Z TR %, 18 JE RS 138 FR L SR 4
AL, WHIBRNRZIMET 208, HIH O BRSO
RS IERBAAFRL T 0T — g VLEZ P
T 5 &% < Db DOITEEAER 7o\ UILIE S AL
WGEVEBE Z 7R X910, —HobooLniik
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EEN B6C3F1 V2 28#

B 1 #AEFHMSEB6CIFI YV RADDENGueg/s RE) I RIBREICIYFEREN-FRE

FE o BIEAKE (DEN 5% 2  H H) . sk o IFARAE (DEN $2 5849 6 » 1),

Ao A (DEN#E#K 12 % H),

FERREEH OB Z#FFT 2 W, Lo, @K
FEEIIZIR L CHRT D 2 & ide <, IFMBENICTE
1E L2230 THUOMETEFL M 5 & K% B ba
T %, WA O —HIL A AEEEEL O T T
/ — (adenoma) [ZERT 5, M DOM/IFI A
77 == ORNMCRESNDZENELL, T
WANTT ) —~<afHE LTRETDZ EETR
LTWws(H2),

3.2 HIAARFHREDREE

AI2S AT S C LB S T- R BLN IE 5 I & 52
RoTED, IRLICEEFLV LESEHELT
WHLDEELFEHLTHDLOBH Y, Emk
#, = RAX—REB, TV —AHRE, MR
aIa=f—val, gRGH, MRREBICED S
LOREEARLOBEENE Y, ZROHDOE
{LIX T < P OWMPB RN O 6D Z & H Bl
DAFMBLOFTAEDKEENHEZ > TWVDHD &

Bbnhs 'Y, £/, hboBEEFRERTIX
FRAICHILBELTEY, BRAWEBELEL TH
T B Y, DNAT LA DX 5 2R 7% H
VN THITAS AU & TE 5 R I 00 BHR 7- FE BL A L
Wt HZ LISk VIEFICIZ SADBE T TR
BELRTIERHLNC R, 2
DOHIEMRERITIZL BDICOVWTERHATH S
2, B AKIOBGE - AFICED S IENS, #%
DL HNCNRT 7 T4 VRT-& UTRIDAIFIREN
DT BUNBREORKRICEL L DL EEND,

3.3 BEEHOMEBEL

RDZAEIIHREEER 2R b,
SRR B 2 7o i Fs K ORERR A E A Z 5,
PR R 3@ R B 4L D Z{BIZE L (megakaryo—
cytosis) T(X 3), DNA 8% oMoy R EE T
kot EZLNTND, A— VLl (oval cell)
O MBI Ao a &k T(x¥4), Z
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2 DENEEHT VU RRFIRIE () NICBRE SN -HUMFLA (K)

I A DOWNATF S AT LIZ LIS RERN ICBlZE2 SN 5,

3 B#it

FAT v~ A FRBFIZR b EREE (RED) & 7= 3 IF M,

4 A—/\)LiARa

A — Uil (RED AT N 2 A L, TR ICIR > T
AR O 2 8D 2 & 5 ISHIA L, BUNRERE 2R,
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H5 REERME

TRIEPE R & KRR 2R R B b 722 %,

6 FAT7EE27A FUEBICKDIFELIE & FIRE

AR OMEEIC P E N8k 2 7o K& & 0 FAREH
L& HIT R B T B KA o T AR,

AHIEEE L2 LIZFsMigichk+ 5 L s
NTWD, FEloA— VLifan b3 BRARE bRz &
TEEVERE 2> B 72 2 IRAE BRHEIE (cholangiofibrosis)
EREENDHRENEC(KS), BE LRBADER:
Wiz EEZLNTWD, —F, FATEL~
4 K (thioacetamide) <°PU (b ik & (CCl,) &= & 57
L5 HFETIRE N OFEEZIZEHEL L 7o 2/ NEDN TR AL
IND(M6), £z, =V (choline) RZ &% #
32 FETIIBMEREZ Y, N TRRIEF
R JTFEZEICERT D, BUEITEFIIFFES A
BETHDLN, BROITEEZ OIS A28
ATDHEALH D, BAEfF~ Y AT DEN £ 1 (1]

BHT 5 HETIRERIFIIZIEIER 70 £ £ T
BACES (K 1)Y, ZoBRAIF®%Eo k5
TSI S EH R O HEFERE OAK T A3FTAS AU
RN OO BE A AL L, A FRE 72 0 57 B )
WAEID AT O IETEZ (2T b D & b 2,

3.4 FENAADAD=ZXL

JEFE 8 /Ui FE CIL E g BB CREAE T D Fp e
PR S FFO RIS AR 23 B A U CHRE B eI 48 %
R L, BV Z 23 T EEBERITAT A At
BT 5, RN ABRTITLL FOHRLN LI
IhHEEFEZLND(HT),

D) IEFFMEL D S5O RRERIZED Hn
WO - AfFREE R ORI AFMRAELT, £
O DL BPERIC T2 LI EER T 5,

[Z5 8L (Transformation) = 2938 A BRI X A E W
HEAE - AR AFRE D]

2) BMEFEEFECLIVERFOFLENNET LE
R THITDS A AR 23 S8 R A LT A & % > THY
FEL, FEEIMEORID AREZIEET 5,

[324R (Selection) =R AYHLFHE « A TF]

3) AINAFHRO 2 =—7 RBETHBIZLDY
A28 AR 28 NS FR R 72 PN BR R N TE AR S A0,
IS A TR IR 23 2 o0 FRO R e & CHE A - AR
7% S BIZHFNCT %,

[FEfE (Isolation) =/ NER BEIE Ak ]
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A ZE (Transformation)

-
B

B &R (Selection)

&
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v
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ZEH#2
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e
NS

BAR

Lf:ﬁiof, %/E%J
, IRPABBROERICETE L EZ O Y,
4. FENAETILOFEA

B E HODIFREDATT VIR BAICED
Dk x OFEOFRICHIH STV D 2, LITFI
ZTO—WEFENT 5,
FEAVIZEHZ T FILEROEN

JFRT23 AU THEMEIL L T D o 7 Uik

C (@B (Isolation)

- B

EDHX

!
(0800
X
C
&

7 FRIFPADAD=ZXL

: 22 B (Transformation)
ENRBECE LB AR (7 L —) NEREZEABERCEBOICFNAMIBICERT 5,
: 3R (Selection)
JEBHO EF TSN EEEZ T THANMR T T2 &, IS AFMIROHEHE - £AFENEMN L 7
D, FZITHEEANE AT D EBRINICAE SR> T T 5 Z LM TX 5,
: [ (Isolation)
HI2S A IR 23 SR BT 72 D & F OWENC IEH AL S IREE S N8 - R U N R 2 TR 2,

BN, REED 3 SOEEDEAR
ELBboTWn5
(1) 4 2R ) ¥ IEFERF (insulin like growth

factor : IGF) #2 &

TEMEALT 5 20 BRI B

X, FH0 OO EWEETE - AIFERE O L L
RoTWDEEZLN, HERNRADA =X

NN ABBRTIZIGF-I NEBRLTEY, 4—
o T4 RFE L CHIESEMR OB - A5 %
J % IGFE-1I 3§

BLoA =X A%, BAETFMRCE IGF-1 &

BFTaE—2—DEMEIIC L5,

—77, IGF-II L& 7% — (IGF-1IR) i% IGF-1I %

M RICE Y A Z
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fi#9 % —75, TGF-BHIBEAK (pro-TGF-8) % B Y
AATTA Y —AREIC L 0 iEE T 5, Lz
2o T, IGF-IIR OHEREIR T 1% IGF-11 D43 fif{XT
ZE7 L TIGF-Il OB ESEMNT 5 & & 1T,
TGF-B DK T2 & L TIHFEN A ERET D,
JHF 723 20 C 1 IGF-IIR 5 7B % 5 T Y fa (R IR C
loss of heterozygosity (LOH) A &, HFET
% IGF-IIR BIZF+ CARIE(LERNE Z 5 Z L2 #H
BEENTWERY, 2ROV TIE &L
RREHR TR,

IGF-I, 1L &I H TIEREB /S IL IGF fEf & v o3
27 (IGF-binding protein 1-6 : IGF-BP1-6) & fEi& L
TEY, ZNITLY IGF-IR ~DiEENILET 5

GLIRTI 25608655, 2D 5L IGF-BP3

@EPLH:%ébfﬁﬁﬁﬁmﬁmAmlﬁ
BEMET D720 ,MPMB@ﬁTziDMRI
NN —ICHEAELLT 2D, EBIC

ﬁATMLﬁLumRm%%ﬁ#ﬁbemé_
ERME SN TWDENY, #iB AT ST
I ARBHTH B,

(2) B-HT=> (B-catenin) B

B=H7 =X TCF-4 L AWK Z IR L CHil
B, AA77e EICB b B4 B R T R G
T3, FRATIILIZLIEB- DT = D3 B
NILEL THY, MiaEs L OBICEHEE 20,
~ U AR BRSO 8- T
= OBEMS & cyclin D FEAFEET S P,
B-HT =UNEBHRSTLBHD 1L DEB-BT
SVDON-KEMROT IV BICERNRZ 729
IZGSK-3BIZ &2V Vb a2 T2 <72V, 4
MK TT 5281k 5™ 7, w7 XFEDA
BWETEB- DT = ZERE R OBEE LR N AN
BICE YRR, RITH A~ U AT DEN L
ZLIEOLIZT = /) NV EZ— L a5
D5 E I E BRI & 72 AR EN R S,
BT T = VIR OBE R E N2,

~ AN AT UIE UL H-ras &{5 1 codon

61l DEFRIIRLNDA, ERHras hT VAV =
=v 7 (Te) U ATIEBABRBENFBAITIZEA
ERBNRV, —JF, MR RGCs-H T
= VBB T OIEMHELE R EZ FD Tg v U A TN
JEIZE OBEE TR WD, H-ras & - DT = D)5
DERZFFO Tg~ U A TIEXEBEEIZIFNA DI
ETHEBRRESATNEY,

(3) Transforming Growth Factor-a (TGF-a/) /EGF
L+t 74 —(EGFR) #21&

TGF-aiX 7 v FB XU~ U R DOFiIN AR E
BLOHPATEEABITEL TWDE W, Fiz,
7 v NI AFRII T 7 2 TGF- « (pro-TGF-

a)BLOEGF L7 X —DREANTTHEL TEY,
pro-TGF- o X3 2 M@ D EGF L& 7 % —(Z
ALY 7P aEET s, 20 k)
72 AT = A DRI A Ao o 72 & &I
EHEL, BEMREESENICY L FELE
TH—ERB LD D) LI ko TRIRAYICHTE
HZEMTED,

~ 7 Z PRI AR K OWF23 A Tl TGR-
a/EGF L& 7 % — &S0 IGF-1I/IGF-1 L & 7 % —
RIEBIEMELT 5 & % O Tt T PIBK-Akt-mTOR
BRBENEMAL L TH 2N BN TLE L, $iC
BB 5,
—7%, HIF-1 OIEMARIZ LY TGF-a, IGF-II72 Y
DFER T ORBN EH T 5720, TAbnEh
Fhorve7 ¥ —%HLTA— T4 N—F
(autocrine loop) MAEEAL L TEWEFE - E1FHE
HIsZetnTxs,

hypoxia inducible factor—a (HIF-1a) 23 /&

(4 Y4 bha BB

IL-6—Janus &% 7 —1 (Janus kinase : JAK) -Stat3
B IIIFZE AR A L OBIEP RS, vV XA TITERR
FHEIC LD Z ORI A F NGRS 2 & JF
FNADEHE L, BT D RTS8
Aiff~ U A DEN Z 85 L TS D RN A
AR T ORI RS P IF B 1T R & v
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23, FD XD IIREET B Al A MMM T Stat3
PEFEEICEREL TV, LER-T, £
TIZEMEIFEEN MDD & A NI A o RVEFHE A
TFAT LY Stat3 23 & HIIEEL L TR VWEEEE - AR
FRREHRMT LI b0 L bbb,

(5) ¥REEE R /8

EF IR O AR E B GO llic b B 23, <~ v
A BT AT Tl GL, SHICIEE I 5 cyclin D
PAEICEEICER LTV Y, —%, #l
DAL HT D~ 7 A2 2/3F3FEIERIC X
D IR A N2 5 &, IEF IFARIC L~ TR A
PRI L Y B oz, L E
FHd 5, 20L& &, IEHFHIIL I E-
Teceyclin DAENICHBEL, WEARK TS L
WHIT DA, RIS AR Tl eyelin D X H0 o /E
DOERNICBITL, HIBSILE 2 & 577 O
HIZRET D, cyclin D DENBATITIE PIBK-Akt
RENESBEDL-TEBY, ZORKEZMET 2 &
cyclin D ORENBEAT A3 B & 21 Tl i #4 5E A3 5 <
mxond,

4.2 FERIPAYROVERDER

(1) ERFOERUESE, R Bt

AT e b TIEBARIFL, CRF%, T
a— )UPEATRESE, FET L o — LPEEGRT 72 & 184k
JFBEEE I fE - TRAT D Z &0 D RIERBTILFH
DUVCEETHD, FATEL~A R, MR
Fhe LT 27 BXEBERE, FHEEOETT
NnNeipd, ¥lo, e MUER -1 T F RS
v (a-1 antitrypsin) Tg = 7 2%, TGF-8 Tg—~

720 NFkB /v 2777 kKO~ =2 ¢
ITIEMERFRESE, ML DO DO BIZHFN AR FEET

%A, Kupffer flifdic k- CTHEAINEY A D
A VB I OROS DEANEE @ E 295,

=%, Ty MZa) U RZEEELGTDHIET
IR VIR 2> B R MERT 2% - NP Z2 o e L CAT

WADBFREET DY, E£72, PDGF Tg~ v A",
PTEN (phosphatase homologue and tesine homolog)
KO~ 2% Tidt hDIET L a— A PEAF% (non-
NASH) IZF L L 72 fiF
EREL, REIGBETHEMHPRARREET DL L
BHESHL TN D,

alcoholic steatohepatitis :

2) ERFOBERDIET

Solt & Farber % (X 8 )" TIXDENIZ XL > T
& ST BB ORI AT O F 23 2/3 #43 IF
UIBRtgIC 2EICE L Th 3 2 - 3 R ORIz
Bt 26 100 FEOERICHE KT 5, ZOHB
I, IEE MR O BE R IE 2-AAF ORI L - T
A B TWDDIZX L CHIAS AR I
2-AAF OB MEICTMETH 5 72 IS FFOI BRI
X 2 HERHNIZ BSOS U CRIRIIZEEIH T X 5729
Thd,

DRH 7 v k% Donryu 7 v ~iZ 3’-Me-DAB JIf
FED AR A U Tt 2 78 L7z b D[R] OB
Bz KT Z Il THNLSTEH DT, &F
& E A FFFE A AFNT R L TR 2 57917,
DRH 7 > MIZ Solt & Farber £ D ALE #4175 & @
W7y MR THRIBAAFREO 6 NI Y A
AP/ ENS ZoEBEIE, FIC DRH R
2-AAF O BmHEIZIHMETH 2 7291 2-AAF LE |
L OFEEDORENME, R AN OZRIRD
BN 2 0 o< WD Eic kB, ¥£7-, DRH
7 v MEFMBIZIESR 7 v MFMAL L B 58k 7
PEEAT L, FIREERT TR ML AITK LTl
it 2 7975050

FFEARRIIINE & & BITIRT L, 2/3 Ty
bRt ORF MR O BFHIX, #bT > b TEHET v
MIHA_TEALTHBL, W0 —7 3K,
BIEALT % Y, Z o BB XA B B OB bE
PETICTHZEcEs™, LaL, HisARF
NI ZAEICTE CTH 2 7= DI BB TH E
HEPERE 2 HEFF L TRV, BRI KOG L CGEIR
HICHES 5 2 LN TE B,
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DEN 2/3 By AT EDER
v v

0.02% 2-AAF & . T
0 1 2 3 4 5 6 (W)
6 @8Hp
F344 5w

X 8 Solt & Farber i

6 A EHMEVE F344 7 » MICDEN 2 1 [R5 L, 2 @B 238 0.02% 2-AAF &% &5
L, 3B 2/3E A NFEIREZIT O, H0 T OIBREEC IZ8E < & - 7 minf IR (72) 1335
S AFEIERT% 3 3 B i35+ 7 @A 5 100 HEOMIER (F) & 725, GST-Pfapkifa,

4.3 NSS4 VREFOEN

EH OB, FEMILTH DT L
FEEE M (Kupffer AR, JHFEMAL, HEIH P B
fa7e &) L OMAEERICE VRS TWD, —
75, RGN CIEH 7= e U N RE D TR S, T
RS AR T E & AR SRt S b Z sk v
BT - AfFREARIETE D EEZ LN DY,

MR E N+ (nerve growth factor : NGF) (X~
T ZRFFE DS AiEER TR A B AT AS AT RIS 3
BLTWDN, ZOLETH—ThHD TrkA, p75™'"
EFRBLL TRV TrkA 1 I IFENR O BE D
EIRAICREBL L TR Y, E I HIEE O JE B T3
W IRICIR » THRMMES EEL TV D, L7z
785 T, NGF I ZBEIREVE T ICERERT 2130,
TR AN 23 BE £ 9 % VEGF 72 & o i 4 BB IK + %
L CHEIEBIR OIS ICE b > TV 5 et %
bbb, —F, pTo ™I EMIEICFHEELL TV
B, RIS A Z T 5 TGF-8
EEEAT D OICHFIESMALIE NGF (2 L v p75™™®
N LCHEMRO 7 R h— X %258 LT TGF-
BOEEEGINTNDL LD EEbILD,

IL-1 VAT A0 8 oD BA B (2 %F L C 3 A Il =
JFFFAE RIS IT AT O A 2 Ik S8 5 7, <~
7 AR AN F K OVF 28 AR i TL-1
receptor antagonist (IL-1Ra) DFINITHE L TE Y,
IL-1Ra 0> % BB & 4 f 9 575 PE XA B 3 % Y,
IL-1Ra (X IL-1 L& 7% —OiEMH L 2 #iHl 3 2 Z
EnD, HFEBMIXIL-1Ra ZEAT D2 L1
LV IL-1 OWFEIMEER BN TV D DL
Bbnd,

4.4 RFERMREDZE

JFFE D ATRFR I B9 2 4 — LR O 3 iy 1
FHENAROFBFCR G HIEIL L > TRR DS, T
M2 0.06 % 3’ -Me-DAB B % &5 LA 121X
NI RIS & R T AR (b L, BEHE S 2F
MREAE AT S, —J, 0.02% 2-AAF &%
B U583 A — VI8 T R i 23 T Rk
SNDEEHICAR D LWL - WERT DY, A=
JVRIAA A3 @ T B D K S T HFAS A DRI ARl &
RABDENEIRHATH DN, F— Vil ko
MRz B b OTEMEAL Horas BIE T 2 B I W 7=
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1 EZRIPAFZAVIRERUEHFENAETIL

BT FE D AT BhEEERE LA SCHR
~©U A  DEN Sug/g RE, A% 2 LANIZ 18] HEFILIZIZER CHES A 69
MEHEN & 5
Aflatoxin B1 6pg/giiE, £#%1ENICIE T ERAFIXIFIEIE R TP A 70
i e N % 5
Peroxisome proliferators  0.05-0.1 % & FIZIRBA L, EE  FFBEK, ~2ef v — A8 71
5
CCl, 2,500 mg/kg B~ 5 A& 5 T e L 72
ay Rz R oY) URZRERR S NEWATERTZE « FFZE 235 S lTiF s s A T3
Thioacetamide 0.02-0.05 % MAKICIRAE T8 FFilHEL 74
N 5
Z v b DEN/2-AAF DEN 5 - 200 mg/kg e ¢ 5., RT3 AUAE B O FFE 3 L 46
(Solt& Farber {%) 0.02% 2-AAF £ 2 %5, 3
B2 2/3 BBy 80 bR
DEN/phenobarbital (PB) ~ DEN 10 g/g MEFEN 5, 0.05% JH I K 35 62

PB #5425
2-AAF 0.02 % &FEPFICIRA L, i h JERkHE L, A — SV SE AN RV 75
3’-Me-DAB 0.06 % RAFFIZIRA L, Hfiiks JfE L, A — SRS A RV 75
Peroxisome proliferators ~ 0.05-0.1 % &EIFIZRA L, HFE  JFIEK, ~Noxv v — A8 71
Eiacs
Thioacetamide 0.02-0.05 % fKICIBAE - 3IERE  FliMEL - FFEE 2T RICFRR A 76
W5
ay U RZRE 2y U RZ kS REWPERFZE - FFREA 235 S fFsni i 43
MIaE T > MIBMET D EIFRAZEL L - EE KX OHINAREZRE LTI D5 EIHN

IR L, WFHRR & BEAE bR O O R A R
ZERWEERL TS,

4.5 LEMEDORNAFHEOEN

ek, ALEMEDFENRA Y AT WD T0IT
Ty bR U ACERHMES L, &l ORI
ErEFRDFEMTbh &, —FH, 1=
T—varirrE—va VREEHAEDET
FMMICRIA AR AL TR L, TOEB LUK
EXRWET DI LI Lo THENBATMEZFANT
DR ITON TN D, BT v TR AT
FAIX 82> 5 glutathione s—transferase placental
form (GST-P) & #9572, GST-P fpfEdetaic

bhbd, 7eE—varOFELELTE T = /N
Jb ¥ & — L (phenobarbital) 08k # 5- % 2, 2-
AAF L 2/3 #r IFOIBR 2 & o 5 51k 72
EDRHWLINS,

FEAFIXFE D AESZE DS N 0, EIREN I
ASVELZAT 5 & AR ITHE % 22 lide (5 23 %6 4=
T 5, RIBBIOICHENABIEREEZZ T v M
A% 2-AAF 5, 2/3 E 3 IFEIR &2 4T 5 & JIFIZHT
BAUFREREL D70, ThERUETHZ LI
L OB LT RN AR DB LT ~D Z
EINTE DM,

- 340 -



4.6 HENADHEEDAH=XL

FFAS A DFEN AREZMEITE b & RBRICEIM T
MEIZ LR CTHED F |V, TOEBEFT R b
7 (estrogen) M FE M A W35 D2kt LT
7 v Ku % (androgen) IZEH#ET 5720 TH 5,
L7z o T, BHECEBR T atErsrEr RE5%
79 EFRENABESZENE T L, MEICONEA L
BRIV ECREEET DL ERT D9 B
BAMETIET v Rerf ke r42—, =X tn
oL T A —EREBELTHTT v Ra &7 i
FHARIERIC @ < DIt LC= A b a4 v 3 milig
< e nmESh TV 0 Fe, =
A ka4 X Kupffer @I 1 5 1L-6 O PEA %
WlT 5 Z LIC KO RN AEZMEIT D Z L BH
HEERTND S,

5 #hYlIc

FEEREN & DR AT T VIR I
BT 22 RBEOMEICENTH D, HRPA
ETMICIFZL O LOBRBEINTEY, TnE
NICHENR D D DT, £ET NVOREE MR L T
BRI - @M 22 e T V2 RINT 5 2 &0
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