P AELA B e 45, R 2 S0 L SRUFF AR R 7 R BRAR

FF AEL A e 5 BE 55 B b BT A 8 T B 4R

R

B4 2

ERLHITARTY  SH— AT EENNE  FEEFHREIT  REAL
SEEMATRBEEMTERT DRS8N EMA SEEREEILOE ey EY 0 B
e (S8 iaM3EERLIAE  ARRAZFRLET S RIEARKILHBR - H
AR BT BT ELFHBHHERAT  dANEREFBCAFBIREGBEF
BELEHTEIRICH RN | REARSE O RBF LB BT AR LA
FMERER - OARELENF BN E N HASR B ARG E BT ELA S
thegfk  BREBALHBRFBOBRAREWOMAA LR EHALEREFNEILAYS
WA EREREGFMRAAETERGETHREL ARFENEL  XE3R-bAER
ERFmR  RALEARBASERATHERAGR  SHHILEXABMERNBE  BZ
AXAHA LAAMARB—4H AR TRIECREHBERFRBRE T HBRGA

& o (¥ 435 1997 16(3) ¢ 185-197) ©

Metd : BEEHEH  SEEMLAE REREN HERE -

A F

FHEARERARAEREE >
MR REEHI RN B SRE R RHERDY
REMIERAN - L2BUENBYERPTR
H > BHTEL BB T (initiator) RIEET
(promoter) FHHZ 1K » BB R 5 BRI
FE & i (nodule) » B B 458 R & T 40 M &8
(hepatocellular carcinoma) ¥ B+ » FFHMSE
B IE % I & H i 2 E R A M (polyploid cel)ik
Bz 8 AL JE 2 £ M A (non-polyploid cell)

"HieMXEALMEFTAN

E I B RERTAREHEN

BEA R

Bkt GFTLEFR—K—R
& XRITR EHRA
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A mME RS » BEEREASE T
90%LA LR BEON FFAMETEUR[1-6] - ¥
ABFBEFENTE > CAEHERBEDR
[7,8] - ZERILE L (polyploidization)BFB £
BIERW ARG REER - TR RER
BRESZIIRICBEYEER > MERE
BEENECEMEERNEEL - FFAS
HELEZERBHER  SHHINEEMN
MR A ERRREB M stem cel) FFFHE »
BEA AR AE R A 4y BB 1[6,9,10] » A
SZECEYEERAMBSEERNERE
B BURSZPRARFENBERAHES
TIRIBRAIAR -

% M EM (chromosomal ploidy)
SRIEEFAMNBEER

WABYEERFWRET > EGELE
FEE R (polyploid) B FF MM F £ A AT 4B
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REE BREC

EERSHEENESLEBETYRER
7] L R A B Y L T A8 BTt [10-12] - IEH
BE AR ETE -3 A K Bl(rat) » FAFHE
AR A% A S A B B A SERE R A S (whole liver
cel) LA IR > £95-10% 2 TR A B EL
BN > 70-80% A4ESAE AN
i > HER10-25% A8 E L AKIGN A AR - &
DA A i R BT A AR O AR IR AZ A A 4 2R B
H35% BN > 65%BANAAEZ - HER
ONAR IR LIS AN > ANARBAZ E 2 LU R RE >
DA K SNAH M A% L B R E W R E - RFA
2 & A 20-35%Z M (binuclear cel) BT
- BEAREES mENMARZN4NG
> EXFIE4NA A RISNATHE 5 AR A AR
R 1% > G EA ONSANAI AL - EBGE
$ 40 By B 4y BE AR O M (isolated nuclel) I ZE R
[1,3,9,13] - ABFFBEEAME - IFE B
B (BT & S50 A0 L BB B
#1510-40% 4 » HPEZAMIE10-15% »
JREME E AT AR AT 1-6% 2 [7,14] - BEE
EERARLERARMILLE  GREELEY
T AR E M A gt - BRAS
E¥FFASERRERR - BHAHBEERN
BB KL ER B REE -
Ohtsubo[15]% ATF 7L BB » SEEAR B
RE Bl(mice) FFAHBL AT & EBAR R BER
MR LB > SREFREM LT EE 5 Niw
JEFEHE R EUHE R, > ONAH M LBl BE A Y
B > 4N &SN ML E 4 LA B
BT - S E R BARAZTER
Efl » BRDAONARAZ LB > BTAREI 2 LA
HEER 2 B2 HER{LEE polyploidization
index) > ZIE BB AR EUE 2 BIE R 4R
HHIR > IRENFERTEN [ FRERN S EE
81t | (age-related polypolidization)BLZ °
EIEFRRT » BE KIS HENARE
R oNANME - T E % i SR AR anfel i R
A EEBPAMRAZNMME ? StylesF A
[16] AR d R 4E ) > QNAFAEALHI GO/ Gl
BEASHIZ % > REBERERNMELAIN
FR4AE » IEH ARV T & FEAMBA (mitosis) T
FANK R B E N AT Al A% - AR
R 81 11 e ) 400 B L B B (cytokinesis) » & {4
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s R RN BEAZ ARG - (B8R AT+
AAME LB SERSH RMEAZ %
S R FE 40 E R B T 20 B R A A -
T RAN (2% 2N)ATAIRE - LA mT
HE LAUAE - FEREESN (2 X 4N)ATAENE -
At > BERSNHMH LA B T H 4 B B4
o MERmERA4NG BT -
Wheatley [13]BBE30-35KEA KR, » &
HHRAE AR THNERL - R
ML EERMRENE S LR > MRAT
AB R B A% A Y B A A B A S (Fusion) B
& BRERSEERMEY ERERE
eSS RZ BEERE - (LR E T84
HEHE 4 LKERFTE20-30%  BRIF IR SN R
T 5 | B HE L B9 4453 P (active mitosis) >
AEEHE RS EF > ERANE TR
ZEFRBERA THE DL -

T FFIBR T BRI DRI R R 2 42 97 R
ZA > BAEFAESR 2N B8 S A
B RARBAFIBR T2 E RARNS.1E - &
il 1-6 AR > oNATAH M EL Bl 2 IR AR Y
0.5f% » T4NFF4H M LBl A B BRI 1.6
£ BUR X B IE# A SR E FFRRE -
BE R RN E IR B ik P B BT A 85
REEREAM  FASTERERZREE
8 RF#H (non-ployploidizing stage) > T HEAH S
HEERSERAE - AT IR E 2 BT A
ZEER P B (polyploidizing stage)[3] °

A AR EM M EE 2 AR
HETHARAR > 51 BFEH AR A
BrZRAERMARMDENEYIIE - 2
4 BN IFARA MY L FER R -
s > RBFRTHENEEAR A
THIHERE - (VFREEEHILBYREER
WIREFL > BERZEELLEYHENE
% ARERMELNABEZE > FHKRE
HILBEEERWERE » S HEERE
1ER - QZEERKT AT RN ZBIZE
Y H (mutagen)TE 1L BUEZE H (oncogene) BT
RifaE - AESEERBARTE -—ELRE
B REZBETMAEBUREE OER 5
EEHRARIERIIIEF 2EDE - (3)
PPFEEEEE (tumor suppressor gene) A A4 R
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HHEEENAGAG - DENTIEEL -
FMEEEpAENmALERES - F—M
e EERBURYE TSR RS - EraEEM
MEH#SNERRIES —HERUERR
Fallelic loss) » T BANEEFEEIINEE - T
MM LS ERAMAZ - BIRTE R BT
HIEA -

MRAZEEBMARRETRES T B I RE
fE R EALE A - ARIBSMR L B BUEY L
RERL EESERFARSILAREE
RIS > REEERAM LGN ERSE
HEE T 3 o PP B 0 Y SR B 2

FrifERemMERLLAR(L
SR{EBBEYNME

FEML 2B EBFARLERER
OISR ER > BB REEYHEERME
Jrimfa s B EEREE LS HERRI -
BAEmME—IR  EEEEBRRAET K
IR /2 Seglen MR E (Seglen protocol)
(3] » EREAMKRIFIBRA2/324% » LUERE
517 R iE Adiethylnitrosamine (DEN) £ 28
Finitiator) > |{EHEFEZ 1% B FEHEN0.02%

AR S B R SUR (L U IR A BR IR

2-acetylaminofluorene (AAP)R B4R A {23
Flpromoter) » HRUER R4 % - BIAJ R
ONATAIMIE 5 LHIR & o E2-AAFE ILGE
#% > ONFFHIM A 20 L & B T T8 s IR
HARE s ERATRERETHRRAGEE > 4
FEHT AR PR NITAIRE 7 i
EHRE - RARE T REETHIEE
A ATEBONFAEE 7 R S TR
(3] °

FHCRYHERNTFHRE T RS
RIS - BRTEAER - Tulp% AR0|MBFR
B BBANMRZ TSN CEBEYZ S
BRINAEZHTE > SEAERARATERE
R R RIS KRBTSR TS > ONARMLATAG
Hepl R o HoALR BT R LB B
MR - TREIEA S ESMRE (toxicant-resis-
tant phenotype) % T4 i (RN 2NAT 40 o) 72 B 1
BE L ANAT A B A 7R B 5 21,22] - FIE
M—IEBFR > DEEL A BEHONR 5
H8 B FF AR > 43 T BF 7 EL P A 0 R RO
> &R BN MM A cytochrome P-450-
dependent monooxygenaself ¥ » BZ EH T
MR IK[23] > IEERMERESRT B KCE
{BAN R R ONIT AR LTI B F B R A 5

A— ARRAEERMEHT@IB T EERSIEEMILH YL

1e&
(2% 3Rk

3

Gonzalez-Mujica et al.

PAthioacetamide I > ALK BIFF4N4

[17] BB TR > EmMGIT S EERER -

Neal and Bulter
(18]
Steele et al.

[19] & -

Schwarze et al.

8 E RBIEBOK R 4NA R LB T R -
&L R RAT P2 EERZ OISR

AR RAFER B UIBR1E > S5 LA diethylnitrosamine

m (DEN)HE N E2-acetylaminofluorene (2-AAF)
R > BBONMEZ A HLEE LT

Styles et al. 3’-methyl-4-dimethylaminoazobenzene (3’M)
[2] AL EHOR R 4N/ 2N LB T RE -

Saeter et al. []Schwarze et al. FIEEIE T8 » INA AR G55 o
(3] i B 2-AAFANME % > oNFFRIIRE 7 L& T %

 ANFFRRAEE 20 b E Bt > I RORIEHRE -
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REE BRERLC

ZERFARKER > MEXLHARSE; |
A —BEXRE  BEEHENZERMAR
AT EERERENERYEmEL > &
BB D WNF AR L BIRE - Bt > &
BREERERTAR Al a0 S{LR
BERpE— R - Styles [16]AIFE AL RBUE
WENFEER  ERERTARELEMR
3 MENFARLAIRE - HMprRa
BHLBYERNSIAGS EZEERTAR
ELBIBym[24-28] - IR BB FEA ZEY
B ABE  BYRARFBEA - M
FIEMCE - (BREGHIBF R RS
TEEEFE M (genotoxioWERMFET » &5
BONMFAIMAIIE A -

BNBEYCIRFETRFARERREN
ERBBMAZDUNR

RN R BB Ry SFEFE
B rPoNFF AR () LU BRI R IRERIE R P
BHBRERE - EFLIE X EEE R R
HiB(fetal liven FIARTL - IR ESEERAMIL
B BETREFARSZIRICRYE
MIERTR B ER AR REE(LS
BURYI N AT B N 2 45 - AT
Mp e FEREBENBEEm . 5
AT AR B AR L R E P rE TR ENE
F-HR 5T 8 AT #A (precancerous) B2 AT 41 Mg 8 4
B P QN4 A L B i B2ML 1B TR [1,2,4,6,9,29-
35] o

fESchwarze [1JFAKBFRHERE » K
DEN K 2-AAF 3 3t 5| 8 B & A BB BITR
BT ONAIMAL BTG LB 5383.5% »
BN R AT (] BRI M IE 3 AT #9936.7% »
B UM RS0 B3 (E o R A AR R RTR B
FHABATIER75.9% 58 - H—ERPEH
AR LUERIE B AL - REE R E E AR
JR&EE ~ FHRERE T > ONFFREL RIS
B LB > RIKEES.2% ~ 22.9% ~ 69.7% K&
79.3%[4] °

TERF R ERIREE > ONAIRR LBl
FREEFRENBTEMD  WERRFE
HAt e 2BUBER P BRE LI 5) -
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Schwarze ¥ A[11 85 » ERABRFTRT
FHREREMINFARESLATHERRZ
b > ZUFH BT EBRE S Emean pro-
tein content)ZRAGFHAMMI A/ » BBAELE
BORYREEZ AR > BIREZ HNAK
EZFHERESRAS  BREZHEN
JFEMEIE ¥ FFME/D B UMRRBEERL
B 448 B (enzyme cytochemistry) 5B S FF A 4%
*r-glutamyltranspeptidase (GGT)HBHE 26
4R > A H R EEE (ransformed) SRR A AT
REE Y - RRE(CEBUEYEERNE
RIS - WGGTH MM E 2 LU IE % 3
BERE -

EEEABEINF AR AR R S
T > Saeter¥¥ A [4)9F 7 B B 2NAH i i Lo 1l 5
[ A/ H 2 IERMEE > BUReNARAER
SRRV EEEER © GerlyngB A[6] »
SeglenflGerlyng [9] > K Saeter¥ A [4]IBF5E
F o F ABrdUSR R wt AR B R RO
WAREREES  RBINFAREAREN
WAEREST > 4N SN A1 M 4 BB 2N
JFAREERE  ERrSEERFARE
AR AHIRE > ONAF AR R A R
SHEES] o BEAF L thymidine BRUER
BONRANFAZ Z DNA S RBE I BBF L >
WRBHMEMKZR[12] 5 (ERBrd UIER
ERGAIEERANEAS » UFERBREFNIT
%o BIREFENARZEERAR S FICRE
RARETHRE - BREEMLEL
B LR E T A B A KRB A1 [36] 5 T
2N JFF 400 B R 2 AU 23 (L B A9 2 M B (stem
cell) » B RBEBSRES -

BERZBHTIR E R EA SR
SERTHIRAF A - & A KB oNFAIRRERA
ZEERTARAIRE - KM HIPHBIEA
BEEFUBURERRYRFER T > HB
BERLpnEHERTARSEEEER
(aneuploid) FF4HAE[37-41] - BEMIRKZ R
ABYI R > UFeulgen TS » BRESYCE
#F(microspectrophotometry, MSP)/H 7 Fi 1%
BIEE R > BeT7 R BRI BT 7T o BT 2 st A
HsT & (Flow cytometry, FCM)A#TiEH R K
MZER:
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(—) LAIMSPFT B3 HrFeulgents Bt . 1 SH 84T
B EEHRI A BEA8-20pm - B5
EA M E B R T R ARDNAS B
itz EREHESEERECE
(polyploid) EkFE BAEFEJL 2. 88 (aneuploid) #Y

(Z) MSPITEREBEBI BB B LASTH
Mz > BUBRSRFRHHELEDNAY
B BEEMEANEIENSTEELS
Ho

(=) MSPHERSERE S > TR
Hag— R R EFCMBTRE S AT AR 1%
(FCM—XAI AT B ISR - TH
FCMAERFBAD) o B HLLIMSPAH T80 18
MMTRRER  PPEREREAS T
MMEDNAZ BRI LA -

) A 7 T8 F) R AR A ELBRFCMBEMS P

S MTEERMBF R [42-45] > BEHLUFCMA BT

BRI NAIBEE 2L BBMSPAT AR - &

SRIE A5 R BB R 2N R M B 48 i (benign

stromal cell) 8% [F] Reat 8BS AL 5 (R TERF A

B FMEMBETIEREEEIEED > BRE

DI B 2 i R BEER[35] -
AU ERBFRER > oNFFAIR LB

A 7 {9 O BURE 2 (carcinogenesis)

FrifEAamT

(—) KL RBUBRLE T REE TR ILFE
A% > FFASERRAE S LFI 2N
MIB9AR 8 - L RBUBYE AL 2=
I FREeREERAEBBEREAR
AER LA HEERTARMYER &
L RBUBIE AR HUEST » HBRERS
HBINAFABERIR 8 - SR A ER
JR SRR EE S L B AR B AR P A NP A A
MR EAEEEN N> &
HET A BT 2 5 T ELoNAF 4R Ak Lo
A5 EEERERAM -

(Z) BUBERKE - B8 - Rk > 2N
FRMSERAER » EMEMRIER 4
RAHZ I BORE N E LT -

(=) HEFEEASTHR LS EEREE
PLBERR - A AR 4 P 155 L B By N R 4
M PIFERSELERNSGEMBOR
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FF AL S0 2 €5, R B 8 {1 SR FF A RO A R B4R

BEST BRI 4 (clonal expansion) °
(1) HR4NAHAS & BUBY) & B R oNAl

MM > ERAWERT - ANAIMEFTREE

B ZCBERYEBEMIL - B

ONAUH Y LB - T 5 EBUF B &

H oo

MBI EERRE - aNAF M () # He
SLHEELFERBEEMEEINHRE -
Ohtsubo®¥ A [15] BT 718 HH B EEBEAE
YR FEER MAHEXR > MLeucht-
enberger® A [46] BB IS T EB MW ERY
RUAZEZAERARNER - BRERE
¥R BT AU T B AF B A R B A O
W REEEENSEEE -

FERERBCRAMBMTG  FELR
Fr R BRER

ANBUE ¥ FFASHE 10-40% M 2 EER T
A KA MMAS 2 TSR 1-6%
ERAABFARBCEZHFERLNESR
(polyploidization) - —f&M 5 > ELIEH FF4A
BHZRIR R B FHEMASESMECREE
SRR B FFHE &5 A B9 B A B 7] BT S —
INERBIEE AR > FHIIER FABREAR
R o HR#BWatanabe ¥ A[14]MBFF » ABIR
FHZEFRIES  MHAKTSEERA
MHBE R AL - EEYEANBREAR
& ABMEFRNER  ONFFARLEIZE
W% > T4N X SN T4 L 51 A b 7 -
MEFE NBUE ¥ PSS » FARZEERIL
MER > KBYHEBRNERRBAEE - E
FIFAST &S AERAREFIHARX -
Bt > ZEABFAREEESBOTIRS
HREFEGHER - HUAREY RGBS
RE > ZREERCETETROEYEL
BEEEEENAG -

AB T HIDNA S BT R AT LIS =
RE : B—BEAAFARDNAS B £/
U5 7 B £ 388 (prognostic predictor) » I
ERTRC Rz R HAEAEGE D) s B
2 FAZRBIE 5 T 2 ) BE AR 3 4 (clonal expanision)
B WBFE— ARRLE BB > 5
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REE B2

A= HWKEDNASEEFERERLGHR
£ & MR E R K& DNASEME: # R
(2% 3CR)

Ezaki et al.
[47]

Fyjimoto et al.
(48]

Cong and Wu.
[49]

Chen et al.
(50]

McEntee et al.
(51]

Nagasus et al.
(52]

Chiu et al.
[53]

EBARLFHEIB452BHER]S
B ERALAR - FTHER
£56.85% - AT BASKUDNAY
BEORBERKFESERFEM
DL o

H197347 A 8198749 H 2 Mk
EFMIBRH203% R A4
& -88% BB FHERES7
B o T EASUDNASES R
BERRIEFERTY > FEER
BIXEUD. LE15507R » fE54

1975558 8]19874E 11 A Z [B#E
T EUFR T NEE6148 5
K58 TR A AR - 3
FE#48.55% - MERABLIDNA
SESREBERREREBR ;

PSS R/ANER - MEE SR
BERB(LHCC) R/NEEE
(SHCC) °

H 198342 19864E 1A & B 50
ZIFERAAEEEES . G5
412 BRI L « FWFE14-76
BEZH o MEEARLUDNASE
SREBERRIFEFERER -

H 197543 19864F 2 [H] LA F 7T B
BB ERAZ AECEA
& BfEssENERIsB LM -
ggg@ﬁﬁﬁ%ﬁﬁﬂ&#%

B 1986421991 FE Wt £ LAF T YIRR
K191 TR A AEE > HSRERE AR
SREEBRRREEERR -

H 1985421990 Z MZE S ML
FMBEMN 1302 FFER A AES
ggiﬁéﬁﬁuDNAﬁﬁﬁﬁzzﬁ

Bfg 1: 2EBER

Bft 0 EEERBABRES—
fBGo/G1i&

RIfETI : FEERBEAEE M
P EGo/Gl1ig

MSP

FCM

Image
analysis

FCM

FCM

FCM

FCM

SERRFBEDNFER
ANFEREREZR

TR - 4FRS > HBsAg
AFP{E ~ [EE X/ - FRE
BRREESBEZE
DNAS B BT EFE RN
FHENR  SEHEKE
EERBTE > SEFEXR
EH-D. L HKR15MUE
EB/NR15E » SEFER
B o 5L E KRB ER L
EFEBRATE -
SRS EERA Y ITE
BEABRMSEFER -
SHCCH75%B8ER ,
LHCCH85% B EERA
SHCCELHCCEEBE M5
EHFER -

FFEDNAR! fE B 57718
SERTEARE -

JFEDNARI BB SEFIE R
SEEEAR -

JFRBEDNAZI fE S 77 1 R 4R
B -

BURE TITRCRIAE TTRAEIAE 1
BERENSEFER k&
BRFEERE BERE
EASHLERRE > SHlL
FIRE > SEFERERE -

MSP : microspectrophotometry- 6B &%
FCM : flow cytometrylii X405 8GR

D.I. : DNA index
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HBsAg * hepatitis B surface antigen » BE if £ ZE 17
AFP : o -fetoprotein > FEEREH
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L8815 B B 8 (recurrent tumor) SR UK FESE HY
JFARDNAS & » REFHEERERAR
—HIRERES) s E=BAEIRaRER
BERASEBHFRSUTBNEE - E—8
PRI ARE » HRHUZEHBRBRR(ARD) -
BRI » FIAFMEDNAS BIES
FFERBEENERE  IEHAGRER—
H - IEER(diploidy pattern)B FEfEHEE
(aneuploidy pattern)R LRI H MR T LI FEBR
B4 BEEASHES L RER/IMERR
8B > W HER D ONSGEEERMMA tLF
FIAEZ BT - FREE S BT B BER
BB ES T > WHRIBEEASILE > 7]
ReEAEAMEE -
UEEES T ERTHK B R LN
RRED) > AWEILEBRFRFENBRA
MERMUASE - B Em EEEAH
A BRI R IR B R AN B [61-63] ° FAFRIR
FIAR A ER B EMEDNAS E > DL
HoBE ] — AT R R R L B R - Bt

TSR £ RO 2 L SR S R A BT BRAR

REGRERAODNATRER  FAKHE
BRIEA R KEER - (HRRMRFBERERE
AHRE > HBBHRMAEZBEDNAS
8] N EE 5 fi(gene translocation) B
2> ARREHEREEREATNDNATE
B - EXFRERERABE —EHEHE
BT > RIEEBEALRAREHNR
W o WEMRBIGRE - WESFRER
BRMKE A RELERREARBSER
%> MR FRARKNEL - BHERK
HERET - RARUSEMRAER > H&
HARAFERAE > UBBREBREKE
AR HFETRAIAE - DAY NA0 M FH BB AR = om
FERARAER > UFERKKRE > B
BEELEREAAEREA—B -
EHBEBYHBURSRE T > oNMKGZ)
HBIE B A AR E E R A AL - 2NAR
() LIRS i mT e & B AR R AL R 1E
BB EFE S A MEEEENEE - |
RABRRE - KEBAREHGIE > SL2

k= FFBADNAA ¥ ST & 40 4k 69 4R 3 4 (clonal heterogenicity)#F &

&
(B%30H)

BFRH & R &

DNAZEMTHE # R

Kuo et al.
[54] BEFEAS > afFF

S—4 VEEER - BEERW

W B AT AL -

B8 MESBUTEE > FRNE
Fr AL SRS A R PR AR A -
E=4 0B IFEE S TR R EY

ERALRG R R -

B - o4 BT AEE BUR TR R AR

FEEERR LM AR R -

Nagasue et al.

FfERA -

Nagasue et al.

AR

FRESBERTREH6ZFERA  FeulgenDNA F—AFFER SN REFREAS

AT 5 88% A HRIDNAR fE -
5~ S RTRER B Y B PR AR
FH71%E A HFEDNARfE -
F=RE NS ER RS
BAST - BHEESBATEA
HAAHRKDNARISE -
DNAZURERIBRE A R IE19%
%k%ﬂ% BHRER—ER4A

FAFMIRA192 EHROZ THFE FCM
[55] 5> WBEFULEZHETENAR
WA R 148 B BN RS
FDNARIfE - HDNARISBT REERIK

FRUFERENHFEAS
36% B ARIDNARIE ; TiESEAT
EET > IEMKH R TEE
8 64% B AFDNARfE o

FIRFMIBRBEN & FEAS . b FCM
[56] BF—EE 254 AR DNAR AR

EERBP AR BF —DNARGE
Mk -

FCM: flow cytometry T\ AHHIFHBUER
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REE R

AW FFMKEDNASERANBBIFRAENAR

(I
(B53R)

BHARER R &

DNASEMIE &% R

Koike et al.
(57

Koike et al.
[58]

Kuo et al.
(59]

Ezaki et al.
(47]

Saeter et al.

(7]

Lin et al.
60

Ant et al.
@

DABR I T 7 SUBUR 69 B FF AL S
A GEREFFEAS > FEEAs
B TAS > FEASREFMNE
FHEAEE - —FHHEDNAS BT —
AMBDNAE BT -

EIER FFAL > STEFELAS: > sfER
B E 4 RS RS > 1208
PIBBSEREL RN FECES > 9
gﬁﬁ%#ﬁfﬁﬁﬁ » RefRFFERALA

HRTHEMRENEFEARE
g : ’;ﬁsz@%ﬁ&zztﬁs » FHAEE
B5TH °

5 AA&458 BH R 152 TR A UFH
BEHFEAS > THERR6.8% -
WA LIDNAR B B ERI R
B .

H 19864E 5 19874 H A & 18 Rl Bl 48
K19EF RS ERERFAS - FFES
FARELAAS - FFRASS) » #THAR
BREAME T -

FIF 198745 1988 F FIE B 48 18 1
FF4 > 178 FFE(L - R8ZIFERAZR
BT BT - 632 BHR104
THER > FHERE6.4% -

LIRS BB K16 MEFARRE » 0 IAL I
B ERFAS - B RAS - T
L% - RS Aas: -

MSP
(DNAB B
thymidine
B A

MSP

Feulgen-DNA
ST

MSP

FCM

FCM

FCM

BRI R ERE N > FEd
SONASERAMENZERS
it BREBFDNASENFA
OE BREBERERM
DNAS BB o

BEIERAT » FFEE(L - FFRE(L TS
R=SRELFRENAR > T
FHRUGIZERBES -
ERAENAST  SRMRAR
AR WHIY  FTEERERELE
FrEMRE -

92.6%FBASRNESERKHE
EERAR - ZHERER
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CHANGES IN HEPATIC CHROMOSOMAL PLOIDY AND HEPATOCEL-
LULAR CARCINOMA

CHAO-CHIN CHANG!, CHIEN-JEN CHEN?

In normal livers of mammals, hepatocytes
proceed polyploidization which is thought to
evolve for self-protection of livers. The poly-
ploidization is age-dependent. Animal studies
showed an increase in diploid proportion grad-
ually from precancerous stage to hepatocellu-
lar carcinoma (HCC) induced by chemicals;
similar findings were also observed in hepa-
tocarcinogenesis of human studies. Because the
increasing diploid proportion is inclined to ac-
tivate oncogenes and lose tumor suppressor
genes, it is believed to be related to the de-

velopment of cancer. Changes of DNA con-
tent has been used in predicting the prognosis
of patients affected with HCC and also in stud-
ies of clonal expansion of HCC. As most hu-
man HCC is related to hepatitis viral infec-
tion and multifactorial in origin, its ploidy
changes may be different from chemical-in-
duced HCC in animal models. This review sum-
marizes the role of chromosomal ploidy changes
during hepatocarcinogenesis. (Chin J Public
Health. (Taipei): 1997; 16(3): 185-197)
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