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HAEI BT S FFERE (LT HCO) B EmmEm
FEORIENE LY, slow growing 7ef8% 75 4 0
REVAL VbR TS, ChERHLE7 7Y 0
HCC & EERIEM I % <, rapid growing 7B %
T EBYR ELRED HCC &3 hi ) B -7 B
EHLTCS, bREOEEEHCCEIE 7 79 » 0
HCC L FLILmnib b L OWMEDS H 54, FEH
DI DL DFBIEX L THE— L - BB S h
Tuiav, SRlbhbh OHECRE L BEE HCC
EHLT, ZOBREYRFA Lo TcHET S,

NRE L UFE

19704 5 519894 F T O20ERIC U B CRB LT
245610 HCC WG & Lz, 20 5 HA0EEERE 0 1341
(5.3%) ZFEEHHCC & L1z, EBHMILI0EA 1
B, 20 1B, 30RMRUBITH Y, FHERBIS.7
RTHote, BULHIHS3 1 Thot, FEEE
HCC D PHERMIIS8. 5B TH D, B4 : 1T
B -7z (Table 1),
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Table 1 Subjects

I Age Male Female | Total
[10~13 1 o | 1
Juvenile _‘20-\-29 1 ) 1_
30~39 | 8 3 u
Mean Age  33.7 | 10 3 13
i__40~49 23 s 27
Non |50~59 94 15 109
-juvenile 60~69 54 15 69
iF70~ 18 ] 27
Mean Age 58.5 189 43 232

Mi#& alpha-fetoprotein 16 (AFP), &0 KRIHET
B, YBRPIC:1 5 mEHAGT R -ESMiaoR; DNA
B, BRETFHRCOWTER L, BEMRO® DNA
B35 7 4 v OERK L Y Schutte b0 H 0 c#
CTREZEBEREE, Vindelgv 59D FHEIC X b
Propidium lodide T#%+f& L, FACSCAN (Beckton
Dickinson #f #) % F \» <10,000{8 © #H g iz > *
DNA A 77 a%fERTAZ LIt L b AIEL 7.

BERECE P REXAVp<0.052BHEZEH D
EL7, ¥4 ER I Kaplan-Mejer 35z & 9 BH L
7.
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H4EE HCC DFHERE L TRER &L £ <,
53.8% % T\ o, DWTLHEERK46.2%, EH
B RER23.1%, ARAIR23.1%, BAT. 7% ETH Y,
2B A BOHDIEREE LT ) EERTRER A
FERNL Iz by o T2,

2) ¥RAET

FEBEOREED H D AEH% 6 F (46.2%) BdD T,
o5 H 5 FBEFE (1R TRFEEELT
BEFTH-K) THH, BY 1HICIFHETRATSH
LHUBEORE LTS, FEBCFREDDH 2 EH
135 61(38.5%)TH Y, 3 1 flicikFoR HCC
P ADL, REEL2F (14.4%) D7, Wl
D » BRI s - 7o (Table 2),

3) HEFRE

4% HCC LIEEEE HCC OFEEA X, HB
B~ —% —ic oW C BRI LA, EF#E HCCT
BFEE LS LIERAR 76D D, ABHRIE53.8%
THote, ThIFEEFEE HCC Lk 5 FELA B
#80.3% I B L CHBIEMETH -7 (p<0.05),
HBs HEBHERZ R\ TR, HEE HCC 5366.7% &
JEEE HCC m31.3% L W EBICEERTH -7 (p<
0.05), HBe $EB MR CIZEEE HCC 20%, FEF

Table 2 Backgrounds of juvenile HCC patients
(CH : chronic hepatitis, LC : liver cirrhosis, HCC:
hepatocellular carcinoma)

“No|Age-Sex|Past History Family History | HBsAg
1| 15M - uncle, aunt :HCC |+
7| 29M = ESE
"3 33 - -
4 3am CH father:LC -
5| 34F - - +
G| 35M E -
T 7| 36K - parents, brother:CH +
“ 8| 36M CH mother,brother:CH, uncie:HCC +
9| 36M - - +
L LC mother:LC +
11 33 CH = +
12| 38 CH -
i3] 39F Jaundice

Table 3 Liver cirrhosis and HBV markers in juve-
nile and nonjuvenile HCC patients

LG(+) HBsAg(+) | HBeAg(+)
duvenile 53.351‘__\ 66.7%7, 20.0%
Nonjuvenile| 80.3%) | 33.1% 18, 2%

* P<0.05

351197

2% HCC 18.2% & W& DEIc £ % Rd 1 hs - 7z (Table
3.

4) fufE AFP B

BRI o If17E AFP {E53400ng/ml L E& R L 7cd
BEEE HCC TRI5%TH b, FEEFEE HCC 045%
CHE L TEBIBETH -1 (p<0.05), FHFEHER
o5 b 46l (33.3%) 13210,000ng/ml & #B %2 5 BE
%R L7 (Table 4.

5 EBETE

FFEBUR 0 & % stage TR CHET 5 LEF
#3xFOFEEEE HCC DM R BEER ko, L
7 LELEZ HCC Tk Stage IV #353.8% L B¥EH %
G, EOFANSMEELRLE, ZhicBi#EL T,
EEER - bOOBERHOHERHREFE
HCCTi6. 5% BE e oo L THEESH
HCC ©1123.1% 3R b iz (Table 5).

6) REMEBATR

=4 HCC 5 @, FEE4EE HCC 120410 SIERER
W CREESEC B R (o), HERR (-
inf), FIlRMNESZER (vp), FHEB (im) O&ERT
EoWTHRE LS, AEORCAERARERRDE
72, Edmondson 78 CH#ET % L &FEE HCC T
FITEA 46 (80%), MEH 140 (20%) TH-7.
EEEFHCC TR I B1.1%, 11864.4%, MA
32.2%, IVEI2.2% & &% HCC LEFOEATS -
7z (Table 6).

7 EEMao DNA &

4 HCCER 5 flic> T 7 r—% 4 b A}
Y-k AEEMROK DNA BY B L, £0/

Table 4 Serum alpha-fetoprotein of juvenile and
nonjuvenile HCC patients

AFP ne/nl| Juvenite(nz12) |Noniuvenile(n=205)
~20 8.3% [ 20.0%

T ~a0 16.7% a8

o ~1000 B.3% | 8.6%

~ ~10000 33,38 20.5%
10000~ | 33.3% 5.7%

Table 5 Stage and incidence of tumor rupture of
juvenile and nonjuvenile HCC patients

Stage | |Stacell [Stagell [StageNi Rupture
Juvenile(n=13) 7.7% | 7.7% | 30.8% | 53.8% : 23.1%
Nanjuvenile(n=228) | 8.7% | 24.9% | 31.9% 34.5% 1 6.5%
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Table 6 Histopathological findings of juvenile and
nonjuvenile HCC patients

Juvenile(n=5) Nonjuvenile(n=120)
fe(+) 100% 90.0%
fo-inf(+) | 60% 50. 8%
vp(+) 60% | 42.5%
_im(+) 40% 29.2% o
Edmondson | 0% 1.1%
It 80% 64.4% o
T m 20% 32.2%
v ox 2.2%

Fig. 1 Proidy pattern of juvenile HCC patients

Diploid:case No.5
Aneuploid:case No.1

Number of Cells

200 0 100 200
Channel Number

Channel Number

Fig. 2 Cumulative survival curve of juvenile and
nonjuvenile HCC patients
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R DNA diploid X 16lo&Th b, 46 (80%) &
aneuploid T - 7= (Fig. 1).

8) HBHEE: X OB

F4F3 HCC Tix Stage I 1 & Stage III ® 4 4]
DS HIFIBRERLETLCR D, TBREE
B5%TH 7, FEEE HCC OYIBREIX51.5%T
HH, EFZEHCC LENTRRB - AEEORIE
HrZERRD b -7, Kaplan-Meier 22 & 2 Bi
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EEEFMIEES DR
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Fig. 3 Survival time of juvenile HCC patients
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CEEBLEZEIRST, SELFRILEFEEACCT
23.1%, FEFH HCC T22.3%TH -7 (Fig. 2).
#EE HCC O FHABBEINCEBE L. Fok
W& LTHSIE 2 6, KIRYIR 1 61, AETR2
FIH AT I te, FEGIBESI X3 5 AR B T BHIR
R 2B, FIRERERLG, FERk =2l —> 2y
CXBPUEHEA LD, 2BFSAEIRS 26, ELK
20ITH -7z, FEGIER 8 Bl EFLIRITH 3 25 5
T2 8 AN Lic, —F, FYBR#eT-
TS5BS BIAERFTH D, THEFLMIYIE
8 A LUBMBIFTH -2, E-BELAEFIYE
FHRTESHADE ALK VT EROKER &
ETH -1 (Fig. 3).
£ =

HEO HCC B ER TRETS - L2\ %
WY ORBE L THERCEE T S 7R 7
AD HCCIZtB LT HB # + U 7 — 5 b D RIEFI A
Piel, FEEZHETBHRE LY, 1 slow
growing Z8EB K - EBBINE 2 L0 ERDT S
%, FEABRZHCIBETRE T, BEES
BHINZ D E IR T 5,
ECAHTOLRETRAEDE L\ v bhTu b
FEE HCC THHA, £ 9 H4 BRI LYHE
THWE” (UT2ELH) CR40EEREOLESE HCC
DHEEII.1%TH H, BE T 5E4EE HCC 04
B5.3% & K& et e, & DEFE HCC »i3E
HEEHCC LB -7tk XH LT3 DTt
WinE WS IRTEA e ATV %Y, BRI, HBs #
REGHERP S-S, AFP BMER2E < R SEMANS
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U9 BEERE AR (PNS) S8R %919, Fik
KRB THHIVRLOHENRENRTVB, SHD
bhbh Do CIRFFELE A0 E, HBs fURBER
AFP BBMR I B\ THEFE & IEHFE HCC iz
HEEYRDE,

FTHLD L B LB HCC D85% W ITHEE %
PEosTED, BOIBRD I LA E-7 ) v v
HoOBHELYRED, B D7~ 8 %IXIBETOIFRE I
RSB RS T2, HERATHIEEFEE
HCC ¢i380.3% DFBEEAMERTH ) REOERE %
RLTH, BEEZ HCC Ti353.8% ¢ EBETH -~ 7. F8
779 %O HCCOFEE S O E250~60% & #
LIDX M TR D, bhbhoEEE HCCERMOMEI
ot TORRE LT, HEE HCC TR ARE
IV EBEICTORBIEVCEDIHELTITEDLR
MrofcledbEzbNRS,

SEEH T HBsHEBHEERII22.4%TH D,
FAETLTWS, HEFlIck\ T IEFEFEH HCC
CI1332.1% TH -7, L LESEE HCC TI1366.7%
LERTHD, BRECEVWTHB VAL ARL VEE
KEBEEPRL LT3 EE 2RI,

MmE AFP B L T — R E7 7 ¥ »RHEE
7270 HCC TRBEHERAFLINON, HAROLK
KN TRBSHRITEVE bRt 5, FEE HCC
TRHAPEKTHBERAE, BESE, EZ &
W|MEIITH9, HEFTLRABOERLTRL, &
F# HCC » 34D 1 4410,000ng/ml Ll Lo BEEER R
L7,

#4EE HCC T PNSOSHELRBVLEEbR T
WB0 ULaslbhbhoBZEOEFEE HCC Tk
PNS o &5#FIL 1 Hl D I -7,

LEE L 5 L4 HCCERT, MRERYET
HORAT.T% EEBLUT TH o7, L LBEOESF
ZHCC mixEBERTHRAE IO 16 -
fo. LORHBERTRLIEN-HOREECLSE
BEERIEZONAERTH-. ThbDEELY,
BEETESBCREI2EREIRD R T
M, EEE HCC TRETHIS VERNCH S EE 2
bhte, EFFARESGERE L TCRREHER T2
BHRRHAEVI S CBbhi, &< OESZ HB
Fr )7 —ThhH, BEFROGESEEAINLTVD
CHEL LT, FEEETHHLDCIEFEBECHS
HCC T A +ohEE N Thhihalc b E 2D
h3, SHLRBEEEHNOEESEV-CLELVEE
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RS AN ITREME TR T & 7o\ s, SENEE
BT & b T,

GG plic 31 5 R BEALRF AR TS ORICE
WERDEhoT, Ll 7e =% A Y-
5% DNA BE0flE kT, EEE HCC Tl aneu-
ploid 7380% & b te, ThXHEHRLIOBEIL LD
53% L D EMETH D, EABID IS DOEFE
HCC A FEE%E HCC L v BERE LT VIEEL R
w+sbpLELDLR,

EEE HCCRFEARRWE VbR T2, 4H
D TEYBREIRLLECL OO, FEEHCC L
EEFEE HCC 0 BRAFRCIAREZR o -1,
SEGI T R EE A IR ORI £ FIFE T L 122, Y]
BRATERFEFIBOATEY, LT LI FERR
ThbEREbhich o7,

HB ¥ 14 & R & EBOBURIZ DT  OFFFRMN
HERTVWED, FOBFRIVELELMCERTY
Y baiE® HCC 04 < BFEERE TRV
MaxhIRBCELDOTH DA, RE—MOEHTE
B Edy X T 0oL TS E S HItiat LT
W Tk bz, o BEIFFK X v BHEILLR
T CHF£ ERBEOBRMREOVTHBRFOSLERN
%5, Lol, BREATEFE HCCOTFHREYBET S
BLASL BRI HB *+ ) 7 —OBRELERBE
k3 HCCoRMRR, FHKERTHHLELDLN
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A Study of Juvenile Hepatocellular Carcinoma

Satoshi Kondo, Toru Segawa, Katsuro Ichinose, Toshifumi Etoh, Kazuhide Ura,
Teiji Matsumoto, Kouichi Motojima, Kunihide Izawa,
Tsukasa Tsunoda and Ryoichi Tsuchiya*
Second Department of Surgery, Nagasaki University School of Medicine
*Shimane University Medical School

Clinicopathological analyses were performed on 13 cases of juvenile (less than 40 years old) hepatocellular
carcinoma (HCC), which were 5.3% of all HCC patients treated in our clinic. Only 3 patients lacked positive HBsAg
and a past history and family history of liver disease. Cirrhosis was present in 53.8% of the juvenile HCC patients,
which was significantly lower than in nonjuvenile HCC patients. HBsAg was present in 66.7% of juvenile HCC
patients, significantly higher than in those with nonjuvenile HCC patients. Three-fourths of the juvenile HCC
patients had serum alphafetoprotein levels of more than 400 ng/ml, which was a significantly higher incidence
than in nonjuvenile HCC patients. There was no difference in histopathological findings between juvenile and
nonjuvenile HCC patients. Flow cytometry showed that 80% of the juvenile HCC patients were aneuploid in nuclear
DNA content. Though juvenile HCC patients tended to be more advanced than nonjuvenile HCC patients, there
was no statistical difference in outcome between the two groups. The outcome for patients with nonresected
juvenile HCC patients was very poor, but some patients with resection achieved long survival. It is necessary for
HB carriers to be followed up carefully for early diagnosis and treatment.
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