FRICEEBRESLEEEMA
NRIBUERD b — 240 TRBET 8%

/NBHAHBsSAg ¥ » UV 7O BAREE R L e
B &R % O A EEI OB IRFEE (CBE 3~ 5 fred

FE BN

| NEHIOHBsAg % + Y 70N R 6 v B~ TE8 » QiR E-THEL, UTOEREZE/I, 0~
5% CitHBeAg(+) i & A E T, 6~ 8LLEEIHBeAb(+) &2 DEEBH D, BWEETLEDLP -
60BIFRTHI(11, 6%) iSeroconversion U 12, EHEREZHAR 43 24 8 » B CSeroconversion DFH (35,1% T
Hotr, BYEBEFKTHERZTR - 1215MFACAH2A (2 — o » 753 8) 41261, CPH( 2 — 9 » /¥
SEYR 3AIH D, FEEFEEE (B, i 5 DFFEEGICH 5> OEE 2Tk, FE23.2%

@ Seroconversion %238 12,

Ri L%E: NREIHBY * » 1) 7, HBe#fUl, HBeliff, Seroconversion, ¥ B &A%, AFAMMME

[FFEARBITFE]
INREBOHBsAg ¥ + U 7 (0~15m%) D908 & 5t
HEliz, FEEXRBELL, BEEZVELLR
1861 LR T 5 ERBRBHEEL 20005
BT, LTFTOBIROLWTHRH L, M, B
it e A~ TESHRitbz -1z,
1. HBeft/E(HBeAg), HBe#i{&(HBeAb) O %
FERBBic KT 3O RE
2. /NREFOHBeAgd> 5 HBeAb~DSeroconver-
sion T DT
3. BEERITR-> EFAOFEROESBKR EZOD
B R OR#IT o1 T
HlzE /i HBsAg(RPHA ), HBsAb(PHA
#), HBeAg, HBeAb, HBcAb, IgMZ HBc
AbizRIABETHIE U1z,
[ R]
1. T2FHOER TOREBRE G OHBeAg/HBe

AbOBHE E 1t BEHOATRIL(E 1)

= 1 SBROERTOHBsAgH ¥ U7 DHBeAg/HBeAb DRTHRER

E S 0~2i3~5|6~8|9~11{12~I15 14

% 14 17 12 15 kv €%

14 16 9 10 22 k!

HBOAZ(F) | (1gs) | a1 | o0 | 6.7 | o) | (9%
HBeA; E-—} 0 0 0 2 1 3
HBeAb(— (12.3%) | (2.1%) | ( 3.3%)
HBeA E—} 0 1 3 3 9 16
HBeAb(+ (5.9%) | (5% | (20.0%) | (28.1%) | (17.8%)

HBeAg B3l (27161 (78, 9%), HBeAg(-—) + HBe
Ab(=) 2 3 #(3.3%), HBeAg(—) » HBeAb(+) it
166 (17.8%) TH - 1, FHIH T2 0-21, 3
—5F TitHBeAg(+)M #h Z 4, 14/14(100%),
16/17(94.1%) Ci3 & A E23HBeAg(+) Th %, 6
—~ 8 F LI ITHBeAb(+) WHHERL TR TE H, &

Iz B2 A 2P BR RN R

( Department of Pediatrics, Gifu Univercity School of Medicine)

— 150 —



E@IT DI U 12250, HBeAb(+) DM ER U

T %, 12— 15FRDERHE TH 1/3 DBIH HBeAg

PEHBsAg* + )V 7 & 25 T B,

2, HBRELTWILWHBsAg* + V7720 0 #12
B & R ERE T DHBeAg/HBeAbD 43 15
(£2)

%2
EMELTLELHBsAgF v UPDAIBE
ERBERERTOHBeAg/HBeAD
MERHTO BROBRER
ik o +/— | —/— | -+
+/— | 60 (865.3%) a .;%) (n?s%)
—— | 0] 1 1
/ 2 (50%) | (502%)
—_ 0 0 1
/+ 10 ( 1000%)

HEEFADHBsAg * + V) 7 712000 #122 K D HBe
Ag/HBeAbH B OZEBBENFOBRAET, oD
FowrELL b EEF L, BBEZ L6V A
~THESHRebizY, EHL2EI W ATH-1,
Z it HBeAg(+) Tdh - 1260817 7 #1(11.6
%) 2'Seroconversion U 72, Seropositive Z (1%95.1
%/EETH b, Seronegative 26051 8 B(13. 3%)
Y5Seronegative’s D T, #95.8%/ETH 1.
2 & H HBeAb(+) T & - 72 1080 2 R BB E A,
reverse Seroconversion U7zt 84> - 72,
3. BERPOZ-EEBEFAFlONZRLE

KREERE A TOHBeAg/HBeAbD 43 (£ 8 )o

*3
ANEGR-EFRERONIBREBED
#ETDHBeAg/HBeAb

MERHTO BRrROBER
BE +/— | == | =+
4 3 8
= B s (20%) (53.3%)
—/— 0 0 0 0
3
—/H+ |3 0 0 (100 %)

EHEEPT - 1B BEFRAOCHZE LEK
KEE i T HBeAg « HBeAb %7~ d, 1B ¥BEIFF
ROVTH 6 OIEERT L - 1:RiE18 & - 72,
BRILTCE®ET /C, Ara-A, 1 8 —7 0
a DMAEGDORIBER2{TE -2 26, steroid
rebound #EHE & Ara-A 2 A SR 14,
steroid rebound®E#E 26, 41 v 4 —T v @
BEN 1, MNEHBE®E 2 C LFEERZE
AULEZBITH B, Ch oDEBETE > 1261T
SHFEEDORE § 3 {, Seroconversionid 1561
8 B(53.3%) & BEIT T » 72, Seronegative it
15611161 (73. 3%) IC35.C - I2o
4, /INREADEY: BEIFF XA OMEBRE & BK Lo

Iz oL T (K 4),

®4 Wit B BTN OEBMIR S KRR

Mo |16 | Cronm | e okl ™ | S | Gel,
1|m|8vem| 274 6M [CAH2A [ %=
2|®|13Yem| 493 6M |CAH2A | %
3(m|ev 128 |geeBES| caH2A | EE
4 B13YBM| 642 8M |CAH2A [ %%
5B |1uvam| 718 [geomne| CPH | =&
6 B|14YTM| 482 [Seroncpative| CAH2A | K
7|8 | 128 / |cAH2a| =&
s8|®|svem/| 14 8M |CAH2A | %%
9|k [10Y8M| 1430 7M | CAH2A | &K
0[sinvam| s[GBS crn | =l
1n|s|1zvom| 22 16M | CAH2A | &
2[%|9vim| si5 5M | CPH | &%
B3[H/iavam| 150 | 9M |CAH2A| =M
uix|l s/ 245 s |can2a| =m
15(8|8YOM| 664 7M [caH2A| =m

MR OB BRFAG THAR 2T 7215
BOEEREORE#ET LD, HR1261, KRB
BIT, Fit 6B~145% T2 HITHH L TV,
Seroconversion L7z M 9 BldH b, Seronegative
OHMiz 6 #A~160 Bitbiz o Tz, 3t
HEHBeAb(+)TH b kh 6 FEEXRDH 2709,
FER BT -2, 1Bl 3 —u v 58D
Chronic active hepatitis(CAH)2A, 2 %t Chro-
nic persistent hepatitis (CPH) TH->72, T D&

— 161 —



3 izSeroconversion LT 5 3, FFEEABEL T
ZEERDRD SNz, HEE TIECAH2A» 126,
CPHA 8Bl & /NREAT S BEMER K 2E L B D15,
ZORDI1I2ADOHBeAg(+) D 121 B BIFX DA 8
%3 HBeAg (=) - HBeAb(+) & Seroconversion U
tro H72, LOFRIRFLVLX1HICAH2BD 8F
#IRB 228 LT 35, Seroconversion# 2 £
H dOrebiopsy T, & ICPH & i b #E{bs?
TR Ik UTintz, 2D &5 ihNREOEH
B BUFF 25 Tt Seroconversion 233 & - 12 1T4d,
MBFRONBERIFTH- 12, BYr— b ik
LT ARERBYPLEE L S NBER 6 6, EEEH
YPrrEBX OGN BERAB 9RADH - 12,

[Z ]

INEHAOHBsAg %+ ) 7D BARBEEHB C &
HRABOEBEFEBRAORGREI/NEIAL b
TRAUEMNRH Y, BEETH 3, /NEHOHBe
Ag# % ) 7 DSeroconversionF 2 HEf Uiz, 6 ~
8 ¥ CHBeAbBMENXN FR LU D B, FXROD
Seroconversion® 25, 1% T& b, seronegative I

E5.THTH -7, C OB EER) BRY so)
L LABETH - 15,

MROEM BEFRGIIEE|NBETH 52
BE RV, BEHITEEXFERINTH» S,
1 EDEEBBE LR FEEVEE TEBLL
LTWBEMiCE FFEREZTLV, Z0MEBBe
HBVEBROFEBHOEE -1 — 2B IHEER%
Tl > T3, BEZTE > IFEEADSero-
conversion 11561 8 B (58. 3%) T L b, FHEEK
R 248 v HTH B 5 RS, 2%DSerocon-
versionE ThoTr, WNALAEBBERG TN,

ERTLEINOBELCLAZTALVR, BE
X ->TithBET N EELD, NEBOEKB

BIFF A0 C i AR G B TREN: T 25 4 B 1S,
Seroconversion 3 % L HRROBEE LBV EEA
BTz,
[ #]
1) BAETS: /NRHBV* + ) 7 OHBehL IR
Seroconversion DI&E : F-M, 27(1), 6, 1986
2) BARMEKS: BERFRY 4V 2ROEEBRYE
c BEEOHW A, 118, 536, 1981

Abstract
Investigations on Natural Histories of HBsAg Carriers and Clinical
Courses of Chronic Hepatitis B in Childhood
Sousuke Terazawa*

Ninety cases of
months to 7 years and 8 months.

HBsAg carriers in childhood were followed for 6
and We studided about seroconver-

sion rates of HBsAg carriers, the time when HBsAg became HBeAb posi-

tive,
the results as follows.

1. There were 71 cases of HBeAg positive (78.9%),

negative HBeAb positive (3.3%),
positive HBsAg carriers (17.8%).

histologies of chronic hepatitis B in childhood.

We obtained

3 cases of HBeAg

16 cases of HBeAg negative HBeAb
The ages of HBeAg positive HBsAg
carriers were distributed from birth to 5 years old.

There were a

lot of HBeAb positive HBsAg carriers from 6 to 8 years old on.
2. 7 cases out of 60 ones which were not treated became serocon-

verted.
So,

There were 2 years and 3 months in the follow-up period.
Seroconversion rate per year was 5.1%.

There were no reverse

seroconversions in HBeAb positive HbsAg carriers.
3. In the biopsied cases of chronic hepatitis B in childhood, 12

cases were chronic active hepatitis 2A
chronic persistent hepatitis (CPH).

(CAH2A) and 3 cases were
They seemed to be a lot of ac-—

tive histological changes in biopsied tissues in chronic hepatitis B

in childhood.
proved remarkably.

But when seroconverted,

histological change were im-
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