(FGS)7} 19 (3%) el A e},

2) MN ¥ chronic persistent hepatitis (CPH) 7} 5
™ (46%), chronic active hepatitis(CAH)7t 49 (36
%), acute viral hepatitis(AVH)7} 19, H4te] 19
(9%)0] 125, 2719 QA WRREEY), X
BER(1Y), mR(19)eR Jehis], JA4xjow i
B B e e 2/129 08 gte),

3) MPGN ¢ liver cirrhosis(LC)7F 6% (50%),
CAH 7t 69 (50%)°] 9120, 274 F4L MBS
), BARGY), WERB1Y ) d.on, o] e A
Fh A4 QL FHBS el Asie(e]l R 49 & BF
R gEite] EMAT WEBS ERe ggsh)., &,
KiE) AXMY), 2ARBECY), BEFECHS
o sisienl, Re MPGN ) 7+ Fgmel BAA +

472513 d4d RERo e BREY)E A58
Y 4 A ; I

4) CSGN & LC 7 zg} CAH 7} 19, Ao} 19|
93, R A4 MENTR(Y), ROEGY), X
BMROY)Z YEsgs |

5) Me GN(39)& CAH} 29, 4] 190lgle
o A% RERRARKE LR, NEREoS tu
25 944 Famel 3AE sl

6) MC(3% )¢ LC, CPH, CAH7} %3 194eql
25, R, KHkE, WERHE YYNT)

ol el A WM U FF) an{im:} PR
Roe FsBHNS By W

7HA ANEE FRE .

S LR PR

_,

L
AtrMAlIgoi M HBY FA|Xjol oim
BIAE BE

WREL ARt

C ORI - R WA
¥ - RAN

#elveke BY sboldaq 1S ANE0l wa
2725 gpfo2d BY wlolpiA4 4is) Ty A
doz ¢ glvh, 4A4TH YN BY spolya
A AAY Asde] WAL WA dctn Y ol
HBsAg 5t 4474 Y59 FA) o4 & A4F
7K el fch. Ao E BY i vholsart 4R
4 221 E Jinel i) B ALy WG
U o] 3¢ Aelele A °l-‘?°l L L EE:E U
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Table 1., Comparison of Various Parameters betw-
een HBsAg Positive and Negative Group-

(Mean+8.D.)
HBsAg positive HBsAg negative:

group(n=6)  group(n=29)
C3(mg/dl) 70t 10.4 96+ 34.9
C4(mg/dl) 19t 6.0 20+ 12.6
IgG(mg/dl) 1,0154348.0  1,035+259.4
IgA(mg/dD) 316+ 64.2 259+ 82.3
IgM(mg/dl) 1971 66.0 138+ 33.1
IgD(mg/dl) 45+ 11,0

60+ 36.3

* Ig=Immunoglobulin

AEoe A4Ys HBsAg 34 ¥UU 474 A
S 7% WFA dd NP BAS CHY WF
3 ¢4 AxAMAN A HBsAg, HBeAg-& EHG #
44, IgG, C,E9] Azte] FUR22A W YA
AR ¢ Aelejz 2353 g, HBsAg Y56
FUE AT YRS AL, Memhrano'us glomerulo-
nephritis 7} 744 g3 4 F4€ > ¥ S ert £
fietn sy waxie] wel ojqe] glon I WEd
AR o} o)t ge AWelth old AxFL
AxA A7 sl AA4TH ANAS, §5 HBs
Ag #-Fo o} 4 45t 44 Complement, 49 F
24y 3 A2 A4 A vl agdsazt el

1) 4 85¢41% HBsAg A Fol 641(17.1%) 2 @3-
8o, 2 sl HE AW ¢ 88349 e o]F 1L
djelA a4 ¥F4 Dd-& Fissicl. HBsAg &4
348 2091 (82.9%) 2 W=t 169}, 4=} 13 HF
W& 28.54 4o o] Anti-HBs §4) o 7+ 84l (27.
6%), Anti-HBs @47} 214} (72, 4%) gl o},

2) HBsAg £ AF 6% Y vl § MQl A 971 14
(16.7%), 239k 3o (50%), ¥ o} e 25 Fob
¢ A-+7} 240 (33.3%) 95}, HBsAg {43 204 %
Xealb-g vebd o b 240 (6.9%), =4 X 134 (44.8%),
Yol Gl § BF vebd odsb 136 (44.8%), 2
B2 Yk} e 2T Q38 67 14 (3.4%) 5 v

3) HBsAg 429 244 % & $¥-¢ 4.6+4.738/
day QR(ABLT 4] 66.7%, AFTToISe Yy
24 38.3%), HBsAg #4794 244 & 3L 5.2
45.918/day (A B FTF 1940 65.5%, ALBFTolsly
AR 1044 84.5%) A

4) HBsAg 44 T3 44T 94 C,, C, U Ao
T4yl Table 13 e},
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_ 5) HBsAg 4 2% AX3 34 Astel wie} EH
tid, (Membranous glomerulonephritiaz} Se§ (50%) ¢
29 o] % 1ol W4 ¥FA A& iz Non-
proliferative glomerulonephritis with subendothelial
deposit 7} 24 (33.8%), 28] & Mesangioproliferative
glomerulonephritis 7} 1¢§ (16,7%) f=}. HBsAg #4
T4l A+ Minimal change lesion 94} (31%), Memb-
ranous glomerulonephritis 7} 5d) (17.2%) IgA nep-
hropathy 4¢f (13.8%), Focal and segmental glome-
rulosclerosis 34 (10.8%), .28]3 Lupus nephritis,
Chronic sclerosis, Diffuse proliferative glomerulon-
ephritis 7} z+z 248 (6.9%), Non-proliferative mes-
angial deposit 7} 14 (3.4%) 2™ YA ld& &
2 Aol 4 3kt

Chiiz, MBSET W LYLURTE AL
HBY gA{Xte| Yd#&

gersie s
el - Y8y - Y

3ed BYA4E vwholadd ¥4 Ee A 4
Fal Ad #39 4y EE AL ATANA YR
ol o] AFTAl Ad¢ doxivin FF#A St

as fedele By Ew 2FTAY PAd
E5h ¥ Adojez AFAAEY ¢ 424 B
W Eg AR A5l Eoha ¢ 4 oA a2 714
=& ¢ohas]l A 47# el

QA15-¢ 1978w 144w 1984 WA W%
94 Agistel 94 E2E o FLTU /ABA
Q43 4ATE 18493 Y433 4 AT
#2979 % wAez &+ radioimmuncassay &
B¢ 94 FA44 BYdd E4 ]l HBsAg, An-
ti-HBc, Anti-HBs o343 444 ¢ &F 474
Adss) A, 28l A2 44 34PL B AF
A2 A8 24A¥s] BYAY o] ai 24
+ sta+h

D AP 18493 HBY 34 =& #47}
dAQlAE 1519 L8 71.2%92~ HBVd-4N
7} 2% 4494 B 539 22 28.8% % A sH4l .
=g HBsAg FA 4l M2l 24922 18.04%4 ¢

2) & AlA T lei4 HBsAg ¥4 -§& Minimal

i
change Nephrosis %3 82902 6% (7.3%), Membra-
nous Nephropathy $=} o9& 1% (11.1%), Fécal &
Sclerotic glomerulonephritis 82} 333 & 69 (18. 1%)
membranous proliferative glomerulonephritis &}
188 % 4% (80.79%), Mesangial proliferative glome-
rulonephritis 82} 159 ¥ 4% (26.6%), Diffuse proli-
ferative glomerulonephritis 82} 129 % 19 (8.3%),
IgA Nephropathy &=} 204 % 24 (10.0%)°l 915}

3 VYR T AR EIRA 2073 F, $4A
HBsAg 44 4& 209 2.8 6.7%52 ¥4 A3
HBsAg #4olA HBsAg 9422 § & s9os
2.6%9 cl1g&& vy

-9 —

BA WEROIAIL) m% BE Fk ulolai2
IR #Me NHE®
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1971 Combes $¢] HBsAg 3 ¥ai§ 44 W sdof
W Agos YEY ofF, HBsAgel Aum4 ¥
Q 9ol W Aol viel Wi W& vt dsish
¢3¢ 399 endemic areacjm e, HBsAg 9 44
FA 49 94 49 A5 € weE Al AT

ool QAHEE 10799 1M¥E 10684 1044kl
A3%F, WAATAE, AL oE AN
1929 % WAANAFLE AR 12, HEEL
BAE AR HAHe] flu ol £a R A
¥ A4 B4R 263494 W4os NN HBe
Agsh anti-HBs ¢ #3#od chist ¢ AEE ¢
et

1) HBsAg F4&& 30499 AT% WAL 52
9 (17.1%) .84, 2,634%95 A2FF 3249 (12.83%)
o W& #9% 2741 A9=Hp<0.01%).

2) Anti-HBs9] 42 269099 AUY R4
o4% (84.8%) 224, HEF 1,583 % 6399 (40.4%)
ol Wi &SI Aol 8l 3A=H(P>0.05).

8) A4ziee sld AFFFo e HBsAg 34
o] 158 % 8844 (24.1%), anti-HBs k4] §o] 128%
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