(R #)

HBs i, PiAORNEE) X Y A7 B2 OGS

HA FRIA* M ZiE*  EEE R MR ERE

BE HEUNEMERTEREZ O BHFR SN &) 2060 KFETICIT 5 iM% HBs $ii, HBsHifko
7% §)% Radioimmunoassay (i TER L, SRABDER L FHROBEZ R L. SN R24fic 517 5 HBs
YR, fEoRHRIEDOED62.5%, 30.8% L BIEFRESIO LB L TR, 7.7%ic HBs #ii
FEPLEDOHFERRERD N, Zhb k7FEFlo HBs Hilix adr 3> adw DHL—7x subtype Z R L7z,
EERFRB P 0 SMEHE L R TR I~8 B\ T, HBs HiRDIERI FR 24 L », TORHlicBWT, ff
BB T Dane pifa#RH L7c. BREYE» O, BERICHIF T HBs fiffkflio LH 555258 . HBs
VRS e 23 50, ¥72i%, HBs FURASHZ L, HBs HifAMEETES LizDnb HBs HUFRAR
HEE 2 R TESIOTFRIIART, FEE A" ~LBITL. Zhicx L TERE, HBs HUROHMERE

TL»>, BE(LLT HBs fifkflids A3 206), 250N HBs HURASPEME T, HBs HUifHiss BRI

857

EFOTFHIRFTH 7.

FZLC®HIZ

HBs #iilE X O HLiEDRH D729 iz Radioim-
munoassay {EASHENL S hERERICH ShTwn .
<1 solid phase Radioimmunoassay 1%, $iEE,
AESICBWTERTEY, 4% &L SFA
IN3HETHS.

SRR, WHAMATR, SMNEL D RS
R, FEEIZONWT, HBs i, HLikoLH 28
8/L, WROBIE, BHEMLRZWLERLTFRIC
2T HBs HiUi, HEBRWPIZEEL TS
EPHALMICLEY & L. BRmIITBWTIE, 5
BERFR TEBERBAL LDICLEELT, BE
D5 HIZZEDPELA EBRFFEE~ER T2 2 L5
I LT BB RESHEL NV D IRET S
TER/NEMERTEESE & £F 5 BHEAF 2 (SN B L BE5) 4
DEREBIZSE 5 HBs HiR, Hiko%HL 2

* RELKEEE AR 1 NE
=4 : 5441 B16H
BB ZAt : S44E 4 A18H
BIRIEE RS | AR /M 3-8-21 (F33%ktE )
(B105)
FAFKRy b FTFTAY b—THERHR
2 WM OB B

DTFHRICEL TR L.

BRAEBLURR

B 7 R

MK 1 NFHC ABEL C, ERSETAERE
TEREIRIC X > TEWT 2 7EE L 72, BUEAFR 10
B, SHERTR 674, EEZAMEATR 1541, BIEFR
17 ) GEBHEL 15 B, FEEBHRY 33 Bi)), Wi NFEME:
FFEE3E & 5 BIERTR 24 7, MRERZHT 45 1,
PRz 72 45, JRFEMERTHEREHE 24 B, NEA FIF

R 1B, ZOROITIEERE 29 Fl, 7498 flT
H5.
P -

BFMmETRo HBsAg, Ab (I abbott #-#lp
couted bead # v\ 7z solid phase radioimmunoas-
say ¥:i2X % Ausria I1-125, Ausab-kit #{#H L
7z. HBs Ag, Anti-HBs o standard curve % {E#!
+57%iz, abbott # LingD fE+mksfhl HBs
Ag, Behring werke -8l $r Au/SH HifkZ 5%k
FIRLUTHERALZ.

SP-RIA [Z & % Ausria I1-125, Ausab OFEEM
IZB83 %5

1) Abbott to Ling iz & v Mk s
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cpm MNegative control (net cpm)
219 785
100,000 21 £
218 3810

Positive control (net cpn)

2% 22

258 3%

22 50

i:g 22122

2 X 3687 =eeee Q
223

an
X 237.3

2.1%=4%8.3 -----Q
(cutoff Tevel)

10,000

1,000
s

@ cutoff level

0.1 0.2 0.5 1 10

16 % 6 % (1979)

@ Positive control

. 100000
ng/al ooy

Fig. 1 Standard Curve of HBs Ag.

7z HBs Ag @ 256 pg/ml OERER ZEHEARL
T, HBs Ag izxt¥ 2 1EHh#R % (E$ % & Fig.
1oz Lxth#izE. 2.0x104ng/m/ LA EDE
EOLORBEWERZDT, MRAELITRS
DENRDHS.

RXEE : HBsAg(Ausria-11-125) ¢ positive control
1% 16.7 ng/ml Z4#g%4 L, cutt off level | 2.0 ng/
ml Tholz. HEBE? 51T $Ev Negative control
miFo 78D Ll L&tk L+, 0.5 ng/m/ P E
o HBsAg e h s Z &2l 5.

FHEME: Ausria-II-125 v h 2 & b 5.0x103
ng/m/ ©» HBsAg % 20 EIJIE L7z RO ZEH) iz >
WTHETT % &, within assay @ CV 28 9.8%,
assay date D Z L 755 4 % v b THK S BRIETOH
FE LIz between assay o CV |3 18% L7z
v, HBsAg 20 ng/m/ ##{E L7-3%4, within as-
say @ CV % 10.29%, between assay ?» CV % 23
% L7329, HBsAg5.0x10® ng/m/ #HlE L7235
AOHFRMPRIFTH 7.

2) HBs HiEOBZA L FFkiC HBs HiikicBIL
THRET LT

Behring werke - 3t HBs $i{5£% HBsAg: Ab
DFH 28 F R WIE THEERR £ 17 2o .
cutt off level {3213 f% & 214 DRIz H Y, FHR

T negative HBsAg serum o E¥{HED 7SD %
BMx Tz, ERMFD 278 FHRO MiF o 20 F
HIE %2177 - 72K within assay ®» CV 2% 9.8%,
assay date DZ L7254 % v FTH S BRI OWE
L7z between assay ®» CV {3 13% THh vV F
ﬁ'&m,&ﬁ?'@&)o 7es

Table 1 |z{X, Behlinger werke -l > HBsAg/
SH, Ab OEAEMTE 2 HEEMR L TRITRTIRE
D 0.5ml FoOERREALIDEL, HBsAg, Ab 25
F 72 1 ml #hn% T 37°C, 10 [ incuba-
tion L7z, HBsAg, Ab % SP-RIA %, IEP i,
SRID & CHIET S & & biT, EFE(EME)T
miFF oEkE HBsAg kT, HBsAg, Ab &4
PREL-.

HBsAg: Anti-HBs A3 1 :1/2 277351 DiT
EM % T i B » HBsAg 33X U Ag, Anti-HBs
complex 23 b 7zA3, ZoifLiE SP-RIA kT
HET 5 & HBsAg, Anti-HBs & $BHICRIHE
. TibbHBsAg, AbHEFKEFE-TND
IREEIZ 35V TR HBsAg 237F7E L T b Anti-HBs
rEtEicRET S Z LA TER.

Fig. 2 OHE/NEWFTHER & 1% 5 BT R 0 EH
T, TORKEBPICEERREEZLILDLED
B, EM Gl HBs ki7 & HBsAg, Ab
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Table 1 HBsAg and anti-HBs are mixed in various ratios in vitro

anti-HBs HBsAg EM
HBsAg anti-HBs IEP RIA SRID IEP RIA free HBsAg
(cpm) anti-HBs
complex
1 2-7 — 368 (—)
1 2-6 — 336 (—)
1 2-5 — 386 (—)
1 2-4 — 351 (—) +H + + + —
! 2-3 — 353 (—) + H + + +
1 2-2 — 491 (—) + + + + +
1 2-1 - 1541 (+) +H H <+ + H
1 1 — 11403 (+) H +H + + +H
2-1 1 — 24005 (+) + + + - +H
2-2 1 + 23159 (+) = == + - +H
2-3 1 - 29705 (+) — - - - H
2-4 1 + 28340 (+) — - - - +H
2-5 1 + 28330 (+) = — - — +H
2-6 1 + 28325 (+) — —_ — - +

Case Sex Age Diagnosis Subtype 12 4 6 8 10 12 14 16 18 20 22 24 26 28 30 32 34 36 38 40| Fapernsof
of HBsAg Months |~ Anti-HBs
1M 26 CHESN  adr 68 g6 6—o-5 50—t t I
2 M 41 CHc SN adr SN LAl i I
3 moas cHesn  ard N3 SN . LcA I
4 M 22 CHESN  ade SN LA Le it
_ SN SN—LC A"
5 M 2 CHSSN adr 00 I
6 M 36 CHESN ade SN LCAL LCA o
7 M 30 cHEsN  adr SN oSY 00 . . I
SN
8 F 62 cHesyn 2r ———000000000 8
9 M 57 CHESN  ade SN ot oo CH. O
10 M 53 CHEISN  ade SN s o v
nomoa cwesn  oade SN SN v
12 M 27 CHESN adi SN SN SN SN SN CH active s
13 M 27 CHESN  adw LA oY 000 SN ms
14 M 42 CHE SN adr SN SN Precirrhosis LEA b
" SN cH
15 M 39 CHc SN - 00 06m0m0- 0 0-() O-0-0— 6——o—0 v
16 M 26 CHESN - aN oo Active o
17 M 38 CHESN SR - W
18 M 50 CHESN - SN SN OHactive v
19 M 43 CHE SN - XN : Vi
20 F 51 CHESN - N3N 2N Vi

+— HBsAg positive , o-—o anti-HBs negative , 0—0 anti-HBs positive
SN: sublobullar hepatic necrosis, CH: chronic hepatitis, LC: cirrhosis of the liver

Fig. 2 HBsAg and anti-HBs in 20 follow-up cases of chronic hepatitis with sublobullar
hepatic necrcsis.

DEAEEFEY, o, HBsAg 3 IEP & Tk Ab OFEEEMRMFIZEETEE THiT SP-RIA &
(Anti HBs [3[&t%) 27 L72B#liz, SP-RIA ¥ T T Anti HBs 3tk LTHBEh3 2L &R L
HBsAg i35t E R L TW5., 2D Z Lix HBsAg, T3,
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Histological

diagnosis

16 & 6 5 (1979)
Table 2 Incidence of HBsAg and anti-HBs in various liver diszases with solid phase radioimmunoassay.
HBsAg anti-HBs
1EP RIA IEP RIA

0/10(0 %)
25 (40 %)
13/67 (19.4%)
25/157 (15.9%)
5115 ( 9.1%)
4/33 (12.1%)

Fulminant hepatitis
Subacute hepatitis
Acute hepatitis
Chronic hepatitis
active form
inactive form

with SN 15/24 (62.5%)
no histological
finding 1/45 ( 2.2%)
Liver cirrhosis 12/72 (16.7%)
HCC 2/24 ( 8.3%)

0/1 (05)
1/29 ( 3.5%)

Lupoid hepatitis
Other liver diseases

2/10 (20 %)
2/5 (40 %)
14/67 (20.9%)
36/157 (22.9%)
8/15 (53.3%)
5/33 (15.1%)
17/24 (70.8%)

2/45 (44 %)
17/72 (23.6%)
27/40 (67.5%)

0/1 (0 %)

2/29 ( 3.5%)

0/10 (0 %)
2/5 (40 %)
1/68 ( 1.5%)
1/157 ( 0.6%)
0/15(0 %)
0/33(0 %)
0/24 (0 %)

1/1 (100 %)
3/3 (100 %)
2/68 ( 2.9%
16/71 (22.5%)
5/15 (33.3%)
3/33( 9.0%)
8/26 (30.8%)

1/45 ( 2.2%)
0/72( 0 %) 1/11 ( 9.1%)
6/23 (26.1%)
1719 (5 %)
1/29 (3.5%)

0/1 (0 %)
0/29 (0 %)

SN. submassive hepatic necrosis, HCC: Hepatocellular carcinoma

B& PR AL R

1) F&RRBIZHITS HBs iR, MEDBER
LZTOfE

Table 2 |34 FEfTE A 381 f]o> IEP i, SP-RIA
iz X 5 HBsAg, Anti-HBs OB 2R L1z,
BT SN Rz 35 (7 5 HBsAg (% 24 5 19 {51

(75%) DB TH Y, ORI L TERIZHE

HTh 5. HBsAg H—idthicHhtkam3 EF &,
HBs HFiRBEICEETH A HFRICE v T, HBs
FENZDOMDGA I L THERICHEETH D,
BEZR L, BU/NEMEIE LMD BMFR T
24(6/25)% (= HBsAg, Ab ILFBAENED bh
il

Assymptomatic carrier ¢ 7 5|51 6 Fliz3 T,
HBsAg &3 2~1.0x10°ng/m! OEfEZ R L 72K
PEFFZR (100%), HEAMEAFR (40.0%), 1BHEAFZR
EEE 9.1%), IEEEHE (12.1%) IZHtEE R L
7-. P <ix 500 ng/ml LA o by IKIE %
T LDARL .

HBs Hii i3 BIERFR (1/1, 160%), 2HERFRO/1,
0%), AR (3/3,100%), M/ NEMTER Y
PE S BIERTZ (8/26, 30.8%), 1BMEAFR (GEFEHEY
9.0, {EEHA! 33.3%) i HBs HifEA K L7z, HBs
FRASEE 7~ $ assymptomatic carrier T HBs

AT ZR LTy 5. JRBEEATHIRE 24 5
2B T, RIA ik AFP, HBs filf, Hiffk
BRI DR D, 83.9%, 67.5%, 26.1% L&
RKER Lz, HBs fURMBHETHELEZ AL T
WBEEE X 68.0% LEv. E£7z, RIAKIZX 5
T HBsAg, Ab 03EfF4 2EFNT 24 it 3 Flic
R b,

2) FFROEEKREEAL HBsAg, Ab OEBIHFN

T/NEMESE &0 5 BT 20 IR L T B4
KiZ@EBH L. 205 5D IK §Fl, 2350%
MoK Z B Fig. 318 L7z, SUWmERIcE?
> T SP-RIA LIk ) HBs iR ERBH 5.
Z ORI —E LT, fUEERE TLETRIC 400
A » Dane ¥ & 200A o /N F O HEZHT
W3, ZHEMBZLTHB kR &LAL, %
DHIE b7 v 27 2 F— LG —BIEOER
EHE®RL, HBAgZZOZAXDKTETRL
7z. FOREOMFEHIC EM 3T HBsAg, Ab ©
BEMERD. ZO% HBsAg EDKTZkR L
7z,

R HBs FURMEIME T 2 145, ZO%ED
BEIZIZ2EY HY, SME/NEEFEELMD
1BERTZ 13 fFlH 6 551 10,000 ng/m! LLF 2 —
BiIZIE T L7z0b, BEREEZLT, £HhIL
BIIEGENICEBEE R L. i, 13 fif 2 fF
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Large Au P.
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6T (RIA) Hes A1l AuP.

KU ng/ml RIA
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105-;

800 38400~
19200~
104-| 9600-
600 4800-

2400-
103-

1200-

400 600-
102-| 300-

120-
200-} 54-

20-
2. 10-

0
HBsAg (IEP)
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8 10 12 2 4 &6
1970 1971

Serial determination of serum HBsAg, anti-HBs, SGOT, SGPT and electron
microscopic observation of serum HB particles in clinical course of a 23 year-old-
male with chronic aggressive hepatitis.

8 10 12

861

T 100 ng/m/ LAFIZIET L7z D% HBsAg (3f&
L, HBsAb 3@ EZ#RL IEP ETHLEM L
Totc. RBIEDEFMIFBUOERE S LBIELT
5%, %ETIbb HBs HEDEAD RIFT,
HBs HiR DRI Z ETLORFEX BT T
b5

FEIRAREIICfE 9 HBsAg 33 XY Ab 0% 12
~20 % ARICh Tz VBB L IRERLUT 0 6 Bliz s
Jiz. Tz 1AL HBs HiRH3FefekatE < HB
VAN E#E L ViRT Lo, 1A : HBs HFAHA

FifehmtE 2R L, HBs ik B IZ@ETH 5 L0,

II1 & : HBsAg, anti HBs 3%+ 2%, 1Ila: 5.0
%104 ng/ml Pl EOEEE & > Tz HBs iR
PETF, BT 31y, HBs Hifkffid LE %
s+ Ho, IIb: HBsAg, HBsAb »tHi%, Z58h
FLDERL, BRELELT 0. IV R {HR
#% HBs HFURSRMEI T 225, HEBER LAY
Lo, VA : HBs HURMEMET, 5> HBs fifk
BB F T B 2 R T b o, VIE:
HBs {1 T, HBs HENEAE REHRWE
(e dy e

HBs HiFEBMED SN &5 @A R, 183
5, 117 3 {7, IIla %I 3 {5, IIb %I 3 {5, IV 5
2, VA4, VIRSFlTHoTe.

I %55 L7z 3 5 1 {51 chronic carrier, 2
i HBs $LRBHEDOFEZE A" B~ L BT LT
II A% 7R U723 i HBs $RHE © FFEE A7
Lotz Ma B 3 o5 5 1 flix HBs HiRER
D SNRIDEFETLLEEY, 3F+ 243 HBs
HEREEDBMERFR L ln o7z, b BERLK3
iz HBs HiRBEORFEE A’ Liz o, IV AL
2 flix HBs HURRRMEDO BT ~, VB 1 il
HBs HiREMEOBIEFR LIz o7z, VIELS fif
1 513 HBs $FRMEOBIERFRIEEE, 5 Fif 4
Pl ERFTHY, IFRERERBIELEY
TWwa. 3ELNL SEDBRRZEY, SN AR
S EFE S ~DHERE HBs HEEEEERR X O
HBs #iJf, Hifha %% < ViR L7 11 fild 6 4
(54.4%) izHx bhlz. Zhicxt LT, HBs iRk
P> SN Al % £k 5 B IEFZE 30 Fl0BBFAZE T,
340 (10%) HBFFELE~EHER LTV BITTER .
TEOMICHL P2 FHEOERVETRD NI

Presented by Medical*Online



862 BE$ 16%6% (1979
GOT HBsAg anti-
GPT (Rllg HBs
kv ng/ml RI:
nit ~ '
105- u . SNMC 40m! )
800 38400- NZ
19200 J, 200mg 300 ’
10 9600- 216.4.9 21459,
8004 4800- 7/
2400- ..
103- H
1200-
4004 600-
102-| 300-
120-
200-] 54-
10 -
20-
2| 10-
8 HBsAg (IEP)
TTT 9 9 6 8 6 5 4 6 7 9
Z77T 13 9 11 13 9 8 9 10 16 14
-9l 2221 21 16 17 18 24 22
R A H+ O+ # # + +# +  # +
8 10 1 12 1 T2 T3 4 s
/'13 /74

Fig. 4 Serial determination of serum HBs, anti-HBs, SGPT, SGOT, and electron micro-
scopic observation of a 24 year-old-male with chronic aggressive hepatitis.
Representative type I in correlation between alteration of levels of HBsAg, anti-
HBs and that of glutamic pyruvic transaminase.

IR X D EICER 2R 5.

(I7] BHATR SN, AN, 24 5%, Bk

43 FOFIELK HBsAg IFifcitETH Y, H
ME4ELVIELTWS. HBsAb mpEAITESL,
FHREFD GPT o—i@tkon EH % PHA T 16%
~64x|z, RIAETIX 64 U/ml £TLEALKZIZ
LA 63, HBsAg X ESIETHEICHEETH
v, FFAERTIZ, 143 »HoKEHICHmEE
D MIRIROILKR, BRARHEDOHAEZED, /I
EWEOOTAREAELT, B/NEEROBEMBED
D, FEE~OBITHRER L. FF#iET L Kicg
DIETIREZREN S L) ICELZ R TRELE .
SHROERNPEE SN THS. FEFIZ2H
DEBRMBH Y, 2[EE O FRYE, HBsAg H—k
(b4 2R S hizds, BUBHLL T,
HBsAg carrier ¢ 75 5T 3.

(II &) HM, 20, Bt

BF4SE8 BIZRAEL, FI04ER X v BT
RLLUTERITTABMEL T2, B4E9A

WY BRICERRE L. ERRATIC R ERB L Tz,
I, SRERIIED RN, Yo REER
BEARER, BERLLETHY, BEFATIIREY
DT, FHEERERED Fig. 1ITR L 2 X
HITHB BT T, 72720 HBs HURMHME %
R U7z REE9 AICiTi - 7258 1 EoEESimE
T, WRERIEHESE214FMTHY, FER
HEE AR THRIAE Ly NESCERFET 505,
NIC—B L TRA OREEROMMLERIEZ R

fo. RIREICITI - T2 AERG TIIBHEFRIEEHE
OB X TR & POEOBERD Y, =0
PHZH/INER O FTEEE 2138 L 72 AT REMEAS K T
Sfc. ZD%, BUFERBD Y, ZOBRF D 46 4
12 B8 2 BofEEgERE, FERETR 7.
HERRTIFLZ 28BN S X 5Tz
25, BRITAREES, FPERERE T Fig. 5 12 R
FTZELE[ LTz, FFREZ 214, 216 B
T, BIENC R TREMBREEENR B S, £2KE
OUMBBEI N, FFERTIII/NERDO KT
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GOT HBsAg anti-
GPT (RIA? HBs

KU ng/ml RIA
unit
105-
£20 38400-
19200-

10%-| 9600~
4800-
2400-

103-
1200-

102-| 300-

200~ 54-

3mg
2MPG

J— 250 mg =20
.v_..o—-—-o. 5

| HBsAg |

3157 4349

0
HBsAg (1EP)

L e —

117

Z77

¥-gl

Fig. 5 Clinical course of a 20 year-old-male with CAH. Representative type II.

DRI NERDRE 1 S ROHRIHITTERD B
n, ZOMICIEMEOWIEITRL, Rz, YN
K - IFHEROFEI AL bz, FOKMFY
YNEUMEE F T RT 2 F—EEMEEITTEE
BER LA, e ZTT, r-glob &, Kicg ix
EbL7e. 5 »ARICH 3IEOEBHEREZITR
S7eds, FFERmEIE 314, 315, 317 B oiiElICH
~NFREHBIREGRERER L7283, FFREORigL
HEL, TFEEPOHEURT, HOREEHLEDS
n, ALNICERER L. FRICTR - if4E
BigTE, Ao EABERHEL, #iElick
RTEHMIZ X o T In - 2fE I, L
7-RT#Efa, Rosettes Fi3DFHIBBSEIET S & &
HiZ, Vo B, FWEMROBEEZRD. 20
BATBRERERBILE L. S6I2T vA%D
47 4F 12 BIZHEfT L7256 4 Bl OEESRE T,
FrRmEfGE 315, 317 B CTHIE L SIEFE T b
3, REEREGRIHELL THEAREICEL
THEY, BIIIoITERLE. ZOBOTFARE
TIREEREHSL VAL, LD, Rosettes f5]
DORFHIRE G U 7223, RIEIZEEH L 72, 4848

BIZE S BIOMBIESERE 21Tk - /2. FFEREHII,
434, 437, 439 FHT, —WICHUREREREE
NHIEL, £/, HEEFE 4~5 mm OFEHIHHS -
Lot FFERKTIE, FERBSOKRE S 21
L, —HICIIFOHE/NERDOFEER 2D 7.
HBsAg {3#epati(t L7243, HBsAb (J{KfED F
% G, steroid hormon EfRiREIZ 4 HBsAb |3 &
AR EDRPoT.

(Illa &)  1BMEAFAR ¢ SN, KK, 555, Bk
MEAFn 44 45 5 BEFRICTHFREE RIS h 72
WEFn 47 4 7 B OFFERIC & 2R EGI 18 %
fiFZ ¢ SN ¢, HBs HURBMEZHIT T 72 25,
BEZHIVAARMITHEHREEZLIZDD,
HBsAg [ZR&#EILL, ZDZ 5 6MP 2k 34K
DO LTz, ZOHIIEHEERETHS.
—J540 HBs fifkix, B¥A2 »ARTkY LR %
{3 L% 1,000~4,000 RI unit #ij{% CEIFEZ Kt
S-GPT n{ETicfEvy, #i HBs fifffli b 2% &1
L%, BEBHEERLTWS. LT, FFEE
~DBITIZRL, BEFRIZBEZ T3,
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GOT HBsAg anti-
GPT (RIA)  HBs
KU ng/ml RIA
unit
105-,
00 38400+
19200-|
103-| 9600-
-004 4800-
2400-
103-
1200-
4004 600-
102-]  300-
120-
200-] 54-
10-
20-
2 10-
HesAg (IEP) + +++ + ++ +H - - - ———————
TTT 6 9 7 10 101 101 101
27T n 14 13 14 17 201 20T
r-gl 2 22 21 26 25 38 25
R A H# 4t #+ i HH H H O H# #+ H H H
75 56 7'8‘910r11’12‘1,n'2'3'4'5

Fig. 6 Clinical course of a 55 year-old-male with CAH. Representative type Illa.

(IIIb %] ST 27 &% B

TBFn 44 4 5 B 2T RICRERL, 3 » IR
Mg L7z, 4747 A 19 iz GPT 1300 KU %
T, % &7 L7z predmisolon (3 F EHE D=
HDWELT, silimarin 6T 5Lz, 52
7 2+ —¥ o&a LAAz HBsAg |3 105 ng/m/ L
LoOBEEE R LA, HBsAg IFERE—FFHET
Liz. ZO%BEER L CHitEREE2 L 572 b
FURAT IF—F¥ 1 300~600 KU DS CLEE) &
ftid7z. 474810 A 13 A OFEESE T H N E 214
FEH, SN S BHFROMEBEBE R L. 48
4 5 § HBsAb 3 120 RIA unit & 5.1, HBs
Ag iXI—REMYIC 2 ng/m! TR TF&#RL, IEP %
TIEMEEERLEY, 20%FLEA 2R L 7.
HBsAg OIgEl FRDOH L THREREZL 72. 49
FICAB L, HBsAg it 1ng/m! LIEFL, —F
HBsAb 3 LR %R L7z, 3 ADBERETAERT
ST~ LERL 7z, Z0O%S0ETAE
T, HBsAg, HBsAb & L2 TR REIIE L
WTWn7zAs, 8 A XY HBsAb 23ffticER L, b
FUVRT IF—EDRE LR ZED. S0EIAH

DIFIESE T 439 Fith, FHBGTHEZ A" ~L
BT L7z, HBsAg 0/l L{ETF 2~ L, HBsAb
T ER LTS, BEMCEEIF S L 5.
SN B 6 BHNCFREE ~ EHERE LIZRER & L T
EHENhB.

(Iv &) IBHERFR SN B, DK, 5753 Bt

MR 26 42 L 424D 2[EIFIEH H Y, WHEFn42
EIZIRIME 5 v 27 L F—EEEREL, Bk
FROBFRE VDN, Z0% ) 4 EAMEEER G
ELTWS. EEERRIIKAGA (322 Fih) T,
SRE RS2 CHCSN L 22Mf X v 7z. predni-
solon (20 mg/d) & 5-H iz 47 F2 5 48 LFiT 2 1T
ThrI v RT IF—EDERR EHR 2 IEMHICE
BENhlkz. brxH38 0 zAMEFICEEHT
dane B F# 28, HBsAg nMEzE o 7z. PS
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48 £ 8 AL IR L L. FFRERBEF L &
>TET, THREFRETHS.

(VE) B4R SN, TK, 395, Bt

B 43 FREETHEETTE2ERI N 7225,

Presented by Medical*Online



HBs HiR, fifkoRAES L ) B/ BIEAFRORI

GOT HBsAg anti-
6T (RIA)  Mes
KU ng/ml RIA
unit | Q
105- BM_ PS
5004 38400- —r— §MP
19200- 3mg 15mg T3, m‘g\
104-| 9600~
4800- IAZ 3
o] 2% f b\
: I
1200- A 42 § 21464, 59, R 21469
2004 600- it A ‘6
- : l‘ ¢l :\ R HBsAg
,“ ] lI 1 “ “”f
120- ] 1 u, / e L)
1 ) J “ p o \ '\“‘\ lll-—--“
R0 oo ] B 1V GPT 7 Ay \ \/ v\
L ) / / \ /' N \7 \
20- - ‘L I‘ ! y )
> e
2.| 10| 2 ‘.‘:}f//g.OT
HBsAg (1EP) T+++++rr+t Tt
Al e e e e m—————————
TT7T 5 7 8 6
ZT77 7 10 8 8
T-gl 20 20 16 14
6 8 10 12 2 4 6 12 2 4 6 8
n '72 73
GOT  HBs. anti-
GPT (RIA) HBs
1{1] ng/ml RIA
unit
105-
800 38400~
19200-
3 4
104-| 9600-
£004 4800- \l/ \l/
HBsAg 214,69 314,69
2400-
103-
1200- ¢\
/ .
4004 60-| Q s R ?‘b _../
! ]
102-| 300 ' : ’/s--\
d I 5§’Ab q
120- / GIPT /: b-. \oq)/\ o
200-| 54-| SN NP
fos \’ k. \
20- - \A\ -
. 165 bb'dGOT -~_,\\ ------ y o \—:'R‘—'r‘
o S ‘&-o-é---b-o
Weshg (1EP)  +3—+++ + 4+t ++++ 4+ — ——+——
T171 7 8 5 6 8 6 4 4 8 8 6
Z77 10 8 6 7 10 6 S 5 1 10 9
¥-gl 21 16 16 17 14 16 15 17 21 18 20
R A H + H#+  H H+ +H +H ++
5 6 7 8 9 10 1 121 2 3
‘73 74
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#E, BRMEE L. 47 SEICBMERFR L2 S A,
47 42 6 B 10 A IERESE T T4 R © /N EMERTEEE
6H29BXVFVLEK

RO BIEATR,

ical course of a 33 year-old-male with CAH. Representative type IIIb.
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Fig. 8 Clinical course of a 57 year-old-male with CAH. Representative type IV.
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Fig. 9

Clinical course of a 39 year-old-male with CAH Representative type V.

DERFEEZEE L IZ LY, S-GPT ATHT 5
L3tiz, HBs HifkbIEFLT, HEBMEZRL
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Motz
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HBs $1Jf7, HBs $iifh & LEM2 2 L2 ER T, 11 2.0 ng/m/ T Negative control ¢ 7SD % g%

2EDOFREFICITME b 7 27 2 — EEER
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BE~DERITIHA LD LRI,
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& LTEhiF 0.5 ng/ml P L HBsAg 234 HH &
, SUEUE A3E v PHA % (passive hemagglutina-
tion) LB L THLELIZHWMTHD L X 5.
HBs HUROFFRBICI i 2R A3 AR B (2 B8
LTE<L OHEIND 549, Table 2 iz Immuno-
electrophoresis (IEP) iz & 5 HBsAg ® f& =
L RIABIZEBZNERELIZLOTH 5 25,
AMERTSE T3 IEP 3T 19.4%, RIA T 20.9%
LIZEFRBREHEEZ R LTS, THE?ZA
AT AR > HBsAg BtESR 1% RIA % T 77 ]9 32 {1
41.6% T, 32 filth 7 4 21.8% AFREELZRL,
i —BEOBETH T LTS, £z Ni-
elsen 583 HBs HUR S —@MEREEE R 3E 1 13
BN CREIR(L L, 13U ERGEEE R L)
DIFTRTEBEFRICBITLIZEL TS, 13
BUANTEELELTWEL0LHY, F 72 HBs
WREBGHEED 2 5l Th, BHEFRIZBITETS,
75421 carrier state IZBA(TT5H L dH -7z,

TBHERFZ2 TII MM 12 RIA 3 12 X % HBsAg
DRHBLRERICHEETH EH, FIZSN &S
BRIz VT [EP #£62.5%, RIA % 75%
LERICHETDH DB SN 2E235L0
NBBEFRIANREDRERNEHEEEL LS Z L
iRV A

BAEy A VAMFROFRIE, FHICEL THBs
MADOEARE L, ZOEEHHRE BT A VA%
PR OB RIEMRICEE TH S = L 23, Al
meida?, Barker®, Lander'® &z k> THhHEH &h
Tw5s. RIA ik 3 HBs AR ERITIEME
FF48 T 42.3% (11/26), SN Gk gy
VDB INERIT 46.2% L L, 2D H B 116
% X HBsAg, Ab O#FHFLZRL T 3.
Lander 510 |3, MS-2 #EERORKEL L T,
HBsAg 235tk T o7z 3FF 1 flic 18 A Ich
729 HBsAb L Tw5. %7, Krugman,
shulman!? |z T4, HBsAg, Ab oitfFnE
E»RBHD LN TS, HFi2 SN B2 R38R
BRI, ERIL 3,5, 7, BoOSHICE W
T HBs fiifko /i ffio LAFHY T, HBsAg & HBs
Ab » immunocomplex B4EF AL —F L T,
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EFRMIET, Dane KiF&MFIZERAL T3,

FFR DEEFREE T Ik EICh 7z b HBsAg A5
KRB SN BEFIZEBWTIX, HBsAb % [FRFIC
BRH LT BEFIMRL D, s I, IV BlzR
FTREFIOZ L L, —iEfkic HBsAg 23 EtE%E R L
7-fEf T4 HBsAg & HBsAb n3LfE# 8% T v
3. Ziix, Lander'®, EH® ofEF LFEEIL
RETHDBLEXW. Th—F, HBsHE
PR TERWERY R ®]E Sh
TWwbZ LIk b HBs HURH BHikD SHEFRTE
RERE, BT RERERCE T 5 HBsAb D#) &I
W OPDRIGER DB Z LB REND. —iBE
@ HBs FREER 026 HBsAb o F71fl iX K
WA, HBs ik RiiEhizz & lnrn, M
& HBs HE ot iz HBs Hifko ik e L
TOBENHERI S 7-h, HBs FikDEA MR %+
DFE ¥ HBsAg DfgtEfb L o2 ing L O
FrasfEfish 3.

Almeida 59, Field iz & - TAMIFR T MM iF
GOT, GPT B LEH+23LE0C HB v A L2 OF
L Eh 3, Dane HiF2R3HENE L BB+ 32
LHEHELNIIENTNSA, BEFROSMEE
iz T b Fig. 3, 8 1R+ 2 &  BRATH 3~
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Mz & D Dane piF23HE 5 Z LI IBHERF
R O] L AMEFTR ORIBICHELESFEEL,
BN THB U A LA LEET T 5 &
Ezbh5d. M BPT Eo—@EtED ERHD
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B N TX%. 7 @ immune complex FERRIT
£ 5 MR o £ O MY L RETE
. HBsAg, Ab BX U ZFh bDEAWITOW
T OF3E1X Almeida 59, Shulman #,19, Lander!®
SOHELD-T, FERBMICEARRILTH
5L z5TH5H, HBsAg L < |Z Dane {iFiZ
X A EENRZAFRREERD D, MIEBEICHEN
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BRHEShB W) RFICREERHZ X5 ICBD
n3.
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B CHEENLERT HRED 2007 V—7
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PEFFS T 6~9 » AT 2~3 BT 72 2 BIRICHE
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DIRT, r 7a7 V) ORI 2 ERK LN,
& b ICHEBLRFIC HBs Fiiko B+ 361, » 50
i3 HBs filR otk +2 Z e & EEShTn
%%, Fig. 6 OEFT, 6MP 50 mg 5 itk
HBs #ifAn LA &, HBsAg DIET & &8 %R
RED. FHEOROBMEE T CS Fik#
HEO—EED LRER LDz LIZL Y, HiE
EEDOWHIMBRICE ABERLEZIONDH, —F
< Fig. 7 ofERIIZE v Tit predomsolon 20 mg
DEEVRBEBEOOTILES S 2H2LRY,
ZOROEMRENICIZ HBs HEDOHMESY X7- LT

16 % 6 & (1979)

BY, FEMOBMIALATH RN, Z0RE
B L TAKEYF HBs RS ICHEZ R
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VRLEDLN S EMHEHEEIT CS itk >TETFLD
BHIE Lot DREBIZ, HBs HFENOH
BT AHETIIRBREICHE L TEOEEPRD TS
HEHIZHBEL TS,
% W

R/ NEEMEATERSE & 1 O BT R DER ARG T,
B iR 2 0 & LT, Radioimmunoassay
HBIZE - TliE HBs i, HiEED L2 ERE
L, BERIFRU ANV LIFESE L OEE, YRS
DHERE L THROBEZ BRI L.
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Summary

Study on Clinical Significance in Alteration of Levels of HBsAg
and Anti-HBs in Chronic Aggressive Hepatiti Severe

Yasuhiro YuMOTO, Yoshikiyo TANAKA, Tsuneo NANBA,
Gotaro YAMADA and Kiyowo Kosaka

The First Department of Internal Medicine, Okayama University, Okayama, Japan

The incidence of HBs, anti-HBs in 24 patients
with chronic aggressive hepatitis severe (CAH 2B)
were 62.89%, 30.8% respectively, which were more
high in the patients with other form of chronic
hepatitis. The incidence of coexistence of HBsAg
and anti-HBs was 7.7% in CAH 2B in which cases
subtype of HBsAg showed single subtype of adr
or adw.

In follow up study on 20 patients with CAH 2B,
a peak elevation of HBsAg levels was detected for
from one to 8 weeks before the peak of raised SGPT
levels, at same time Dane particles was observed.
Thereafter titer of HBsAg become decreased or
negative and titer of anti-HBs increased in late or

post recrudescent stage of CAH 2B. The patients
with CAH 2B, in whose serum HBsAg maintained
positive fore some months, or values of HBsAg
and anti-HBs fluctuated crossly with RIA, pro-
gressed towards picture of liver cirrhosis A’ histolo-
gically. On the other hand, prognosis of such
patients with CAH 2B was good, that titer of
HBsAg decrease to become negative after the
recrudescences of CAH 2B, and also in patients
with negative for HBsAg or with relative high
values of anti-HBs continuously prognosis was
good.

Key words: chronic agressive hepatitis, HBsAg,
anti-HBs, radioimmunoassay, Dane particle
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