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g 98e 3loz ddo) Fg A5y} A= 3
r}, @AAR] AHEET e HNBEARE dgdA AL
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ghohs Bk e,

olo] A7AH= BY wlelzlaA w4 &FA by
#AE dog AHBO|LE 7|7t Fojsin, FoF
77He £ F 49 JEHES Fostgen o] 7z
Qo] e Rolr Rojo] o3 wAAbel WE, A
HR2ole FAFEF FiEle dodefe Wzl o &
o} AEHE Fodol o7t A e W58 wAF
o824 olejgt Fogupiie] Wsty X5/|HE g
2L A& APkt

Hodee AR st ARE Jehle 83
alanine aminotransferase(ALT)3], ¥4 B3 7t
vlolz]A~ DNA(HBV DNA)Z % d3uls Axe
TYET) Y458 2E4e2 Yehle WA solu
ble interleukin 2 receptor(slL-2R) & & A)sl¢lx,
+eld 2YTE o]8sle THZ T HZE FHEA
A% TH=T9 #A3-E el interleukin 2 re-
ceptor(IL-2R) oFAdal T¥= 7 A TY=Fd
g Wig, AEEY THZF 27) 434dHE
Yeldle= T lineage specific activation antigen 1
(TLiSA1)o}AQl THEZ ) A TH=Fof gt o
e 2 gA L MESY THZ P i B2 T
Hz 72 vlE5-E 543 FAsAL. £ JH
THZT9] 7)5& HF HPT9] 442 A% plaque
4 YHARE o]t AT F A E}z)o)
F2 Ag3he AEA HAF THZTFo gt o=
AAFE AldEde, olzlgk Hekge Adq ¥H
HBV DNAX|s} 83 ALT2)E £3to] AAAAE
AEdrh.

CHat 3¢
1o &

AAeEt o) oer B4 JFAuPs W
Yt k22 HAME BY ulolgadd g FA
7t 2 A% FA4F 4G} e A,
AR715 A w= HE 6719 A AT
upolgj2AE T4 FHAZHo| ¢lm HBeAgatAl
119E W42 sqck. 25 dal= 84, Az} 34
dow HF Az 33.24 (194 ~434) et IF
71345 ~d|Rolrs} gt QEHE o]9)9) GFE L F
82 @i o} Fhede] FubEl ¢l ¢isivh

2.9 9

1) HEFO! U MY

THcUEES F 6706 AA 1Y 4BE A
257+ 60mg, th 257k 40mg, 2 ohg 257
& 20mgg WY TR 457 Fobote £
% o e #HE(Alpha-Feron, #AUA; rlFNa
22)% Feisisich. U3 ABHHEL A3 3Uze 1
U g% 1002}, 2009, 300 FeHg TFHAT
403H 10972 el 600% H9HE, 2 ol 15
F2He 18 6008 24 & 15 33 2F30)

AYA7e ZdevEs Fo44(A)7] 1), F49%
FA|(A)7] 2), A8 E 25(A)7) )9} 45 (A7)
4, &3} QlESHE FAARtd dx)), du) QJHHE
FoAARE 25-(A17] 5)2f 45(2]7] 6)2 % 639
o Zb A7k} WA AR g, 93 A
A7 —70Co Bysidon soia Mg g4
¥ 30mle HY ZHAHE Algsqic).

2) §3 HBV DNA&HH

¥4 HBV DNA¥ radiological molecular hybri-
dization test kit(Abbott Lab., North Chicago, IL,
U. 8. A)E <83t FA48 ). ¥4 1004E so-
dium chloride buffer 10042} lyophilized pro-
teinase 10l 2 & F A4 6087+ H=)3t4
t}. 2% sodium hydroxide solution 204 & H7}slw
A4 3087 W% 3 [-labeled nucleic acid
probe 70ul8 H718} 65°C oM 18417 wioFs}4ic.
Wikl 30049 A2E Fuls] ¥& columnol] Yx
TRIS buffer 140048 A7}8}d columng F3A|Z
F Ao uigic), AP -abeled nucleic
acid probe#} g HBV DNAE gamma counter
(Beckman Ins., Fullerton, CA, U. 8. A2 &#s}
et

3) BN slL-2R&N

A sIL-2R+ ELISA kit(T cell Diagnostic Inc.,
Cambridge, MA, U. S. A& o]&3od =A%},
¥4 50ue} horse radish peroxidaser} &0 =
anti-IL-2R antibody 10048 IL-2Re} oigt Al E
T A7) Eo] gl 96well plates] W AgoA 3
AZFERE ¢ 150-rpme) $28 EEFof uhgA|F)
2% 2} well& phosphate buffered saline(PBS)..
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2 AT F u7)Ae ol ALelA 3087 ke
A)7)2 2N H,S0,& A7} ¥ 490nmel| F3=&
2xstgct. 7t €4 sIL-2R9 ¥E& ofv] &z 3l
£ B2 sIL-2RE 99} SAlol AAlst] oAt 2
=g oy wAAE P F, ol H4H FB=F
tiqiated et '

4) cy e #el

852 (20U/ml) Hei® wxYAL AP HeA
%2ke} RPMI 1640w} #] (penicillin 100U/ml, strepto-
mycin 100ug/ml, L—glutamine 2mM )l A
Ficoll-Hypaque(density=1.077g/ml,  Pharmacia,
Piscataway, NJ, U. S. A& ¢ldl #Heolx =%
el e F 3087 YAEE (400X g)Ete] FATE
Aqiy. ¥ D87 RPMI 1640022 335 A
A F dRE AE FHIAR EAe ol g3
e ofx) THZT BHE FA0 o848t

5) ME BH BX|X 24

2ejd gd7e A3 A8 o8stq TH
Z3, CD4* TR, CDS*TH=T o [L2RY=ZT
o} TLISAFTRZ o thgh AE ¥8 ZAA £4&
ahedct.

225 G¥78 PBSel| 5-10x10°/504¢] §5&
Hoym AEF e anti-CD3/CD19(anti-
Leu 4-FITC anti-Leu 12-PE, Becton Dickinson,
Mountainview, CA, U. S. A.)¢ anti-CD 4/CD8
(anti-Leu 3a-FITC anti-Leu 2a-PE, Becton Dick-
inson, Mountainview, CA, US.A)E 2zt 1044,
anti~IL-2R(T Cell Science, Cambridge, MA, U.S.
A%t anti-TLiSA1(T Cell Science, Cambridge,
MA, US.A)E zt7 5u4 £33 F 4CA 30+
7+ HkgAlFch wbgA17) ¥ PBSE 23 AHsa
PBS 1mlell ¥-§+)# fluorescence activated cell
sorter(FACStar, Becton Dickinson, Mountainview,
CA, US.A)Z A&% 10000708 AEE B34
t}.
6) oM TRE=T WM &3
Belg 78 10% (vol/vol) $-eel H Ao ¥4
§ RPMI 1640uj%o}j4] 3.0x 10°M¥/mle} FE=&
28k 24well M X. wijeFs (Corning, Corning, NY,
U.S.A.)el 33 concanavalin A(ConA; Sigma
Chemical Co., St. Louis, MO, U.S.A.)20ug/ml-¢ 3

shsped 36412k wekstslch. Mk ConAg A7)
2}3l 0.2M g-methyl-D-mannoside(Sigma Chem-
ical Co., St. Louis, MO, US.A)7} &% RPMI
1640M A2 2-33] M3 F cix] RPMI 1640w7]
2 1-28 A¥stdch. AAF 20% (vol/vol)f-elo}
#33} pokeweed mitogen(Sigma Chemical Co., St.
Louis, MO, U.S.A.)20ug/mlo] g9 RPMI 1640
Aol ConAz373 ConAv|aS H=Z7E 22
22 o] 1x10°ME/mle] 52 ZAHHT 5%
CO, 37CEE 5710l 77 wiekstdct. Wik
gz -2 RPMI 1640uf#]2 AlHslz 1x10°4Z/
mle) =& FRsgd. HTF FHY 100449
staphylococcal protein A(Pharmacia, Piscataway,
NJ, US.A)E £ we HEF 5049 46CTHL
Sa1e] U= 0.5% (wt/vol) agarose 0.5ml& & 4]
% o]u] 7]# §HZe] gl 60mm Petri-dish(Corn-
ing, Corning, NY, U.S.A.)¢l| ¥o] A&ojA 34|
Fc}, o] Petridishe 5% CO, 37CE#&- <5710
4A)zF wiekg F 1:20002 FAF rabbit anui-
human IgG, A, M(Dakopatts, Glostrup, Denmark)
ImlE 93 127 o wigsigeh off A43de o
2]7 KolmerAjg] A48 Mg guinea pig ¥A
Imlg A7}ske] 37TelA wheA7]n BHZF 59
ol £¥HE ¥ plaquetF Alo] A THZ72
AL E 24sgd. F oA THz7e S4=71
Z7)5td BRlz7e WY 2283 YA JAFH
anti-human IgG, A, M3}e] Zge] 7Hardng Hek
A7 482 YA¥ plaquess} Z4dHA et

7) BAIXH|

HodAx HFAe] 7 A712He wlEE wRs A
B3 Wilcoxon signed rank test® ©]4-3¢xr o
x| g7re] A4PPAL linear regressiond} t testE
olshict.

1. &% ALT

tAHEAl 11¢]e] 83 ALTHFAE A7]HE ¥
2§ A3 THTULE T4 FAFEA (7
217.46 +135.151U/L, 172.27 +99.481U/L)el wl#
EQEgE 25 (39555 +199.621U/L) ol 2l lA
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¢ JEHE Feojol oig A4y

ALT(U/L)

1,200 - patient 1
— o1~ — FNa -+ patient 2
1.000 * patient 3
- patient 4
800 * patient 5
- ite
800 patien
- * patient 7
400 * patient 8
< patient 8
200i” >< N ; “* patient 10
R i =, : * patient 11
0
1 2 3" 4% 5 g Mean SD

Fig. 1. The change of serum ALT levels in patients
with CAHB according to the administration
of prednisolone(pl) and IFN-¢.

Stage 1; before pl administration, Stage 2;
at the end of pl administration

Stage 3; at the 2 weeks after the end of pl
administation,

Stage 4, at the 4 weeks after the end of pl
administration(the start of IFN-g)

Stage 5; at the 2 weeks after the start of
IFN—a, Stage 6; at the 4 weeks after the
start of [FN-a

*1p<0.05 vs 1, 2, 5, 6 *2p<0.005 vs 5, 6

43 (Z7 p<0.005, p<0.005), TF=U&EE 2
AFEF 25 HlE U5} QEHE FoAAHE 25
o} 45(zbzt 163.09 £138.591U/L, 53.73 +24.661U/
L)ell &jejolAl dsrew (22 p<0.005, p<0.005)
zHE UL F9F8F 45(293.01 +280.631U/L)
of HlSME U4} JEHE FAA S 250 450
21 2)5lA sekeh(Zzt p<0.005, p<0.005)(Fig. 1).

2, @3 HBV DNA

A EAl 1141¢] €4 HBV DNA H@x& A]7]
HE vag Ad zHEUEE Fo4H(54.90
36.89pg/ml) ol w]s] FojF 8 A)(296.62+286.44pg/
mhel &JejolAl ¥ (p<0.01) FA4FRFE 45,
as AEFHE FAAztE 259 453 (22} 672+
5.18pg/ml, 2.01+1.24pg/mi, 1.48+1.23pg/ml)ei
oj2jglA dereh (b7t p<0.01, p<0.01, p<0.01).
ZHAEYEE FAFEA vlE 2 o)F A= o9
A FkA(p<0.005) ZHEVEE BHE2RF 43
o wjgl U4 AEHE FojrlztE 259} 43w o
9J3UAl Wk (p<0.005) (Fig. 2).

i

HEol= ojgtawy 9

HBV DNA(pg/mi)
1,200

o

b—FNa ~ Patient 1
= Patient 2
> Patient 3
-~ Patient 4
“* Patient 5
~* Patient 6
~ Patient 7
+ Patient 8
< Patient 8
“* Patient 10
“* Patient 11
Mean + SD

1 2 3 M5 6 417

Fig. 2. The change of serum HBV DNA levels in pa-
tients with CAHB according to the
administration of prednisolone and IFN—q.
*p<0.01 vs 2, 4, 5, 6 **p<0.005 2 vs 3, 4, ,
56;,3vs4,5,6,4vs5 6

SIL-2R( % 1,000 U/mi)
7

b =it —iFNa

- patient 1
- patient 2
* patient 3
5 - patient 4
> patient 5
4 ~+ patient 6
3 - - patient 7

L - < patient 8
2 i < patient 9

“* patient 10
* patient 11
Mean+50D

1 2 33' 4 8 AN

Fig. 3 The change of serum sIL-2R levels in pa-
tients with CAHB according to the
administration of prednisolone and IFN—g.
*p<0.05 vs 1, 2, 4, 5, **p<0.01 vs 6, *1p<
0.05 vs 6

3. &% sIL-2R

AL 1192 HA sIL-2R FFAE A7|E2
vl Z3 s A9 F9F8A) (L
1706.78 +1224.64U/, 1488.55+ 1048.84U/ml) o] u}
& FoF8F 235(2005.16+1183.21U/ml) o] 29
A Em (2t p<0.05, p<0.05) THZUEE
FAFEF 25 8 FAFEE 45, ¥ U
& FoAAIAHF 259} 45 (2h2} 1582.88 +1030.04U/
ml, 1377.05 +928.24U/ml, 1360.04 + 976.69U/ml)
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ALT(UA) = si.-2R(U/mt) = = —

800 ——= e 2,500
T : : I T
1 ¢ ! 1

400 ' ' ! 12,000
! : :
1 1 '
! L S l

300 & ot 1,500

R S

200 1,000

500

-+

0
6 A7

1 2 3 4 5

Fig. 4. The change of mean serum ALT and sIL-2R
levels in patients with CAHB accordig to the
administration of prednisolone(pl) and IFN-
a(statistically significant correlation was ob-
served between the change of mean serum
ALT and sIL-2R levels at stage 4 and 5).

HL-2R" T cell/Tatal T cel(%)

—pi—

FifNe ~ patient 1

-+ patient 2
* patient 3
- patient 4
* patient 5
+ patient 6
+ patient 7
¥ patient 8
< patient 9

%: LIJMeanQSD
1 2 ‘ 4 5 6 A7

Fig. 5. The change of IL-2R* T cell/Total T cell(%)
in patients with CAHB according to the
administration of prednisolone and [FN—.

o $)2)3lA Rstew (A2t p<0.05, p<0.05, p<
00D ZHASUEE FATRE 450l i8] L} ¥
Ae TS 43el elslA Pateh(p<0.05)
(Fig. 3). ols}a& Wsjobahe ¥4 ALTHZA S ¥
S}ob43h Akt ek (Fig. 4).

4. IL-2R'T Cell/Total T Cell(%)

HAAEA} 119% 94 2] IL-2R*T cell/Total T cell

ALT(IUA ) L-2R"T col/Total T celi(%)~ - ~
1,000 12
+— pl = FN-q
800

* patient 3
600 - patient 7

+ patient 8

© patient 9

4%

200

0

1 2 3 4 5 8oan

Fig. 6. The change of serum ALT levels and IL-2R*
T cell/Total T cell(%) in patients with
CAHB according to the administration of
prednisolone and [FN—¢.

ALTL) — IL-2R" T celt/Total T ce(%)~ ~ -
8
M | FIFN<
1,000
- patient 2
800 - patient 4

800
400+

200

3
o
v

- (Y
1 2 3 4 5 6 vl

Fig. 7. The change of serum ALT levels and IL.-2R*
T cell/Total T cell(%) in two patients, who
showed close correlation between two param-
eters, with CAHB according to the
administration of prednisolone and IFN-a(pa-
tient 2, 4).

(%)Fa=E& 2742 vizg 3} egle Ael7}t
f3ley zHoUsE F9F84, FAERF 25
9 otul Qe HE FoJAAF 456 & ARE B4
}(Fig. 5).

"3 ALTH|9}e] A4#FAE AR 2} 4404
ZHcEE F4F8A] IL-2R'T cell/Total T cell
(%)ol &718le FFa8F 25 ¥A ALTA7}
)2 Z7)5lH(Fig. 6), oHE 2904 Z=f
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TLISAT T cell/Total T cel{%)

b Dl F— FN-« -
60 ~ patient 1
—+ patient 2
50 * patient 3
- patient 4
40 pe
* patient 5
30 ~+ patient 6
~“ patient 7
20 + patient 8
N
O patient 9
10 . g P
» > Mean+SD
ol [ .0
1 2 3 4 8 8 417

Fig. 8. The change of TLiSAI* T cell/ Total T cell
(%) in patients with CAHB according to the
administration of prednisolone and [FN—a.

ALT(U/L)— TLISA1" T celi/Total T cel({%)~ ~

1,000 30
= 1FN-a

25

! |20

* patient 3
-+ patient 7
-+ patient 8
< patient 8

15

10

5

2o
1 2 3 4 5 s Al

Fig. 9. The change of serum ALT levels and TLiSAI
+ T cell/Total T cell(%) in patients with
CAHB according to the administration of
prednisolone and IFN-¢. Serum ALT eleva-
tion was followed after elevation of TLiSAI*
T cell/Total T cell(%).

g FoqF8F 25 IL-2R'T cell/Total T cell(%)
o] F/lely FAFEF 459 A ALTA7} 2
Z7Vateh(Fig. 7). v A] 3eelde dAg 4aw
A7t slglevt & 94F 6+4(66.7% )4 IL-2R*T
cell/Total T cell(%)¢] €718 F €A ALTA7} &
o2 Zr}atsdch.

5. TLiSA1'T Cell/Total T Cell(%)

ojAkgk A} 1142 9e)le] TLiSAL*T cell/Total T
cell(%) HF2& A71d2 vjagt A7 g9 s+ #
ol7} gl ot = ULEE FHFRA, F9FEF

CD4" T col/CD8" T ool ratio
35

e o ] F—IFNa
3 ~ patient 1
“+ patient 2
25 * patient 3
2 - patient 4
\ * patient 5
15 <+ patient 6
* patient 7
! CN p ¥ patient 8
oslf ¥ Nca ' %_ w j e ~ © patient 9
) [ ‘:: e ::"_'?_‘",\‘-wn 3 EJMnniso
1 2 3 4 § 6 A7)

Fig. 10. The change of CD4* T cell/CD8* T cell in
patients with CAHB according to the
administration of prednisolone and [FN-¢.

Piadue No.- 10° Mononuciear cells
350,

b= pl =y b FNa
300
250 i -+ patient 2
200 f' + patient 6
I’  patient 7
150 o -+ patlent 8
) © patient 9
100 T Mean+SD
0 B f\7s§,
0 y \

1 2 3 4 5 6 417

Fig. 11. The change of suppressor T cell activity in
patients with CAHB according to the
administration of prednisolone and IFN-q.

259} 45 9 49} UEHE FAARF 450 2
%4 B4t} (Fig. 8).

A ALTHs}e) ARRAE A 25 404
2 UEE F49F84 TLISAI'T cell/Total T
cell(%)o] Z718tn F4FEF 25 ¥ ALTH
7} HY2 2rbstda(Fig. 9), oHE ldelA =
U&g F9284 TLISAI'T cell/Total T cell(%)
o] Z7l8ln FHFEF 4Fo] €A ALTH7} Hoj=2
F718tg e, o8 1404 THE LR FqF8F
23] TLiSAI*T cell/Total T cell(%)e] &7}s}x
EQEaE 450 €Y ALTHY} A2 S7lsbglo)
oA 3efloll M LAY ARBAI} 18l F 94
% 64(66.7%)°l4 TLiSAl*cell/Total T cell(%)
o] 71 ¥ WA ALTA7} HUZ Zvlsliglen &
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ALT(IUAY—
1,000

Platue No /10° Mononuclear cells - - -
350

s R | ; b—FNa
Vol 300
800 Jes
" 250 | = patient 6
“ patient 7

600 200

* patient 8
< patient 9

L+ 1150

4008

100

200

0
1 2 3 4 5 6 ax

Fig. 12. The change of serum ALT levels and sup-
pressor T cell activity in patients with
CAHB according to the administration of
prednisolone and [FN-a.

A=<l 2)e)7} 9leiet.
6. CD4* T Cell/CDS*T Cell b|&

thargkzl 1195 94)e] CD4*T cell/CD8*T cell
H-§2] FAAE A7ER viag A ool Ao
7t ot ZElnyUEe FAERF sk 3%
& Bo|i v QlEHE ForaF Fadhe P
HBqr}(Fig. 10).

7. oH TRET WAS &%

gzl 1165 549) oA TIET YAHEE A
7=z vlag At 22l o)y} glgleort =
UEE FoFEAl oA THETY S48} His
T A%E By FAZEF 25 A2 FFasq
t}(Fig. 11).

¥4 ALTH 9o} A@BAE =A% 45} 54F 4
4l (80.0%) o] 4 ZTHEULE FHERT 259 oA
Tz A4t 714 Zasta €3 ALTAPR)
A2 78k AEE Hok(Fig 12).

il ot

BY wiejziAy whd 854 oA TAE e
BY 7t wioleizel dig $5- doubgel a4
olFeiA3L o]2 <l BY wielp|add WA BEA

Zhde] o] AYsjee AgAMEA Pujoleiia

Hatohzl W gylo] it 4T S}, Fulo)
A Qe H o] 1 REiFe g A LHT ¢lo
v @SR 2e NRgEAY) FAYR] Eile o g
Fujola2A E= NHRo|L ol gy EI}e WHF
o7} AxE5 gt}

LHZolE YEFE B Yo EE ujH, g
ZH gl F5FToE olFAlA dR¥e Yz ILE
ZFaAFIZ® gl gt wkge] g, YLy
FAAAPY 9 AxEA THZ o g T L9
B3 aRg o] glrh

By nlelaixy =mbY BFA 7HdelA AEHZels
E Foidtw WA 7)5e] o8] By 3k wlolg
2ol tigh S50 woub-go] 4ty AEHAH THY
7o gt ZAIE He g0 2 Qls) A s
ZaEA Rk ey A7 M-S S DA E 5
e 74" = dovt BY 2k wlolgar) F43
A Hol AL o] A=y AW Y Zehe) ¥
&S ¥4 7 o o9} olg Br w= T
o] gFo] A 4 QoA Zeolle A3k A
gl2olt gyfo] W2 o]&xx) ¢t glct. BY wle]
HaA b el E|Beln olgtgHo R Alg
AFHE divks Bt leult® ol 2HRolE
£ Fodftessy BY U4 wloleiar) F4lsta, &
H 2ol FoAFRFo fEE Houbsol o B
& 7t wloleizs) iR AHAI2r) sa)E WA BY
b wholgiarl Zhidhe Ao A Aope. 2
YAk ojeigt Fulelzia fal= ois) dr]Ho)of4]
Agol] o] Hx X3lu®, i By ujolzi2Ay
ahy el At 3] o] FukEl deljde AH)
BolE FAFRE THE H2r) HxsA defufa
ZH-AHo] g £ glemg Aot ojgkgy
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soluble interleukin 2 receptor(sIL-2R)& &#3}%
2, ¥9 S¥7E GAEF $3F anti-CD3/
CD19, anti-CD4/CD8, anti-interleukin 2 receptor
(IL-2R) % anti-T lineage specific activation anti-
gen 1(TLiSAD & o|-g8ld AE &9 #27} £4&
#eich.

g 1:
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2591 (p<0.005), IFN—z FodA)ztfelle 2]9j8)
Al 723t (p<0.005).

3) €4 slL-2R3& ZHEULEE FH4FEF 25
o 2)9)UA F748ksl e b (p<0.05) °olF st
IFN-a¢ FratFo 5 o2glA ZFaddd(p<
0.05). o)z wglokge ¥A ALTA 9 wseddzt
At 84 SIL-2RX)& AE 3¢ ARE v}
ehlle A9 E %] shi2 45U

4) 83 ALTH} IL-2R*T cell/Total T cell(%)
9 TLiSAI'T cell/Total T cell(%)32] A#@AE
zZAKE Ax IL-2R*T cell/Total T cell(%) %
TLiSAI*T cell/Total T cell(%)o] $7}& ¥ ¥A
ALTH)7} &2 F71g <7} 247} 941% 641(66.7
%)o]x B3] TLISAI*T cell/Total T cell(%)¥ &
7holl @& A ALTH S $7h= AAHU 97t 9l
e}, wela] IL2R*T cell/Total T cell(%) 2
TLiSAI'T cell/Total T cell(%)8 7= A
ALT= 9] 7)o} #o] sl Ho2 3=}

5) €4 ALTH®} 94 TIZT A=} 43
VAL 2/ A9 ZHEUEE FAFEFE 25
AA THET9 A=} 7P ZFaske €4 ALT
A7} HY2 71 A7 545 449(80.0%) Hedl,
ole 44 THET ¥AT 9 Fael 2T B9
Z712 M2} shesEle] 93 ALTH7} 571 A
o2 AYzhyict.

2 EZ:B3Y vlojelan 44 854 UM =
H2oleg Foistd By wielejzrt F4sn
AZ5A TR=Te| #3pt F7leht AES54H TH

Z 3¢ ZHAZ 337)so] Mats Tl AL 5
s7} Fasts Ae® A=, 2dRols R F
& Folle A THZT 7)5e] Zastn AE5A
TR=7¢ ZHAZ H3)71%50] F715t] 84 ALTH
7 E7kke Ao 24U}, [FNw Fod ¥
3 ALT=s} ¥4 HBV DNAX7} 7tasdtgl ot o
o} A%y AdEe] dAY dstFte AR 5
et

= Abstract=

The Change of Immune Parameters in
Patients with Chronic Active Hepatitis
Type B Treated with Short-term
Corticosteroid Withdrawal Followed by
Interferon Alpha

Kwan Sik Lee, M.D,, Kwang Hyub Han, M .D.
Jun Pyo Chung, M.D., Chae Yoon Chon, M.D,
Sang In Lee, M.D. Young Myung Moon, M.D.
Jin Kyung Kang, M.D., In Suh Park, M.D.
and Heung Jai Choi, M.D.

Department of Internal Medicine, Y onsei University
College of Medicine, Seoul, Korea

Jeon 800 8hin, M.D.,, In Hong Choi, M.D.
and Se Jong Kim, M.D.

Department of Microbiology

Objectives: It has been suggested that cellular
immune responses to the hepatitis B virus are of im-
portance in the production of liver cell damage in
chronic active hepatitis type B. Short-term cortico-
steroid withdrawal in patients with chronic active
hepatitis type B is frequently associated with en-
hanced cellular immune responses to hepatitis B
virus. Several clinical studies had suggested that
short-term corticosteroid withdrawal followed by in-
terferon treatment might enhance its antiviral effica-
cy.

The present study was designed to investigate the
change of immune parameters in patients with chron-
ic active heptitis type B treatment with short—term
corticosteroid withdrawal followed by interferon
alpha(IFN-a).

Methods: The subjects were 11 patients with
chronic active hepatitis type B who were given pred-
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nisolone in decreasing daily doses of 60mg, 40mg and
20mg, each for 2 weeks, followed by a 4-week rest
and 16 weeks of recombinant alpha 2a interferon
(INF-@) was administered intramuscularly.

Serum ALT level, serum HBV DNA level and
serum sIl.-2R level were assayed and CD4'T cell/
CD8*T cell ratio, 1L-2R*T cell/Total T cell{(%),
TLISAI*T cell/Total T cell(% ) and suppressor T cell
activity were measured.

Results:

1) The serum ALT level was increased significant-
ly at 2 weeks after the end of prednisolone
administration(p<20.005) and decreased significantly
after the start of INF-2 admistration(p<0.005).

2) The serum HBV DNA level was increased sig-
nificantly during the prednisolone admimstration(p<
0.01) and decreased siginificantly after the end of
prednisolone administration and resting period(p <
0.05).

3) The serum sIL-2R level was increased signifi-
cantly at 2 weeks after the end of prednisolone
administration(p<C0.05). After the end of predniso-
lone administration and the start of INF-a
administration, the serum sIL-2R level was de-
creased significantly (p<0.05).

4) The increase of serum ALT level after the in-
crease of IL-2R'T cell(%) and TLiSA1* T cell/
Total T cell(%) after the increase of TLISA1*T cell/
Total T cell( %) was significant.

5) The maximum increase of serum ALT level
and the maximum decrease of suppressor T cell
activity were observed in 4 of 5 patients(80.0%) at
2 weeks after the end of prednisolone administration.

Coneclusion: The serum HBV DNA level was de-
creased significantly by the immune rebound after
the end of steroid administration. Probably increase
of IL-2R*T cell/Total T cell(% ) and TLiSAI*T cell/
Total T cell{(%) and decrease of suppresor T cell
activity were related to the immune rebound.

Key Words : Chronic active heptitis type B, Ster-
oid, Interferon alpha, T lympocyte
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