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ste] HBVS] DNAE Mgt BikisitEe] Ae Ade A$ dxzdd vigd 5= 9
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2ol gittzn ¥adm g wg wP F!
2 zo 7tddel ARel olH FE R HH
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anti-HBc, HBV-DNA ¥ HBcAgZ A
Zsts W] &5 gilde=z HBs
Agg ZRAs 2 9 o A HApdol
Agsn Uk H2 Saiki 2V 93
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gl AWM= kY BoM anti-HCV &

go) Z+zt 31.3%, 20.7%=n #ES2
gleni. Bruix $°V& HBs Ag ¥ €
wd Zheh $ixle) 55.5%9|A anti-HCV
7} d¥o] FEES ¥ o 49y ¢
waje] HCV HiERRe] BER#ES regs
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a2z ¥HEe fevelst o] BE 7
g ylolgxo] fH o] E& AdorE B
Yy g dlolz{ s ¥uk ol szl HCVel dig
ol A HRE FAld HifTHol FHE
Aoz BHsol, HEAENESE PCRE F
H3led HBVS DNAE &%tz =¢ Cc¥
s vlolg 2o A FPulolE A HWEE 2
o] fEdt RlT BES QA &St
£ oo},
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Kol 89 Ehe REASK KWER
Akl AR RS RS ESE
oo &% 1S BHRES S4B O
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o ol ¥

2) B ¥

e fgE ES glo] #BE 200%120g9
Spraque-Dawley® (BB {LBFHFRM LD
BE #AsIg R, ERfFE(ZTeNd 22.1%
o, ZAW 8.0% °ldt, =+ 5.0% °l
5, =¥ 8.0% °l&t, ZTE 0.6% °l4.
9l 0.4% o]d A vlE AlR Co 2t &
< Fearsl feEa 4RAMN BRE BE
BEAD % KEol Aot
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BEEFE 38 (3518) S SF/F 3.600m

_94_



BEA 9 59 : BEBFSY BE ¥ CF 29 wto2d W@ ¥ volAA HR-

Prescrption of Injinchungkantang(ICT)

- & B 4 H &(g)
Hi Artemisiae Capillaris 25
g Alismatis Rhizoma 8
Bt Atractylodis Macrocephalae 8

BRE Hoelen 8
BE Polyporus 8

BET Raphani Semen 8

R Amomi Semen 8
HE Glycyrrhizae Radix 8

+HA/hH Bubalis L. 8
HbARx Sanguisorbae Radix 8

28 1 #% Spathelobi Cavlis 8
EE Zingiberis Rhizoma 8
KB Zizyphi inermis Fructus 4

" Total amount 117

o} ¥ BgFEvl6 ¥3 2ANFS 18
] £ o, 2 £9& A3 round
flaskol ¥3 rotary vacuum evaporator
(Buchi 461)& ol&3td ¢ w4 7
¢t ¥&o] B9 %A+ round flaskst ¥4
-84C deep freezer{Sanyo Co. Japan)|
A 1AMRE B9 WASIaL freeze dryer(EYE
LA Co. Japan)Z FZ2AZ3 dx7]
2 48.0g% Lol 48 LT FEE F
55 Ev AXus A xo HAow
AH8-3 .

2) B¥ ztgujoldiie] uiF ¥ wolx
- g R _

(1) MESF 3 AZuF

B# tgulo]lE 27} transfect Hol e
human hepatocellular carcinoma! He
pG2 2.2.15 MEZFE ¥ Agel AHgstd
t}. ]2 Dulbecco’s modified eagle’s
medium (DMEM, Sigma), 10% --Hio}

¥3(FBS. Gibco). penicillin(100unit/me),
streptomycin(100xg/mt) £ L-glutamine
(Sigma) & oj4&%en 5% CO2 incub
ator(37TC)elA viF3idch. FEE 4¥
< H8A d$3527)e =E¥ HepG2 2.
2.16 A2 E AL-39tt. HepG2 2.2.15
AEXZE T-75cr culture flasks] 5X105
cell/m= wWiFF F, culture flaske] co-
nfluenced AHE Aetd vjgA(DME
M)Z AAS A, Alxe EHE dulbecco’s
phosphate buffered saline(DPBS. Sigma)
o2 AHST trypsin-EDTAE4ES 1 o!
£ ¥3 37TdAM 183 HARY. Trypsin
-EDTAR %] A7t flaskel 10% FBS
7t =¢d 5me] DMEMS %o g2
A A7) DMEM22 23 A3§ ¥ A
E5E AR Aad AXe 24well
ZefolEd] Zb welldl 1X105 cell/mes
22 $AFLeH, & well& 10% FBS
7} E9l3le DMEM 1 mo2 g3t
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(2) A9 A

A7t ZolEo] confluencedtAl A5k
€ o, FBS7I §i+ DMEM22 mA3o
W, FEGEES A$5=7F 50, 100, 200,
500, 28]z 1,000 pe/me7} HA A3
o}, EgkEREC] AelE A 48A3t0] Ad
Fo] WigAE FH3td ELISAE %38 B
Y Hvlolg 2o B AL At
(3) Enzyme-Linked Immunosorbent A

ssay(ELISA)

ELISAE LG3%e BY gdulolgix &
Agd AdA LGS AHEE] Y. 9
A ELISAE #3sl7] 3d Svld wi
9 5000rpmeE < 5EAE Y4
g, 4297tE DPBSE 1/1002 M3
%, ELISA ARS8t AALE A1)
o} 308A AGAGEE A2 TR A7)
g8 2 ESoA TAAN T ALEd.
A BE ¥ EQYPA FF volaz 9
ZYolEd TAEA] FALAES 25pB =
A2YA EFF T, SAREANES X
FAE 9 FHEEEFSCl AdHAY M8
kS 100pt¥ 2t Yo B34, A8
Eol € wpgoR HA ¢S FEE A2
JA EYolEE EEX] 4 F EdolEE
dgeolxza YEIHR, 37CToM 1AI3F
305 eI, Whg ¥, EZdolE ¥
BHoZE 8z BE 489 FFIAA &
& YEES FYFAE AAsY. a2ln
MHEE dof] FH3] AFa F 52~152
UAT F £9e Fdste WES 53 vy
# U2, FAd dn 4% do] LA
AASETG. 2€ Lo vlg] =AF 71FE
9L 100 3T o, dedM ylo]
A g gadA 30EEL ARG
Hhgo] B¢ T wREAAS TE Uof 1004
A BEFln EolE wigd Y= e E4
A, Fol2 7 Fok %718 AAY ¥ 450m
oM FBEE St

(4) BY ztdutolz 2o DNA B &

7}. DNA9] Fv)

vjoke) 1m¢& 3,000 rpmollA] 283 94
Fedq 5 SFALE AANN D 4&
A 700ptE HIUT. A7l¢]l PEGE HZF
F(w/v) 10%7t 555 #H7lsla 4L
Al 1A A% | 12,000 rpmoliA 102
T AT Hol 24T AAXATG
8ol pellet2 500u02] resuspension
buffer(10mM Tris-HC] pH 8.2. 400m
M NaCl, 2mM Na2EDTA, 1% SDS 0.6
ng/me)oll 59 45CoIA GAIZE o] WgA
Ao, ¥ge] ¥ ¥ %9 phenol, chlo-
roforme ZZ Hste] F3FAE FHY H
AqELZEE AN 70% ML=
R Zi"’\]ﬁ 10429 TE] o] Al
st

EF sFAXY ulolgAslae] DNAY
F22 4 Axds 4435 948 37T
-70C 5¥¥ WSAIFlE freeze-thaw
AE 33 vE 4y T . o] & ny
< ¥iAd DNA F&34s $9s8A &3
ot

Y. B¥ 1gdulelzlx §A49 polymerase

chain reaction(PCR)dl| 9% &%

e = £FAXY BY Hdulolaia
9 A&L, PCRE ol&3le] BY zigdulo]
B FAAe] I8 FEAA PCR 489
Gl e} ulolzixe] AAHA FE KF
3 &3l

PCRe| Al£-2 primert ELISAS] A3
ot W¥asy] s BY AubolY A(sero
type awy)d] EU¥d 43S SEE ¢
AxE oo, primer HS (forward
primer: 5-CCGCAAGTCTAGACTCGT
C-3")9} HAS (reverse primer: 5-TTC
CTTACAGGAGTG-3") #%g A=sy
. ©o] primers& ©°|&39 FZHe AL
9] #7]%& 321bpelth.

PCR< primer & 40pmole, template
DNA 142, 10XTaq. polymerase buffer
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-4 9 5% WEEFEe] B 9 CH Y wiolsAd A #il wholE 2 HR-

5uf, 28]3 Taq. polymerase(5unit/ut)
0.5m2 E3q3te vy 50me Fv|etgd
on], o] ¥kgdZE TURBO THERMAL
CYCLERTM (Bioneer, Korea)& o]&3}
of A& 483t pre-denaturation@ ¥, 94C
18, 50T 1%, 70T 1¥9 cycle2 303
HrE3 k. @ojz PCR 8L 1.0% ag
arose geldlAd A7|9%F F 82 4.

3) C¥ ztgulolzg{xo] Wi & ulolz|x
By AN
(1) C¥ tulelgl~ Helicased] A=
PCR ZAIZ C¥ tdulolgix FAHQ &
Aol ¥YS 2YAEYZ JAAL F,
RNAZE guanidine-isothiocyanate W2
2 #2233 32¥ RNAS random pr
imerE A&l cDNAE §AT ¥, NS3
primerE ©]43led PCRZ °|& FEZAA,
pET vectordl cloningdld M= F&
NSH-1<& A z=3 . o] FE2 w3,
nickel column< °]&3td WAL ¥
o=
(2) C¥ ztghutolg{ 2ol dit § ulolgix
i) g B
ATPase assaygE 487 A3M (-3
2P)ATPE AH8-3t25, HCV helicase®l
o3 ¥4r3}F wkgo] o]Fo|FE I
Y3l wrg-o] B A€ polyethylenei

mine cellulose sheetollA] ZA7/jgF WA}
AFALEE SR&s WHS Argsig.
g E 3ol el ¥ tubeo] 50mM T
ris-Cl(pH8.0), 10mM NaCl, 2.5mM Mg
Cl2, 2832 40nCi9® (e-32P)JATP7} U
on, o7ld olFAx HrHA e A, H
CV helicase®t A7t A, 283 HCV he
licase®t A¥snA st FRHFES 10,
50, 100, 200, 2 500pg/we == =zt
71 1 A YolE 2oz FEIId 48
< YA, o|FA EFE v HC
V helicase7t 84 e & I=F 25T
ol 60%3t wkgAIZled, 1o 0.25M
EDTAE 7189 wkg-S AAAAG.-
¥hg-o] B¢ wkg2 polyethyleneimine
cellulose sheetol 77 (spoting)3t%ix, o}
#%E-S 0.375M potassium phosphate(pH
3.5)° ZA7IA §& A 1713 308-5¢ A=}
EasE Asitk. A77F 8¢ polyeth
ylenei-mine cellulose sheet® air-dry%
H. phosphoimagerq! BAS-1500(Fuji.
Japan)< ©|83|A autoradiography3titt.

. Bk &

1. BE 2t vlol2{2of cht & diol2A
EotAA

Table 1. Inhibition of hepatitis B surface antigen production by ICT

Absorbance ( 450 nm )

Control
50 100 200 500 1,000 pe/mt
Sample 1  0.744 0.686 0.671 0.653 0.524 0.441
Sample 2 0.740 0.670 0.705 0.586 0.566 0.459
Sample 3  0.866 0.752 0.663

0.632 0.571 0.449
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BipkiEAFSe] AMeld EERHS A Hm
Foll H3lo Fx o|&EH2o2 BY 714 ulely
29| ¥4 g P4kE 50, 100, 200, 500,
ag]x 1,000 pg/meAllX R4 A <A
e A< ¢ 4 A (Table 1).
ujz] Yolx EH Y FAAE PCRel <
3 FEZ3 S A A" Tt F71%
w2t ZZd DNAS % 43,

(Fig. 1).

T M2 8456

321bp = ==

Fig. 1. Amplified PCR products of hepatitis
B virus antigen gene in culture media.
Lane M : 100 bp ladder marker.
Lane 1 @ Not treated ICT.

Lane 2 : ICT 50 pg/ ml.
Lane 3: ICT 100 ug / mt.
Lane 4 : ICT 200 ug/ ml.
Lane 5: ICT 500 pug/ ml
Lane 6 : ICT 1000 pg/ mt.

8 7hd Bjo|2{Ao| TS & Hloj2{A

C¥ 2t wlolzixe] did & ulolzix
B3 ZAAd g & uloly A AAE HA
317] 918led C¥ ] wpolgixe] EAo] ¥
429l gMiaAQl HCV helicase?] 94 &
#E ZAMEI T "HCV helicaseo] did #
A ol Bsl, HCV helicases] &

Aol 8% d4&E 3= HCV helicase’}t
Zt31 Q1= ATPasecl did 84 oA &3
g A4 zAssY.

gipiiEF %l HCV helicase® ATPase
g4& Az 37t oS g% ¥,
olo] th3t dose-responsec] WE A Yol
10, 50, 100, 200, ¥ 500 wg/ute] =%
2 F3=2lon, oluf HCV helicase?] A
TPase 842 A=A EU4HEHA|
%< ATP9 %S phosphoimagerg o|&
4 103t exposuredt®2 w2l photo
stimulated luminescence(PSL)Z ¥A3t
A3 EpkiEFSel HCV helicase®] ATPa
se 7|5° g A B} $5Ee] &
HAH(Table 2, Fig. 2).

Table 2. Results of ATP quantitation
and ATPase inh inhibition percent

oA O o pSLY iﬁhTitiiiiegl
(1) percent’
& 1585 -
N 247 0
10 369 91

ICT 50 448 15.0
100 632 28.8
200 927 50.8
500 1381 84.8

a)conc. : Final concentration in 10x¢ re
action micture.

b)PSL : Photo stimulated luminescence.

c)ATPase inhibition percent : {(PSL of
sample — PSL of N)+ (PSLof C — P
SL of N)} X 100.

d)C : Only reaction buffer including (a-
32P)ATP.

e)N : Including HCV helicase (finally. 50
¢g in 10 14 reaction micture).
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Fig. 2. ATPase activity of HCV

helicase inhibition assay.
A. Autoradiogram- of ATPase
inhibition assay.
Lane C : Only reaction buffer
including (a-32P)JATP.
Lane N : Lane C plus HCV
helicase.
Lane 1~5 | Lane N plus ICT.
Each lane was loaded
10, 50. 100, 200, and
500ug of ICT respecti-
vely. :
B. Quantitation of the AT

shown in A.
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O pgo 2 CRTHEEZE puBd, RESGE
MIBE, FHGSRAE T, SR BEES
o yiFiol WA Emikss 4ol BEEE,
BRiB, SREMEA ol dx., KEHZEIA B
Kiol foArRRER S, BT L, DNA #
BN, BEARIE TR 1R %9 feAel o
gz @wedn o®

ERASMS B V0 BHT HAEES
AP #iol FAT oF B BT
Yo old] #E A& REMNY EHo=
HEso 9o &% "BERLT SH/ME
TRERLT BRESEHARSE JEESE
........ AMERFIE TERE BUEHAESA
Fren s gl MERFRE ol& f#
mAsty MERTIER FEdtda sed,
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g & don st B&S BES T
st AT B T ol EMRAE E

2 AgEA 9t BES] o g2 ¢
o,

KhHZ B EEmstt HHfhE BE
o Egoa FEIEACl o) BES BaEA
A IEHel SWE EEAIed Fisfgd
A EEAC W& QY Hape w3
ol EfYl scoparone. & 6,7-dimethyl
esculineclghs AREWE] Hez ¥EHA
At} Molglol= M L KRR, FIR, HERE
WHER o] glon FABHAE S4% %
fgol AT BiE, 5E, BES BBAAZ
BQlYl 7S HixFste] FIRERR 9 of
el e BaEs Yok oY it
%, BRE 5o Wiksgsd BEH &2
BAaRS Hiee 939d, BEe HikFEst
o FIREET HEHUEEAC Jded FUR

fEMlo] EMY el BT HEshy
KBol ZEPol A o} FRfER)
Holuth, @fte HikEsle] IRIBEE. FIR
WIE, ZRAIbIFe] Bdkel glov] HEEmo
FIR, RembE, B 48R o] .3

PLEol BEEEERS BAFLE, FME
gpfodstel AMERE & /METRRSIEA
#ET} iBo] EY BMEES AR’ 2
oA Y EEFES BRERSE
HHE %33, 44%, RS st B
Fmel 8-S #EESn EhEEse fm
%S, MEsH: B2 St BENT B
< st

£fe Bfo] RARCE TasEsd
8, Eh, WESE Bkl dn BmE. A
#, AREE 5 HAROT. EEEROA
SR4ERC] 3 BMliEel £E #rIln
SEEErol ldn #5dn ¥ k&
FRellX NREAE %3 38 8e8dd
o EAHT B3 #Eoz A Eael ¢l
< o 6 %57 Fdu sgo.®

famEEe e @|alm sk BRHsi
fhdnsHe Bdkel 5" =AM
S5, RIBEA 2 R0l oIM KBt
& (R {0 An BRIA BT
BRI

g YwAoz bmEo] FxEo] &3}
U e foestm s LEEsle Fum. 1§
ABEESE Kikel o HmED MEEE
< Wmac, SEERAA tndE 2 B
FE okt e Hisfemel dda B
E] 5 %4.36-37)

BETE e Fazn ke THAT. W@
Eibkshe gieol ol ARGRIE. MEIE
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WOl ok BRI
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fig B A5S My B9 30 %
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o kel gl sloid HF 2 wdiolak
1 ] MEFAS] #A%ES EEMSIAG.
HBVE 19659 Blumberg $%0] 3g
71€% ol% HBVSE o8 71x 33ty ®
AAAp] Wi AF7F APFolg. BY 1
Ao iy dAA A= HBs AgS 89
£ Aoz AFd=d HBs Age 3G ¥
o 6572 ¥ ol Jerds 3MEAAE
Al e gtk 6719 ol A&EHd BE
AGE A HBVY FEIE 43
WA 6E= vmR Ao PARGE ofe}

ud, 298, 3F, ¢ £ 85, 3, =

f. A BHE T Ao FH|E Tl
A8 FHde AFZAqMx: dFETd
3 Basm g e

dAAH HBs Agd EAle ddFe=
FA7(E, TN, IAEE e 9
A 5 8 g ol AT ARFAAT A
2 BEdg, gy ol Ay BH
21 $el= HBVE ZEd, UM e &
Ay Zoe FAH Fe oz dIj
ke Mol oz IR It ? BY
ZHdel fHlgol =& ToBE AFH, o}
=7}, FEAGY F9, F8FLA, T4
ddAt, HBs Ag 44U 2N 24%
AAol SAl, 48R, ANNE oA
A}, 2 $Y¥g we 3a Solg ¥

HBs Ag ¥3&L AAAHL2=2 0.2%9)
92 FHES HEoly oz 3FX Y
dMHE 10-15%9 =& &S Holz gl
%3 Zye] ZAARE wS B ¥R
HBs Ag $4&< Holm geov*¥z 549
< ] 8F5A4 1d@AAAN 73%9 HBs
Ag F8E&E Y3 Yolx] S8l
A BY 39 FRFAV BYRE ¢
ore A £ & Z5E TFI HBVIL
Ty 8% IE9 A ol 9@ =
Hol 31+ Bt

HBVS FHE 73 B&stA W=
Aoz ¢elzx HBV DNAE B¥ 19 ulo]
gao AEHAEA FAE wgste AFE2A

D WHERSS BY 2 CR hg wol 2o dE i ulolx HR-

oty ZHAsloME HBe Ag¥A A$ o
BB AZ5Y HBe Ag 244 =& anti-
HBe YAAld%E #EH224 HBeAg/ant
i-HBe ZALRG ulolzjxo] F2]5 wieds}
€ g A9 AR AFHT Y. o
wdoz g4 BE g4 HBV DNAS
AEEL ylolYx BiAht 4 1dd) v
3 wou®® o9 YR Yz 2
o dRsn A5 AEd d5 QA =
A}, 53 Sakai 24 o8 71¢E PCR
< 71E&9 Wioz HEY 4 999 =0
Fo| DNAR Uol= SN &Aoo
g A € 4] b5 Wyelt. PCR
< o|&3td HBs Agel 24¢ A Fx an
ti-HBs7} 24J°l3 anti-HBc7} ¥39 A
< oF uisoiX] HBV DNA7ZF Z&Ho] &
Al HBV7l 99leg 4ol Hady ¢
7o)} Ze HBs Agol 49 EAIN
HBV DNA7} &5+ o] A 4o
A, dA A-FA FApgez FEs
ol# & olF 2% HBs Ag?t EAT B
€ A48 & + glen, €4 HBs Agol
HBs Ag-antiHBs WEEHA &of &olsl
€ 73%olv], MAd= HBs Ag ® HBc Ag
e 9 Y94< 711 HBVE ¥EEe
A 7Fs30l g @ 4

€ AUATAN HEEFSC A2 &
o] 7% HEH vy Fx 9EFHo
2 BY tgujolzjze EUygd R4S #
Q%A WFlske AS & £ Uy wiA
Weix ER ¥4 {43XE PCRe 98 =
3 ZAS A Ul 7MY ug
Zd DNAGL 4. ole Bk
el MEU fxzez Puojaia
AFNE Hole A& AT F Uit 9A
9 HE 7R &5 ATYAM nlojzjxrg]
s dAAY FHF SFAXE YYo=
B Udee B 48E I+ e F
FHAT F0 38 F471AE A8 2
87} g AlsEdh

A% 2 BE U volgze UAHA A
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gyo] ziw® ¥ 19893 Choo %29
NANBHE Yo7t 7tE uiolgix e
Easte] C¥ 74 viola{Agm HH§ of
A 8% 489 90% °i“del TFto] ut
F7132% $4 9 dg AUAq o 7
F& g4sld T4 <l HARE, )
Z2te] AT mAZe] $£3AM 59
g AuekAg wnx AFE°] A
o] gt dA7RdRE B gd uwlssh
BE 9ET S0l /P B8 A4S
= Bd. FE7 = BEol 12F A=A v
3 C¥e 8F Ax= FL Holx ALTY
HaAx A¥ely BE] vls] o ¥ Hof
o}, AT wrF o 2ol o] go] B3]
6-10%4 u¥j&l 50% A=y Ho o5 <
20-50%7} (7AW EE 2PYs= Hew ¢
A4 Ik UM E C8 3 ulo)
A YA THEEA diEN g B u
om glow %W py i EUYY L3
Q! gt EAldME A AAJE g9 A
FeAZ AAHAT CE TP oAt
ol @ AW FAA el HAYo] Fel=
Agse A gode 23 gl ¢y
Q4 upolg v} TAZRE FEE 7HsAol
A< AAEIEY. £57 C8 idulelx
9 C100-38¢l Ui gAZFHo] BHH
dA HBs AgS48¢ T4 13 X9
43-48%7F C¥ g ol a9t FAo] ¢l
£ uEA 04 AR 57 HCV
o 718 ¢ 5 AU

I HCVY FEZ ¢4 BE g9
oI ojdF JB-L vlA sl dF A
T 8% Aoz Azdey, ¥ ¥ yp
sAg ¥ 1A S, T SoA anti-HC
V A&go] &2 8.3%. 10.0%. 4 0
31.3%. 20.7%=xn 21331 o™ Bruix
Ve HBs Ag WY A4 A BAle
55.6%9A anti HCV7} g£0] H&ES
22 of Ay g AR HCV $53
g2 84L& AAske ¥l HCV7E ©l&9]
welwisle] HBVY @74 Fag A4S &

Aoz FASR gk

C¥ 4 wpol2i 2o tig 3 ulolaix &
B2 4] A% 3 1F wloje 29
Bl Y+ d¥AQA HCV helicase?
AAEFHE AT, HCV helicase®l
g 42 o] HAste] HCV helicase
g F8F 48L& s HCV helicase
7t 23 Y& ATPased] W@ A &
HE WA ARG WpEEFSCl HCV
helicase®] ATPase ¥4<& dAsie &
7} 39S 89U ¥ dose-responsed] wWE
AYE ¢85} HCV helicase®] ATPase
245 dATozA IdssA] ke ATP
o] %2 ol43l PSLE A A Bhigk
iHF&Eol HCV helicase®] ATPase 71%¢l
& oA A7} 53] HAHUG.

o] 2ol #R= Mol HpkFEIECl BY T
g Holglxe] FUEYPY AU4E dAsn
DNA9 %2 Zasle Ao ¥ol BY 3
4 ulolg| o] WY Fulolzx BRI S
3vl =% HCV helicase®] ATPase 7I1%
off g A HR AA 3t CE NYE
dloj2i 2o I Fupolal A HRT U= A
o= wiid. detN ElEFEREC] BE &
CE < ol FA EAE ¢ s A
oz Bher.

V. i @

BREM BmafiRste SaEe] e '
BiAFES2 PCRS |83l HBVY
DNAE ZA4sta =% HCVel dg@ gulo]
g2 HRE AAEA O e Fed
It
1. BEEFE] A2d EEE AL HE

ol YiElg = oFHez BY Ud

dlojg o] FHIY IS A 5%}
2. WEEBEHES BY 9 vlolgdx fAA
2 PCRE o438l FZ@ Aoz %
=7t g wet 28 DNAY 42
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=Abstract=

The inhibition effects of Injinchunggantang on Hepatitis
B and C Virus

Su-Sung Kim - Gi-Yeol Kim - Checl-Ho Yoon - Woon-Gyo Seo -
Jong~Dae Kim - Ji-Choen Chung

Dept. of Internal Medicine, College of Oriental Medicine,
Dongguk University

For the purpose of investigate the inhibition effects of Injinchunggantang on Hepatitis
and C Virus. The inhibition experiments were as follows :

1. The inhibition effects of Hepatitis B surface antigen production was remarkably
increased in the pretreated group of Injinchunggantang compared with control’ group.

2. Amplified PCR products of HBV-DNA in culture media was considerably decreased
in the pretreated group of Injinchunggantang compared with control group.

3. Results of ATP quantitation and ATPase inhibition percent was increased pretreated
group of Injinchunggantang. Also ATPase activity of HCV helicase inhibition assay

was increased with a dose dependent manner.

These results may suggest that Injinchunggantang will have the inhibition effects of
Hepatitis B and C Virus.
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