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Abstract — Lamivudine, an oral nucleoside analogue, effectively inhibits hepatitis B virus replication and
reduces hepatic necroinflammation in patients with chronic hepatitis B. Although lamivudine has shown a
promise in patients with chronic hepatitis B, a long-term data on Korean patients with hepatitis B are lacking.
The purpose of this study is to evaluate the effects and safety of 52-week lamivudine therapy in Korean patients
with chronic hepatitis B. A total of twenty-nine patients (27 male and 2 female) who had received 100 mg of
oral lamivudine daily for 52 weecks were evaluated, retrospectively. The mean age of 29 patients in the study
group was 37.7x 8.9 years (range 19-54). Pretreatment HBV PCR and HBsAg were positive in all 29 patients,
and HBeAg were positive in 25 patients (86%). The serum HBV DNA of 28 patients (97%) significantly fell to
undetectable levels (<5 pg/ml) within 12 weeks of therapy and it remained undetectable in 24 patients (83%)
by the end of 52-week therapy (p<0.001). Mean sernum ALT levels of 29 patients declined to the normal range
within 12 weeks and remained within the normal range during the evaluative period (p<0.05). The proportions
of patients with HBeAg seroconversion (loss of HBeAg, development of antibody to HBeAg, and undetectable
HBV DNA) were 42% after 52-week therapy. The differences of response to lamivudine therapy in HBeAg-
positive and HBeAg-negative patients were negligible (p>0.05). Furthermore, the study showed that pretreat-
ment serum HBV DNA and ALT levels have no effect to the efficacy of lamivudine therapy (p=>0.05). Further
comparison of lamivudine's efficacy showed that lamivudine is just as efficacious in patients with cirrhosis as
without cirthosis (p=0.05). In conclusion, lamivudine is an effective and safe therapy for the treatment of

chronic hepatitis B in Korean patients.
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FEvele A ] ] B AGLeEM 7t
A 2 el FelRo® 714 vwlelelx, £3] BY 7y
ulo] 2|~ (Hepatitis B virus: HBV)ol] 2]} 71ede]o}. ZA|
AL BY Afelzlsel] ZHEH T HAFATE oF 3
At Qo] DEPH (Seeff 5, 1987; Maynard, 1990; Zakim
and Boyer, 1995) Fejel= AA o3¢ 5~10%7}F 24
H ez FARN IOHEEE 5, 1994). HBVE 7
AWehe A4A ez FRA 2k, 73, 2 ES

*To whom correspondence should be addressed.

T R A doyle R Eska st sllelth
(Sherlock, 1985; Alexander and Williams, 1988; Margolis
% 1991; Purcell, 1993). B3 Z+g8iAlellA ZHAEZ <l
& Apgahs wlE-2 AARIS ulwsle] oF 126felA 8o
off 2l ZIjhe R olgk APEE AAQla) w]adle] of
30efell A 100u)el] B3I} (Seeff 5, 1987; Wright, 1988;
Lee, 1997). 53] elvigle] HBV 71492 34igl 2A2
FE Hjolze] R|Ztde] A ZIPARR] Aow 45
3 g, eleiek eofze] 27l A TR A
== Eo| W Fol oF 90%el Z3le](Kiyasu and
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Caldwell, 1993; Seeff %, 1987) 7} &t} 7| Fgez
Agd o] ukg o AZsEAL £ 4 9ok oA,
HBVel| 23t 74 ] AL Aese AHg o= PHF
£zl AHE HYEY 7 JomE 276 A8F)]
7 AEE = o] vt F85ht

%<k fehlelelA] HBV AMAE-2 3418 A&
g Aske gkl HBVOl 28t 7kt wlEg 7]
Z 9 92 ALE 71N AR o}F FA ol 8-
10% A=7} HBVe 25+ 2R X f-z}e] T (Hadler, 1990;
FHE, 5 1994) =3 7RIS T0% o4, 1H e
60~70%7} HBVel| 2]8t 714t FAede] glem= olof o
g AAAQ )t 2 Rel] HE FTF7} o] vlelel )]
ME sl SA7kA] 9] BE 21499] X8l lAEHT
E F2 AR interferon alpha®} lamivudinee] v},
HBeAg FA B3 714 3RS JALS 2 interferon X2
Aleel A% oF 30%2] #HAl)AM HBeAge] &AlH AT
(Raebel, 1990; Chung &, 1993; Dusheiko, 1995; Omata,
1998), F=elg X3St Fakel $AlM = Byl Hejzl
HPerrillo, 1990; Chung 5, 1993; Wong 5, 1993). &=
gt interferon® FARZE. Fod=| L Lkl Fasled Falbol
PSR S AT Yol WY BY A9 A=Az
FA1E el et 8FH lamivudines FHTel] g
ATFA7) 7he e HEH LAl E 15412 HBVS] 94
At BAE ARAH LR AATFLEN Hhol2l2e FAE o
Al atelaiz 73R 8A 2 M (Dusheiko, 1995; Lai 5,
1997; Lai -5, 1998; Perry and Faulds, 1997; Neven &,
1997; Liaw %, 1998; Hagmeyer and Pan, 1999) -2
Gelol s ARl BN AEET ek sAD
lamivudine®: E24Ag] Fei7)70e) G et 25FA o
o2 A P lamivadine oF2e] o JALGE S o
A e] 9= FEEXR (Tipples 5, 1996; Hoonkoop %,
1997) 422 77} v 83 oFE<]o}. Lamivudine>
PR oFTG FefoT A 4 ol 24 2 BA
S el WA T £ AP, B
A5lal FFZ FHelE A A Bl AEEHEE 16
Ft 24“1—7J.‘9~] 7|7t B Rl 525 o] Ake] A7
o]7} HAFE I ¢Jvh(Honkoop 5, 1997). &}, A7]7Ee]
o= Fod BRNA lamivudines)] g WAEHE F71
NA AREHE WA Lel=Y + W) Ao Fa
A9 iR AAHET 3= AA o|(Tipples 5, 1996;
Honkoop 5, 1997). Honkoop 5-(1997)% lamivudine 100
mg2- L7 Fod3t A3} 39%2] cumulative HBV A
WES B 38lgl i, Lai 5(1997)2 lamivudines 25 mg3}h
100 mg Foi8t #ARe] 14%) M =& B s}
et A= ol=jdt FAEY AS G EF| HBV
DNA¢} aminotransferaseT™=]7}F Ab53le= 5 SFEREI] 7

43H Ed o] HBVE] F99 o] (mutant) 83 o
#Heo] 9lem, o= HBV DNA polymerase YMDD(tyrosine,
methionine, asetartate, aspartate) motif3- methionine®] valine
E= jsoleucin, leucine®2 HA|HwHA FdHe|E oo
= ZAL=E =X oi(Tipples 5, 1996; Hoonkoop -5,
1997). =3k 57 utelelx X 8A= gH=¢le- o]
F3F FoRICA Aokl E7) BRstls obgol
al__i(Perrillo 1990; Wong &, 1993) g=21& HARe.
g A7 vsr Q7E 5’\1‘:}

% AroMe 74 BY 7H98AF 5 lamivudine2: 52
T ok Feol Wb BAES WA R s, fEluiel
2] Wk HBV ZFd8Alel|A] lamivudined] A7) e] X828
HAE FAEIA) g}, B3] HT lamivudine®] ARg- EA)
E AR gl= Ad Fo A] vehbs AR e] o R
of Hated B3] Hsled lamivadine Fof Fofl A3pd<
vlehils HBV DNA £#&4¢] YMDD motif Hel3) 2
TAE A} FrFel] HE SFoRE BMslam) 3 =
g a9 B 7S] dhE el e s A
5 gxfe} 779He] g Ee] gl 2ol 9] lamivudine
A7 NEEANE BN d3sle] el whg vlefE
24 BY 7198|419 lamivadine X 5ol 8% -8
g A7REE AlFskAl gt

il

o

AEY

AlgHiH

19974 49 198 20004 129 30Y 7HA] A&y
UL whERE 164 o1 654 ol3kel 5k HBV 7H #A)
Z44 HBV DNA®} HBeAge] %¥Ado|wA] ALT 2 AST
20l serum aminotransferases 22|71 B} Abo)ed lamivadine
(Zeffix®, GlaxoWellcome, Greenford, England)2 14 1
3] 100 mg¥ 52714 Fof WA Qe FAE oz &
el W o2 A7ERI). 525 o4 lamivudineS: FoF
HE2 FRpol|A| ol hde] T em ZES 9lEE
= A]3E ¢ serum HBV DNA, A #ksha 7] AHAST,
ALT, total bilirubin, creatining) & A&EAAE & A=} o
Ay A7 & 42 27, 45, §F, 125 22T olF 2-4
9 A2 Egste] Aol HE FE A3E HHsle]
Foi7] 7kl gt eFgS] EaE AFsisich et A2 A,
% HBV DNAS] S8l&d ths] o173}, HBeAgd] &
A, anti-HBe?] 44 Z, HBeAg 30| M= 243}
of lamivudine®] Foi T"'ﬂ Vel gpv #Held 7 #
#AH <A} f-Fel e 97 3T HBV DNA A4
Al Diagene® HBV Test using Hybrid Capture II
technology2 ©]-43sle] #}e] HBV DNA F=2 &43]
s HBV DNA7} 5 pg/dl ¢)3l2 7+4% ASE Sxel=




DpdBE 7108 SR lamivudine XIEST} 138

3 elsieiet.

Lamivadine F-o33 gzlolA] Yehds HBY DNAY ALT
9] ®h8-8 SR(sustained response), UR(unstable response),
NR(nonresponse)?] A|7}#] HF-F2 2 1o FA 315,
HBV DNA ¥F-%9] SR2 lamivudine Fof A] 5 ¢}
HBV DNAZ} 5 pg/dl ¢]3}2 7148 3] &3y} A& 54
He o9, URE HBV DNAZ} Z4=9icb} 71HE
A71E WhESle] E9kdet W& Hel: wol i, NRE A
£l efEFolo| = E75k1 HBV DNA F=7} F4E
A ok T2 AYEgvl. ALT ¥he-=e] SRE ALT 4
o] FZ o2 ALTZL AP 50 TULBlA] f
A B 7™, URS ALTZF 50-100 IUL Mol &
ASE Fo2 Bolsh wheS Ve s ol ¥k, NR
2 ALT WhHgo] W& 728 ALTZ} 100 TU/Le) A elA]
AHe 222 Aosiict. A8 ¥ ¥4 HBV DNAZ} A
E57) gt FoiFel oA ABA AR FNa -9t
A ALT =7} 50 WU/L0|8k2 ZrAHST} FoFo
oA X B4 AlE AR A9E “breakthrough™e} X &}
Art.

HBV DNA &AL Holg ZHA317| $]8led Sequenase
Vesion 2.0 PCR Product Sequencing Kitg AF&-5lgc}. st
A serumS A F s} HBV DNAS E2 3 o8& PCR
(Polymerase chain reactionys AR&sled olu]iAl wjd&
A A W B AR Wl sl

Sy

Al#d ) gxl2e T4 HBV 71922 g Hke 3z}
% HBV PCRZAIEZ HBV DNAZ| °FAde|wiA ALT(alanine
aminotransferase)”} H]AAMA o2 AlEe] ¢l Fz}
lamivudineS 525 o)A} H53] 2-8-31 34} lamivudines-
B-4317] A3t Fol] HBV DNA, HBeAg, HBeAb, ALT
£ol JARAE AN 2 WBE H)E, Q7 S ol
AR sldet. AR ALt Sy lamivudined E-83]
W% dARew %ge Fow Aol dx 2,
lamivudines: £-8-517] Aol 4413+ ZAlelA HBV DNA
£ Moyt ALV AAPE4 24}, lamivedined: 585}
 Fe HBV DNA, ALT, AST, HBeAg, HBeAb 5¢] 7]
ALE BTEH R AAE] ADE B3] olele A,
RH 7bde] fdele] HielzA Ay 8 @ T HE Y
o] ¥ x|, A S0 2 old] B-4%F lamivudine?)]
|S WAk 583 84}, lamivudined E-4317] 67
Ho|Ae| interferome Fo] ¥R A¥ o) gl= A2 e
% 1990] £ ATl AlL=).

SAXE
Lamivudine®] F<F7]7lell whE &3 @ yAuld 2

Bl - BAeE] s BE AAelA] SAS FAZEOHS
ARgsledeh, Tokr)7PE HBV DNASH ALTS) #3512 ulw
3l7] #1381 Student's t-testS ASBIHIL, Fof F 2452}
52904 HedxE ofe] 7lA] QdEY] AFHTA 2l Ao
o] ¥-2= Chi-square test® FAslgv}. &S H-8317] &
Al #4% HBV DNAS} ALTs =/} iHe-=e) At
7} Q=RX5 H7ksl7] $l8lMe Logistic regression model
S olgslgien, BAA fel4dd 95%= 9t
Aeznt

MECfaE

2 Q7= lamivadine 100 mgs 5257k Fof k- wHA
B ZHdsxlE AL E dFslged, A £ 2952
2 FA7E 278(93%), A 8 (1%) 2 3R @aled
on S ol HF 37.69£8.984 (2 19-54)%
HTable I). Lamivudines Foi97] /14 A7}A] interferon
& Fof REZ Ae] oy A= 298F 35 (10%)e] AL
2 BEAEem ) lamivudineS Fo7] Ao w4 BY
7kd ool 1SR A ke B 119 (38%)°] 932
lamivudines- E-8317] ]3¢l HARRE PA%F HBeAgs 25
= (86%)o A oFA U2 velgitt. o] 2ol lamivudine
Bgo|Ae] SAF ALTE 276.97+170.63 TULMES: 30-
670)5-27, HBV DNA®] Zo}Zk(median)y 230.747 pg/
ml(89]: 6-6000)°] AT (Table I). 7H327) & 2= 1
B3 7387} EHA] e 3} 18] T ALT
= 73 Y SRl 204.462119.67 TU/LG30-
420083, EEA > BxlellA= 297.47£200.03 10U/

Table 1. Baseline characteristics of the patients

Characteristics M‘zl\?:;tg)s D Range
Age (y18) 37.69 = 8.98 19-54
Male sex (n, %) 27(93%) -
HBYV PCR-positive (n, %) 29(100%) -
HBsAg-positive (n, %) 29(100%) -
HBeAg-positive (n, %) 25(86%) -
HBYV DNA (pg/ml)-median* 230 6-6000
ALT (TU/L) 276.97 £ 170.63 30-670
AST (IU/L) 209.59 + 147.94 42-770
ALP (1U/L) 97.8 = 38.25 46-214
Albumin (g/) 39 £ 0.56 285
Total bilirubin (mg/) 1.2 £0.79 04-34
Cholesterol (mg/) 163.37 £ 35.44 101-236
Cirrhosis (n, %) 11(38%) -
Interferon(n, %) 3(10%) -

*HBV DNA® &4 g =21 2] ¥ 917} Wl o] (4-6000 pg/ml) -4
ZH(median) 2.2 £7].
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Table I1. Baseline characteristics of patients according to the presence of cirrhosis

Pt. with Cirrhosis

Pt. without Cirthosis

(N=11) (N=18) p-value

Age (MeanSD)* 42.18 £ 8.4 yrs 34.7 = 8.58 yrs 0.032

Male sex (%) 11(100%) 16(39%)

HBV PCR-positive (n, %) 11(100%) 18(100%)

HBsAg-positive (n. %) 11(100%) 18(100%)

HBeAg-positive (n, %) 9(82%) 16(89%)

HBV DNA (median) 257 pg/ml 220 pg/ml

ALT (MeanSD) 204.46 = 119.67 TU/L 297.47 = 200.03 IU/L

AST (MeanSD) 19345 £ 117.01 TU/L 214.41 = 173.76 IU/L

ALP (MeanSD) 118.71 £ 4942 TU/L 85.08 = 27.14 1U/L

Albumin (MeanSD) 3.87 & 0.47 g/dl 409 + 0.63 g/dl

Total bilirubin (MeanSD) 1.26 = 0.53 mg/dl 1.18 £ 0.97 mg/dl

Cholesterol (MeanSD)* 141.29 £ 26.52 mg/dl 178.91 + 34.72 mg/dl 0.0267

Interferon (n, %) . 0 3 (17%)
*d2) 3 F A cholesterols A 23 U x| 4 F Z7F 723 2ol 7} gl
L@7-670)2 frofdt Aol al%ith(p=0.1783). 27337k & F<3%¢] HBV DNAS| &L Fof 4717;1177}11 o]ﬁ}cﬁ 0
W%l Bl e HBYV DNA $gk 257 pgmlelsli,  ®(p=0.001), L olFe] Fepr|eibe &2 S4&E

77337} R ok SxkS BBV DNA ek 220
pg/mle] AT (Table II).

&Sy oIX| o|xl= HE

3 HBV DNAO| 0[x[&= 2t

HBV DNAS| 2kt

Lamivudine §<J8x}¢j]A] HBV PCR(Polymerase Chain
Reaction) ZAk2. HBV DNAZ} 5 pg/dl ©]8}2 7% 7
—?i wAeleta Aesisl S o, 4 i]-zP; A 2}
20785 2894 (97%)1AM vieht 2 $4E Hvh(Fie.
D). 22, oHEE AEHoE B85 Ui]%] AEHA] o
ot¥l HBV DNA%SE7}F AB%S P22 o] $7)s)
o 405l 198 (4%), 48Fe 29 (7%), 525l 176 (4%)°l
A ERA] oFEE] F 45 (14%) FAelA ule]E A} v
Al S Sgrps = glsdet A 84 299F 249
83%)y> A% 5 pg/dl o|51e] F=E FAs1det. Lamivudine

100% -
80% |
60%
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20% H

HBY PCR S4 ol &xja|8(%)

L L 1 L L
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Fig. 1. Cumulative percentage of HBV DNA clearance
{(*p<0.05).

Aekic. Lamivudined B-8517] Al2¥ehn] 2455} 527

28] HBV DNA2] €482 8oae] gl Aoz eht
H(p=0.285).
HBV DNA Ht2=0f 2 &5

Lamivudine —r'c‘:]/‘] ﬁ]‘]]*’ﬂ?‘ﬂ L]-E.]—L—] HBV DNA H}*—-

=%E SR(sustained response), UR(unstable response), NR
(nonresponse)?] Al7Hx] W7o B viyo] BAE} A} SR

Table III. Response of serum HBV DNA and ALT to lamivudine
therapy

Number of o
Response patients (1=29) Percent (%)

Response of HBV DNA*

Sustained Response (SR) 22 75.9
Unstable Response (UR) 5 17.2
Nonresponse (NR) 2 6.9
Response of ALT#

Sustained Response (SR) 21 72.4
Unstable Response (UR) 6 20.7
Non-response (NR) 2 6.9

*Response of HBV DNA
Sustained Response (SR)=HBV DNA<5 pg/ml
Unstable Response (UR)=HBV DNA 7} E-¢} A 3} 7] v} =
i
Non-response (NR)= no change in HBV DNA
#Response of ALT
Sustained Response (SR)=ALT<50IU/L
Unstable Response (UR)=50<ALT<100IU/L
Non-response (NR) =ALT=100TU/L.



oRMBE 7123 SEXIIIA lamivudine XIBE1t 1%

o] 229 (76%), URe] 573 (17%), NRe] 28 (7%)eA &t
wteh(Table 1)

ALT(Alanine aminotransferase) ST0 O|X|= &2}

AlzZhoi| e ALTe| s}

Lamivudines Fof Wk 3iAjol|A] SFB-E-8 F ALTS3
7} #@A3) AaFEE. g TRl oA £4E H
T ALT X% 27697 IULE A4 S50 g 744
= ApEe] gt FoF 4FFle B 18233 U/
L(34%), 85-Fol= T 92.76 TUL(66.5%), 1273l
47.42 TUL(83%)2. 7xAEe] L o]Folx 3348 IULS
A B (Fig. 2). o|2lgt Wshe B3] 45, 85, 127
A AR frelshA A B2 (0-47 p=0.0345,
4-83 p=0.0084, 8-123: p=0.0203), = °]3&] ALT %
= A HER gsiet

ALT 2= mE &5

Lamivudine 743 Ealol| M vtehdi= ALT ¥ 3k 2ol
w2l SR, UR, NR®| A|7FA] W72 2 vire] 48 2
3}, SRe] 21%(72%), URel 69 (21%), NR7} 29 (7%)°-
2 ALT ¥H-=7} 443 SR 327 AAL 72957
(Table III).

HBeAge] 28

HBeAge| del9lwd 259%F 108 @0%)lM A= F
HBeAg7| 455, HBeAgd] 2412 850l 19, 1254]
2, 205 179, 28%Fel 179, 365l 19, 445 29,
48%o] 19, 22T 5270 1o M ek} AEAs} v
sled A& F BAHO R A vepken], T2 W

RO
mn QO
(=N =]

200
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100

Mean ALT{IU/L}

m
o
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Fig. 2. Change in serum ALT during lamivudine therapy.
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Fig. 3. Cumulative percentage of HBeAg seroconversion.
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Fig. 4. Cumulative percentage of serum HBV DNA and ALT
breakthroughs.

LAsMA Wehdeh(p<0.05) (Fig. 3).

LHAd ks

A8 F A HBV DNAZF HEHA gyt Foie
oAl XEA AE F713 A9 94 ALT F57) 50
IU/Le| 312, ZAa 7} Fedged] HA] X84 ez A
%" ZAS$E “breakthrough”z} A3}y c}. B T A
HBV DNA breakthrough”} vtebibi= Al7]e]l ALT break-
through'= 317 viehis & B3td, 405 178 (4%),
487l 2% (1%), 5270 1% (4%)22. & 47 (14%)2] At
of A vieldeh(Fig. 4). &, lamivudined 405 ©]A} A7]7F
B3 7% 24E9% HBY DNASH ALT %71 =
2l o] AT Breakthrough?} 2AJ3t 84} 4
=% 3762 breakthrough?} AL #] 17 o] uljol] oFE-E-
4-& Ao, 1759 34+ breakthrough”} A&}
5 V7 AL s Egsiely) Faelsiceh =3 o] #
AheE Ao FAAAAE B4 HBV S e)A7} &)
e ek A] ESel &8 breakthroughZ. 37 }1= %}

F0{ 2452} s2F0lMe] &3 H[I

HBV DNA H&lokAt

Lamivudine®] 7o 245%] ZA¥ HBV PCR A<} 52
4 vfeld HBV PCR ZA%E FAIslgdct. 209 gz} &
oA lamivudined Fof W 245FF HBV PCR HAH=Z
HBYV DNAZ} eFdQ] 22 R= 1795 0]91 1L, 5258 ol 5 o]g)
o}, 525831 A7)ZE Feoddle 735 443" HBV DNAZE
o] F7EE e}, BAI A elAdL 9adehp=0.285).

ALT Halakat

Lamivudine®] 245-%-9] HH ALTS %= 39 UL,
527-%2) T ALT ¥E% 44 TULE A4l BT
2 ozt ATl et BAEE o)Al eledvhp=0.425).

Breakthrough S+
Lamivadine F°§ 5= HBV DNA®} ALT®] breakthrough®]
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HhAg.L. F27 Fof 40FF ] velde). &, lamivudined 24
7} §7)7E Fo Alells ALTY HBV DNAS] F4g 4
5o ) vl el Eabt Ad fAsE loe
deptend, 550 bR 4713t Felale ASole
breakthrongh”} 2= 2l o2 Jelygdoh

ofZe| S0 HEE 0|X|= QIXIfe| HERA|
HBeAge| EXFE
Lamivudine T Zel| HBeAgZ} oFAdelgl® A= 25
wog AA FA 86%S AX A Tkl At T
A 2933 F HBeAgZ} A Q) $EAm]Eo] Aakle] H]
# v Aoz oduix gle] A HBeAge] EATI o
B Ee ABEAE EAFIC

HBV DNA 20| O|X|= Y&k

Lamivudine <97 29%8F HBeAgZ| °#d¢] 34} 254
(86%)°14 HBV DNA ¥H$=% 48 2z, SR 194
(76%), URS 2% (8%), NRZ 48 (16%)04] et
HBeAg 2442 3} 48| M SRe] 3H(75%), URe] 1
™ (25%)°]3cF. 7 72| HBV DNA ¥h&Eex 5454
Fre)Ade) $alehp=0.786) (Fig. 5).

ALT BIS=0)| O|X|= Y&

HBeAg A<l 3} 258F ALTHRS-%7} SRSl 7+
199 (75%), URQl #-$%= 5% (20%), NR2 7= 194
(5%)°1%13, HBeAgZt &4 ¢l &x} 442] 7-9- SRel| 2%
(50%), URe] 198(25%), NRe] 178 (25%)lx vielde}.
= 7o) ALT Whe-%e BAER felAdel $ladvh(p=0.226)
(Fig. 6).

LA kSTt ZHA|

YAde] el = HBV DNAS} ALTS “breakthrough”
W o ok 4 gled, ©]F HBeAg 944 SAtet
49 BAE vy 2 WAAEZE FAT 2H
HBeAg A4l 22} 49|49} breakthrough7} 2435}

.

£ 80
%
I 40
ft
% 20
0 i
SR UR
HBV DNAYHE &
[ W HBeAQ R OHBeAgEA |

Fig. 5. Response of serum HBV DNA to lamivudine according
to the presence of HBeAg (p=0.786).

X2 ® HBV DNA ¥ ALT S8} HiSselo| kg
ZHA|

Lamivudine %o A] “Jeht= HBV DNA ¥ ALT %t
$%7b Foq44de] =A% HBV DNAS AIT 5% %
HBeAg &4 fF-ob= A 71 95w (p=0.9116).

-

7Hesi7t e El SiXtoAMe] lamivudine?| §3

Fed-S 733} I Rl s gEA) o
L. gt 7 v}re] lamivudine?] &3} v|X - Hr)aly
ok AL 299 F 2Pt R ke 1M G8%)>
2 Ae) FAs T HH thol: 42.18+ 844 (26-57) Gvt
(Table IN). 95 E-8719) H ALT 555 204461 119.67
[U/L(30-420)°19.2, H AST ¥ £ 19345+117.01 U/
L(82-420)0]¢].21] | HBeAg 94l A= 97 (82%)°1%ich
CHbE, 7S i EA] ok SRl 18H(62%) 28 1
Z 169 0] gRG, HF ol 34.7+8.584(19-5D)
oFE FojA 9 I ALT ¥EX 29747+20027 IUL
(47-670)3 AST ¥%= 21441+ 173.76 TU/L(42-770)%
o, HBeAgr} 3432l 321 168 (89%)01%det. 173t
T #FHabEed A #EAte] AR5 E=0032)3 HAF
cholesterol®] =] (p=0.02677} 21742p7| =] gk %
ARt fo5iA B4 epd g AlLdsae F I F
A 2482 ¢l wH(p=0.05) (Table ID).

HBV DNA HST

721733} EE SR} EHA k2 FAlA2] HBV
DNA ¥H--%=2 B3 Azl 717 37) @ gxlaolM=
SRo] 9% (82%), UR®] 1%(9%), NRe] 1% (9%)llA +}e}
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Fig. 6. Response of serum ALT to lamivadine according to the
presence of HBeAg (p=0.226).
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Fig. 7. Response of serum HBV DNA to lamivudine according
lo the presence of cirrhosis (p=0.641).
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(72%), URe] 17 (6%), NR®] 4% (22%)1A] viept, o] 5
= Aololl= BAEA Q] FelAde] Gsletp=0.641) (Fig. 7).

ALT 2I2%

LamivudineS- 54 ¥ 717327} s $A)e} 3=~
% AP Me] ALT =0 W BATH R Aol7t
A0 p=0.689). F F EFIM FFF 12FAd T
ALT ¥%7} 50 TU/Le)8kE ZAase] = 3 30-50 TUL
el FAE . 278t g 244 5o
T ALT F2x 33 [ULel9, 7743t =R ke
Aol M= 53.85 WULAE. &, 5254 ALT =% 3
) R STl EEA ok TR @A) vekg
o}, FAERA ) o4 Gurkp=0.201). 27337}
2 15A vehd ALT 3= SRe] TH(64%),
UR®| 4% (36%)ellM VERAL, 27337t 5] o2 &
2} 1890l A= SRe] 1473(78%), URe] 2% (11%), NRe]
2% (1%)004 ekt T27k) ALT U=y $AEA
o)A e] §19Tkp=0.172) (Fig. 8).

HBeAge| &7

74 g7} 3E sAlkrs) 23 A o At
T Atelell HBeAge] &3¢l 2}o)7} daA] H7tsl7] $13)
Fo] 717k ) 4AgE HBeApg®] £4&S FA3SIH. 1
A7} 717327 TR PR} 45 36%), FHEA @2 I
6% (33%)el A1 HBeAge] S o] WAslglon] 5 F Atol
o) EAPE FeojAde] H9ivh(p=0.386).

Breakthrough LH4iuto] ARPIEHA|

HBV DNAS} ALTS) “breakthrough” T35S 7142
7} g Bk PHEA] k2 ARl vlast A,
“breakthroughh”¥ 7} 271 g9 d FAZAME 19
(11%), 7733 PEHA g2 FRFAAE 38 (17%)°
wAEldeh A3} e Sk} EA] ok kAl
A12] “breakthroughh” gl BA T4 F2l4de] ¢l
Hp=0.617).
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Fig. 8. Response of serum ALT to lamivudine according to the
presence of cirrhosis (p=0.172).
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Lamivudines 5237} A|&=) o2 B-235l= Fol F2H4-
2 masie S A9 9dith OES Seshs Bt
7} Fag YAk o 2 XBR7] &5 19|, FF 1,
A2z} 197} o), FEBE-E SR I A o
ckom QAR AL Bgsls T5 SAHE JoR
FAHG.

1) &

uhid B 7hd-8- Alokelell wld) FoflelA v w2 E
AEL Hol= Ao odejx] it felvizhe AA| T
9] ¢F 5-10% AEZF BE 744 wloleize] FHANAL
ZAE T glon](GFHE, 1994) 1 58 FHAZI} BAZ
HEle] a7l o3 Add), Az ARAshaA
90% A%} WMoz AeE= AL 71X T gle] (Purcell,
1993; Lee, 1997) $=lviat Aldge] w4 BY el &
& olf7} B7E g} vlgo] A BY 714o] AEFA
ok Ald AFPH = 7ol 73k E} 22§
Wz 243 S gl AR 49F 7] drel Lee,
1997) A8Al= o2 Zzgvl. 94 BE EEAA AL
£5%E F F lamivudines 73TE -8 7Fedkal FAHE-
o] A<l gle] 1998dell m=F FDAR FE| YA B 7k
A BA 2 AM-S #7) ekt Lamivadines WA B 7b
JgA A Fol A] Yehte XNEEAg= M8 A - F &
% HBV DNA%L} ALT?] %5 7+4, BBeAg %! HBeAb?|
ZaAled R AT AN T TR0 FAksle] T3l
of g},

2 7= kA B Mg o® zst ¥k #x} F HBV
PCRe] ¥AJoldA] ALT %7} ZAAS 227 AE 5
Heol 9l Seivel b 2982 TiALCE. lamivudines
5057} Fojdle] o] Jix] AxlEe] WIS Hrlekda, A
2 A 93 HBeAg £A] #Fo] W= lamivudine®] &7}
2 7dE) SHE Axle|ale) BN} vhgEE vu, 7
Asledet. 2 7oA 521 €A HBV PCRE lamivudine
Bol 1253l 283 (97%)9] EAIM FAHUE ol
Lai £1997)8] AFolA lamivudine ¥ 45 median
HBV DNA7} 97% 7148t 23} fAE B35 Hehdigic).
g}, XE&Hes oFEE E4st= 9t HBV DNAZL
Z7l=le] HBV PCR A7} ¢4 ks 797} szt
2 AT HBV DNAZY 24422 A8 3} &
247 (83%) L 2 Lai 5ol Viehd Aol whA wepst
o} HBeAg®] 4% A3 A3}, HBeAg?l Wl
24} 258% 108 (40%)) A<M HBeAgd =4le] et
W} oljgt AL Dienstag 5(1999)9 17%4} Lai 5
(1997)%] 16% ‘253 v)wA] AFF3] 95}, Lamivodine
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£ Fo3] Aol SR HF ALT =27} 276.971 UL
7 ARG 67 ASEe] sldledt, AR 525Felle
B 44 TULE #5204 QA 7hdsle] FApH$le) ALT &
A& A5 THp=0.0001). AB=F ALT X7} 50 U/
LolslollA] $A)%= FAALT ¥h&%7)} SRS ) 213
(72%)°-2. Honkoop £(1997)8] ATFEet o] B 3kl
A ALT FAE AAEAR BT ASATE 2eE o
2 ey

B EZ 5= HBV DNAY lamivudines] o3l W}
HEEL X2 EF HBV DNAY ALTY 431 wsjs &
A 32 HBV DNA 32+ AAYS B3 H7hge). o] &
7VA) 28] FAd e ABAe] ¢FeR e A
HE GollA “breakthrough”@}il A2]s}lel=d], F2 22
3A}of| A HBV DNAS} ALT Akse] Balel vlehl= 7o
2 B £ dFelME XE 4070 178 (4%), 485
ol 29(7%), 525 1'H(4%) 5 & 48 $HRolA
breakthrough7} “1E}stom, o] 5 Fxle] &3 o2 RE
lamivudine]] ®Hgt S el FAS B = gl
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P&l 2|3 HBV DNASF ALT 442 X230 F35
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o A& HBV DNAY %A °]Z HBeAgZ} $43 ¢]dA
HBeAb7| 9fAdel 9 B ZHdsiabl W Ao oA
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27 ERdo}. E8), lamivudine T34l SRENE £4
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A% Brks Bokou), BA G Aol7) gle AR
EPsth(p=0.9116). ¥ A5 Wi g} 5 77457) dhd
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FAplAM S AL Hrlsigeh, 1 A9 23t e
A7 gEEA -2 FAF2] HBV DNA ‘=
(p=0.641), ALT ¥M2%(p=0.2010), HBeAg®] =% (p=0.386)
o2 ¥ 2% lamivudine?] #|B. 83 FAEH ] A}o|7}
glE Aoz ey
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402 g ogF B4g FHa Al ddlth
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