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=eplel]l AvfshA] XE RS AR o8 = HBV W #94el 43 T HBVE A&HAo=
AlEo] A7 Zhel =2kl /s Al H ol o] SAekaL, gkxpe] WA A= HBVe 98 1k
Mol = Hr 3Rt wfjefolA Bxd A= AN TF A4S @t WRkS-3 HBV 5
AT Az L T AAH BANS AiF % 4 o] FRS FAYo] W] MRe] Ak o)
Fotelal ==kl ARQtel met A A ETE & G AFGAE AXA F o3t GAE Ve
RSl HEE AES W ode Aol % S sl FAHoR de e gold e
el 3t Am dertkee] ods Hste] 2 A% 7 20 Ak
ek A slelmgele Wy BARGY £F  5ARGel 9% 49 27 9AE 9dngy)
ARE oulahs o] ohm Qaeld Ed W (F4 BRAlole s BEATDE, Hlole s F
ks, w OdE Thol=eelds wEEth 2Jo] kel HBeAgel ¢Aelal &% HBV
wepd 7k S ARl A Aol HEle ASel wh DNAZ A% 8% el EAE gl A7l
g} & = ok B3 Antelg Ao AIA 8 R Se] flaL ALT7E Aol tx4e] 9%
W7} old Wak omz tow AuALel § & gAY AR o] AYE til 10-30d A%
FE = T s RS A5 A3 ExEAY ¥ HBeAgol A= glojAl= 45 vl¢ =&
of lolmetele] EgEo] 94 g ARE &3 th HBV 34 FF0] EeolE BTstn 0y
Q1 Fnfolel A o] FAIZE dHER, Thol= o] ¥ §li= o]+ Hhole kol e Mg
Bele A%How £4 9 uguolof & ol Fow AN f1d7] F& 4AYel AAHw
A A o8 £A BFE BE ool B89 WAREIIE S AY gk
THE D U @ls A9A717] 52 HBeAg 44 WHA
9o, HBeAgel ¥4el™ &% HBV DNAZF
Ared A 1t EAY FAR WEa ALTE A44 32 31d 3
o AHF] 24 £AS BEF 1S Hol: A
HBV #r4ol w4 ste = vj&2 2 A7l o 71elvh. A AAe] A A 15-354] Ale]
g 2 Aol7} gtk FA7] e 9%, 7l & ol o] AR oa@Th o] A7le) 1Y 2 Y
AL 20%, 4A7] #AL 1% viwolth? F4 BE ALT 3o tiuss Ystsiat 229 o
70l H FEE Ba% 1090 A ¥ HBV/  ¢lEl, HBeAg 52 HBeAgel tldt T dzye 2
BxA 52 dAolM SugelARt HEHE 4 dol Skt | AAEE B E7] wEel
$7} 9it}. o] dk HBV FAI7 A (occult HBV in- Ao B Ik’ o]#]d Asleha} 4719 of
fection)2 #A HBV =&S AAlets 3% 47 31 § HBeAg @A 3&o] o FolA7|= spA|rl,
o] = SRl A HAAAA R =2 FUAE HBeAg®] €344 glo] €% HBV DNARE 2~
HBV =4 A3k sle] 91ole] Au)s MO fadle AS7r 81, W2E s34
E 1 A3 AP 24 57
I randomized controlled trials
-1 controlled trials without randomization
1I-2 cohort or case-control analytic studies
1I-3 multiple time series, dramatic uncontrolled experiments
III opinions of respected authorities, descriptive epidemiology
v not rated

- 448 -



3 HAA A7 2 7|13, As}Et
AF 27 Oli}sﬂ He g %‘—iEﬂ RS 5

AAA7I 7V T

N rlo m

N
i
o,
i
e d
d%
i)
).h
)
ﬂ
o,
=)
o,
T,
2
(e}
il
i)

t}. HBeAg 8% w&% ol 7b BS4=, ALT7H
=942 HBV 4

ofelofl A ofalolelntt & Yojibe Ao o
A ok’

HBeAg @7 7 gko] o] Foj x| H| 52 BEIHA
vpol el 2~ BAAI7IE o] gatA Fth o] Al7]el=
HBeAgo] &4 o]il anti-HBe?} &Aool ALT7}

&AM og AHAolal 3 HBV DNAE 2,000
[U/mL (10" copies/ mL) w]gFo|t} Z2] A4S &
=3 Arstrt Aulgk Aol BEolAR WA AA

|

7)ol 7kEAol Agd 9ol W s W
S Ho|7|= 3t} v BAA 71% 713 A
H= Aol Bgolw i o 57t < s
A= HBV F2l¢] Aadxo= ZH%“éi}W
far:} HBeAg @4 x3Hs HQl x5 Har 8

G FABEYY Aol wEY) uFA BELE
HlolH 2~ R{ARE dE 4971 67%, HBeAg

A o= Q‘HO}L 7% 4%, anti-
HBe: f+#8tHA HBV Z2lo] A&A3te 7
7} 24%AtE HBVE24] 9] A &4 5= ‘ﬂ%ﬂ@#ﬂ]ﬂ
F4 A ER e = Sk

Q1 —

u& r& H ‘{E

0%

O—>Z‘ ‘|—‘
d

O_u

HBV 54 424317 (HBeAg &4 4 7+<))

= HBeAg S4, anti-HBe %4, ¥3 HBV DNA
2,000 IU/mL (104 copies/mL) ©]4, ALT <% 2
4] A S8 A5t 5AS Bt
oo $xb= okt ke wjFA BAVE
AR H AL 2 ol s, A A= W
A A7 (HBeAg ¥4 T 2+d)ell Al A4 317

(HBeAg &% "3 7H9) =2 ul= o] 37| = g},
o] Al7]19] BAEL HAAAY] Sxpol| vl Lho]
7F B, gl Hh FeEo] glow A
HBV DNALE & 7Z3Fo] 9l HBeAg 7 %

Kwan Sik Lee, et al. Management of Chronic Hepatitis B

4 e FAE AT A Aska welgel
S dolth I Auks 37HH Gg Holed)

10]
ALT7} el 7 574 oF38tE Hole 45
(445%), ALT7} 23] A
£ Hol= 4-5(195%), A
79-(35.9%)7F tk® H AAAH o2 HBeAg
=4 "y 7}01«] H|&o] F7}ekaL
% A Aol e BgE o] fA 21
1S/ o2 A2 7 "54
aetion, HAAE HAF 1ws
2 AR’
2} A HBsAg &3 Ao
UEeldth HBsAgo] 44
of nlal oF7t v F2
o] 7ol dF- Shatol A
=

o
(X
riet
é
Lo g

1)
oL
= r %
r>4

M 2 4

2

o
<

N

N

2

o!
jahs

2o
ox oy
o
10ﬁr&
ﬁrdiﬂrl

o, Pﬂn
-10Hﬁn
Horr R

Z

oo
&
A

x T

i

i

2
32 52

o
g,
oX,
o9
o g
N
2
s o,
X rr
'
rlr l‘-.“-l ol
x "
£
‘l’m i
(0]
|
Hﬂ =
B
2 e
02\25 and
ol
o
rr
s
o

o
rr
=
rT‘
o0 o
-
Q
X
o
+
d%

dlo
o,
i
_>,i
N
-~
)
o2

i orlo
N
i)
rlot
lle}
)
>4
;O
=
M
o
_u
D
a%

8ol 7] sk= 7]
Antol 2]~ (o]st HCV)
HIV ),4 %iﬂcﬁ L\-—_O

18 24 o b o gl
y fuome 24
do rr
N H
I %
fy >
M Q
= O o0
oX,
M
rE N
ri
2

B oo X o >

g o100 o oo
-

B our ooy o
=
<
o
2

Lo o 9
o & 2
=

(]
—_
=

=
rir
i
[
o,
)
ri
o2
12

werelolth, 3k
WSl gl HBV EA2b= wid 1% v
= WA v 2- 30004 2
ol ejsts e exbzE

= nﬁi
e 2 rlo

f
NI

- 449 -



tierzbetalx| M 13 & A 4 3 2007

E 2. HBV 9ol st gojo) Ao 9 Hetr|+

9]

T B3 7FA (chronic hepatitis B): HBV A& fZdoZ 3ste] WA= 7He] vhy I35y 3o 2 HBeAg
Y47 HBeAg &4 ¥4 o= Alid

=2 B¥g7rdnlolel 2~ R S(HBsAg carrier state, replicative phase): HBeAg o] A] 2,000 [U/mL (10

[e)
[e]
copies/mL) ©]%+¢] &% HBV DNAS A4 ALTE ®oly Ik d53 A} glo] x]&5 = HBV 724
v =2 BE7hdute] 82 Kf-(inactive HBsAg carrier state): Anti-HBe 943 ©]HA] 2,000 IU/mL (10" copies/mL)
wgke] @3 HBV DNA % A ALTE Ho|w 1t dZ AL §lo] A4+ = HBV #44
3558 BY 34 (resolved hepatitis B): HBV 7+ &2 Agho] nlo]#f i, Ag}st &2 229 ZA7F ¢ o4 gl

BaE7rY9 F4 o 3H(acute exacerbation or flare of hepatitis B): A4+ AF8Fx]2] 10u) o]Afo]ar 7] A x| 2] 28] o]kl

BE 7 A& F(reactivation of hepatitis B): H]52] BE7rdntolel~ B4} & 3|85 BYEA dx1¢] 7o)
AZ A oAl B A S

HBeAg €% A2 (HBeAg clearance): HBeAg %Al o]0 W 3kx}oll 5| HBeAgo] A%

HBeAg &% W 3HHBeAg seroconversion): HBeAg ¥/d¢]il anti-HBe &/d°l%l W $x}oll Al HBeAgo] A2 =L
anti-HBe”} e

HBeAg A% (HBeAg reversion): HBeAg 240]il anti-HBe %A 0]l $kato| A HBeAgo] tWA] YERG

i 74 ¥ 5 (compensated liver cirrhosis): -5, 34, 7he3 2 AuF &8 Fo| (MRS FH T ¥y
AN SA7 Sl HAEANS

v g/ 7+ ¥ 5 (decompensated liver cirthosis): 557, &4, 1tH 5 9 AUF{ &8 59 EHT FH59

3 A A7 de AR SF

7+ (chronic hepatitis B)
1. SAgO] 6714 o] 4

2. HBeAg 94 vH4 7+d: &3 HBV DNA >20,000 IU/mL (10° copies/mL)
HBeAg <4 #H4 7+l 8% HBV DNA >2,000 IU/mL (10" copies/mL)

3. AST/ALT®| A&H 5 1ha4 4%

4. AR AF I 2R E 27

H|Z4] BE7Fanto]l 82 K f-(inactive HBsAg carrier state)
1. HBsAg®] 670149 o]’ 44
2. HBeAgo] S4o]il anti-HBe”’} %4
3. &% HBV DNA < 2,000 IU/mL (10" copies/mL)
4. AST/ALT7} X &H o2 A%
5. (M HANA GF AL o] gl (dd x3)

5] 25 B3 7+ (resolved hepatitis B)

1. 34 BE #4 52 74 1199 wHo] AV A AAA anti-HBe + anti-HBs 443
2. HBsAg 54

3. @3 HBV DNA SA(dR13 oz Injgko] HAEH7| % 3

4. 4% AST/ALT

- 450 -



g ZE

ANA 7 ExE A B WAl d5S
AN A AW ZF, )53 S e m A
o= e WAFoRA A S g AEE
S U3 ASES FHATIE Fojth AR
B+ HBVE S48 qAste] 19S ekstaiv
At WA sk Aotk AAl QoA A
= A A 3= ALTe A7d3}, @4 HBV DNAS]
Ha, HBeAgel A4 S @448, 24 &
A 34 Soltk

CBC with platelet, AST/ALT,
alkaline phosphatase, gamma glutamyl
transpeptidase, bilirubin, albumin, pro-
thrombin time

(3) HBV &4 EX|X}: HBeAg/anti-HBe, 83 HBV

fIst ZAL anti-HCV, anti-

(5) ZietE AL SRS aAAL 28 Lufejofchey

% HBV DNA7Z} &AdolwA ALT7E A<
T BEA $xE AR5 A AAS A9y o
2 A F glon AP A FFE o]
e 2oy e RSt e W ARE
steh AgZEA A7 gl v B ke
6-187M¢Y Hh o2 A 7 e F H HEs

As FHgh 959 oy A El4 HBV

AAE S HJAE s AFsta oy, ey

2 M Horr
rlr
Ay
lo,

0|2 AM X2 H ZLIEE

Hots At Aa 719 ALT 43 A9l
40 U/LE ¥4 30 UL, o7 19 U/LE
doie Fgol A=A Fael

K
9 ol Ao A g &
Zo)th, &4 HBV DNA 4= ®W#el hybrid cap-
ture®, branched DNAW, real-time PCRE S *
gk PCRY 5] dow, Z47+e] & ofdhA]+=
oF 20,000 TU/mL, ¢F 400 IU/mL, F 5-200 IU/mL
ojtty. Hitell= PCR el de] o]&H 1o
H, 53] W=t = HevF §We €3 HBV
DNA &%l real-time PCR W o2 t)A = oL
21tk 8% HBV DNAQ] ©9]+= international unit
()= Ex3ehs glo] AAA FAo P %74
Hol| wlg} zpol7l 9ot 1 IU/mLe b.
copies/mLo]H, dutx o2 [US copy®E 3

fhd )

ﬂlﬁ oL
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et

(AT AFEH
O HBeAg &M otM ZFA(HBV DNA > 20,000 U/

mL)

(1) AST/ALT7} Hakol H=0lle 20 |sAAE 2-67H
A, HBeAg/anti-HBe2} && HBV DNAE 6-
1274 4= AAr A2 s,

(2) AST/ALT7} H|EAR! AR0lle ZH|SHALE 1-3
70, HBeAg/anti-HBe2} &X HBV DNAE
2-670 ZH4o2 At AE sl

® HBeAg S4 THM 2+3(HBV DNA > 2,000 IU/mL)

(1) AST/ALT7} Zatel Z=0lle 217 |SAAME 2-674
2 HBeAg/anti-HBe2l &€& HBV DNAS
6-1270 2H4o=2 AAtg ZdE 1Esich(l).

(2) AST/ALT7} H|™ &0l AR0lls ZPISBAE 1-3
7Y, HBeAg/anti-HBe2} &€& HBV DNAS
2-670& 742 AAg AE skl

O A 7HEH S (HBeAg UM 22 S4)

WIsBAE  1-370d, HBeAg/anti-HBe%t EH

a4
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HBV DNAE 2-67H¥ ZtHo=z ZAIE Z4E 1e{sict
.
@ t|Cia ZHAHS(HBeAg ¥M =2 S4)
(1) 2Is8AE 1-3708, HBeAg/anti-HBe2}
& HBV DNAE 2-6711 2HHo =2 AAE A
EE =R
(2) &Hto|2{Ax F04E mafstot(l).

R ek

EHI0|Z AN X2 & 2LUEE

A 8} sHik-g-(biochemical response)<> &H}o]
24l =2 ALT7E 8743k 4-5-olH, uholy
Z2Hk-3-(virologic response)< &% HBV DNAZ}
PCRHel o3 HEHA &+ zlolH, dAE
(serologic response)S HBeAg @344 == &
HHES Role Agolrh. ZAHEE(histologic
response)< 2] 4] ¥ (histologic activity index)
7F Am ARG 27 ol A, A3kt ofs)
7] @ 9ot

A=} =] &4 9| (primary non-response)i= &H}o]
H=AE 6719 Fo] Fel= ¥ HBV DNAZL
2157 Aol el 1/100 mRte 2 7HAaskA] e 4

$o]tt.

(D AN
0 &lolz{AX XE Foll= ZPIS2AL, HBeAg/anti-
HBe ¥ €& HBV DNAE 1-37H& 7H42=2 HAAite
2 A, getolHAX X2 & HBeAgo| &
HadEm 2-370E = A=telet A efstck(l). &

o

=
Sols 2 o2 FA=0| tisto] 2
PN

-

SHIOIZ AN X2 F LHA HIO|ZHA ZLIEE

nlolzj 2~ E3}& AH(virologic  breakthrough)-&
ol =4 X7 5 wlo]g ko] =agrir}
o] @3 HBV DNAZ} A A ellA 100 o] F
7heE Aow Aosi, A3tk =3k (bio-
chemical breakthrough)& &ufolej2A] X8 &
AstE A ALT7F thAl A dgha] o] o=
Feshs Aolth kAl F8EIF EUSNE B

&L wpole) s Eutd o] vhERd ) okl WA vl

olelx HAME Aldste As AFgtt

4218 WA (genotypic resistance)S @Hulo]
HaAo] tgh WS Holis EdRo] nlojyx
7} gkzte] oA A= Aol 8 A
(phenotypic resistance) L7E A Wo] ujo]
2] 2=9] oFAo] g 7HA AskE
A gelate Aol

(A1 AkeH)
0 gttolz{AH %2 Fof Hlol2{A SutEdE 2olH
Aol oM =8 E =I5t LY Hio[R{A HALE Al

gt .

SHI0|2{ AN X(E F ZLEE
=

gulolg~A A8 F X8 WA A9 A5
[e) =

0 = HtSXtel 22 X2 B T 14WI2 2VIsdA
HBeAg/anti-HBe ¥ && HBV DNAE 1-37§& 2+
o2 AAb A2 it 10| Zutgt Foll= 3-6
W 2oz AAKSI0] AL 047 E THEE A2 JeE

cHID.

*J HBV DNA ¥ ALT®] H=ol upe} A= iy
o] ®irk AAHA AzFA S HBVE $H413]
AAG A Sapm F7) gabdel A AgHe] 9o
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1He vk HBeAg &7 #xte] @4 HBV
DNAe°| #3gt A+ A7 HBeAg EH A3 Al
A ALT 45 U/L o]o.= vk 7kedo] S Ao
2 FAEE A9 45%01A4 &3 HBV DNA7Z}
20,000 IU/mL o|&t$iek” b3 WZe] 5< 7}
A #Ae 245%04 €3 HBV DNA7ZE 2,000
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HBV DNA7} grjgts #7|7ke] nlolgy A8 ZE&
whd BRGoIA Aol 18 RS 717
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2 I} QIO anjRd e g dale g
2] 7 WA 7Fee] HBV DNA §A4& SolsiA A
B o2 A3+ pyrimidine nucleoside anal-
ogue©]th."?

2¥ YIITE F PIRAE o]
o e eI 4@ el ofa) e n
o &sd ey BhE

o T en) 2
=
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b A vk 7+ Bk 13678 S o R g
Zo|th Ml o] o) ated %Loﬂ% &=rel 342k 1011
o] Egu o] ek

Ngay

HBeAg ¥4 "4 1H<d

HBeAg 4 74 7+ 3ixE Ao =2 3k 34
Ao ol A &R HE (458, 600 mg/¥)Z} &)
F11(4637, 100 mg/¥)S 673+ TS
A ZHE d% HBV DNAS 74 AE(-57
vs. 4.4 logyo copies/mL), @3 HBV DNA7} A&
T #] &+ 8(300 copies/mL MW 56% vs. 39%),
ALT 38H8(70% vs. 62%)°] &lnjyd X7+
o] om] Al EJTE® o] AT F F 3l
HBeAg &3 A~21(34% vs. 29%)3 HBeAg &3 A
$H29% vs. 24%)2 Zpol 7t UANAIRE ALT7F A
g ek o] 2vjH T =2 A gof= du| R X
go] ZRd XgarY on A =)
(HBeAgE A2, 42% vs. 32%; A% 37%
vs. 27%)."!

)Ry o EnjolE 24577 Tt %
u] HBV DNA®] 7+ H%(-6.30 vs. -4.97 log'
copies/mL)¢} &% HBV DNA7} AEFHA &=
4-(300 copies/mL "%} 39% vs. 12%)2 €ln]Hgl
A g5to] ofd|zu|o] XmatRT; ou] A =%
3L, HBV DNA7} 5 logio copies/mL ©]7d 0.2 75
Hoj = A dulid X :ate] ofv|EH] o]
AzmaHT on] QUA WEITH(B% vs. 42%). 525
A= HBV DNA® A HAE(-656 vs. -5.99
logio copies/mL)et HBV DNA7} AEF A &=
#(60% vs. 40%) "HH|FH X FZato] of| LA
of AuarRY on QA E=gow, Hd FH
HBV DNA(.01 vs. 4.00 logi copies/mL)e} 13}
X 5434 (HBV DNAZ} 5 logiy copies/mL ©]%
S ® 52F7HA] AsH A= BF, 2% vs. 29%)
< @HRd X 5ato] ofd|Eno] XmaHTE 9
o QA Gk}

HBeAg &4 " 144

HBeAg €4 W4 119 848 o= ¢ 33

Qo AN RR0W)E 96T Folalgl
2 ) PR AR Fold Fnk 7143

2HE9 3% HBV DNA9 #4 HE(-50 vs.
-4.2 logyo copies/ mL)¢}, &% HBV DNA7| A&
T A %= (300 copies/mL W]9H 82% vs. 57%)
o] om QA EPh

AERE 2 2 53
3 AAT oAl A dndS Fojk
HBeAg 44 %X} 4587 7k dRFE S 1d

d HBV DNA7} 10° copies/mL
o] g}o]m HBeAgO] Y AAE A7) 1349 0] )
om, ol F 39WelA EHF S TS =,
oFS TS & H 2917 B9 327H(82%) N A
A5ZIH7F FAH Ao ZH“EL% o5 670 Wl
of WAL A @A Eu Y G E
o8 % 89%¢l 4] 3 HBV DNAZ} 10* copies/
mL °]st® A3kt

R Fo] & 24F Aol npo]e 2~ oA o] A
L& grlste] 67 o] A5vkgs A5 F 2
q_-1491b31t>51b€) I_IBeAg OO]:/%] Qj—_x]_oﬂ}ﬂ E%E]H]J_:,Lra‘ T
© g Fol § 2450 €% HBV DNA7L
PCRolA #HEFHA &2 75300 copies/mL W]
Th) 2 Ao HBeAg B AA o] 46%, % HBV
DNA7}F HE5 A ek &o] 78%, ALT A dsh&
o] 82%, WA & go] 4%tk HBeAg S4]
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Aol A du| Y Fo T 24FAo] &% HBV
DNAZ} PCROIA HEH A &2 45 2d A=

d% HBV DNA7Z} PCRAANA AZEE A %t
go] 88%, WA g0l 29 ch I

A WA

g ol oigh WA s

)y A HdEe gufdrct ygko
w, HBeAg ¥4 SAbollA 1d#Aol z+2; 4.4%,
9.19%, 23 Aol 217} 21.6%, 35%% 3, HBeAg &4
skatoll A 1 d o Z+2E 27%, 9.8%, 23 Aol z+z}
86%, 21.9% % Th M EIOI0 31 o1k A o] o] gt
skl 22k 1017 7he-d] @H] RS Fojukd
54rg oA 1 A7k = WiAd o] A sHA] exskot, &
717t Fofs wf Ui B THsAdel distele HE

7} A g >

x| & 2454 &% HBV DNA7} PCRoA A&
e A$-(< 300 copies/mL)ol X5 2 A 2]
A whe go] Yt (HBeAg ¥4, 4%; HBeAg &
4, 2%). WhA X7 245A1¢] &% HBV DNA7} 10"
copies/mL ©]/3%] Ao & 2d4e U
Hd o] =ATtHHBeAg 44, 30%; HBeAg &7
6006 149158

gujolej 2~ 7t 9lo] rtM204V Wo|Fe
& AT Wl Qg e o
rtM2041 o] g wpolef2se] ojate] ket

;1

gnjd A e gk x5 et

In vitroo| x| M2041 o] Fo st naAd #
Aol A ok E HBVOl gt oA & ol el
W oot EH]oj= 184, Bl H]oj= 210, <lE
Fhalo) = 4710 2] st D astgnh! weld |
H| R Ul $kxtof A ofd|3EH] o] H:=32H]o], <l
B 7] o] 2 erﬂo}% AL 1#d 5 glrk! @)
Fd Wde] e A5 dEziniol= A o vk

A= FAH21) A of | H]
] TZOHE AP 15
o] 2t 7kl 29 o] HBeAg7t @3 A3
3, 3 HBV DNAE 785 A 89+2.1 logo
copies/mLel A4l 3.841.8 logiy copies/mLZ 743}

158
Atk

Azbel HdjepRs el med. wd @uy
o FBIEE Asrh Al SJetel G WA
R DL S R EE R
ol A7)0l AskE A Sol Wnlrie] wgly
AR FEE B FF A7 Felrh A
Aol WulRRe] Fol 1A S 2ABTHGE 3.7
HBeAg 94 W4 (el A5 2149 2
A

- 2
S

7+ gt A= HBV DNAZ} PCR WMoz =
BEA &5 WA A =E A Es)of sk, A g g
A5 FT5 AR deids A7 o Zasiet

| L CYP4500] ofate] thab=#] eFar
2 Ao g A AL Allopurinole] Y} probenecid
g FEA Aol =9 AAE JASt= =T
HE&Fod o Folsjof girt. @ Fd gprl i
d 9 ofu|zn]o] Apolof| ofE AFE k8ol glglTh

228 2 daA

EREE CK *%% A4 43& HIE01 4011
ou7h glgl ot du e ALgA] CKol g &
U o] A4 T B

°] CK “&<5ol A
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[ttt

FH R A ddATFol A FHEA, B s
A, kS Holx| rghth P "uRde wE
Aol A AA AFE-Fe] 6-3750 ¢ dFeE &
(1,000 mg/kg)oll A %= Efotol] H/do] vrelLbA] oF
9FcHpregnancy category B).'* o}#] ¢]atyiel] tf
g "dr) o] QAT Adrt gIAIRE ks Fo
o] o] o] efjofell gk AFFS 3]st Futo]
2]~ g o] dagk BYEed Aol A] 4o

ol A~
2 33g § 9l

E 2 g7t e p R 7
s, obde] S ubojei Aol W)
29 A HBV @ So] guFdrtis o}

BY IARE h A% BAgoR A4
o)

H=ZH|0{ 3 HEZ|AIEHI

H =¥ H]o]

B .= 3 1] o] (tenofovir disoproxil fumarate)=
HIV 7 AsAZ Q88 A58 A EA| ol
ol Hx=xH|olE oftEH|ole} 27} FrAlSeke]
2h-g 717 L vlSzEith HixmEH|oj= 2lmAdo] vt
obx] ofdlxznjofe] 30ulel] o] 2i= &+ 300 mg7t
Al Abgel 7hsal] ofdlsEn|ojol Hls] Fulol X~
F37F Hojyt) Hx=xEH| o= ofE|EH] o] ¢} vt
ZZHA 2 el WA wpol e o) ois) &4
olm, gtu] -3} ofrEujofol] BF do] L
Aol A A FA R LelA leh O
T HIVSE HBVel sAEH9dE 459 A=
(HAART, highly active antiretroviral therapy)®ll
A EHweEuol7h HAe] e okglo]r) %

Aol Al AHE- 3 7F
uj el W E AT Ao Alg
o ¥ ¥ HBeAg 94 whAd 71
S o & T2 HlalddA Al A e
Hlo]= ofd|xH|ofo] Hls) A= A7} 5t
= o Aok = ghu|Rw gjAdol
Asle] ofd|ZH|ol 2 iAIg FApEel tE F
AP A &= HwER[o]o] ol Fih=
S-rekdth 2= AN ghu R jAdo] At
ol n| o] 2 A5 ot ThA] ofdEn]o] WA
o] WAYSH xtEol Ulg §3F FAPA = HEXE
Hjole] gmlolgx Tt WHAHA kgt
HIVSF HBVl SAdE #2158 dido= ¢ 2
& ATolA H =M o] = ofd|EH|oj KT} Fhlo]
g2 Faprh $Faleh T woEe ol
HIV S/ela ghvid Wi HBVE 7Hz] 3ol
MEZ €3 HBV DNAZS FoaA #aAA
o] VVE gl g gy g2} 5 ofdsEu] ool Ht
o] AU T AE FH HBV DNAE ot
Al 722

]
o

o 1 ¥2 R om@
K
e
iy

=

L o [o

= - - E
Al Fanconi %73 2175348 fidd ¢

q_ 173

AEZ A EHL

9 £ 2] A|EF] (emtricitabine, FTC)& HIVS HBV
EAo] digt g AAARZ HIV X 50l 521
ofAlolt}, ghu] A vl=g F2E 7] W&
of gmFa 2 YA BlolFo] ffewm kg
w3 vt

AEHA e 2 9jefs 4877 vlagh F-219]
AgtellA Az R 27 A7 T
PCR "ol 2|3 HBV DNA7} HEH A &&=
Aapehargo] 247t 629% vs. 25%, 54% vs. 2%,
65% vs. 26%= A maro] o] A ©] &¥A o]
Atk HBeAg A AL ol A 12% 2 A3}
R, 13%°] FAtol A= JEZAIERL A ol
Fo] B
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AIIS0 e HE 8

22 g
A7)0l 44l 734919 13] 100 mge F1 8
) 217)%50] AskEo] glom ek o HTHE 3)
4m£mﬂ
A7)0l Al Ag 19 18] 10 mgs 7ol
shu] A7)%o0] AstEe] Qlom ol 172 24
@quLa”°4m4mq of og AEHe oy
A% Aol 459 ol AV ok He

o1
%g/ﬂﬁ7wvw>%%
g AT BRI Fol 1 F 28%00 4 B4
= navh Aok oled AEAe] WA 1
A% BAlA B e 9elo] kB Al
o) AA BHsA ek obu|EulolE 283}

oﬁ F\l

= 8= A7) A7s H7F Fask, 53] A
g T ol v 2S5 A7) el
7hsAdo]l =2 3xL 1 o] ol EH]| o] E ALE
st & ke 1-371Y HE o2 A7 sHAE
ajof gt

QA 7}H] o

27150l 8231 49 149 18] 05 mgs Folst
W ghu ol whgo] AV WS 7 A5l
= 1.0 rng—% Folgith. Al7]so] AatElo] 9low

o
H, 3 ATl AdetEd “’*%(Ccr) 60
mL/min F|RH1 252 ALt A7l %
ofell we SelFdel &l i AT A=

'C: H}\q-
IR =)
A7)%0] AAold 1Y 13] 600 mgs Folslm
27150l AstEe] QoW Fo] 1+4S 2Hd

Kwan Sik Lee, et al. Management of Chronic Hepatitis B

JAHANE A F& HIAHHAE At

¢l 525 HBeAg @A adEC] Z42F 29%,

199, 18%= ro]ak zol& It HBeAg 2

Aol A QU2 hate} ehulnd e e
ghu) el tHE g Hol H|E] X3 285 T 245 b}
OIS v 129 FI3 Aol 9l

A5k YMDD ®Ho] 2A(10% vs. 46%)< <]k
=Fo]7b A ATE HBeAg Aol A # 121E 7
2 dulo} ghujde] Wt ey HIolHAE &
o}, ghr)Ee g e WL vlolgankSo] A7 F
B A1 485l M ZH2t 86%, 52%, 62%, A& &
T F 2450l A Zhzt 349, 329, 22%% #Z191H
¥ gyt gy g e et v
M= S99 AE BT o) HIlE &
a3t T ael HlEAeE ol zelrt /il
th* HBeAg Aol A HEey, ¥l1gle s
oy}, gy gEQYe vlolgankgo] A=
T8 A1HQ) 485l 72t 92%, 81%, 85%, A& &
B 5 2450l Z+z} 44%, 43%, 29% 24 )3k 2;
|7} gllek”

e R g3} ob e £ 1] of

iil:c;ﬂx} 1158 S oz gniu o}y

xnjoje] Weta W) g Tis QM-S sk
AT A, X7 5250 ¥ HBV DNA7} A&
2 e &2 7M7) 39%9) 41%, ALT A&
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ZV7y 48%9} 70%, HBeAg @AM E-2 7+ 19%
9} 20%, YMDD ¥ o] BA &2 7}7}F 2%2F 20% %
ok A& 1045014 9% HBV DNAZ} & 54
= 8(26% vs. 14%), ALT AA3H45% vs.
34%), HBeAg A2 (13% vs. 20%)2 -2 s
ZFol 71 ¢l 2 YMDD ®Ho] ¥hA(15% vs. 43%)-<
o8 zol7h ATE F3tetd ghm gt o}
tlxzulo] Wetao] AR TP o R AMEH 7
o= F7FA< °L9L°Ur B

b B 4
=]
nEY s ey
A

O

=

A
W)
=
-z
T,
o
ol
ko
g
&
)
=
4
rg
o 8o jo

HA g
T AASEE 78%9
7kt 15%9F 31%= 2
o] &ulHel W5 g

=

2 2 R do K
o K oo
5
&

A=} %] 54 9l (primary non-response)+= @H1}o]
H2AE 6719 Folgh o= 4 HBV DNA7L

A5 Aol vlal 1/100 mRro = A A] gke 4
T2 Aot 4 Asdd= S5, violg s
2 oAl Aol Atk Prodrug®] A AA
(active compound) & A &sli= S 4L} dfole
A= 4kl Ak(triphosphate) & 2 <14F3}3H= &4 9]

o} A (polymorphism)ZF A #o] AS 5 Ut
e AR A Fulelg Al g %

Azt o] qluk why Bl Tabrk 573

H oFAle] Frh AlgtE o] A7) wiiEel] oFAl Wi
e Aol AeA Fastrh Fulole A
A5 U dd&e 28 $ 3 HBV DNAS}
#eo] gt} g Fde A7 67144 &3 HBV

DNA7} 10° copies/mL ©
2 10" copies/mL ©]%F% we] 63.2%¢l Bl 2]
A Sk am g e X w245 3
HBV DNAZ}F PCROIA HEHA &2 495
(<300 copies/mL) & 234 A e go] ot
tH(HBeAg %A, 4%; HBeAg 34, 2%). ¥ X
8 24574 82 HBV DNA7Z} 10" copies/mL ©]
)\1—01 7(:)]_?_% j]e 214}1]] LH/H H]—sﬂo ] l':ol":]’
(HBeAg %43, 309%; HBeAg 4 609). 14
A5 AlA A 6-12719 & ¥ HBV DNAE oF
A WA BE g ¢ J&EM JormE X7 7ol A

~ o
ol
ra
=
o,
(]
e
o
o
—_
w
<
AN

%_1‘]. ‘LEJ_/\ET, Oﬂ EHE—]_ 7]_,\]7]_ UHO zo#}l:]_l%,lé%l

Aak AsARE Bol A% kA YA nolel

o og SlalA oFA WMAE wET S ekt
A Z otdof zbet MW At

(B3 AFE)

ohd BYZIollM 2|S oldo| = 39, HBeAg €3
Me Jksdol AR YAIFQI AST/ALT &7t & o
AST/ALTZ t¥Els Z2x U2 YHtxoZ &
2HE H712E Fofslof st Ciofd| e Lol ZHET
UCEE AnpHE & HIo|2 AN F0f RS LS| 2

etk .

® HBeAg ¥4 2Hd 71+

(1) HBeAg YHTE Jtsdo| U= EP= 3-671E
ZuEE = X8 ofFE 2gettt(l-2). &
ALT Z7t2t gt gEo| wilst 2= 52 =
£ g = ACHID.

(2) &3 HBV DNA = 20,000 IU/mLo|Z AST/
ALTZ} F&b &etx(o] 28 of&to|AHLt ZHEZolA
TSI olde ABIA} 20| BUFHE MR

3} OlAlo| ChAlZ Ho|M Ashst kM2 AlENS|0]

—

~



xzg A dFSHD) (1) ofe|zH|01E At8sts 8 2lolFEof| oft|=zH|of

(3) 2= QIEHE 2nt, mIolHEE Lt 2tolF 10 mg2 F7iet Hete®olut ofH=H[of 10
ol oflzH|of, QAEZ|of, ZfFE, Lu|FH Mgl ChHAleh ch=eME MEleh = ACHII-3).
T SIHE A = AT, e =72 712 o 2ol Cint oft|ZH|ofe] HelH2 7ty ofstE
71 & IR =2otet iy HHEES 125t M oSt F ghlist = QU= Ofnl|zH(0] L Bt
St ojgiAa LS A APlE Ut QU0f 2fo|FEnt

® HBeAg 24d oHd 7t OfH|zZH|of2| Hate¥S 1a{sto(I-3).

(1) 3 HBV DNA > 2,000 IU/mLo|z2 AST/ (2) AEZH|IE AtEsts 29 20FE WA ol
ALT7} Ee detx|ef 281 o|40[HLE ZHEZolA 271 ZXE of AdlE|ZH o] LY LEo| BIksi2z
TS 0lde AZHAL 20| ZUFHE M7 2to|Fg AZS Sthetl AE|ZIHI0 1 mgz
3} ojee| EHAIE Ho|H Hget ofME MEsto] thailstol Al S Ech(I-3).
x=2et A ). (3) 2lo|FEE Foist= Hof Hio|2{A Sutado] &

(2) A2= QEHEZE Luf, HI2lEuE Lot 2lojF EE1 Y dlo|2{Ao EAf7E el AST/
o, oflzH|of, QEZF|of, 2T, Yu|FE ALT &5 Zofl o2 gtto|2{2HE Foist= Ao
T SIHE ARgE = k(). Letqoz FIIZt X % gHlo2|AH | LY EEHE E0l= o =20l
Zofof st2Z °fMle AEE0 R Y gEES Z 22 gool2{AH el HZS 1siTh(l-1).
1245tod MEfSCR(IN). (4) QlB{u|E 2ut = HOQIEHE Aute| F0IE 12

® oy 21E8HE (HBeAg ¥ L= 34) g 5= ATk,

(1) 83 HBV DNA = 2,000 IU/mLo|z> AST/ @ OfH|z:H|0] L 2K}

ALT7} d4 detx| olgel 29 Heltet AME M (1) ofdl|zd|of =X|Z BHAjollM ofe=H|of Li&o] &
Bisto] x|2et A 1sich(l-2). Mot 22 2o|RHE FIIstL, AdE|FIH[012 o

(2) A2= QIE=HE 2uf, HOolHHE Lt 2tolf H F2 Fotots X2E g = Ak,

o, ofl=H|of, QEZF|of, 2T, Yu|FE (2) 2lo|FE Ldol 4 ofH|zH|o] =R T
S SIHE ALEE 5 Aok, Yoz FI|ZHA| A % oflzH|o Lhedo] LMEt A9 2lolRHE

 REE WY Y F71171LH11-2), izl thel B2 F7Ks
| £ %28 T2SCHI-3).
4 2WS (HBeAg 24 & S4) @ olefzflof Ly R}

® =ich
(1) 23 HBV DNA 2dojs AST/ALTOI| 2HAIgt0] AE|ZIH|0f LY EXtol|lA OfH|ZH[0{Z THA| S2 F7t
X2 2ds 2Heck-3). st= x2S {eteh(-3).
(2) x=Ze 2iolFE, ofdzH(of, AEFIH|0, ST @ 227C Yy 2K
o, 2HlFE & SIHE AEY = Qloh 2P sdd 7 Uy 2xtel 22 2o|FE iy 2Xtol EsiA
o gt = Q1 dHtMoz FI|Zt x|=5Hof 5 x=zg Hg sk,
B2 XzEh3e| A5yt ofH|2 LY eEEs 1 ® 2H|7C Uy 2
2{5to] MEHSHCH(IN) o Y 2Rtel 22 2fo|fd LY 2ktol| ZaliA
(3) 2lejmlE 2ot { HIQIHEHE dute 2t 54 x=zg Hg skl
oftet ofol| mE 7 |sdael #glol =0t F71(0]
cHI-3). O 22 2 29

(4) ZtolAlg T1E{3ih(1-3).

(A ALED
Lt oM LHA StXIIM XIZ QFA| MEY @ ClE{HE otm A}
1) QUHHE Lut= st EE= ZISFAIR F0isict
(DD AFEH 2) MolojA Qlejm| 2 utel g2+ 500-10002t &
® 2io|Fol iy Bt 2 F 3%, E= 5000 2 ofd ALSSHC)

o~ o~
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(.
(3) £0t0flA QIE{H|E Untel 2 6
12 F 33| Fofst= 13| Fch322 1,0008
AIE IR g=chD).
(4) H|CHAH ZHABZT)
= FZ[0[EkI.
@ HIQIEuE Umt FAL
(1) #HaQlE=HE Lut= stFEALZ FOiEtot.
(2) MeloflAM TaQlE{HE ¢t 2a= 180 ngel &
Oz, HIIHHE 2T} 2be 1.5 ng/kg B2
2 3 15 ARZEHD.
(3) Hithet ZH-EHE DL AT wTolE=HE dut
x| 2= F710[ckI).
@ clo|FE F7 Fof
(1) A7s0| Heto|H 2o R 9|
olck(l). Z&foteld HAE0|
d20l= 2 20| ZRsIc
(2) 20tofM 2lo|R ool St
100 mg/olckl).
(3) HIVet E52dE &Xtel H2 2ln|fHlel #HE
22 150 mg/olct 2io|fE2 gtEA| of
HIV X o=t HEst ct=F0i= mstok(
@ oiol|zH|of 3T F0od
(1) 217]50] H&to|H ofH|=H[0{e] 822 10 mg/Y
olck(l). Zefloteld H2&0] 50 mL/min B|gtel
BP0l F0i 7HA9] THO| Jé'ROHZH) E 3).

(2) oftl|=H|od EO1 Aloll= &o1H aA

o
o
=
Mo

222 100 mg/e
50 mL/min ojgtol
HD (& 3).

3 mg/kg/ole{ =|cH

il

(
A|7|g

[y

(==
A2
2HA

(e

[0 olr m

.u._.

g s
o H°| 7F"“0I -i'—f% EWOHHE -3714
2 WIisdAE
@ CllE|ZHH|of F7 Fof
(1) M7|50| FebolH AdEZHE|0{o] S22 E=X|=
&% 0.5 mg/olnq 2t Lol H 1
ma/olck(]). FefotElH HA 0|
ojgkel Zolls 8% 70| H2sieHE 3).
(2) AEZFHI0lE S5 Al(AAF 2A12E & = E|2 24]
M) g7 Fofaict
® 27 7 Fof
A7|50] FHolH ZFe S22 30 mg/Lolck(l).
= :

ADISe Fololl wE Saiwciel B2 U A4S A
Sofl et o7 Zapt Besich
@ o2 2T Sof

A7150] HoolH dulFE 22 600 mg/olct

(1). Z2loteld 280] 50 mL/min 0|2kl BPoll=
F0f ZtA49| =Ho| ZRSICHE 3).

2. §0{ 7|2t

(AT AFEH
@ HBeAg 24 Thd 71
(1) QlEHZ dul= 16F0lM 24F ARSSICH).
(2) HolEH|Z Lubs 24F0l|A 48F Foists US
sk,
(3) 74-_r‘ glolz{Ax| X|Z 7|7H2 HBeAg E&HAA
= FaF 14 o4 Rojstk= AS AFSICH).
@ HBeAg S4 TN 71
(1) QleHE U P‘ Ho{= 48F ARZSEICHII-3).
(2) HOQlemE Uik= Mo{L 48F Fofste A2 11
EEn= (IR
(3) &4+ SHlo|HAH X|Z 7|2H2 OlXIHX| H=ts| =t
2l=lo] QUX| pteni HT|Zt H|BEA AElE RA|
A2 m7IR] = HBsAQO| EAAAE uf7}X|
te WS AFSICH).

Chat ZH4HE SXt= 2(Z2Ee| gHtol2{Ax FoiE 2
2 3ict HBeAg 24 BXh= HBeAgel EEAA0
Fok5ii Lt HBeAg 4

2
B HBsAgSl EEAM0| Solsl 39 Boe 1

& HBV DNA

!
tastR| b2 49

SO AKME HoE 671Y £0f
7P x| 2 Hof 5[5l 1/100 ojotez
okx| HAS g = AckID.
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