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Is HBsAg Loss an Ideal End-point of Oral Antiviral Therapy in Chronic Hepatitis B Patients?
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A EAsto] o]Fo 1 HBsAg A Aol A4 o] 9] 4
F 123 oF TR 9 AyE Hasiylch o] ko] it
A= 19999 1195 E 20119 129 Afolof ghujido|ut
(3,408%) <lIE|7HH]01E(2,001%) BEZFHS] x N EA= A
< A&t 670 o) FAIE FAISHTE Al A &
19 ool ThAI S-Sl WASHA] kIl HBsAg 4x4o] 9l
A4 QZMW% i%:l Aol ZEA|EFo] HAYSHA] oF 2hAt
5,409 o s siqltt 54 4717t 69 3k 1107
o] HBsAg &4 1 lo], GutolHAA| AHE- F HBsAge] ¢
T AAES 0.33% 0™ A= A} HBsAg &4 AJ7HA]
O] Y2 6.77d0|3th HBsAg 44 -7 ThE A=
S0l it opisF 2404 HBsAg 44lo] 9l ke
714 ALT7} BAF AFsEX] o] sHjE dglow, HBV DNA 44|
7F S9Xal, HBeAg +7d $HAZ} WokaL, 1M R0l §li= St
7} @kt HBsAg A4S H9l 1104 HBsAg &4 &
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St 5 o Sufolelzn] Mg AR 1AMS AT 9]
o I F ¢ g2 gAY 4 ¥ e & Ao
ASko] ApPGSRaL 3 R ZRA|ESFEol WA

A FTE TR Q3| HBsAg 44 offlof w2 gxt
E9] EAof A}e]7l A propensity scoreg ©]-80t] F #O
B AL THEol(1:4 HE) 47| o5 Blaskeih A AR
71AH EAETS B3 Fol= HBsAg 248 B9l 34
7} Holz] ¢ke dztof Hg|| H]o]4] A& (hazard ratio [HR]

0.10, 95% CI 0.01-0.72)o]u} 7hA|xEe=£9] ¥FAI(HR 0.06,
95% CI 0.01-0.42) L5Fof|A] &3t o35 Bt F T4}
9] XA AIE AA u]l]_o}az]@ HBsAg.J AAo] Aot
7I7b ol A& 9 AT SRS vl wsh= Zlo] A ds)
gufol2| AA A= $F HBsAg9| &Alo] dojuh= %4
%l 6.77d ol AT SRS YR V1A EAAS &
ukzzo] ThA] BN} HBsAg A4S Hel Sxp7| Hol
o2 Fhto]| BlSl ZRA| RSS2l WAo] ofnm
HR 0.13, 95% CI 0.02-0.95),
< EYCHHR 0.21, 95% CI 0.03-1.52). HBsAg
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skAto| Al 3¥lo] 54%0]|A] anti-HBs @ Agto] dojutA|qt
HBsAg®| AFAE 8(7.8%)°1A Uetgtet. kAT 1 &
7L oA SAHE o 1L 1 [U/mLe ofF WS level
B Aol fAE= 4IE Btk HBsAg &4 § 179
(16.5%)9]4 HBV DNAZ} AAZHdOowW T 2000
IU/mL o8}t 11 5 9> thA| HBV DNAZ} 4= 9]
a1, 7L 37-99 TU/mLY] W& HBV DNAV] 735 qich
HBsAg 24 & A& &S 7S HBsAgY} HBV DNAY
Aol T dofuh= F2fst Y AA}= anti-HBs7F A4

2] = Aolqdrh

ofd: Aol AmolA FAE AT ARg-Btoiof 3=
7tz QAR EAF HRoA| =83t AlAtelth ato A oF
A= FAHo s 283177F HA ¢gar, A3 FARE Sl
F718 05 o] Wdsiof 517 wfZeoll B AXHA, A
A Aol girk. AA =] BRI A 8= 17HA2] A
oF 67FA] 2] -8 dutolg AA7E ARSE AL 9tk o]F #HZ
glo]E QIH#H &2 HBeAg ¥4 W BETHY SAtoll A A

T8 3 67l1€el 36.2%0lA] HBeAg €4 HTHS F5x0t
1.7 HBeAg 24 TH BEZHY BAol A 43% H:olA
HBV DNA7} 4,000 IU/mL ©]3}& 7+A%H= HlolgA Hh-S-
FE S ok’ S} 7|7kl dist ¢lqtol A 90 pgRrh
180 pge] H¥A ol 180 pg 245Kt} 48571 ipA o]
2 9659} 485 X7 uyke] Aol Qirh’ 3t X7
S Rl 3219 63.7-81%CN1 A BHg-o] A|&HThal oefA]
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e 23k gl -8 FutoleaAle] Holle di
B AR 7|7bo] HEetAl Gtk A AR Zhol =Rkl
712408 HBsAge B4 24dS oY A7 $2 Ve
o

o7 AASk glom FY slo]EeleloA HBeAg /g%
ApofAl EA AL AA)olu HBeAg 24 FHAtOlA] HBV
4 A% op £R71 7R AR A
& o] AA+= HBV DNA polymer-
NAS] BAIE wHHOD oA A
ave A9 gloh wEbA AedE INEE

A A oF 28T 4= Sli= % W HBV DNA %= cccDNAE
AALT 5 §lof, HBeAg A 2AtolA @7 AL &
oHlo] 282 FEBEEhE 124 Yol 50% 77to] HBV
DNAZ} ThA] AEEE Aol dojdria defA] ok
L At gutolel ARl Qe Zha] oo et AEellA]
£ HBeAg 94 SOl AL WAARE, HBeAg 24 8
Ao Al HBV DNA®] 4714 &4 §A5 G4 & <AH 7]
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RO Fa3% HHoIi Aw FA AA
. SHAIRF HBsAg a4lo] Gl AA] X520 F4 AL
= ot 2ol A Bt
ol AA Ng5E FTHI - W BYTAL] Aol glofof
Ao g 3o o9t gA"Hs S/t Basitt.

AFAA Q] HBsAg AAlo] dofjit o] 3 HiolgjAashy ¢4 7
Fho] o3t 9IS ¥ 2% 7|7k} HBV DNA #Z9] wizh
L7F b7l st HBsAg 44 19 2ol 0.9-71%, 61
Zo 6.1%, 104 o]% o= 3.7% AEo|A HBV DNA7} A%
Hokn dYA e g R g3t At oAb
(Table 1). StA|4F 8 gofo|HAAE AR5t HBsAg
o] &Aool dojt FAtoA oA FE F HBV DNA 59
vpo| g Ak, ATA o Fof gt Hil= gllct

Kim 5'& HBsAg AAF} k4] 28 o 0.9%) At
HBV DNAS| ¥4& FH6HA] o= HBsAge] AoFdo] &
4= 9lom, HBV DNA9| AeFHe] ¢ A&H & P2
A 7.3% AT e o]E EE 2000 IU/mL ©]%
o9 e SAETRS HRlth= AS Eelstent. o= A
% HBsAg &Alo] dojd eAparg 7
AREQE 2ALoll A HBsAg 4 &
g AT GRS RINA & A
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Table 1. Serum HBV DNA Levels after HBsAg Loss

21 2 . 1
Arase et al®* Yuen et al.®® Kim et al.

Number of cases 231 298 110
HBV DNA cut-off (IU/mL) 80 11 15
Time of HBV DNA(+) after HBsAg loss
At 1 yr 3 (0.9%) 19 (13.4%) 13.8%"
At 5 yr - 6 (6.1%) 29.6%°
At >10 yr - 1 (3.7%)

Median HBV DNA 7 IU/mL (1.1-396.8 IU/mL); °cumulative inci-
dence; ‘cumulative incidence at 4 years.
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HBsAg &40] §l= EAE0 vlsf] THA|Z2E-2] WA} A
ZoA BE fo8 T Aol Qlrkal Bilgo] Q¥ ®

A9k 7 G-g Sutol e AA|7E v BEZME SRRl A A
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oA Hlt gle Kim §1e 47§ FuloleaAE AHEs
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3L 90 HBsAg 249 ool i3t A= g
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ot ofuet g BYTEAO] AAALE wheiste] WY g7
o 7M=& 55 7, A} Z}ié}d |24 7)o 714
3o w2 71t ® HBsAg 55L& 71 U2] HBV DNAS}
cccDNASH: H|#|3} * WS HBsAg ¥52 7HA]: H|54]
719] tA BE7FA oA A ¢l HBsAg AAlo] F&2
ot F4 BEZHE 3Rfo| A HBsAg AAlo] dojua g

HBsAgS BRI Hio|#A A AJHOR B A58 $4
g Zo] PaEa ok J8thd HBsAg &8 X7 F
A AFer R 7HN7E ERIEGET olole F A
BA7} k. Kim 5'9] 143 HBsAg 44 T A4S &
=3 Z9-ote HBsAg AFHe] dold 4= 9L, HBsAg A
4 glole HBV DNAZF & H k= Zlolth o] HBsAg
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4 ot 2dd Aol Atk e AAREL Sl
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o SEE7} 27 (11-6.6)F FAoM ERomR ™ 22 5
oA Aol A Al4E = 9% HBV DNA A& 274
ko] 4714 el g5 ofshAd 227t Qi s @At
A9 4t FANA HBsAg &4 ol 2hApe] A7) ulS-
T AR B8 S glomg ofd e o] 39 o
TollA vrsi A of st
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