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A Case Report of HBsAg Seroclearance in Chronic Hepatitis B
Patient
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Hepatitis B surface antigen (HBsAg) seroclearance is a rare event in chronic hepatitis B virus (HBV) in-
fection which acquires the disease early in life. A case study have examined with asymptomatic chronic
hepatitis B carrier who exhibits HBsAg seroclearance in anti—HBe positive, We comprehensively studied
the biochemical, virological and clinical aspects of a patient with HBsAg seroclearance, Liver biochemis-
try, serological markers, serum HBV DNA levels, and development of clinical complications were moni-
tored, Mutation of hepatitis B virus is suspected serum HBsAg detected by the HBsAg assay systems of
VITROS (OrthoClinical Diagnostics, USA), AXSYM (Abbott Laboratories, USA), Elecsys (Roche Diagnos-
tics, Germany) and ADVIA Centaur (Bayer Diagnostics, USA), These four immunoassays showed nega-

tive results, Also, the patient had undetectable serum HBV DNA, Therefore, no mutation within the “a

“w %

determinant of HBsAg, which might escape detection from HBsAg immunoassay were found. Natural

seroclearance was confirmed,
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nine aminotransferase, ALT) X% QFA E+= H|&5A]7]
o] Eoj71H, I 5 dFo|A+= HBsAg seroclearance’} 4
oJtH(Yim#} Lok, 2003; Liaw, 2009).

HBsAgS- HBV S - AA 22 E] sj=-5 ofu] =ik 2267] 2]
A2 ol glom, T FollA = HBsAge] BRI &
HakA| e} Agshe 731973521 (major hydrophilic region,
MHR)= 103HA M 17304 ofn|it Ato] & éjm,
cysteine obr|=2ke] o5 2 a12](loop)E FAASH He=
tl, 124~138WA o :=qbE 3} 139~147A) opr]ie’Eo]
270e] F48 aElE Y33 "ok (Water 5, 1987). o] &
HBsAgol| thet 34| A4S AAsh= §-91& HBsAg “a” 2
71k F2et), 2 H T 12498 opn|=Atellx 1479
A obu|ieit Alo] & A ghtt, 53] 139~147HA] o] =it
Eo| v 2 HEHo] o, BY 1+ W Ao gt

=2 Hol= Aoz A Jrh(Thomas?} Carman,

1994). 12fu} o] F-9lof WHol7} Ay 7| no]2| e T e}k
A Tz H3E 2 gste] 3+ - A vk-S-o]] 7] %3k M est

2 AAM o2 HBY EAF HARE AT 75l 71E &
Aok whg-akA] 942 4 Slo] 1S4 (false negative) AF7}
) 2 F Jorg A ZHde] EAjsitieiE 7Hde] ¢l
= o= 20g 4 glo] HBV 7 e xletel] offz-o] Sl
< b= 27} ek@aulu®} Roberts, 2006).
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A e81A)| (anti—-HBe) 9FAde] A A3to] o]Fol7l 1
o7} o] AA| 2 HBsAg seroclearance’} dojyt=A] o}y
W HBV ®oldl| o]a] HATn]o|x HZo| F HA=AIE
lsh] flal A= v AARe] Aokt A E o] 838t
o HBsAgE 7AAFsto] Blaaklet, gk HBV ®lo] f - &+
9} HBsAg seroclearance &91-& 9|3l A3t a i)
Hh-g-(real—time PCR)}& AA|8}AT}. o] 2|3k HAREE HB-
sAg seroclearanceE 2181817 o] £ nz3} shA B st
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2, Makety HAeH

g A3lst Aol A aspartate aminotransferase (AST)&=
22 U/L, ALTE= 23 U/L, alkaline phosphatase (ALP)= 164
U/L, gamma glutamyltranspeptidase (GGT)= 32 U/L, To-
tal bilirubin® 0.8 mg/dL, albunin 4.0 g/dL, prothrom-
bin time- 12.0s2 BF 34008 Btk SHHAd7A)Lt
(complete blood count, CBC)ZAA}lA 2] platelet counts=
184,000/uL.o] Atk

3. BY 2t EXIAt HALHA
B wpolelz FAIAR] HBsAgH EHEA (anti—
HBs), HBeAg, anti—HBe®l| tj3] th2 4714 AH| 2 A%
Ake] Aol whet AARFTE HBsAg AAR= HBsAg sero-
clearance®] ¢]&l HBsAgo| AFIZ 02 A2 Q4] ofy
¥ HBsAg “a” 277] wol olsf Ao} uh-3-314] o} <]
574 (false negative) © 2 WEPEE=A| 2] o F-5 &2ls}7] ¢
& Zt7) T2 47) AzAbe] A5 o gH| 2 HBsAg HES
AlEstl o, Avbe vt 2 ttH(Table 1).
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Table 1. Overview of the results of automated immunoassay systems used to compare HBV serum markers

Assay system

Marker
VITROS AXSYM Elecsys ADVIA
HBsAg Negative Negative Negative Negative
Anti—HBs Negative Negative Negative Negative
HBeAg Negative Negative Negative Negative
Anti—HBe Positive Positive Positive Positive

4 X HBV DNA M2tzHAF A7

HBV DNAY COBAS® AmpliPrep & COBAS® TagMan”
Analyzer System(Roche Diagnostics GmbH, Mannheim,
Germany)g ARSI o™, =AM = 2.00E+01 TU/mL
(1.16X10” copies/mL)eA] 1.70E+08 TU/mL (1,10%10°
copies/mL)7FAlo|H | 4 AZEH-S 20 [U/mLo|th, HBV
DNA real—time PCR A &FollA & A1 20 1U/mL ©]s}
(116 copies/mL ©|3h) 2] AIE Hof S0}, w3t &
FHEAAMTENA APEA] FARL] 0] wlolE alEa}d]
T2 a9 o) AP 2 FHEAATHES AAE S

o] 23} oA 24olgic,

A
o}, Yuen 5(2008)2] $AollA &3 HBsAge] Izt M E
2 0.13%= o] BiEW FAFsEATE 74 B

oA EH HBsAge] A2 27 o] W FddlA=
7+ 0.1-0.8% A= LojupH(Ahn 5, 2005; Liaw, 2009),
IFH o]l T2 A7) o] Fof] dojuh= Agelx =

0.8-2.1% AERE & | = (Fattovich 5, 1998; Sattler 5,

17
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2000). TESF B HBsAge] A7F 2AEL AT A1ZF Al¢]
Az} Aol whe} 2fol g Bo] 22 0= vhgrido] &
AE FAfoA = 0.5% =, A ALTA|7} Aol 2%
oM @S0l gl FAbX = 0.8% F=E HRlTHLiaw 5,
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F -S4 o, vre], ] A ol 7kde] HAls)
=] Q&= Aol o3 =2 HBsAg 4S8 7|Hjd
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SApollx= A714
1 3ok ZHAIE arefalof gotar shqivt. =l Aol et
Z| 222 Tol| = 7heke
0.2~10.2%0f4] WAL B arstal glo ™ (Ahn 5, 2005;
Nam &, 2007; Kim -5, 2009), o]& o8] A7} AR &
ook, shAIRE -2juete] 49 HBV= 79 i 4
g o] Cgeoln, C¥ HBVE BR ol HI3) HBeAge] E 4
o]l T A FHEE FoH W o 2 9] Xlsgo] wh
A e e grkal dejA Iok(Chu 5, 2002). o
2hA] S Fafollr o] 3 HBsAg 9] ofujo} 1 F A
W 28 e ok vkt 7‘40]7} U= ZiP_E_ Agﬁ%u}
E}EW g Bfﬂﬂoﬂ ﬂx}oﬂ/\i

HBV 7+ e 919 QP BAAG] 83
/\lr%—ﬂﬂ

Ao} HBsAg “a” ZAA7] 3¢ wWHolr} wAg
S vpolE o] HHFY 72 WS
5l‘r HhgebA] oS o glems Y

m HBsAgo| & 5#| eko} A 7

ol gle Zog 2218k 4= 9lo] HBV 74 Zchel] of&
o] AL & vt B asFgri(Laulu®t Roberts, 20006).

a U

Cha(2005)¢] BRZES] npole]x kel wHo] HEdl &
&k A7-ollM A= HB
el A 717] 4 E}E} 7%%’ | =2vkal B asklet
Sohn 5-(2009)¢] ATl % HAPIHAS A HelA HB-
sAg 57321 1374 F 109(76.9%) Architect HBsAg kit=
AL w g AdE Bl s T o gk S 4w
ole] ofaf MAPIHAS AR N AZHA XS 73
o] B &2 o= Bttt FelAE HBsAg S 3
A} “a” AA7) Wol|7} A& RIE|3 9o (Kim 5, 2003;
Cha, 2005), HBV W2l HFo] HPAO R o] Fof=|iL 9]
o] g Wol7t Aak F7HE Ao R oS3 rHCha,
2005). tiwke] g e E Y= el A

Algk AgtzAbeA] Axof ZFARFY] 7.8%ClA] HBsAg WOl

2o &

7F AR, 109 Folli= 28.1%2 F7 st Hsu &,
2004). oFA7EAlE =il HBsAg “a” 27 F-9]e] wo]
£ 71 SAte] vl go] of= HERlA] Al Ame (A
7k HBIG 2 HBV W2l HEo] HHZA O 2 o]Fo]x|1L g)

3FE “2” AR 7] wolol] 3k HBV 7+4] Zlehel] o]z]8-0] gl
.% %= 9)thal AlE ¥t} T3k HBsAgS A 8He] 7A&317] ¢
3 w9 e o] HBsAgS &8 5 Qlofof 3hn, wo)
A A F JE= 243 (polyclonal antibody)
o] Hadt Ao g Az Ert, weba] HBV 7Ho] o4
™ HBsAgo] s doltigte BEREY S41 A (hepatitis B

core antibody, anti—HBc)9} &3] HBV DNA =5 HH=A]
Selsfo & Aolth, B ARIoIAE ) AzAbe] el

AN HBsAgo] BF SAATNE wn ANIEREL
HRkSolM S-S Hof &3] HBsAge] “a” A7
7} o} HBsAg seroclearance 912 8e1g 5= AUt
HBsAg 4 TH3 BETHY SRS AIA ollA] < §E
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