22 - LRk .

HBsAg7E {8 HBV B YL b ({1 58 33 i

i, TRAT A CEE ARSI R AL i < BB B PRy &8, b5 100069 )

.
HBsAgi&BRACER L ABUAT 4 IR ARG
XEiF: HBsAgiEl; MamE, 8,

Ve LR 2 B E e LR e Qe 2 —, PEAFRE N AL T AE RS, BTl
&, ASCRXTHBsAGTENS PEHB VR G b (R B 78 i3k e AT 250
TR ZH (R KUY

HBsAg in chronic HBV infection
QI Jian, CHEN Xin-yue (Department of International Medical, Beijing You’an Hospital, Capital Medical
University, Beijing 100069, China)
Abstract: Chronic hepatitis B is one of the most common chronic infectious diseases in our country, it
seriously dose harm to our public health and safety and the clearance of HBsAg is currently considered to

represent the clinical cure of hepatitis B, this paper will review the research progress on chronic HBV infection

in HBsAg.

Key words: Clearance of HBsAg; Hepatitis B; IFN-a; Nucleos(t)ide analogues
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F MR R I — PR R B B —— “ ORI L
R, JRAEFIN N QTR KB (hepatitis B

virus, HBV) MICHIR sy, BB R KT
PtJR (hepatitis B surface antigen, HBsAg) , MUt
HBsAgPH P N N ZHBVIR B bR Sz —1,
HBsAg#) &I AN R AT FHBV $2 4k | 8 E (1) I
Uigo CEAHGKH— BN, BT 5080 = A B IR
il L2 o e RTHBVIEAT W R VRTT, HBsAg H 21
NIEBGRIFENR, HETEAERHBVEG,, 1M H 240
W AHBSAgTLIEMIGE b, BEH % (@i) EAU
TEREEHUR TP E H I L, X XTHBV HTHBs A gfiff
FURIAWIRN, BRI 2 U 4R R BTHBsAg/K P A
5P FI7 2 (HBeAgi k. HBV DNAIH])
Fe K IATI 9 e A 26, i HL 5 HBsAg & BRAR
P, G TUAESEE . W o [ i 5 e s R 2
AU 2 R6 A H b5 B2 3R 15 HBsA g )5 B 5l 4%
e, AMEA SR HBsAGTENE I HBV B G 1 AH S Bt
FFRLRIT .
1 HBsAg K FES5ZBIFFRRIBARE

HBV & W JHFDNAJR 8 R}, i 75 5 K7 41 45 44

DOI: 10.3969/j.issn.1674-7380.2017.04.003

BEGIH - AR I KR N WS R HE)T (2016 B KD
(Z1611000005160018) ; ¥#E P4 R BREFIEDHH (20168 %)
(P R2016-1-2183) ;15 #BIG R4 (2 B FH I 90 5 AR HET (20157
) (Z1511000004015181) 5 db 5t ik Z BH¥E p SR F1IE B AR HE
JTIUH (TG-2015-020) 5 CERGRED E SR E 8 LR 3% H

(WIWYA-2014-007) ;5 Jbstf % e B P SCiki R 4 (20150205)
BIEE: ¥ H chenxydoc@163.com

MAFFIAS %, AR EAIRDNAL K, 1
BELI S A 3200 AT, IEREMRKEE R AR, AT
FUHE1150%~80%. HBV DNA 45 44 i i
HEZZ (open reading frame, ORF) , Z3HIASIX. C
X PIXAIXIX . SIX X7 ANHIST. RS2k S=" %
MIX, rgmdriS1EH . AIS28 H AHBsAg. 7E
L R N RDUL SR B3 R S HBVAH G IRk K
BRICRORL 8 TERURL AN BRI o K BRI R A
FEREMHBVRERL, M B NDanefiiki, 23KE, H
42 nm, HHBVH#ZLER (LFHBV DNA)
FAMNEA R, AEREREEA. REA. DMEH
fRMATE (HBsAg) A, 0 W& HARBUK
DNA. DNARGEEMIZOPUER, 25261 3
. JEWFR FHHBsAgZL A, A ORI, A
IR, RGP, XTHBsAg ARt B i il 3 B
(1325 AW N, H HBsAghS M i 57 & 7] i LA
K, BRI S5 e 18] 52 Lk 18 1 AT R 1% 23 #r v LA
T2 N T HB VIR QA2 W B 75 5K s 4K 2 N FH R IEC
JZENY B X5 (enzyme linked immunosorbent assay,
ELISA) W XHBsAgitAT & BRI, (HHAEw
AN, BUE BN o VE AR f AR SR 08 2 10 B ) B
PRIV AR I LA 2 RO ORL T
(electrochemiluminescence microparticle immunity,
ECLIA) ¥:C ¥ HBsAgH TS W E &0 0T, 2
P76 1 90.05~52000 TU/ml, #6090 FE 3 58, L3k
B B9 R /INAT DL A7 A0 L EE TR PE G TT RO
A LA 2 75% 112 M 4B %8 (chronic hepatitis



B, CHB) ABETEIR)T RIXTHBsAgHIWAE"S, AR
NN IRHBVIE L E AR B3R 48 7 VP I mT RE .

H AT N4 ) LIHB VL (1) E 4R st il A&
S AR S, B GE AZ HE eiERR I RS
A% B SHIAMEESI . AN F
TIRBERE. ASTEALT/K FHAIHBeAgH IR AT &
. TERIZIN 2, REW /KPR, HBV
JHBsAg) & BB, (HHLAR 2 L35 0 A X 42
B2, RXMENAEAETHBV R 3h g% [ B o 78 ST
B, ASTAHI (80 ALT/KFF&E, HURAT sk
WERPIRAS, JEEIXTHBV AR AR G HBV AT 4
J B G Moty , Lo SR REAE BT PN B 3K 19 HBeAg
Mg S5, 2N bR, R
(3B S, FIE A B T AR ek
MU e Thae TR, SEURSEHEE BT 5k
JFFIE A E v 2, 8 R I AHBeAgl] 4:CHB, 7]
FRHIIHBeAgPH %« 24HBsAgIAS i 2 240 I
NATRERT, AT EE BN [F] i T HBsAg ) /K P A7 (R ¢
KZESE, IR LA HBsAg 7K1 5 Bed AN A 4
fiE, nZengZ5 7542341 4b T H 48 LA FIA A CHB
BEMATHBsAgE BN R, 7EREm 52 B
K N HBsAg/K Fix i, #£14.85 log,, IU/ml, 1E4%¥%
TERRI B T YA HBV ATHBs A g S e i B 1E H
HBsAg/KFAH T R, #1436 log,, IU/ml; 75
1, HBsAg/K-F-it—2BF#MIK, £93.18 log,, IU/ml; 4
HBV i 3 £ 3 yHBeAglf] 14 CHBIN, HBsAg/K-F-
B H2.95 log,, TU/ml. Hitk Al E HHBsAg/K T
EFEE LT MR s Thiae, HEUERB N
PEAHBY H 4R 5 AR A4 T AT RE .

H #f I\ AHBsAgk FH HBV & il 148 i —
cccDNA, HH %A KHBsAg I mRNA, HA
FHEGERLD, BMHRNLS~50401, H
FLAFAE 673 B 2 ) GRS S+ 2L
cccDNA M T4 4% P9 1935 Bk 7= Wk 5 HB VB etk
BHLIE. %N K cccDNAGE i 40 M A ) &%
SEALE, BRI 2 5 B A 58 4 3 A B
WKL AL, I — 4 4 S [0 41 B A Y I AR
cccDNA, #EAWTEIAR, HEARESH], cccDNA
ANWTHE L iicccDNAM, X 5 2 HBV 3t LI 1
BRI JE N 2 — . HBsAg/KF/E— @ FE B L] LA
S W HF A cce DNA 17K . LarssonZs 5% 8441 JE 4T
JRETWMNCHBE % (HF5HBeAgH M fIHBeAg
FH M BB ) HEAT EC X 1 B 2H 239 A A IV 2 PE AR
K, 45 5 B RncceDNAFI ML HBsAg/K F & & 3%
1IEMIZE. Chuaypen&st TPt K697 B 5 ICHB &

. ik . 23

# (32f|HBeAglH M, 266IHBeAgiA ) #E4T T
HBsAg#llcccDNAK - LLHL, R INA8 G TT 45 K
i, JCieEHBeAgfHIE (r=0.544, P=0.001) it
JZHBeAglAlE (r=0364, P=0.029) CHBH#,
MiEHBsAgHK B 1) T B35 AU N cccDNAZK S R
B HLA B35 TEAE G
2 HBsAg 7K SiimE T i

BE#E A R PO EE VR IT IR A ATHBs A g
FEMHE S, DIHBsAg/KF-HEAT 7 ZCHu iy 7e A0
4. SonneveldZ5!ER T 2 AL TR K
a-2a (PeglFNa-2a) TG AR RS ) 564l B, JEA
48031 &, AHBeAgFHPECHBE# LIHBsAg/K
ST AT T ) IR B A TR B, R 125G
57, #HHBsAg < 1500 IU/ml, 45%[ 0] Gtk 318
R (RIT 45 5641 HHBeAgi# B HHBV DNA <
2000 IU/mD) , #WHBsAg > 20000 1U/ml, A%
6% ) AT RE TSRS N2, BIRAME TR N 94% .
FAYT 24 /H I HBsAg/y > 20000 1U/ml, W JLFA
AIREIRAF N, R UIHBsAg/K-F 5HBeAgH] 5 R
A, HBHER BN ER . Liaws" 3470 —
TUXE « B ALIFIRE 700 2 4 X HBeAgPH P£ [ CHB
B, HNHT206 %, N PeglFNo-2a 90 pgAll
180 pgsr HEIT 24 A48 JH 3472 > 2 (4T K 43 #r
W IERE VT =728, X7 RGHAT BB S A R B,
09T AR K BT R I B # HBeAg NG - e e 3
BE (36.2%) , &FxtadEFat— 200, EiE
J724 I HBsAg < 1500 IU/mlff) B35 i540%, XX
S BB H 1 B T2 A 5 57%3545 T HBeAgii k. M
W kE, LAHBsAg/K-F-THBeAgi bk 1 FH %
TR B AT, B IR0 ) 45 A 2 T30 77 24 JA I
HBsAg < 1500 IU/ml&E# f5Eal B, Mk kA
.

Marcellin%" %} PegIFNa-2aj4 J7 [(JHBeAgl]
P CHB & & [T I RS 1 PegIFN-a-2a Fi 24 A 1
Sk FE (lamivudine, LAM) JA¥7 I 4151
PEEAT BB R 5T, A 128 HBsAg/K PR IE 4~
B 75 KT 10% 00 ¥R 97 45 R Ja 1AF 1R 2 2% B &
(HBV DNA < 2000 IU/ml) #EATI7 RN, 455
BoRIEIT 12 HBSAg T B = 10% 1) 54547 2%3k
R, < 10%[1E#HNEREN16.4%, ZRER
R PRI, HPEdE1EHRE
i 3 VLB 1) BB R4 25 )5 50F A R T HBs A gl
FrE (28%) , ULEAXT THBeAgl] {4 CHB &3,
HBsAg /K19 N B 5 3190 5 2 B0, Hoa
53K 13HBsAgiE . LamperticoZ5! 34T [ PegIFN



24 ik -

FERITFEMIBE i, FrHBeAgl 14 CHB & B AL 5>
NEIITFEYL (PeglFNa-2a 180 pgiGy748JE) FIKJ7
2 (PegIFNoa-2a 180 ugifiyr48Ji + 135 pgihiyr48
D, EREREGA8E, KT R R N
BRGEETRITIRA (28.8% vs 18.8%) ; KJTFE
4 r9.6%H) i E IR IGHBsAgiE 4, 1T FE 4 o3k
SHBsAgIE I B . ST 80— S48, LL24)E
HBsAg/KAR B 2R T B2 75 KT 10% Tl v5 77 45 R
& VERPR R MNZ (HBV DNA << 2000 TU/mD

GE R D ORAE ST FEZH 24 HBSA T B = 10%(1) 3%
MR R, ZRLAITFEN, (HEKE6H N
MR IEREE (58% vs 12%) , $#E/x24/5HBsAg
KT EE RN EEEEAERBT, AMUNEE
MEZET R, HA KM LZERISHBsAgE R

XFCHBESE, & () Kl [nucleos(t)
ide analogues, NAs]EIRAELH 2 H/HBV DNA
M, AEM R, {2 H AT NHBsAg/KF
MARTRBERAR, EEFEFANAsT FHEHMHIHBYV
DNAZ RSB 5, HEiMslmEEs, |1
MEVE BB cccDNA . BoglioneZ5 "%t 134451 3 (]
D [(JHBeAgRH 1 CHB & 3 N N AsA 7 24E 11 1]
R 7, TDFIRYT HHBsAg/K T H 3L £48 R BRAY
045 log,, IU/ml, TMETVIRYTZHL T F%0.35 log,, [U/ml,
LAM. ADV & # b I 5E ¥ 97 41 5 B i B2 35 4K
[ (0.12~0.22) log,, IU/ml], HA4FEARMEF|HBsAg
BTG bR . T3 B PO 35 A G0 72 1A 95 1 0L E 1
H, Hadat s 5= A b 55 8 3 DABH BR B e s &
RPN IEAE, R EE T DL o 4e e T
MK, 35 HB VAR 5 P 20 o 25 14 Tk B2 40 A 1) 2
A, BOEHARRGA (NKG) FEMRE, A
FERIR RN . 18 E 2 Luciforas IRE 7T &
M E T FIHAPOBEC3A 5 APOBEC3BIH il
T 2 S FH B A A M % 9 I cceDNA, - A AT eV
[#HBV. ReijndersZ"#FETV 5PeglFNi5J7 CHB i
H B 7 R R, PegIFNZLFNETVAL G748
HBsAgH L L 1) T B 7K 73 51 2490.56 log,, TU/mlAl
0.1 log,, IlU/ml, ZRH G5 L. PR E
BT 257497 ATHBsAg T RG34 .

H /T FHHBsA g /K F Tl 7 R i £ 4% 2 25 T30
FIRIT IR, R R VG T I SO E 4R
Do — A, X THBeAgPHMEM £, HBsAg/K
5 HBeAg G A IS, *FT-HBeAglI P 1) 2,
HBsAg/KF-7F — e F2 [ _Eal DLT e 822 N2, (5
T HBs A gif b 1 AH ¢ K BLIE IR TR e /b o gl Tt
WET S, EXTFEE T TR, HBsAgR 4 1) i

TR B KT HBsAgPH M
3 LA HBsAg &R A BirRIRIRE

b & CHBHUR B 16 T A Mgk i, [ P A1 A
KIa i WITESRTE OB RPUR IR T I B bR, BK
PHAFI B 70 2 F-201 24 5t 42 B HBsAgiB bR 1E R
CHB B H BAE R T4, 20154E R EH (B a
RRF R GG +am ) AR E “IERIGE (clinical
cure) 7 HUMES, RPFS% # %N % HHBsAgH]
G B-HBsFH#E . ALTIE . FFZH 205 A8 500
BT . LBIRF R PRIA @ 038 AN A I 4=
2Rl SRR UE, T LS 0 B TS G DA 9%
Kim&5" 5t B FINAs 697 154094 CHB & & #3177
BIZI6ERIBET T, A 1106 & RS HBsAgiE IR,
HAESRBERPEE FF 41 295, 3FERMiE
2 R % (HBV DNAE TR FIR) R 7E
90%LA I . VA AR SCHR I E SR F HBsA gl bR 11
EB L PR AL B T A 2R K IR BRI, Orito!™
YT 60245 CHB 3% 3 FINAs Y4 7 904 H 18 7 B 5%
R, L1361 (2.2%) HEIFAHBsAgIERR, BEVI
B R AT, EHBsAgARIRIFIE B B
I () R A2 % R6.3%, 2 3H St .

CHB &% HBsAgff) H AR TE R AL, Ari%%t
1427151 CHB 38 #4720 W BE U5 Bff 7T 7k, HBsAg
R E R FA G 1%/4F . (ENASIAIT B e i)k 08
FHBsAgIE R R HARERR R, EKIGT AL
BEREP . N PegIFNIGIT AR LW 5L £ W,
HBsAgf bR 0 A $2 5, 75— T0 [=] B A 9 87 FH
PegIFNa-2a 180 pgi4y7HBeAglHPECHBH# 964 ,
HBsAgliE B N12.2%; 785 — w7,
HBeAgl]YECHB #1697 48)4, 1F2534F J5HBsAg
HIE R N8% . L IRAIF 78 AN AsERIFN B 24 [i]
EITRE, MAKHBsAgHITE B R

H 7T L\HBsA gl BrAE v = BLAE 5T H br 19 K BLAT
FALILF-MarcellinZEPBEAT () — T 2 HH ot . BERL.
RTAEVERTFE, JE9NT7400ICHBE % (. H5HBeAg
FH P FMTHBeAg 1 ICHBE ) , %1 :1:1:1
BEMLANZH . AZLRFHTDF + PeglFNa-2alk & 1677,
BB A VRIT 16 J5 I TDF, C41l% HPeglFNa-
22697, 3HIIRITASH AT AR 272, D
HNTDFKIHIRYT 4. 453 BnHBsAgiE &1 LT
PAPegIFN ARG ITA (A, B, C4) , Hr
HBsAgiE K bl B i (K A4 (9.0%) , BRI #E
BREVRIT YL, BAIHBsAgiEMFE N2.8%, REDA
(TDFHLZj4H) 7E4HIHBYV DNAJH AL, 2
G 1 HBsA gl i kK 2 . 1% 70 5 BE4E PeglFNa-



2aifJ7T HBeAgPH 1 CHB g 2 F T I AR A 78 45 25180
IR, 5% LAHBeA g4y = BERF 55 H 4%,
MARBEE G FE SR, K REFERRAR
J7, AHBCE IR 9T AL AR A T 24 K AR T T A R 2
o BRI, SBRE 0 R AR
JT AL BRI it 25 R A2 38, B2 AEHBsA g B 77 TH
. PegIFNIENAs L 2596y 7 A (3, 7T e 50 (4 151
%

H B3R E L e T HBsAgFE R HHAT TV 24K
R, —WiZt . R, RTBEMERTF A4LHBeAg
FHPEZLNASIRYT Ja 4 M2 (HBV DNA <200 IU/ml
HHBeAgi#§%%) HICHBH #3035, BEHLIZL : 1504
2, 73 & PeglFNa-2aih Y748 H4HE96H 4 (24 7%
AT 12k S BEA R FNASIETT) » AR T
B HBSAgIERR R ZER: . B AT 4r 45 % 148
JE I HBs A g IfiL 35 27375 B 28 F0 6 4 2653 331l 2916.3 %1
14.4%, 96 )& Iy HBsAg Il i 275 Bk 2 A i % 43 J3)]
HN21.3%F16%. HE—H X7 -7 R, 3
ZZHBsAg < 1500 IU/ml 5757748 HBsAgiE [4%: &
EAHE, 1BIT24)H I HBsAg < 200 TU/ml 7448/
THBsAgiE B i B A%, RHANASIAITH A 2%
M, P e A B PeglFN AT k13— & JL
RTHBsAgIH bR, (HAAIERERRAR, HEL K248
HBsAg{7K 1 (1) N B3 5 343 HBsAgii . TEWFIT
H3E10.6%I1) B3 K AR B R (HBV DNAK ¢
Ml _ETE> 1 logy, IU/mL) , 43 M H96 /& 7 %548
JEFR AR ZE T e 5 7 i FH HBV DNAFE | AE
B, MRBAIRITE96HIT R B i FHEE
BE—5 B AP XN T B E AR 2 AT
RETEIRR PHE I X T80 E & 1 B MR ]
REIBSRCHBIIIRRIG &, AT AR VG IT AN A 9
HBsAglf7K- Xt & 3Tk, XTHBsAgf%/KF 1
Pt NFEEAT & 2 1B KR T A AT RE S HE M HBs A gl
THERE.

Zx bRk, HETIAAHBsAg/E HHBV & il i
JHecccDNAZwAG I . 7EIMLE P REFEHR 2 HiF
HILHBVAREDY, TERTT LR R SRR, 1T
[Pt FE B 3R B L 5 B #8597 U VIAE K,  HHBsAg
EE NS TR AT, CHBE—
Fh G A O B0, B ATIE B Z T S % e b
MG YT RGBT e S AT 2T . HBsAg/K-F IS
MRERE T EE. We. ZEE, HS5REn
JTRCEVIA G, TEIRIR LR AR LT RIGIT N
FERH B 5T AR T AR R S g8 A OC B B ARTE AR F T AL
PEAR ST o AL 45 BE A 1) SCRk B i R B, 7R

PUEA K A PRATE 7T P AR A 2 BA PR T A (8 8 e
)t LHBs Agii bR o8 20T 58 HARRIR R . 2
O ATHETERT T H ATISE D, #ok T HBsAgiB BTl
W7 RETT AOKF A G — . 535 THBVEER
RN F VA K S X AFAEAR 5755 7] /L, HBsAg[¥I 7K1 If:
AN BE S W B IO S R ANOR KRS, 724 S I
I SH IR G Sviad 7 e
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