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Abstract:  Chronic hepatitis B is still a major disease in our country. Its disease progress and complications seriously threaten the
health of our country. With the popularization of antiviral therapy, the disease process has been delayed or even reversed to some ex-
tent. Surface antigen can play a guiding role in antiviral therapy for patients with chronic hepatitis B. This article makes a simple analy-
sis of the current research progress of surface antigen in the treatment of chronic hepatitis B.
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CHB 5 A 19 & 5 i -7+ X} HBeAg FH 1Y
CHB % AUt , 38 i A & 803/ Y715 5 19 HBV DNA
B TG R B Sk 52 B HBeAg I35 57 55 # & — A Uf
&5 AL | RN 5 K K 4= HBeAg IiL 7% 27 5 e (05
NAHEG , HBeAg IMLYE 7 e 45 #5415 v BE kA £ Y
98 R ML (HBsAg) F 2K Fl HBsAg I35 4 5%
iKY HBeAg i G 38 G218 1) P a2F J

U EEIR YT 7E CHB B3R Y7 il 21 7 EZ M4
o PURTERIT B> T 5 CHB M &R I A IE
P HBV 2, Ul 40 22 396 2 I Ok 4R E IR 08 B T 21
ArAl 34 A= LR, HBsAg Fll HBeAg IfiL 1 27 55 #5845
B TARKIE S . HET BURERAIT 2N TR
FIRZAF RIS (nucleostide analogues ,NAs) , {5
Bl N e R A R O ZBE TR a(PEG-IFN-a) L &
BREBMEIERTBAENGT CHBH—&R AW &
IR N I AR PR R IR T s R E AL . A
KPR, L Pip 7167 5 5 20 HBV DNA
A 30 1 5 T Bk D K HBs A g 1R 7K Y- 2 7 5% 955 o 1F
JER N R, — s R I, HBsAg /K &
CHB i Ji& iy 2 57 T P 5, I 7K-F HBsAg (/T 100
TU/mL) W BEAG T 5 AL A AU 7 HBsAg i 7K
ST SR 47T 995 B VA T BT A S G A LS AT

HBsAg HH T H G RARAE 5 3015, — HEH T &
JH B B G 12 W o A S K I IfL T HBsAg m] AT
CHB B L A7 Bl ) IF Al o 181 HBV IR YA [F] By
By i) HBsAg 7K P2 AR A . FE— T4 4
404 1] CHB ¥ A AOBF 55 1, HBeAg PHAE IfiL 75 45 73
A (GPT) IE# 1Y CHB #§ A \HBeAg FHYE GPT 54
) CHB % A\ .HBeAg B GPT 1E & i CHB 5 A il
HBeAg 4 GPT 5% ) CHB J%5 A DU 4H ' HBsAg )
LB B R 7.49.6.72,6.14 F15.60 log TU/mlL, 2%
S G Y HBeAg FHE A9 CHB Y5 A If 1
HBsAg /K °F % T HBeAg B 7 () CHB 5 A . 7E
HBeAg BH 6 A b, FIB-4<1 Ji% A ) HBsAg 7K 3F- B
5 T FIB-4>1 9 Ao 76 A 1 i 2] 4 £k 1Y
HBeAg BAPERG A, #2519 HBsAg /KPR B K A=
T 2 PR SO i A XU B ey o [ B A A Y
FW , HBsAg>1 000 IU/mL 5 HBsAg<1 000 TU/mL ]
Joa A EL, I 9 AR R B T, 22 LR 20 i I &
AR oA 13.71 AR, G F HBsAg & i 7E
CHB W APUREEIR T 4 S LA TIRZ 3k,
MEERIT
1 HBsAg EEX FH & F 8T+ HBeAg MiF ¥
B TNER

X HBeAg FH Y CHB Y Ak i, it A & skih

775 SO T A 9 HBV DNA 252 Bl HBeAg IfiL 7
SRR — A NI R AL P R,
T ZFEFINASIRIT 1 455 , HBeAg IlLI5 2F 55 R 43
54 30%~40% F110%~20%'"* . HHIE & ILF 5
HBeAg Ifil 1 2% % e A0 5C B9 A= W b 25 4, A0 46 HBV
DNA .GPT il HBsAg 5 H /K ' [A] i, Lee 251"}
WA R R F IR L B v, HBsAg 3L 46 /K F- J2
HBeAg FH 4 CHB J%5 A\ HBeAg IfiL 75 5% e (1) M5 B

FE— W2 B R BYURRERIT LA B W
CHB R A, %A HBeAg IfiL 15 2754 e (9% N HBsAg
JE FEKV B AL, AR IR 8N, {H HBeAb F1 GPT 7K
Vi E TR . 2R SHT R , HBsAg i &K
SRR FN HBeAg LG = e S ARG . ZETHRIA
SYRUES 12 J& , L) 0.47 log TU/mLAE Jy HBsAg /& &
B 19 B ME , HBeAg IfiL i 27 % 40 119 PH M 790000 46 Ky
83.3% , I PE T IAL K 85.2%, 1145 24 A, L 1.29
log IU/mLAE A HBsAg F FFRIARIERT , HBeAg IfiL 1 7%
e (%) BE A T30 2R 85.7% , BRI 6 2% Hy 88.5% , B
I HBsAg /& 5 M Xt HBeAg 55 FA /A %5 i 1 5 0
P "' Piratvisuth 5" (W 5% R ARE & B0, 26 P00
FEIRYT 12 JE A1 24 JE B, HBsAg %€ Ht <1 500 TU/mL
M9 N IR IT A5 RS 6 4 H 1Y HBeAg #% 6 5 53 5
} 56.7% F11 54.4% , B i = T HBsAg & & 7£ 1 500~
2 000 1U/mL f>2 000 IU/mL# . HBsAg xE t /KFAY
FAHA TR B ST AR T B0 B TR YT A R e T
HBeAg IliLIF 27 554 A T SR 38 3
2 HBsAg E £ % PEG-IFN-o 1% 4 Jr 89 ¥
1ER

R ZFEALT P ZE X184 HBV B 19 iR Y7 AE
JH 50 2ok ST R g S A5 R MUK AR R e
G, PEG-IFN-o Y697 A B BEAS A . i EAE 25
fIE B B s S RIVE o Bt T s A%t T
PEG-IFN-a 1 51 B8 1 0] LISKARAE IR BRI o

s N ARSI B 6 R B 3697 3 & v HB-
sAg Il HBV DNA 1 8l 2 28 £k 0] LU >R B+ 4
PURBEIRITYIT AL . PEG-IFN-a 677 18] HBsAg
KV B I AR AT LA SO O #5957 15 2 R
SRR BESE W, HBsA g FE2k /K F-<800 TU/
mL {95 N TEIR YT 48 Ji B HBsAg<100 TU/mL f 4
K 92.1% ;2 HBsAg TE 55 24 JA AR T B 5 A%,
CHB i ATEIR YT 15 48 J& H B HBsAg<100 1U/ml.
FIRER R 83.3% 7, FEIR YT i B T KLl HBsAg 7K F
X TR 48 J&] HBsAg I 27 e 4 2 CH B, n] IAR
P L HBsAg KAl TG SR BT EETR YT

S5 NASIRITM L 2 R G TR IBITI
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Ko X T HBeAg %% [F i HBV DNA X T 10 000 4%
DL/ FH A5 3, 52 JE BF HBsAg T B e i 1] dgd o
T AR & % (3.3 0.7 log TU/mL) "™, 7E Chen
LEI R gE  AE 12 R L 0.41 log IU/mLAE N HBsAg
T BB AR HBsAg Il 15 27 %% 4 BH M 15000 {6 K
58.3%, B 1k U AE Hy 94.6% ., TE%5 24 &, LL 1.94
log IU/mL A}y HBsAg T B BUARIERT , HBsAg Il °7
e 3 1y E P 0 2%y 80.0% , 144 T3 2% K 97.5%
[FIREBEET T B0 HBsAg P& XF HBsAg 5 A7 4%
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LK. B CHB g AR 4 HBsAg i & 70 A A,
HBsAg>3 log IU/mL 20 H.<3 log IU/mL 20 HBsAg T [%
R (0.155 1£.0.039 log TU-mL ™" -4FE™) 2 BAR
AR 253547 {8 HBsAg T KR T AE T 98 %) 3 8
ARl Boglione 5™ U BF 5T H AL 1% T 134 14l HBeAg
FAPER A, 167 i FE rh WS T HBsAg M sh & 728 1k,
TEZ R WAE IR YT R, 48 32 B Am 15 i A\ Im v
HBsAg 19 T R B B S PR 42 32 JLA 25 0 (i A
PR Z B AR IR YT 00 AP, HBsAg ¥ bR T 7 B
[ e K, 290 17.24F i 451 LDT IR YT 1996 A, HB-
sAg VA 5% i IF ] Bl i+ e K, 75 I 63.8 4F . [El N2

X 67 4552 ADV BB R L 2GIE9T 6 4R 1Y
CHB i N34T THF5E , & U IR Y7 )5 |, LT HB-
sAg 1% B I W AR T HE 4% B2 . HBsAg T BRIr 1A
J7 ] B 5 ol 25 4F, ADV SR 304, BUAR B
ZALAT AL YIE T 19 LT HBsAg 7K P F B 22
1 (05 B L A0 L, Toie (il IR A A% 1 2 U e
BEVAYT . HBsAg /K -3 i IK T BE K-, el
BRI 7 W10, HBeAg FHYER CHB R A ,
SR HBsAg /K F T F 12 , 255 — 4F HBsAg il £
TRER

1194 HBsAg 7K~ 55 Ho 5 15 2% 46 A A AR 58 1Y
AH SRS H R AE HBeAg FHE B9 A . 78
HBeAg FHE 9% A, HBsAg 5 IfiL 7 HBV DNA (r=
0.69, P<0.001) F1 JH P H Ay P41 & P 4K DNA (covalent
closure of cyclic DNA, ccc DNA) 5 K 4 A9 26 P AH ¢
(r=0.71,P=0.001)"*', HBV DNA .GPT Fll HBsAg 7K
& HBeAg FHYE CHB 9% A HBsAg I~ [ (1) ik 7. 52 1
£, 5 HBeAg BI1ER AAH LL , FHAE A B HB-
sAg /K MR, SR DE5E R B, 7 HBeAg
I3 B CHB R A, LR Z 25U 2 (8], HB-
sAg N TR E FIL LR HBsAg /K 22 6] 25 H e 48 i1

7E HBeAg Bt CHB Jg A1, NAs XF HBsAg 5%
M A B, 24 HBeAg [ 1B, HBsAg 5 1ML ¥ HBV
DNA A M 55 (r=0.28, P=0.01) , 5 i P ccec DNA
ToAHCHE™ . HBeAg BAM:HE AL ¥ HBsAg 19 7 A=
5 O 5 i Z B AFAE 5 B, 24 HBeAg PRI,
AN HBsAg £ BLJE NG 315 F YL Ak b (1) HBV
SE A B B e S B LY TS S cceDNA™ R
0] FH HBsAg 7K - 1503 Bt 9 75 36 97 1997 2L, 76
HBeAg PERE A H , HBsAg FE£E /K SEFI HBV DNA
IRV S 5 HBeAg BH MM A HBsAg T B 114l 57
A2 HBV DNA 7K 55 HBsAg R IR 2 IEAH
4 HBsAgEEXNTHRRBEBTEAREHARTER
RO T A

BU #E IR T A A A0 ) HBV DNA (19 5
PRI IF D6 , R AR 2R 9 19 IXURS: | 8K 1 O AN J2
JiT A 1) CHB i NEBRR LK N 45 T HUm 283097, 6 T
HBsAg /K- 2 HE AR AR AR5 A, 457 1 K 19 NAs
IRYT, T RE S A e AR R ) R A, AT i
S EE 2T 0 5 BRI IR 98 4 2 FR
CHB B i 6 7 S5 % CHB $UR 2 iR 97 15 25 P8 fiE A
—RE AR . HBsAg & A X8 T8 1L bk 75
IRIT AR KT & L. RT3, 232 NASTRYT
Je 45 25 B N BB 25 T NAs IR Y7 IR AN A 3
(1Y HBsAg Ifil 7 27 % 45 58 (4F 2 A2 503 0 0 1.78%
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0.15%)"" o IBIT 45 R B /K F- (1) HBsAg (HBsAg<1
000 TU/mL) FI{4 7 H HBsAg 193542 R [ >1 log TU/
mL 25 0 I 3 HBs Ag 1L T 2% % 49 (1) LR 00
1853 — A7 36 4] CHB Ji A\ B WF 52, 32 451 °F 24 ik
JH NAs 424> H #9905 A, 15 25 i) HBsAg 7K ~F-<1 500
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T NAs 15 11 15 5 HBs Ag 7K -2 — N R e il 780 3
i, [F] 26 I 1375 HBsA g<50 TU/mL 222 4215 11 NAs
TBIT I — A P TR AR 5 o

5 HBV DNA A [, ffi 4K R %€ ¥R 97 19 CHB
W5 NIATT 124 H 5 I HBsAg 7K 554 1] fiE iz e
Fremdsp R, (BB 2 CHB g A 375 T 15
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BTG R . T IL7E HBsAg 7K F- 5 HBV DNA FiI
cce DNA 25 H A 75 27 48 b5 A AR 5% 19 A0 &% , HB-
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R} P2

Hy BRAEAF F AGF) B TR, I 2N G B 0 AS K AR BT A P AT A AR A AR,
VEH R RTR ()RR EmAERBGPECEARERLFRE ), #HIHE MH48LH
Bl HARCISG) FE ()M EL(QFEIIHE ) AFEFT HBE BERFELLE LAFIRSF
INA R — KA, RRNFAA,FAERKF.(3)5HHELAALLTES LRAE LKAF T4
SERL . B L BRER Y N E, e AP EAE XA (Je il 3 E A AR F R, 5 BRI 59, 1F
4 P LEHEE), (4)INABEELIH TR A GHAN T AEAERILA AFAPHHFAL
AR NA I AT FRAE, 5 Rt 36 BARME (e M8 A8 PALS K)o (5) BB Fh, 547
H B F o w TR (BBR R AT AR T 86 A ST X7 L85 5L = B 5T —3n 77 M)

FEBORIE, W9 B AT R B AR (6) KR T 3 d ML e15 B AS, 7T S BBLA .
(H A &)




