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Abstract

The purpose of this article is to comprehensively describe the research status of antiviral therapy
for chronic hepatitis B. By analyzing the mechanism of action, efficacy, safety and drug resistance of
common antiviral drugs such as Nucleoside analogues and interferons, the selection basis and clin-
ical application of current treatment regimens were discussed. At the same time, the research and
development progress of new antiviral drugs and the optimization strategy of combination therapy
regimens are introduced, so as to provide a comprehensive reference for the antiviral treatment of
chronic hepatitis B.
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1. 518
11 1Bt Z B RS KRRITIR

& AU % (chronic hepatitis B, CHB) & i £ B % i 5 (hepatitis B virus, HBV)#F&2 s 4y 5] 2 i
MR . R A PAHS(WHO)SG i, % 2024 444 254 L N AR ZRAT 4, 155 120 /5
B &K HBV &%y, RRFZH 88.7 JJ ANILT HBV G AH R I 5 . JH-E A0 A28 fus (HCC) [1]. TR
AR AR 308 KHE S, #& Polaris Observatory Collaborators A %#E fEon, FKE HBV &
1k 7974 I\, {HHTT HBV B F 12 Wi 2 /G YT 250 8 24%H1 15% [2], 5 WHO #2Hif) “ % 2030 4
JH 2R B2 W 2 AETT 2855 75 2] 90%F1 80%” 15A HLK Z 1 [3].

1.2. IimEBRTHZD BARSIRRPR S

CHB A ABHATH R, il vl itk g 2 FH4L . & (Hepatocellular carcinoma, HCC), ™ 5 /i
B IVEA R . PURERIRYT /& CHB VAT IOCHE, L322 HAr 2 SR RS H K 4 HBV &1, J84%
JFEH P 58 RESR AL B P 7 2, ek G FRREAY, . JFFIh BRI AT HCC &5 I ACRE AR PR 2% a5, AT 0 £ A AR i
JRE, REKAEAER A [4]. DBUEEEAERIRIT T, ErHERIGRE &, BVEIIRTT E TR RE HBsAg H
RAEBAHEST-HBs L. HBV DNA Kl A2, JHIEAEYM 238 bR IE W [5].  H BTHIEST ME Al AR T
1. JRFFRFEAATE: BN A IR DNA (cccDNA) Rl L FRERFE 3¢ e G e i o s &, TR AR A4
FEREEE], B ICIRER cccDNA, 1525 E R R AR s 2. G 525 Fae 5% inl . 75 e 52 1 (a0
JLE. HLE), RERGN HBV &b TR BB M ZRAS o T I B2 (%) S I 87 SCnT 3 350 I 1) S 2 43
i, SIRRFESHT; 3. M 25 SEIE R I 24 mT R At 25 O L R IR e 25), $—1R&
T 245 BB S B S Wl 3R 2 TR E o (peg-IFNG)I7 R4 B BLEIVE R K, AR 4 B (2 R R A
B B)E R 4. RS E PR RN IX 2590 m] A R S RAPEZE = s AR I (G AT 4R 44 T
FRITA), SBUAITIER; 5. WEKIG @R UDHCEF TS HBsAg 15k, 28 KgiRenyT, H
15 ZIFRUE A G — (U HBeAg IMILiE 2 4 J LG YT I HK), 45 Jas i SR UTE & B LG BR AR [6] [7]

13. ZHREBRAIHEFEHMERER

HBV & BhR K 5 UM BN Es 7 - AR IR L AL 12 Z IR(NTCP) &5 &, &N ik N4H,
AR TR R AR, HAATHIIR DNA (reDNA)F AL AN PG IR DNA (cccDNA), Ll cccDNA % 55%
H ) mRNA BIPREEE, RN AR 4] RNA (pgRNA)IS % 56 5 H 0 Be R 40, 3w 25 BohL 413 5 36
G353 Wk 2 A AR G AR 4R [8] . HBV A= dim JEIHAI 2 DM EATT (N . cccDNA 4ERF., Fesk . K5eth. B
JBOAELET] T RURIRE AL, W A (R) R0 i 2 DNA K&/, THMEERA SN Tz
BOETE BN IR R R O A RO B S BR s DA B R AL TR B S IG P B HE A
AR FELH LT E ] TR T3, Ronai s e SR B0 B4 5 cccDNA #HATHI L3¢, {2
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RERRAA: BELIST HBV J8 3o B - B I R 35452 22 k(N TCP) 52 44 E A T4 A 45 9]«
2. ZHMRBAYEIEMN
2.1 #%E(BR) A BHI(NAS)

2.1.1. fER#H

NAs 28254 F BB R SRAZ IR G5 M, To G ME4Mik LB AT 4 9% 3 (HBV) DNA A B, 1
W75 B DNA BETLEMH, Ml 85 52 H1[10]. Horp, &R Fi(entecavir, ETV)E Jy & MRS 1% ALY,
A =R e G HBY REH, EBEVE PN 0 S 2 [11], i 24 57 el T 75 (R I H
T =AN R ZRAR (T rtL180M + rtM204V Z: /11 rtT184/S202 Y rtM250 17 5 5848) A 4= P A TR 245 [12] T B s
4% (tenofovir disoproxil fumarate, TDF) & Ay # i# 4@ =3 (tenofovir alafenamide, TAF){E AR % H RIS
Y, EHREG R DNA 8 SEWELl, FMRe B RIS 25 W L TC T WA B R AL R m] A # s 1%k, ok
TAF B RACZ RS J1 5400 4 B B B, G5 T A P 2590k B2 [13] . Tk 5% 2 (Lamivudine, LAM)A
P EE K€ (Telbvudine, LAT) BT 24 5¢ b, KM F 5275 S 25 K42 (40 M204VIT), H5 ETV 127E 58 X
2y, PR®| T Hm RN H[14].

212 frEReM

TEMS I Z AT 2 PO ERRIT IR, LA ETV. TDF K& TAF NARER I Fiit 25 B Az F 3, Sef s
BRI A B SR A AR R R e e, A BB B ALy — SRR YT 7 R [15] . FLSEH S SRR
TN, HIVE HE 48 JE N I B AR A #2(1.8% vs 2.1% vs 1.5%) K 4= RIFET- %(2.7% vs 3.1% vs 2.3%) L4t it
72 5[16]. TAF @ QU R [F 4B im L], E4ERES TDF A4 II$UR BRI (HBY DNA [
R >02%) 5 b, K AhE 25 B iR = AR 89%, JF R EIRIT ALT HH 2% 8.5 NE 7 mi[13]. MK
JEE M EEEE, FFLE 5 4F ETV 8L TDF JRY7 o] -4k f Jig XU FEAIC 53%~67%, i K AR5 T %
49%~56% [17], 4FXFi 2578 5, IRPRWEFTIESE TDF BA257A77 LAM T 25 558 96 Ji i i 5 5 N A
15 94.4%, L TDF + LAM BE5 75 %(93.7%) 77 RO 24 [18], 1Mkt B #5455 (Adefovir Dipivoxil, ADV)Tiif 2
&, W ETV BCA TDF J7 28 Al Ul S 55 5 S8l il [19] . EZ59 2 A J7 T, TDF AN 505 /N R UE
I # (eGFR)AEY RN % 3.6 mL/min/1.73m?, H. 5 4E DL _E 25345 B35 3 AUK: 1.8 fiF, ™2 TAF 7E4F
RN AL [20]

MRS, NAs 4t RIE, RRERNAE D ETV I32 IR, 5 A B S AE S/ 557
i, HL5, ZNREHT BATEM. TOF KIAE R T aex B M-S 8A — e s, S SUEA & .
BNEDIRERRNG . % R KA, (AEERZHUEE T, XS RS S8 I I 4 e A0 b 2 R DAAS 3%
AR T R BRIT AR B 07 18 B i A AR T K

2.1.3. AERSIEK R

NAs fif 25 (1) EEHLH & HBV DNA REBER R EA R, SEAMEEOHMAE, BRI
FHIE R . LAM PR MM ne i% 5 2800, 8Id e 4 84 200 3 DNA 85 51 R REL Ik, H AR 245 57
B 530 YMDD £ 7 5878 (1 M204V/) K, 5 4l 245 2% ik 76%. LdT 162 L-B i fipmsne 2 oly, Bl
FIRE T LAM, AT I M2041 il 2459848 RS (HBeAg FAME 3 2 4R 25 21.6%), HAFAEWLIR BE T+
B KUK [21] . ADV AR IR BB IR, X LAM i 290k A 3%, AR i 259848, (HAUh BT H
HA MRS 8 rE[22]. ETV (BRI REE SR, D8I i 25 o e A s 30 e FH 4 51 o 1 e 24
Y. BIEESE 5 FIN %A 1.2%~1.5%, A9 EHAF/E LAM i 2515 5t0F, 5 4 BRI 253 0] 7+ 2 51%,
X HMENE AR (U0 rtT184A) I B IS B VIAR G, Wl 4 TDF 25k s ETV, X T2 HEiizs,
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YR 2R S R BB & 7 R [14]. TDF F1 TAF {E AR FARZ R, 124 T AR i
2R, EfEXF ETV 8L ADV Mi¥%), TDF HZ25i6 7 REA BN HIeE, TAF RUSH 251 % R, (HF
B 22 KT T A6 L 24 XU [23]

— BURAEM G, REE SR, T SEBUREME, e . Fik, I HBV DNA &
R 245 SR AZ ;T F ik 2 IR AL R 24 22 55 B B2, TDF A1 TAF B i 24 i b iy B8 A 5 F0 K VA 7 e 4%,
Jo G T BE AR e a2 5 FoAth Nas (0 LAM)IGRYT BIEE . 1M ETV 78 LAM 2836 N B A 1 e i 24 KU 3R 75
ETEATH . ImPRS B, AR 38 TR T SE RN AL U (B Th ARG B RE)IE R 200, DU R PR A1
it 245 AU FE AT 3L

22, FHRE(IFN)

2.2.1. fEMHLH

TME N LB T RIFN-a)F1 R 2 BT R (PEG-IFN-a), ‘EATE 5 40 i 18 10 T R 221k 45
&, WoE— RAVMMAE SR, S TIREREERSGS) MRE, Wi KPR e i1 Fyiy
FEYEFI[16]. fEPURTE T, 1SGs Pl ] HBV K% . 018 K s 23 M0k (R 4L 3 ARG 78 e ie R 1
JiTHl, IFN A3 SEHLAART HBV 1) S iR FEBRAE /7, (22F Thl Zif ey S, 875 T 40/, B 40 A0
H AR 40 M 25 G % A R Y Th RE[24]

222 THEREN

PEG-IFN-a /697 CHB ALt NAs B A A BT E, ¥ 7 B  vT SRAG R A e 4%, SEIL HBeAg
M35 ML 28 HBsAg ERFR. —IiAeEkZ RO A SR, &1t 48 B 1 PEG-IFN-a 1697, HIEIRITE R
JabE VT 24 A KBL, HBeAg FHYEM B H, B 32%5HL T HBeAg IMLiE F#54#, 3% 38 HBsAg #iE %
IM7E HBeAg BATE I B E BEAH, HBsAQ iGMF N 1.7% [25]. 4R, IFN 1697 1T 802 2 FhR &5,
WIRF HIHLE ALT 7K°F-. HBV DNA & . JEFAEE. & ALT /KF. K HBV DNA #& 1) 8% 5 3845
U RIT N, FEIRITHE 12 J HBsAgQ jE & I FEIK T 20%5k4/5>20,000 IU/mL [19], WIAEAEEXHGST A
L, S IEIRTT B FIRBUE #2590

IFN BJRIME BN I, FEAFERUBAEER (R A F84. S IR SE) . aHasl(:s%a
YA MNRIE/D) . FUIRBRDIRE 5 . Ao R GUER (WD £ RS S DR B SRR T8 45, LA PEG-
IFN ()25 SORE (WIS #20  JL2E BIC WAL B 5 e Vi) o IXEEA R AL — E F2FE BRI 7 IFN
B PR N, W 52 P S Ja T AR IR 22, 75 B ) R A R s Ab 22261 5 NAs AL, 3EF INF B
BEYRYT, SR AR RS HA R B2, I R SE A8 m) 4 o B8 2 (B SRR JT B HBsAg fIR/KF-2) 1A
Ik

3. BN ZEFRINHREIAT I RAEE
3.1. ETHRmIMMATERE

3.1.1. REWZH

IR B 2 M3 HBsAg. HBeAg FA1E, HBV DNA # & & (HBV DNA > 1077 IU/mL), {H ALT /K-F
FroIE W s Tt i, PRS00 B e B AT b . BN, I097 R AR LTk XU )N
AN UOLRIARYT, BoE RIS, A AEE R R S S B 3 AT 4Efk (Y FibroScan > 7 kPa),
A REYURTEIRIT, BRI 205 2R I(NAS), B EREETV). BiitET(TDFITAF). 2
1M, UTAESRAEFTE AT, 85 S Re it 52 B A8 25 ] Be A7 AL R BE PRk A SE AN AT v gt e, JUFOR I > 30
% ARHELEL HCC SR i3 o AT IX R, AI e/ P R AR a Ja . B IR 4A THURERRYT
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[21].

3.1.2. EELEI(HBeAg PATE SRR M)

Z B R ALT FR4EUR B TH A, HBV DNA #H & 5 (HBeAg BItE > 2 x 107 1U/mL; HBeAg ¥
PE > 2 x10°3 1U/mL), AFAFALZ2EA W R SORESRAE A LT ik o B BORFUR B 1697 BT 3, A
JBENATT . X T HBeAg FHYEE S, & ALT KT 1EH EFR 2 £ H HBV DNA > 20,000 IU/mL, = ALT £f
S H R T E AL 2R 2 R b B DA B RO BT 4k (>G2 5>S2), M4 FHUR # 1A T . HBeAg Ik # %, H
L HBV DNA >2000 IU/mL H ALT KFIEH FIR, BUFARAH AR R SO et 4Eth, IR AT Hum &
YBIT[3], LR B R & HBeAg LG # 55 #(HBeAg PHIE &), SEE i 7T %% 2> (American As-
sociation for the Study of Liver Diseases, AASLD)HE#2 K Peg-IFN. B R~ F5 808 R T v e i& 1 CHB
FRN B I IR TR 7 [26] -

3.2. B AR RE

321 JLE, ZAHY

BT BEER . AIPELER AN ESR, MALIRTT R e F e s S % aett. X+
JLE REFDFEFH(<18 %), HTHRwBAK K EMKIAZ 24, BB RHETV)ME S (TDF)Z
FEGERE, (ATFEY NG ThEE, Jones 5 N[27]MWF LR, fEJLE CHB #, BERFERH
BAFPURERIT A, HAE RIF LAt MREEBH (18~65 ) A% OIATT B br2& 0 2 5 i I AR
RYEAL I R AR, I T 2 B R 2 ETV SR B AR T3 (TAF) . —IiZ 4.0 RCT BEFUIESE, TAF
1E 48 JIGYT R TDF J7 8024, (HEIEAE 88 2 AR [28]. Z24F 3 (>65 ) & I B ThREA 48
HIRELRS, FTREME LA 2 TR A R, AIEFE 22 B0 r NAs KHBTGIT, ik TAF 5 ETV,
1B 7 2 WA eGFR A @ /KT

3.2.2. AHIEEE

HIE AR AN B B TDF, TAF 58 ETV MR 2@ H, WFRSR, E3HL eGFR
4 30~60 ml/min [ H3 IR TAF12 /N H i 50%0) % eGFR 340 >3 ml/min [29], MLBGET B35 1S )
RefRFEfRE, ARHBIHE—P0L. Bk, TAF al{ER'E Dhae A4 B it 7 %8, JLHIE G M TDF ik
(1 B [30]. FFREAL B TR B B A RS R A B PUR ERYT, KIAPURREIG YT 7T 22 PRARITRE AL . 2%
AR I 0 40 P e IR [4] [31] . 2020 4F WHO i3 7= BP0 83 A 7 Tl HBV BEEMEE[32], 4E4R
W 85 8 E (HBVDNA > 2 x 10° TU/mL) 22 i HEFF AUE R 28 JEJTih i H TDF, —Ii RCT 3B TDF n]k
BERALFE 3\ 18%[% %2 5% [33]. HIV Ii# HBV Bk, JLHAE CD4 < 200/mm?® I i FET- 2 15 0 13
ffo XTEH HIV HRGe S, TR FNT IR EE 7 Z2(1 TDF + 3TC), W7t R RIB & a7 Al [F] IR
il HBV F1 HIV S Hi][34]. #5207 B IHATT I HBV 38 nl Re L FB0E, o W T 4247 1 &
H USRI G LR RGOSR T I TR AR B, BB REMBEES Y
ERPUR A . DHIUREE, ETV B MG TT nl s F0E XU A 23%F% 28 0% [35] .

4. B MRBHYM L TR
4.1. RFELHZETFI(CAMs)

HBV K F % R i f p oS 1. CAMs il 5 HBV O EAM B, THIRFEN
IEHHRE, MR TR RN ARG Re I BRI, TR FE 0. H AL T I R B T B
B4 INJ-6379 (INJ-56136379)%% . I PR AT 78 7, INJ-6379 RI A &4l HBV DNA Al pgRNA 7K,
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5 NAs B & H B A W RIVERH[36]. 75 2 JHImPKIAL H, INJ-6379 k& NAs 1697 24 J&, HHEL NAs
HZPRTT, HEEREIF{K HBV DNA Al HBeAg /K-F[37]. BEAEWFFTUESL, ALG-000184 X4 & & il B A
FRGMHIER, AT K N BHR T, WIEREIRITIN T e HURPHE B 16 299 5 B S B I IR
(HBV-DNA) M Z Y JH 58 Jis #5 i B A% R (HBV-RNA) K& T B[R] FEAS O Y 200 F A% CoAH S B SR AT L
e PURIIKE, SR BGRMPURTIER, JEH 22N RAF, wRETE AR S R M I8 R G YT 77
S RAEZ OMERI[38].

4.2. $8[5 HBV DNA 2549

4.2.1. R XBZHBR(ASO)

ASO 15 HBV RNA F=E[#) mRNA H A&, BT ZER N VIS H (RNase H)F#f# HBV RNA, M
I R R RIS . I GS-9620, £ 34 S5 AN HLIHIG RS o s th R AF IR PR HBSAg 7K R RICR:
[32]. #AT, HAEMGPRIL AT RETH G —Lephik, Wi BB L ). IBTEM AN %% . Bepirovirsen /&
— P 29-0- FAILE IR [ L SEIZ HFR(ASO), FIEEM A HBV RNA, f4E HBV 51 RNA FIJE A 41y
RNA, #1193 25 25 G B 30 TLR8 S fieid s, v] {f 9%~100% 1 1& P £ F8 3% S B 24 JH #7452 HBsAg
1 HBV DNA HRA(EhREMEIR ), W A RN RVES EAL I N (48%~74%) KK ALT FHiE, HEF
R IL(3%~5%) . B T T IR IHIE B2 S PR HLRIE R R g T, SRRERE TSR] REE— A
b7 %4[39] [40].

4.2.2. RNA FH(RNAI) 2549

RNAI Zj 47y ik 415 7 14 U3 5 B AR FE AR HBV RNA, BH T 25 & H 6 B . ALN-HBV F1 VIR-2218 (i
ALN-HBV #id 3 5m A2 8t = R oR ek, W e, PS4 G, RN CREFEEAR PN 2505 1) 2 £ X BT
A FE HBV W rImt 7ot RNAT JTVE[4L], IEPRETHE 70 o H Bk 45 25 B T (B 25 PRI HBsAg 7K-F
(AL 99%), IEPRIRES o FLRI & ARC-520 fff HBsAQ 4K 51%, RCRFFELIAMANH . MR T80T,
RNAI BAT 248 i) 2 290N Red H — ) SO E D e i @i gs, (B 52— DI IE K )4
SRR R R A S R B BRI HARE BRI A VRITIS, NAERECT et o i B iRt
Mt IT % [42].

4.3. REATIH

43.1. AT RS

S5WpiE AR, RN R BT OABRY HBY R . Bl S EE A SN Rk RS,
JeFRA M, ST RN 52, (R s RGN IS BR A B R A A . X ARAR AT B [43]4R 55 T —
Tl BT R AR RO R 58 G328 SR LK) HBV mRNA (ERE 1, TER AN A HBV #5785 /N B e i%
MRNA ZEH 5, /N RULE F ) HbeAg /KRGl N [, 7242 T @K P Hi-Hbs ik, FERETESEXTFIOR
B R MFFELARY I SR, HoiZ mRNA 9% 1 B BRI e Ak o ARG TR — 0 It FE AN R0 >k
BoUE HAE NSRRI AR 22 e . — TG T — Mo B BN 1B YT 2 B NASVAC (7 HBsAg il HBCAQ)
) Na I PRIRERUESE CVP-NASVAC A i 3 RIS 1 L AU 28 S8 HBSAQ 7K1 (2 IR 45 52 4% 5 25 1k
YINGIT 453 7 °F- 35 T % 0.1454 1 0.2677 log10 1U/ml, p < 0.05), i S:4i-HBs HiiK (N2 2% 40.7%#1 58.3%),
FHAE 9.5% L LIl HBsAQ 1 BR - bi-HBs FHIERIThRE G &, JRBLH RIUF M 22 & AIG AR 1, ik
TR . RS Z IR YT AR AL T 68 /7 1 [44]

4.3.2. Toll #Z4&(TLR)#SNF
TLR j& 280 5244, BB LA AR AR S 0 TR, S RAR S FISR IS e i % . TLR
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Bshin] LS REE ) TLR 54, 898 e 4ni (n E Va4 p . B 9ORIIES) O3, S0 R ME i@,
7SR A AN N R R T (0 INF-adB),  AITFTRE HBV JE G S 80 Fe il 32, @i 3] HBV &K 5e
PR 35 T2 R R B RR[45]. — T N AR AT RN, TLR7 $3h71 vesatolimod /R4 7E & 3%
Bon B A A YRR SRS, (H ORISR T 2 HBsAg T FRELH 2:[46], AT At SHURE T & . s ke .
PSR F A G . TLR sh a2 AL 5 o K 5 0&E B s, (H B — R H] (1 vesatolimod

selgantolimod) R Z PR . KK FTRAETHREITTEITR, ML LHEE, FHFIRNRRIL WL )5, AL
BAgME D Re A A [47].

43.3. BREMKTTE

RF SV 0 B T B LA T DL B R ) HBY IR E PR, W ZFFRIHHLE (HBsAQ), PR 55 1 41
Maftigha, MR EERE R, FIRGE AT BRI AT R RN, HIRLART HBV MG NZ . thol, —teisy
Bie e i T DL 38 T 0 K 6 P 240 B A 5 PR 40 B 3 P4 FH (ADICC), - 51 5 e 8 40 R 7% A e s 2 I e R 4
Lenvervimab & HEEK{- GC #IZ5 AT TR EH HBIG il difk, 1EHNEIMAE4E2E. Len-
vervimab i 521 R4, mlEAS I HBV I Y 3 1 HBsAQ /KPR ER A B ACFKik 1 AN H . W5
N ZIH lenvervimab BEA U 85 2650 nT /e S 8081 HBV YR HBsAg IMEFELTER, DASRIS 20T
B ThRETEYE 2 [48] . VIR-3434 2 — Pl BN VR B s B4R, $E1A) £ BY T 58 SR T B R (HBSAQ) HL A (1)
TREFRIREAL, X 8 Tl HBV PRI (A-H) J 19 FhRARAZ Sk 1) 18 Mg 2L, w1 HBV 1) 1C50 4 10.9
ng/ml (B &3k 8 H HBIG 3% 12,660 fif), fEANEAH, 245 6 JHI6JT7E HBV DNA 1 HBsAg 77
7 N B 1log AT 2log, BRGHZELMIE X E>2 log. WO NE MHEANIK. AL HBV/HDV T
REME TR B BT [49]

BT BEHUAST VN SR T RRAE TN DR ER” 10 CTEBRPUE” F AT RN, IR R IRE T
AR TTAT I, HCRRAL. T IRE A R IAT VR TS (H RS U R M 1 5 (ADE) SV E X
B, T ORN 22 A PEAT 7 A R B0 B0 0IF

4.3.4. BEHE SN

7F HBV &yt fE v, M 521 PD-1. CTLA-4. TIM-3 1 LAG-3 7£ CHB WEi&is, S
HBV Rt T ZUH0FES, (450 B Ae e b S e il bR . 1M S 2R A AU SR (1CIs) P LA BH BTk S ) i) 14
G, RS T 4 hAE, BESEHLAT HBV BN s R TER . IR % 7R PD-1 41
#ill77 (nivolumab) /£ HBV <A1 B & Hh it K AE A AR 26.4 A, BEAYT L0 PD-1 057 + BUREEZY
B ) AT P HBsAg /b ™ AN KON (R % 3.6%) [50]; —THiAF 70K DNA H Ak B 77 (hn it
P AREE) FH S 2 i 25 s (U oPD-LL)BR AT, 45 1G58 7 —&6 0 4 1 HBV i 71 CD4+#H1 CD8+
T YU B, RS HBV R T 40 B 75 T s H R 1A 5 [51] . AT, ICIs fE18H: HBV /&
HE N RZETT IRRCR A TR, R AT 51 K e A R RN (P R E R B & e i), i Eirah
AV, KRR KM B A SRS SRR 7T,  DASEILTh REMEVR .

5. BXRiaTT
5.1 RBANSREETHNEKS

NAs 5T RKERTT

NAs 5T EBAIRIT FES P FE IR FHIT 2 NAs E#:404] HBV DNA AW, HRig PR
HECR, MR E R HBeAg ILiE el HBsAQ 1& Rk . IRPRSEHEd, 7 5HRI7 (% NAS
JE TR SREGBARIT PR BTG . 7R AR NAs fIGIHR SR 6, 45 ALT FHE )5
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NAs /ST FHECE 25677, AI{f HBeAg L5 5 # #e 2 MHLF NAs 112 20%4¢E T+ 2 30%~40%, 5 ]
SHL HBsAQ THFR (29 5%~10%) [52]. (HFHLRAIMEH (W gEHms] . Fas)BR &1 7R 7 I RS
H, AT AR S I B A LI R A S B A TR YT R

5.2. MBHYSRRLYERKS

B H PR AR, REFHAGWEIA NAs B RICAIBIT RO . it
CAMs 5 NAs BtA, A B i AN [F) /R AL B [0 s 25 0, 5 i 58 7 N8 5 . — T A9 24/ VBI
G rr ik 2 WG : AT R (HBV) %k 4% 732 BRII-179 (VBI-2601)5Fr#ESTi% PEG-IFN-a [BEAR
SYOEFLRA T 74 7R, P4 & PEG-IFN-a Y67 45 A1 12 JE BEVTIN 1) R Bt SR (HBSAQ) B b % 2 —
%, L F 30%, HEAK 224tk R 2 v BAF[53]. Yuen 25 ANH—T0 2 WIBTALRET, VIR-2218 BEEER
LTETHER-a-2a 09T 18 YE HBV &Gk HA R, nl R K HBsAg 7K T-(HBsAg T35 K T P MR E
15-2.4 £-3.0 logo IU/ML)FHF F MIEEFE, RKEFRASRFHFESTIRFHAR)FEMFL. LKA
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CCCDNA SB[ 254 A SRR 2 BB HIHIH . RNA TS, i BUH0s 55 254 B K e
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