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Abstract

The widespread clinical application of nucleos(t)ide analogs has enabled most patients with
chronic hepatitis B to achieve effective suppression of hepatitis B virus and significantimprovement
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in clinical prognosis. However, a subset of patients still exhibit persistently or intermittently detect-
able hepatitis B virus DNA at levels of 20~2000 IU/ml following long-term antiviral therapy, a condi-
tion referred to as low-level viremia. This represents a “residual risk” state that impacts patient clinical
outcomes. This article focuses on the latest research advances regarding low-level viremia in chronic
hepatitis B, covering its definition, epidemiology, pathogenic mechanisms, treatment strategies, and
challenges, aiming to provide more evidence-based medical insights for the diagnosis and manage-
ment of patients with low-level viremia in chronic hepatitis B.
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1. 5|

IR 75995 55 (Hepatitis B Virus, HBV) 2 A AT, SEREH MHE K. REZER) I
Z R ZHURFH I T i HBV DNA R8N 2], B 5 4 822 & (Complete Virological Re-
sponse, CVR), {EAAG #55 SE AE AP UM 251697 )5 V5 RF Sl A B Hh nT A 2 HBV DNA 7£ 20~2000
U/ml 7K [1] [2], BB 25 Mf0AE (Low-level Viraemia, LLV). 50 CLRIUESE LLV FIFFLF4E10 3k T
R AL SR AR LUB T o e A RS 18 Jn B A5G [3]-[5], IR R W B IR AL T A R R 45 =) F) ke B XU IR L
R R B, R LLV R E BRSOk S, HESCE RS WbrdE. R AR Sk
W LA R PO VP A 45 07 TS A AR KB AR F JE 572

2. BX

H AT E WA T A NG — 1 LLV € X, ERZ 0331 NAs 1697 )5 M HBV DNA 22 ] kil {H 4
IEF) CVR FPIRAS . 2018 45 & [ AT i 73 2% 2> (American association for the study of liver diseases, AASLD)
fEFI[6]42 H: LLV %5 HBV DNA < 2000 1U/mL {E AT BEAS I 3 (S ARAT MRy 10 1U/mL) 38 . BEAb,
FICHE £ EAMErE B MR EIE” X— ARG, ENEEEFRSEARY, LLV MiZEHESY0R
BRIAYT 24 JAERIIN 2 IREDA B H AR HRRRI 25 2R K AR [ 7] ARHE LLV RFERIF ], B R UK H 7 A FF
SeVEATTRLEPE 2R [8]: T faEE A BE 3~6 H 4 RN SER 2Ot E & PCR AT 2/ 2 7Kk, IiLiE HBV DNA
HESERAME H.<2000 1U/mL; e & fRR 2/ 3 7%, % HBV DNA [E] & FH 14 {H <2000 1U/mL. i3 E 35
AT SC[9] [10]2, 181 2 8 3 852 B K F3(Entecavir, ETV). & SR i 45 - Mt PL e (Tenofo-
vir Disoproxil Fumarate, TDF) =k ) & i 4% 35 (Tenofovir Alafenamide Fumarate, TAF)ZE— 2R Z54)iR )T > 48
Ji, 1 HBV DNA SR HH i = B0 S 28 1 58 5 58 G ik XU R (B AR A DB > 20 1U/mL B( 10 1U/mL)
ek z), (H4KT 2000 IU/mL.

3. MITIRE
31 RER
i 6 9 AMIE A AR B URE 7R ¥R 18P 2 B I 48 (Chronic Hepatitis B, CHB) A B H A L. — il

][l
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H A Z Aot [ 70 R, ETV BRZ5I6Y7 > 2 4F) CHB B3 LLV KM% N 19.9% [11], & EFE 5
Kik 5 EIIRFR A R R R AR T S, 1k 26.8% [12]. WERSE NRIN, FHET O 4l e =X s SR 4
A, FEFEMEI T HBV DNA (KT Al T BRI &5, ] BeAEEAN R K1) HBV DNA[13], X% LLV
BSR4 R AT RE AR A o FHL i 70 RIS O PR LLV RAER BT 30% [14]-[17]. AFEF TS5 BAT
TEZS, Xa[Re SWFFABERIRRIE . RV 80E ARHER % FIRBFFAILFIR I, LLV fE852 — &P
BAWRIT R CHB B B, R CHB &b — AN AL PR 7] 3o

3.2. EXMEER

2876 CHB KR I8 75 LA XU R 38 RO o A R T TR0 LLV B R A IR R T 3R Bt 7 1. T 5
SHIERFEE B, HBeAg B HE FIFELE HBV DNA>6.0 Logl0 TU/mL [ F RS K4 LLV;: MR
FHURKFE BB, EKFER HBsAQ J& LLV & AEJST (G R 25 [15] [16] [18] [19]. 7k EF 4 & K Hi i 7 i i
KPS R HBV RIETE NAs BIKIRISIE T AUMFERE R %, Ho st S EWUA e m =2, TG
I BRI PR A E R o MR S078 T EFE S S SOREK T B, FFREAL . R AR B0 & (LSM) > 13.0 kPa. IfiL/)s
AT (PLT) < 100 x 10°9/L Al ALT /K P45 LLV & XU A5 [18] [20].  F b £ 3 AT AR Th e 32 451
G I S T I A 58 508 mT R S AT R 0 B (O RF SR AE, MBI 7 LLV R A . (HI5TRR 1)
Meta 7> Hr4s B, PURTERA >3 4, SEL ALT KFET LLV BRI EK[16], EH 525[15]. &
[20]1 = NI ST A5 R AR AN R] s DRI, B FRifE— DR . Ak, k. SRR KL &I fH
F 225U B E T FNE YT IR i 55 57 N I BT R 48] 2 HOBR ST KT 2R [19] [21] [22]-

4. FRIZHLH
4.1. REFH

R EE MR T, HBV DNA FMRAKFRESEAFAE 2 2005 T 40 B A S5 00 P15 2RIk DNA (Covalently
Closed Circular DNA, cccDNA) )4 € 47 B S e sifi itk A% 1 (BR) 28l 42) (Nucleos(t)ide analogues, NAs) 3=
BUE AN HBV 54 SB35 TSR BT 2 DNA A B, {HX CAFER) cccDNA S R[23] [24],
B A 95 75 2 VR LR B4R AE - HBV RNA ZKFAE LLV B35 T B2 Th s, 7] St cccDNA s 3E Pk, /& LLV
(AT A bR & [25] [26] 0 [FIES, 5%E DNA B4 2215 2 5L R 4 ] RE4 43K TA HBsAQ, 25 Gl iR A4
GilFapa[27]. desh, K2 NAs J697 78 ] e 5 50 278 S AT HE B 245[28] . RS — 24 2 %
IS, 1B AT REF 73 T BUR BEHIH A TE 2 IR I LLV.

4.2. BERENE

186 RPN BRI IR T AT e MR AT AL LLV RREEIRCEEIR R . - () R
(Nucleoside (acid) analogs, NAs)&E 1l 5 & il (EUE & oy IR E HBV $5 53 T 4iiThEg[29]. &
HHRR S (055 55 P BRI B0 1 A5 5 (0 PD-1) il 850 T 40 i Th B FE 8 I3 2 20 B9 B g 77[30] [31] .
UEAt, HBV i 2 M S g b rE s RG], AR 0 SO AR BR A E AR AR ST N, AR IR
AR HBsAQ W7 B BURLAE R 18 7 SR AN 125 22 48 M 9 55 5 4 R 400 il 1 B8t [32] « R,
16 F S FEUR A1 HBV oy ki 3 v A 5 SO 25 MUE M A A=

4.3. BERIDZESETRNME

LB A BAR LR A AU AIHE AT T, M S ] A s 0 R BT Je AR 25 iR
PEANAL , T3 B B AR I B MRS o [RI S S MAE FED LLV R BAT F RN .
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TR, BERALHR) RIS TIIAIR SESREACEAME, ERIANTIURE, IR
EASEIN LLV XU[33]. Bltt, TEACHI 25 E SRR ST S0 T-SC LR S 2 N A B B 3

5. IGFRTUS

R BRMAEVE Ry —F “HR B ARS” RAS, Z TR CUFSH A CHB B ARG ARfa T .

e, LLV 0] 51 R 98 98 R R S5 30 B FF AR R0 I s IR Bl S| [34]-[36]. —T0URfF i Xt 41 418 £ FF
fHCI7 7 IMUAE 2254 (HBV DNA AT 20~2000 1U/ml 2 [8))HEAT I IR 5 RS BEAG 2, 45 SR B R 36.59% 1 4 17
TEANTRIFEBE B AT S RN ZF B0 [37] . IXFEWRE HBV B 1 5e Bl B IL R, FEASRE 58 S HERR A
AR IR o K 12 1 S A AT 4 A R R AU R SR IR B R 3%, A I SR, I 5 I AR
AR YA 2 0 URS 3 B 50 4 ] S5 1) 4.84 £i7[38]

R, LLV AFIT w2, H o] 68 52 2% 39 -4 s (Hepatocellular Carcinoma, HCC) & A2 K
W o [MIBPERT ST RN, A AL B R 2 35 2 LA A 5 AR AN 10 AR I AL 3 R A e 3 i T
LLV #H(39.83% vs 10.63%71 63.62% vs 16.21%; P < 0.001) [39]; LLV H# 54 HCC KA R W& T
4955 B 2 N 25 (Sustained Virological Response, SVR)H:#(14.3% vs 7.5%, P = 0.015) [40], 4 Lin % A[5]/
SRR LRI, LLV AR 4Efb i . AL SR AR EE R 40 M e i A fE 6 R 2R

=, LLV FAEBF SR Mz T R PUR B A 251 [28], — 7 MR 8 RS 2,
BRI HIH AL BB A B R RASWEAE AR, 59— D7 KRR 5 T HUm B 2SO0 T, SEAG W] RETRICE Hh X%
291 EL AR 2 M R REAR, BT DA B IUE 1T R 2388 it 24 XU 328 1 5 M Va7 250

EAF I, 7E LLV S5 R S it BoR se 4 UL — 3 8 . Feng S5 A [41]%F Z T IFAAL 8
PRARIP 25 L5E (Very Low-level Viraemia, VLLV)ARZAAN T TS 047, 45888 VLLV 4111 ALT. AST. GGT
KT R AR EEAR A, AEARE T HBV DNA JovEfrill 3020, fEAHIE I RAEEL HCC KA R ZE RA R . X
BUVFIE R CE PR AL SR B o T BE AR E AR E IR AP XU mT R el se A4 il 2 R, B8R
TIF F I8 U5 )R] T 6 A A2 DA M 8 ) XU 22 5 o T T U 2 AT i 75 T o B 22 1 o o 119 LA 9

6. RTTIREHRE

8P R B MUAE AT E B A% GUiR YT SRS AS /2 LRI CVR Fhls g KIS « xhitk, [ 4hw
RAE H R IR R 5 5, BN TR RS [9]@ W T ST NAS 16T, SUMMAMEA R, SERS
T TR a (Polyethylene Glycol Interferon o, Peg-IFN-a) 1697 . [Ktt, SR 75 PEAG LR SEmg (197 2%, HRER
HIEYT 5

6.1. HiLiaTTRER

RAGIETT 0% S AR — B BRAIUR TR 3R, 327 HBsAQ B %%, JFmANEEImIRS: ; EEOmRL
WGIT BEAIFE BT Peg-IFN 1577 PA R BOAR T

6.1.1. BUIATT

SRALIEYT — IR TEILA NAS Y T A b, sl sz &, T4 5 s 2 M sk & S SR S 7
RUHIIRTT SR o B N FR RS [42 WU A LLV JEn] 5 B % NAs 1697, SRFIZ9MIEE . H AT A it Figr
SRR DR R A ROLE 1): KRB RFETV)IHITH CHB BHEI LLV GHBCAHER B iHm S
(TAR)GIT, SonH T REN HBsAg FRF[43], H LLV 41158 40 B N4 3R AE 24 JF 48 JH 43 Hilik 3
76.1%H1 88.1%, &3 = T #8740 #52% N % (Partial Virological Response, PVR)41[44]; {H &] A5 i I Jig 7
KIS [45], & 3 M 75 AUE O B B R AR KUK« 7E ETVITAF %% 38 30K B % 48 35 (Tenofovir
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amibufenamide, TMF)I&J7 7, 69.9%F1 74.0%H% 6 . 12 4~ HBV DNA A, HER
H R Ui 52 P [46]. FIARE T S oR[47] [48], HI T2 2EMUHIA/E R S S . T2 XU S5 35 D 57 i A %
YRR R RN INE R E, NAs BEEIRIT AR BB R e i i N 2, Bltk, HATwGsE
Z AN 25 EEH A NAs BRGIEYT LLV BIRFFL. Ak, & SR B R AR 5 kR (TDF) e PRigEH)
fill HBV DNA (6 ™ H N B =R ARIKF), fEARE S ST # H 525 6 N H G 48.3%0 8 TR ¢
PE[49], X BoR H TDF BAG R 1 #:40 i fe )1 SIS AE R BT 5. {2 H BT M JEWE L3R B TDF #3897 LLV
B BT, AR AT PR R .

Table 1. Comparison of sample characteristics and virological response in patients with chronic hepatitis b under different

treatment strategies

1 NERTRE T8 R RBENEARIES REF NELLR

et 34 FEA , MEERGLR] . .
T AR R GaFHE) () FELRAFAE i ] Tift 50 45 J5 WL 45
e AT ETV 4k4: 24 HBV DNA < 20 IU/mL; 48 JE I} HBsAg I/ IE T
bt xfEé A HBsAg 80~800 1U/mL; 18 14 (-0.132 + 0.105) log IU/mL/year
“Eﬁ%i[ 13] TAF 4 ” SN C BEAE R ETV 48 JE I HBsAg FIIR IR E N
AT BIT =24 (-0.029 + 0.062) log IU/mL/year
R >18 % BEADUR 24 J& J% 48 il CVR 435N
PVR ZH (#H 24 FIRIT > 48 33.3% 29.2%. 75.0%; 24 J& K 48 4
o TAF 577) M ETV I897; HBV HBsAg /K- F B¢ 43 14 9.0%-
;*;‘?;LEE DNA > 2000 1U/mL 5.0%
DT sE ER
41 R >18 ¥ Wy 48 -
ﬁﬁﬁn ) ﬁwfaﬁ >48 Ji; 85.1% 24 i }% 48 i CVR 53310y
= 0, 0. ] &
L'T‘XF’%,E?E 67 M ETV IGJT: HBV 76.1%. 8?;”;1,2\4 F X 42”
897) DNA < 2000 1U/mL (Kl HBsAg 7J<¥7;5;/JJ AN 2.1%.
BR 9 20 1U/mL) 7
48 JEI LDL 0B A(17.79 +
Gt B, HBV DNA [I1 (i HBV ?5.63) mg/ml, TC/HDL ;3‘?14315
o WA BE - 79(0.55 + 0.89) mg/ml; & LDL
BT o 129 DNA > 500 IU/mL); HE 96 JA VoL g -
[45] % TAF JGTT ok AT (B SCH=3 751 LDL /K
KA 48 JEI 4% 73] 96
JHI1) 6%
By, [A] " HBV DNA 7E 20~2 000 N N e
LR 5 ﬁﬂqﬁz\g "3 U/ml Weah; W 124H 6 1A %91 thy' H;g/; AR
[46] - ETVITAF ¥&J7 > 14F F70 TR0
FZVRTT AT LRIy B
gy, [ ¥:% TDF 5 ETV #2515 50%- JHRE R 40%E
JaE 1 A 7 / 10 T 212 AAMERINE =124 R 10%, FH o il
[47] BB BTO RN % TDF 253897, 11H:%
ETV HZRIT
A
HBeAg [1#£: HBV DNA 64°A HBV DNAO IUiml, 12
e i ™~H CVR 95.8%; JeiGzhidi
FEIBbR ) KK (<4 log % (HBeAg 1T, HBV DNA <
¥EEWs TDFWIA4L 50 1UMmL): ALT $4LiEs 34 5000 IU/mI? B ALT BT
[49] ST IEH > 6 A ’ gyl

W >18 %

BRI IR )52 )5 6 AN A 4k
¥F HBV DNA B 1 &7 48.3%

TE: PVR: 50 E; CVR: SERINRENE; LLV: ORI, ETV: BERF; TAF: & SRAM B #HES ) TDF:
WD BR B R S TMF: SORBES; LDL: R AR A HERY; TC/HDL: & H [F Y L RGO
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6.1.2. NAs BX&/F 1R Peg-IFNa j&JT

Table 2. Comparison of sample characteristics and virological response in patients with chronic hepatitis b treated with Peg-

IFNa in combination or sequentially with NAs

% 2. NAs BEX&/FF 5 Peg-IFNa BT TMEM Z R R BENH RIS HEFNEHER

58 AR STEGRITIRNE)  FEARE M) PINFRifE VAT S B U [E] WL A AR
NAs + PEG-IFN«
[5G T 9 BE A 4 LV B % NASs + PEG-IFNa 347711 CVR %
[50] NAs #2641 34 T NAs B HRIT I 55.9%
PEG-IFNa Bt & 162 CVR F N 97.5%, HBsAg Il
R 9 NAs 4 HBeAg [Tk, NA J477 o SR 30.9%
[50] f) CHB fF LLV &% i CVR %4 85.9%, HBsAg il
AL 25 4 ; §
NAs 254 78 SRS N 5.1%
A NA $E 4t 7, T 48 4734 5 HBeAg & R4 Fel1=s)
HJE%EE ) 60 #; HBeAg Wi A 16.67%. 23.33%: IR
I PR o Sy HBV DNA > 10° 18 i CVR
[51] ST HBeAg IILif 46 . %5
THE G 60 1= S 514 3.33%. 8.33%; iR
18~65 & CVR
30 % 48 JME, £ HBsAg
NAs + PEG-IFN IKF-HIF- 35 R B4 9079 (1.2)
2| 59 oA Eezg  logloluimL; 58 72 ), iy
AFRYE. I . Vary 48 Ji, J5  HBsAg FI#-0.65 (1.1) logl0
b, L BNASIEIT 219 o gion U/mL
- HBV DNA < 200 - o
iX5[52] ‘ LT HEBEYT 45 0 % 48 W], H# HBsAg
BET2H I35 B4 4R 09-0.08 (0.2)
NAs f24H 31 logl0 1U/mL; % 72 J&, P
HBsAg T [44-0.11 (0.2) IU/mL
TDF + PEG-IFN LFH 18~75 B (11812, e
. 186 HBsAg 5% 9.1%
TR . % B4 WP HBeAg HHE SAQ ik 9.1%
BT IR 5T - B HBeAg Bt BEAE 724 N
[53] TDF #2454 185 T T E b HBsAg 5% % 0.0%
PEG-IFN 82440 185 KiRTT HBsAg i % 2.8%
i FS >18 %5 AR #5240 JH 523 HBsAg 1 Bit-4i
TOF+ EEEG IFN 102 HBsAg K Il 4 5k S E 4 H N 5.3%, HBeAg $i2
) HBV DNA /K7 > 1000 I BT 2 A 66.2%
IU/mL Fre:%E /b 24
Ji, BUFTEISYE B
RALVEEIE, B
£ HBV &#L; HBeAg PeglFN fEHT 24
FHPES R BEAL 4 FfEA, BbEE1E
BEAL(1:1) 3056 Ji 32 AW, BAME4 55192 AiH
xjd: N /3 u"TI ) k4T
[54] HB’WM%{MEP HBV 'I;DF jcl‘ﬁﬁ‘gs 5 240 1525 HBSAG (19 2 141t
) DNA /K7 >1000 JARFZipEv; = . . "
TDF #2541 99 X o N - KT 4.1%, HBeAg 12k
IU/mL; [FEALS> 25T 8 240 A BB 4 Ly 46.20
JEP, EA R 4 5 A ARITHITILAA0.27
BT 32 R Iw IR
ALT KPThm (5 >
45U/L, ik >30
UIL), 55 U e RE
P> 4LAT 8 A P 5E ik
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NAS + PEG-IFN 83 HBSAG [HE:#5T 6 HBSAG i3 69.88%, ik
sty [ A ™H AR 48.19%
PE LS PR HBSAG I I <50 24 i . .
HBsAg &% 0.0%, MiE#E
A5 NAs #2411 123 HBEAG Witt, Eib# g %@ o i
J¢ HBEAB [ % '
24 JE I} HBV DNA ASH] 6 2%
NAs + PEG-IFN 47.3% (107/226), 48 JH I} 63.5%
A& H (113/178), 72 JEH} 69.0%
(80/116), 96 JHI} 76.3% (45/59)
Zub, Wl
e AT ERIE IR LLV & 96 /A .
5[56] 24 ik HBV DNA R AJ Al 5
37.3% (157/421), 48 JEI 40.8%
NAs HL25 4 (130/319), 72 JEH} 51.9%
(95/183), 96 AR 59.4%
(60/101)
TR i IFNo + Nas S A 2
iqjgigig 2] 151 LEES 1865 % % NAS . HBV DNA Ji% % 81.6%
W19 0T 48 R HBL LLV b
Ft[19] NAs B 24541 116 HBV DNA %[ % 49.4%
. ol NA + IFNa 51 CVR 66.7%, HBsAg i&kr%
RN Bt B4 42 Yoa R 8.9%
DS 4 ETV gg 1 LLV 48 7 ‘
[57] NA 2 2541 26 = CVR 68.4%, HBsAg i&ka%E

0.0%

e NAs: ZIF(ER)RI: PEG-IFN (0): RO B THHE(0): ALT: WRBREIEEHE: AST: RITAXHREILELEG.

NAs BeA 2 HBV S, Peg-IFNo &g il i G 8 15 /F R 30 2575 B 2 TG AR 50 T iE sE
[50]-[56], NAs Bt# Peg-IFNa RE R UFiE R HBV (WL 2). CVARTARY, EAURTEMER EEH, MK
T NAs $.25677, Nas + Peg-IFN-o 65 S 0E 7] 3815 5 =1 () HBV DNA J75 % 22 (48 Jil i) 81.6% vs 49.4%, P
= 0.001) 1 HBeAg % 5 #[19] LA K HH i ¥) HBsAQ 1B B3 (48 Ji I 8.9% vs 0%, P = 0.017) [57]. X L& 5t
AR 7R T 75 HBV JE i F2 o H ARG 25 LE (1 8 2 1% 4% Nas + Peg-1FN-o RS /F B1IRYT, ReBB A AL
by SR B A LTG5 B2, B AT AR SE LI AR TR 8

6.1.3. H¥IATT

WRGETT R TRET I 16T RIS AR 5 MUE B, A TR NAs KIRAF 5T Peg-
IFNa JAIT7AMNIAIT IS I, I EEZGBEEAYT . O IR KRII58], /K K&l iR 3B BB R s
CHF LLV B R s N AR, SCERTFhRE. — TR BA S 78 SR [59], $RIEWAUT A P dia
I7 0] PR I K O i IFFREA L G 3 R AL R 2k 26 . RRWF SR I, P R 29 e AR 25 J 3 1 4%
BORIT Pl RERFERRBIG TR, HIE 75 5 2 B I PR AR .

6.2. HBLETT RE&

B HBV A& di I AN 3 Gl M LA BRAR AR N, BT RIG YT SRS IR JT A IE O LLV BT ST
7R, BAELIRMER EHEEE SR E.

6.2.1. KRR R
(1) #r HBV AEan i #iA HBV K72 A7 7)2525%) GST-HG141 11 11 YHHF5T[60]+ 144

DOI: 10.12677/acm.2026.163981 1948 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.163981

XIE, Mk

LLV H# BEHI%EZ5(50 mg). (100 mg)iill & GST-HG141 sz A& B E K Fiayr, 4RER: 50
mg. 100 mg &4 24 JH K HBV DNA ASA[ 253554 84.0%. 81.5%, 3 T X1 32.1%; IMi%
HBV pgRNA {5 4 #1128 y>55%. X % B GST-HG141 HA 38 K1 HBV ISR 1ET . & UERTIRZY)
AHB-137 1] b #AiAER[6 1] R £E T HBeAg WML, FHEAHZ NAs F2ERI7E 6 1~ H. HBV DNA
<100 IU/mL 55HFIE: #5216 JAEL 24 FGIT fa, BISEIL T 1) HBsAQ 252K 2(66%FH 75%) FH LI 46t
#(33%H11 54%), HzeaVERuF. HAKHABE UM ATIEEDT 7L H A R, T B RN LLV B3 —»
WRIT R ok, CAVIREN/NTHE RNA 259050 ARC-520 EL A5 Bt fA{I% HBsAg 7K T I sEBl 84y s
FFELICT 100 1U/mI[62], IX A E A LLV B BRI HBsAg BRI 1E, nT R B T 4T B i 2 .
DA Z5#[60]-[62] /918 1 ZHHAIK LLV B4R 4E TR sing, (AN TR ANRR LLV ABERIIRES .

(2) VATTE e AR AR B IR T R AR AE S DO RERRAS, DRI, 383 Y149 1 2 G AT (i 2
BHRR R B AEM. P PD-L1 FHIE AT KR HBV R T UM ThBE[63], X % ek 25 s 4k I 7E
LLV BB i S SR T B e 3 al . Toll #£3244&(Toll-like receptors, TLR)#ZNFIFE TLR7 #ah7(n
Vesatolimod) A &2 TLR8 #zh 71 (41 Selgantolimod), R % & 4 & 4t[64] [65], 1H H §i i 7 B A4 i R 1t
IReER. AN, VFRIRITIEZE W Poly6 K/HBsAg J%TH[66]. CpG 1018S/QS-21 #7113 1Hi[67]. VRON-
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