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HBeAg FHIEEMH ZE AR EFEMEEE
HBV RNA RERTFHEZTL

Rk ZABW, &b kB E, FF L E
(M?Ej(%ﬁﬁgli[&tﬂ?ﬁﬂ, IR {%T'ﬂ 250033)

WE.a4 FitF(8]) £ M4 (nucleoside/nucleotide analogues, NAs) 7 77 & TR AT £ e 4 /& (hepatitis B e
antigen, HBeAg) /A2 M T A AT X K% 2 & 5 (low-level viremia, LLV) & é}‘é’]ﬁm AT X 9% RNA (hepatitis
B virus RNA, HBV RNA) K-F B E £ NAs TG T, Fek KA L XABO TR AR LLV B4 1:1
I B3 2008 7 )G 1K 3 éﬁ’% g% F 5 B % ( maintained virological response, MVR) %% N 62 4] LLV & 62 4
MVR £ RBEHEGHTERKE LLV B 554 NAs G T AR 2 By €4, ¥ L6 R FH 37137,
i ad E B R B IR HE AN ;}iﬁi( simultaneous amplification and testing, SAT) %I #2374 HBV RNA #4752 40,
4% 5 MVR A EEHIL LLV 214 L& Fiir 24 i A 48 Ji it ik HBV RNA /K-F 34 % (P #<0.001) . Kiir
HE LLV %4 f 7 HBV RNA K -FEIR S A BT T, 27 R4 5 &L (P3>0.05), LLV &% £ %54 ﬁéﬂﬁw
PR TR R 24 48 B i fn 75 HBV RNA T ALY FAUAE B 5 2069 48 WA BT T, £ F L% it 5
(P3>0.05). #%#& 5 MVR 21485k, LLV &% &% HBV RNA K -F % & B F K212 5 NAs 34 % & HBV
RNA R-FEEHFH FATEF AR, B7ELKRESLC TRALE LR —F SR HBV # R EH

KEBIR KR A R EF A LA K RE RNAEF (BR) Ema; CRAF L e R

HE 4S5 :R512.6+2 MERAREES A

HBV RNA status and changes after intervention in HBeAg-positive

chronic hepatitis B patients with low level viremia

ZHANG Yushuang, WU Juanli, GAO Han, ZHANG Yiheng, LI Tao, WANG Lei
(Department of Hepatology, The Second Hospital of Shandong University, Jinan 250033, Shandong, China)

Abstract; Objective To investigate serum HBV RNA levels in HBeAg-positive chronic hepatitis B patients with low-
level viremia (LLV) following long-term nucleoside/nucleotide analogues ( NAs) therapy and to assess changes after
NAs intervention. Methods This was a nested case-control study and patients with LLV were matched 1:1 with who
achieved a maintained virological response (MVR) after antiviral therapy. LLV patients were then categorized into an
NAs intervention group and a control group based on their willingness to undergo further treatment. Clinical data were
collected and followed up. Serum HBV RNA was quantified using the Specific RNA Target Capture combined with the
Simultaneous Amplification and Testing ( SAT) method. Results A total of 62 LLV patients and 62 MVR patients
were enrolled. Serum HBV RNA levels are higher in the LLV group compared with the MVR group at baseline, 24
weeks and 48 weeks of follow-up (P<0.001). During the follow-up period, serum HBV RNA decreased from baseline
in the LLV patients, but the results were not statistically different. The decrease in serum HBV RNA changes in LLV
patients in the control and intervention groups followed up to 24 and 48 weeks only decreased in the intervention group

at 48 weeks, but there was no statistically significant difference. Conclusion Serum HBV RNA levels are higher in the
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LLV patients compared to the MVR group and decline slowly. The decrease in HBV RNA levels after adjustment for

NAs treatment is not significant compared to the maintained regimen group. It is suggested that combinations of other in-

terventions are necessary to further reduce HBV transcriptional activity.

Key words: Low-level viremia; Maintained virological response; Hepatitis B virus RNA; Nucleoside/ nucleotide ana-

logues; Hepatitis B e antigen

CIVBF R J% B (hepatitis B virus, HBV ) &3
18 1 2 A% B PE F & ( chronic hepatitis B,
CHB) % i A& 2 BR P  JE A [t ) By
IRIT KLY CHB B F B G (Hf s s &K
WIRPTREETR T AT A I H HBV DNA, BIAEZE 1%
R BEIMLAE (low-level viremia, LLV) B9 % . BRI
PROFFERW] AR T B0 216 7 J5 S5 4k 350 77 2
W %% ( maintained virological response, MVR) , LLV
o kR AR RN 4 il %% ( hepatocellular
carcinoma, HCC)'**' | HAT# %t LLV B ik — 4
TRYT R W 1 B 9 U B8 18 AN 98 78 1, W8 i HBV
DNA 7KV Toik ix 8 i St R 8 I R 46 =,
1M £, Y JF 4% 3¢ T BT It ( hepatitis B surface antigen,
HBsAg) 1 [ 5% A 5y S8 H A8 18 75 2240 24 K 1 i
) I PR b R A A ok S ik 38 oy B BRI TR
s B sl MR TR O, AR JS 2Ry T SRS Bl

H T 3L 4 1] & 3 IR DNA ( covalently closed
circular DNA, cccDNA) fl#4E B9 A G HE , Im PR I
BOME B R R T I YE P B9 HBV RNA fE N
cccDNA A B 5= | EUE SEAE 0 A 2%
SHE YU EES T ROTAL B A5 24 T T A5 1 L
AEEME S BRI, H T A B 5T 56 1 F
LLV ¥ HBV RNA /K-F R H s 9221k, A
58 BEHR LLV 3 HBV RNA /K F K H AT
HORYT RIS S s A2 AL, I 5 YUK REIR T 5 S
MVR 1 EE 1T 8, IPEAS LLV B8 5 55 %
KA AR, AT SR 22 S8 38 1 03 gk 1) i
PRI RAEDE

1 #ARETE

1.1 HRIK

AHIEFE Ry 5 s 191 0] BRI 5T . IESLAN A 2023
AR5 E 2024 4F 2 A2 T INAR K58 R R
R TIZ2 % 3 (1) 25 L% ( nucleoside/nucleotide
analogues, NAs) §J% 81097 M 48 J& /Y LLV
MVR 53k 237 fi], ALLABEFEILEL N} HBeAg 1
S BAPE WO AR ol PR ERL I A7 Bl U, X R D3 24
48 JA ) B ORI TR B b, AR 2022 Ji P R

(11T R By iatem ) 7 K LLV B E LR
X B R (entecavir, ETV) | & &R E i 7
MK S (tenofovir disoproxil fumarate, TDF) | & &
1% N By B 75 4% 5 ( tenofovir alafenamide fumarate,
TAF) g% 3 K % 1% 48 55 ( tenofovir amibufenamide,
TMF) J/97 48 Ji S LA b AR R4FHY CHB (37,
AT #:M E] HBV DNA (20 ~2 000 IU/mL), MVR
B SO DL L — 20 5 25 W0R T 48 JH )¢
DL FJE Il 3 HBV DNA ik 2| & & {5 1 F R
(<20 TU/mL) FF-7E B 5 19 18] 47 22555 B 400 1) 1) £ 5
PAFRENT  OFER =18 &, QBT 5 1R I7 1 #f
ik HBsAg FHPEHFFZemf =6 > H; @ IEEH2Z
ETV TDF TAF 5{ TMF $Ui8E1RYT ; DPUR TR IR YT
B =48 Ji; @B A A RAFIR M, & SN 7B
VIR, T IR 25 ) KD T 10% . HEBR R £
5 . OB I ERYL TH B 9893 B 5N S S R BB 75 5
QG I RACEE BT AL, S8 S S

I IR B K VN R == N AR G ]S
B fSHEZE B3 25 itk ifE (KYLL-2023-431) , #F5EE 1K
BErA A B FH AR,
1.2 EFERMEA

L HBV DNA 7K -5 ] 52 I 23R 5 il i S
(real-time polymerase chain reaction, PCR) 4% R %
#1475 & (Roche, Fii 1) , & F R (lower limit of
quantification, LLQ) A 20 IU/mL, [fil}#%f HBV RNA
FE BN RNA SERTHEOEE IR P18 KGIH2 AR (simul-
taneous amplification and testing, SAT) ( ()&,
F D) A2 22 & N PR 100 copies/mL, HBsAg #ll
HBeAg il iz 12000 k2% K& GG 0 M ( Abbott, 3¢
) F1 Abbott I TE &=
1.3 ZitZ4bE

i R Seit#k {4k (4.3.1 Jit, http ://www. R-pro-
ject.org) il Free Statistics 73 H1F5 (1.8 W, H FE L
)T, SRR A IES S L x2s FoR AR
TEZS A3 B DL A [ Y 57 2B R (interquartile
range, IQR) ] /R, #[a] LK Student ¢ #5685
Mann-Whitney U £ 5%, 432878 & DATHECRT A 43 L0
TR, 2R R B A E) LR T v K656 BY Fisher
KGRI, SR PRV ) 4 43 DT 5 32 6] 1 2 B8 3



JKIFE, 45 HBeAg FHPEIE L

TR 28 AR 25 INLE B2 3% HBV RNA WRZS & T-HiJ5 484k

loe)

A7 1:1DCES, PCBE R R FE AR P00 o 5 s ] |
YUWEE R SRR AL, REMERE N 0.2, P<
0.05 MESHSIFE XL,

2 # R

21 WNABERINEAELEFE

HEZEALH 237 Bl Hoh LLV B35 62 f,
FZ 1:1EfE MVR B35 62 6], i 58 A9 A 124 f
B, (44.6+11.1) %, 124 Bl 5 81 4l

(65.3%) JFREALHE 13 4] (10.5%) ;90 il 52 5

Wit (tenofovir, TFV) 251 25%) (1145 TDF \ TAF
TMF) 97, LLV 5 A413E4k HBV DNA Hi ik
F-J9:1.78 (1.44, 2.10) log,, IU/mL, 5 MVR 21
AHLE  LLV 20 (835 (19 2% 9 24 IR 24 3 4% #% i ( alanine
aminotransferase, ALT) (P =0.001) , K& 2 iR 5 F:
% W ( aspartate aminotransferase, AST) (P =
0.045) \HBsAg(P<0.001) .HBeAg( P<0.001) A Ifil
i HBV RNA 7K (P<0.001) %5, WL AEAEIS |
PR B EET ] B RE T S A AR S S IR
41 % (total bilirubin, TBIL) /K [ 2% R LG H# &
M(P>0.05), W1,

R PANBE AL EEL
Table 1 Baseline characteristics of the enrolled patients

E =270 LLV 4 (n=62) MVR 4 (n=62) il P

RS % 44.5+11.8 44.6+10.5 1=0.089 0.930
B/ n(%) 42(67.7) 39(62.9) x> =0.320 0.571
bR/ A 33.5(19.2,53.8) 49.0( 13.5,70.0) Z=-0.789 0.430
HEA/n( %) 8(12.9) 5(8.1) x> =0.773 0.379
ALT/ (U/L) 25.5(18.2,36.8) 19.0(14.0,27.0) Z=-3.212 0.001
AST/ (U/L) 22.0(17.2,25.0) 20.0(17.0,23.0) Z=-2.003 0.045
TBIL/ ( pmol/L) 13.4(9.9,17.3) 12.4(9.7,17.1) Z=-0.875 0.382
HBsAg/ (IU/mL) 7555.9(3 143.8,18 831.4) 1755.7(1003.5,4 952.0) Z=-5286  <0.001
HBeAg/ (S/Co) 400.9(93.7,852.9) 7.4(4.4,19.6) Z=-7.746  <0.001
HBV RNA/ (log,, copies/mL) 6.8(6.2,7.3) 4.1(3.2,4.9) Z=-8.301 <0.001

2.2 S5ERX 24 B 48 FBETT I P A N BRI LR
A 43 Bl LLV 3 K 53 il MVR B ERED &
24 A, LLV BF& A 23 1] (53.49%) B3 HBV
DNA ik 2| 52 {8 T B, 20 ] A #% B 8 % /) HBV
DNA H{ii/KFH:1.82 (1.45, 2.31) log,, TU/mL,

5 MVR 40, LLV 411 ALT(P=0.046) .HBsAg
(P<0.001) HBeAg ( P<0.001) } Ifil 7§ HBV RNA
(P<0.001) /K- FAT38R 8w . PHLHAEAR WS R Bids
BET R YU RERT [H] & A A 4k AST Jz TBIL /K
F R IGIFE L (P>0.05), W2,

2 SEAL 24 JARAVIHT LLV 41F1 MVR 218 191 RAFAE
Table 2 Clinical characteristics of patients in the LLV and MVR groups by 24 weeks of follow-up

TEFR LLV #H(n=43) MVR 4 (n=53) il P

iy % 44.4+12.0 44.4+10.2 r=-0.028 0.977
B/ n(%) 28(65.1) 34 (64.2) X =0.010 0.922
EiR e NSV 35.0(22.5,59.5) 43.0(12.0,69.0) Z=-0.377 0.706
gL/ n (%) 5(11.6) 4(17.5) Fisher 0.508
ALT/ (U/L) 27.0(16.2,36.5) 19.0(14.0,30.0) Z=-1.996 0.046
AST/ (U/L) 21.0(18.0,27.0) 20.0(16.0,25.0) Z=-1.397 0.162
TBIL/ ( umol/L) 11.8(9.6,15.1) 12.4(9.2,15.0) Z=-0.008 0.994
HBsAg/ (IU/mL) 6968.2(3 048.4,14901.1) 2108.6(1038.2,5205.5) Z=-4.093  <0.001
HBeAg/ (S/Co) 346.7(74.6,772.0) 8.4(3.4,20.7) Z=-6.723  <0.001
HBV RNA/ (log,,copies/mL) 6.7(5.7,7.6) 4.2(3.1,4.9) Z=-6.728  <0.001

Bifi 1 & 48 JRI BT, LLV 445 34 il % , MVR
HA 50 Bl F, LLV BE A 25 61 (73.53%)
f % HBV DNA K3 (5 TR, 9 il A F5 B
) HBV DNA i 7K F 4. 1.47 (1.39, 2.20)

log,,JU/mL, 5S¢ 48 J& b7 045 15 24 JE 2k
P, LLV 414 % 5 i HBsAg (P =0.002) . HBeAg
(P<0.001) K IfiLi# HBV RNA( P<0.001) /K, W
%3,
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Table 3 Clinical characteristics of patients in the LLV and MVR groups by 48 weeks of follow-up

FEAR LLV #(n=34) MVR 4 (n=50) i P
G 43.7+10.6 44.4£10.2 1=0.314 0.755
BH/n(%) 24(70.6) 30(60) x> =0.988 0.320
Vs IA] A 37.0(26.2,58.8) 41.5(12.0,70.0) Z=-0.39% 0.694
AL /n( %) 4(11.8) 4(8) Fisher 0.709
ALT/ (U/L) 25.0(20.0,36.0) 22.5(16.8,32.0) Z=-1.371 0.170
AST/ (U/L) 25.0(18.0,29.0) 21.0(18.8,25.2) Z=-1.079 0.280
TBIL/ ( umol/L) 11.0(9.4,13.5) 11.3(9.4,15.5) Z=-0.402 0.688
HBsAg/ (IU/mL) 6774.4(2382.9,9332.0) 2731.9(785.4,5497.7) Z=-3.114 0.002
HBeAg/ (S/Co) 251.4(38.2,433.6) 8.0(3.4,16.7) Z=-5.622  <0.001
HBV RNA/ (log,,copies/mL) 6.3(5.4,7.3) 3.6(2.8,4.7) Z=-5.892 <0.001

23 LLV AR 24 FXK 48 E M5 EE K HBV

RNA 7K Lb 8

5L MY HBV RNA /KEAH L, BT 2
55 24 JEFES 48 JEIIE, LLV 40 1{% HBV RNA /K°F-
BEHTA B R R, 209l 6.91g F& R 6.71g 1 6.71g [%
H6.31g, HZEFH L= E X (P>0.05,K 1),
MVR 41t 5 BB 25

WG REIRITEIE B LLV 45 ik
T7 M (TEJFIRYT 7 At I 1T NAs 2y sk
2R9T ) MR AT 4L (RS RORIT T %) |, F e
PIZL I HBV RNA AR 61 O 1 5¢ 420 7 22 N 25
( complete virological response, CVR) X _ #B 43
LLV BE A AN AR 2 0 LLV B 5 53 57 NAs

U EE 2GR4T B, QBT B NAs 2549 5 i, )
PNTE T 4L A 4LRT 6 4~ H WPLHRHE NAs
YIRS AL FRiRIT . a5 R WoR, ik
HERRRIT AL R WO £ 41, CVR B NAs J3 97 1M
PR o T RAH ALY LLV, 2515 255 24
JAFIER 48 JAl I CVR 43 51A ] 42.1%F1 72.7% ,
T AE VA 7 4L Bl T 245 24 JE AN 48 J& CVR Z43
HIKF] 62.5% F1 73.9% ; H P4 ¥ 2 8] i CVR
A ER TR FE L (P>0.05) , X FIMiE
HBV RNA [N R, iR YT 4 AT ol 24370
B S AR Ak, A B B BE T 5 24 RNEE 48 JEIRS I T
HBV RNA 75 bl B2 AN FE S0 80y 8 A 15 48 S it
BT, HER LS %2 X (P>0.05), W

BITEY), SO X ER A R E AT 6 DA K4,
A B s B B B B Ao B s
100k P=0.87 10.0 #5023
3 g
£ 75t g 73
.2 B
. :
; g
g sof < 5.0t
1 <
z 2
P >
B I 2 25t
% 25 =
ok oL
B 1 LLV 4 AL RRTT 24 J8 & 48 JA 175 HBV RNA 7K H AL
A FORTEN 24 JABETI Y LLV (B34 528 5 H615 24 J 1115 HBV RNA KV HL#E; B FoR 58 48 JABATI Y LLV B34 5t
£ S 48 JA Iy HBV RNA /K H#K
Figure 1 Comparison of serum HBV RNA levels in the LLV group at baseline and at 24 or 48 weeks of follow-up

A: Comparison of serum HBV RNA levels at baseline and 24 weeks of follow-up in the LLV group who completed the
24-week follow-up; B: Comparison of serum HBV RNA levels at baseline and 48 weeks of follow-up in the LLV group

who completed the 48-week follow-up.
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Table 4 Comparison of serum HBV RNA change ratios and CVR rates between the intervention group
and control group of LLV at 24 and 48 weeks of follow-up

24 J# 48 Ji
AR e fRtTa O EA G FRATTal ooy RA
ZH 15, k4 Z PN Z 07T Rz PENANEY
(n=24) (n=19) Guitht P (n=23) (n=11) Githt P
HBV RNA LIt 1.6(0.4,3.0) 1.0 (0.1,3.9) Z=-0.538 0.591 1.3(0.1,3.0) 0.4(0.0,23) Z=-1.086 0.277
CVR/n(%) 15(62.5) 8(42.1)  ¥=1.773 0.183  17(73.9) 8(72.7) Fisher 1.000

7 :HBV RNA Z84k [t = P15 %= 24 ¥ 48 J&§ HBV RNA/#:4E HBV RNA

3o

Il PR 52 e LLV 8 3% 5148 20 WL, B 5 HBV
DNA £ B iAW it 25 DA S B s 46 1 K,
AR LLV B B e g Lk, &tk
WIPURIRIT ISR LLV B HFRL i
SEIFMEAEDCAS B4 1 & A= XURS: B B8 55 F MVR 1
RO 53 A A I 7 75 ( QIAamp MinElute
Virus )&, HBV DNA Fl HBV RNA & T fR43
%124 10 TU/mL F151.5 TU/mL) A0 2 117§ HBV
DNA #1 HBV RNA 5 HCC &%, Kim 2
SH IR R ETV 253097 M FRE 4L & 9F LLV
() E HCC & A K A B /= T MVR i %, CHB
LR BE KA LLV OGN 552 R Wl R ),

H i E I ANE B AT LLV R 25 I R 45 3556 g
FROHE R 72 WATS AT 48, 2016 4F 26 [ AT T 58 2
A2 ETV \TDF 5 TAF F25I577 1% LLV
ARG A R P26 9T 2017 SRR TG 25 £
AL HBV DNA 7E 69 ~2 000 TU/mL i [Fl 1
B R S RN B AR YT R E 2022
Jf M e A TS HE R A DN P AR DU 52 22 =, AT
B IRA R iRYT , BT DIRE R BT
% o (peginterferon-oc, Peg-IFN-a) G I7 "7 &
T, FR 38 B HE A R LA UEHE SR AN 3, % T3 3 4y
FEE N X QTR YT K B U (A DG UF B 2R AT 5 22 58
¥, AR E AN 25X ETV £96 & /F LLV
(1) 55 35 O P e T OR I 09 B 9, An B4 BTV A
#2 BTV e kB4 TDF 5 TAF > | DL R4
Peg-IFN-a JAY7 7, (H B HITAF 5% 2 38 i W% 1 7
HBV DNA #:[f13% HBeAg | [ u¥ Il 15 27 7 #1751
SRHIWT LLV 835 400 5 RIS 5 Y788, A%
BRI, —Ik B RO B 2 v BB v
BAFIAESY 7, XFF NAs 9136 48 J& & LA AT Al
%) HBV DNA [ 4% ETV BZ5R97 £ 144
JE,81% (29/36) (1 # 3% AT A B 2 i i
Chaung %' 2% (1) — 351 [m1 BV AFF 58 2 W, X ETV

1689748 JE K LI I HBV DNA K#5[H) 8%, TDF 5
ETV 8K 536 97 41 09 0 3 40 ) R & T 4k 22 ETV
(0.5 mg) IGIT I HE N ETV #H (1.0 mg) 1597 41 (bl
Uiz 72 JAlI 3 58 maE2E bl 2. 100% vs. 70.2%
vs. 33.3%,P<0.000 1) ; M4k ETV (0.5 mg) 67 5
i ETV & (1.0 mg) 3GY7 4, A ry 225 e gi it
RN (P=0.114), T HELHE AL LLV BH T
PR y7 Fems A YIE U 1 A5 b A B E L, B T E A
i PR KPS 2 248 A A i R 52 B8 rh b 75 28T U A
Y REETHE LLV B3 5 28077 T3

JFAMMEAZ N cccDNA A7 7 2 18 M HBV Jfge
ML R EZE A, GRS AL, HBV RNA
FEEH cccDNA F %5 577 A S W 48 i P9
BETG R Y OB MR WAz B E AL, X HBV
DNA, Ifili§f HBV RNA H 2 i #  filk . 20
5520, L35 HBV RNA AU 5 HCC Wk 4EH
5, I 5P A e IR R R TS A e

AR UL 2 30T 3 A9 — IR R A g e R A
HBeAg fHM: HBV /&Y i35 v LLV &8 & fl &
LLV (£33 MVR) £ M7 HBV RNA /K- i
T MVR B, RUFITEAELE A4 LLV &
FIATREDT , E— BT L HBV RNA [ 3h 35
Al Ko AN [RIIE 7 SR MG HBV RNA ()R B B | F R
IEA LLV B %4 MVR HOE 7E 1€ LLV B I 3E
HBV RNA /K-8 5 ; I % 1 HBV RNA 7K -7 Fifi
ViZE24 N 48 AN LLV BE 58 T MVR 3%,
R Rt 1 2 48 &, —&R4r LLV S I35 w4 HBV
DNA ik 2 & il & & {5 F B E) CVR J5, H HBV
RNA 134 FA 7K

FLLV 2 4 A [F 8 NAs T 958 it 617 43
2 AERRRITH R U SRR LLV B3 B4k 22
BRI RN SE R, CVR RZE P, BV % 48 A
B, 40 CVR R E 3k 70% LA F ;i i 7E HBV RNA
AL &, EREiRI7 LR B TE 2 LLV 5, 3%
HBV DNA BRI O AEH B, 2808 & O i
T NAs J7 %, HBV DNA A F B0 16 A 4L i3 H
LLV ; 1M 5 2 G2 4 2 A4LHT 6 4 H N B A 4LRT B
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P T NAs M, x4 B A M % 48 AR CVR
R 24 JEHR i W e, HL DR PR 2 O T O R R
HBV DNA 7555 (1 B 8] P9 A 5 B S 1 R, %
LLV B# 20t NAs #2552 fdh )5 5 S20Ee,
RIffiiA%] T HBV DNA KT /& Sl = (A 9 T BREp
CVR, /5% JEVE M3 HBV RNA 7K 3 47 K 1 bifi
Vio M4 HBV & il B A NAs ByHi g L, 76
Xt LLV B AT R 7 RT S0E Ak B Bk = 8 HBV
DNA #l HBsAg .HBeAg 254 WIS ARk, B bR &
175 HBV RNA o2 5 B2 (177 ROFAS $5 4 ; Jo H AR
HBeAg FH#% 5 HBeAg 1% CHB ifii HBsAg 1/3FH
PR, B R O P AT B 4 T 4 4 HBV
(G S S ARBIEFE AR LLV JBOE #1771
HBV RNA Ry Fiwl5 gg , N H R4S Rk A , I
HBV RNA 7KF-7E LLV B} (1) 5 /K F FE I7 1 #ils
(AR Ak, T L2 RO IZ A8 B VR N il LLV IR YT R
W R S5 PPAL 7 25CRX i3 £ R I T B AL B R
WG RS bR, 454 NAs Fl Peg-IFN-a A [f] Y
YU FEVE ML, BK & Peg-IFN-a FUYH TT o & X 24
5 LLV B F IS HBV RNA FHIER MVR 350
BE A6 T RE S B R A

RIFFAIEAEA L, OVE R o S, A B
FREARRED o A PUR R A HR 3hit
S EETA YT I AN 5 2 A TR ), JC RS T 4
PR AAT R B 15 s 5 2 i 1 BB, i LA X
$L4; HBV DNA /KF-HEA UL AL ; @R 7 R, 3
Gy ERE AR E] 48 JEABETT EI , DRI A o) Bl 1 s ] A
FTVCHED, S8 LLV A1 MVR BEE 1 1ILEC &R 5
M) T GE TR S ; OB BEME O 25 SR E T A LLV
BEEE R HBV RNA 7K K H NAs 697 R B %
10T BB, Ak 3 5 2 KA AT E 1 BA B R IR
SEAHREE IS

Zi b, 5 MVR 414 Ik, LLV &3 Il 7E HBV
RNA 7KF-H 5 H 2 2218 TR, 0% NAs (97
Ji HBV RNA /KPR AERH YT 4T BRI A, 48
TN B L T B e A — 2B BRAIK HBV 7% 5%
WP, I HBV RNA 1] 2% [BAE R H5E LLV AP
fli LLV B TR0 S % 1505

SEH
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