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[Abstract]
blood of patients with chronic hepatitis B in 1996, a growing number of studies have focused on clarifying

Since the discovery of circulating hepatitis B virus (HBV) RNA in the peripheral

the biological characteristics and clinical application value of serum HBV RNA. This consensus mainly
summarizes the research progress of serum HBV RNA existing profiles, quantitative detection methods,
and current clinical applications. In order to better apply this indicator for the clinical management of
patients with chronic HBV infection, recommendations on quantitative detection target regions, detection

results, and clinical applications are put forward.
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TN
NIEES

18 ¥ 2 BT 4% 95 5% (hepatitis B virus, HBV) &3 17)
SR E R . B AP HBY 25 A% (R ) 28
{14 [nucleos (t) ide analogues, NAs]HIE £ B T &
(pegylated-interferon o, PEG-IFN-a) 4 A fE 18 465 #H N V4
A8V 2 BUAT %% (chronic hepatitis B, CHB), 77 T AT
2H 20 N 1 40 A & FR R DN A (covalently closed circular
DNA,cccDNA) 2 HBV & il B U5 3k , 518 P 2 ik gL Al
CHB i PATR % UIAH 2, {H cccDNA [ K6 75 224 A1 1
FFEEi e, TYE T Z PR . MR BT H A
cCccDNA T 7E J % 5% 3 M 0 IS B AR F8 i, ARSI PE A B2
SRERST R B HE A G WS 2T RIL T2 T 2 IR R .

1.7 HBV RNA 2 i 4 & & ok 1) HBV 5§ 3 2 1
i, T E I 2 B 22 76 35 B (2019 4F i) ) RITERICHH fF
Wi 2% 2= (European Association for the Study of the
Liver, EASL) i)« £ B4 JIF 5¢ Jq 7 JE% s & B Il IR 5K B 46 v
(2017 48 i) Y F 4, 1L HBYV. RNA 7K 0T )2 il i 20
21 cccDNA #5535 1, 5 8 35 1006 882 B & e Tl A0 oK
2019 4 EASL #01 3¢ [# Jit 7% 2# £ (American Association
for the Study of Liver Diseases, AASLD) Bt & % & 11
HBV V&7 Z i 2Bk S b, W i g HBV RNAAER
cccDNA FEAE AN SFE M I 5 Fa A5 . 30, FR L T
56— HBV RNA & A , A {5 B & 0 2 4r 1L
HBV RNA A6 I 450 3 A, R 2 A K M 4 e FCAE I PR
RN . AR IS HBV RNA 4L P24 HRE | 5 &
e W0 5 A RN PR S 3 AT TRTHEAT A, A XA 0 R
PRI A HE 1 T L, DASS B S b K i v A T 1l PR 18
HBV &L E A,

. 1% HBV RNA BFAEE

1. HBV g # 4 RNA (pregenomic RNA,
PgRNA) : 1984 4F , Miller %1 ¥ Yk £ CHB % I3 22
F|PAHBV DNA-RNA 4657 TR A AFTER HBV RNA,

Hepatitis B virus;

RNA; Measurement; Clinical

1996 4F, fi 5 % % Kock %' 2 cDNA A sy B 97 34 ) 7
YEAIE S5 T 0% % HBV B 3 19 1ML 3E P 77 A 2 R T I
(polyA)fLy HBV RNA, {HHZF|204FE /5192016 4F, A4
SEFAESL MG HBV RNA #3255k Ji o0 ok 2300 5% e 1
HBV pgRNA, 7 1€ T/ 5 # /060 5 A0 22 s 4 1) A% AR 7't
P S R E AT RE A T AR R, N T R
“HBV RNAJFEEFEGURL, BLAb, pebl 0 skt 72,
PR RNase H G &R pgRNA | ¥if% 5%
A % A R OF B R AR 3 R I R TR K B R
PERNA" | NAs 7¢ # il 71 55 DNA 3 5% 5% 25 i ) [7] Bt
e W E N 37 Itk 2k DgRNA [RERL™

2. HBV pgRNA 54758 {40 37 i 845 24 pgRNA
CHB ## M5 1% HBV RNA 3 35k i T3 3L fE % AKX 5%
P DERNA, HLR T 4K pgRNA J H i s sk 40
A A Y = pgRNA 57 35 48 5 0k Fl 37 iy 4 48 14
SO R 1989 AE RFAE K B R TE HBV B YL 1 T Ik A
U5 pRNA B8 S R DK™, Bl 2241 8 20 Fh A 43
W E LAY pgRNA 553785 54 (sp1-sp20) ™, Hid i
B B AR AR S AR B A RN B2 A R 43 S oL
T2 447 nt M489 ntffspl, HA B DAL pgRNA S &
[1930%"" >, HBV EHNMAA T 1 919 nt LM B HE
S (UAUAAA)FIGL T HBX i b5 X 1 787 nt (1) JE 2
BA55 (CAUAAA), /-5l 4 3.5 kb4 K pgRNA Hl
KT WA NNERAS S 2 (87 5 i BB pgRNAP 3 8 11Y
WFFTEE R, WE CHB MBFEATT B ) 19 2 R 4R g 1 4
1, B pgRNA (5 5 G 5 HBV RNA B Bl <A B

%[27—28]

3. HBx 534S 540 3k & B, HBx $% 5 Al 2 1M i
HBV RNA442 — HERRMK ', HEFEAEE
B3P, 400 5 i e T HBx iig X 55 —A ATG i 4
4K HBx 5 H 1Y “ A s AR 55— ATG Z J5 1Y i
T AT HBx 2 H 1Y % 55 A8 A R A 8 T P 2R 1 T ) B A
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(188 & HBx 5 A,

= IM3% HBV RNA fy 5 A&

1. 1% HBV RNA E &M 5 A H 5 T & 2
13 HBV. RNA % $¢ AR 32 2y 3T TagMan 45 £ V%
[ i 5 St - 5 = B 4 B 85 M (quantitative reverse
transcription-polymerase chain reaction, RT-qPCR) .
FJEF| HBV RNAJKP2ILH M preC/C S X X H) % #i
WA >, BRI HBYV. RINA G I 7 #8 X 3 15 1 2
PERNA 573y, H /R B AT spl B MK 2 447 nt 2
Bl MOON, AT 5 1Y) LA — BN Ty B
L5 7 907 HAE S E #5149, PAHERR TIBV. DNA T
Pl st fE R P4 AR 4% R (simultaneous
amplification and testing, SAT)$ A 9% 5 9 T M35
HBV RNA A, 2 5 AR A B T 3k — 25 KLREAZ R B2 L
P IR Z DNA X HBV RNA E &1 T4,

HEFE R L1 L3S BV RNA AR 570 f b #8117
AT pgRNA (1 5" 3, HALT 2 447 nt(spl 5y HALAAL L)
ZHl,

2. 1My HBV RNA & & 4 M 7 1 U8 5 Fr ol 4k - b [
B 2 R E BT AT B B A 2 BT 50 RNA A
W59 [ 5 A v i (A5 340008-201901 ), H: ok I8 T 1 7
HBV RNA FHPE & FH W MK 7R T8, Ak U/ml, &
T HBV RNA JE & 70 & i s & - 4, [, 155
A5 A TR) 45 8 1A A 0 o U5 A T s IR 37 55 (A A [
H AR RYT R R A ) R MR A, IR
HBV RNA & #4528 (B E5 58 ) iy — Btk , R E &
SERW LT RS L LT Port  RBUE R METE 5 ok
By TEAR BB TR MR M RE R — e E . H
H i 45 s 2 B Br A AR AR HEY) 5T, HBV RNA & & 46
1) B (U R AR E AL 2 H R8P 7R R Y ) A
Z—,

3.1 HBV RNA & &5 R R £ 1845 T 1
i HBV RNA & & & 1) 7R [/ 45 R T8 2, DA e % R 11
R

F1 HBV RNA E®RMEMARLERER
T S B A s

HBV RNA .
(# 1 /ml 8 U/ml) 354

At TP RS, R HBV RNA

Kt HBYV RNA, P 8 >
Wﬁu@% HBV RNA< 495%,@$§@ﬁ}%@;@@ﬁ

AR R 2 B (ELHG CV'>20%
S (ER<HBY RNA< F HBY REA, B0 PAAET
ZE T Bl 5 R ?Vgggfﬁm%&ﬁﬁ%ﬁ,
> 2P T PRl s R HBV RNA{:M“mT%% T, 1Bl =
AV A% B
KEE
Tk %ﬂlﬁlgliﬂ’] TCR, T EH

iRl

VE:CV. .28 R 28k

Y. I3 HBV RNA [ R 2 X

1. IfliE HBV RNA 52421 cccDNA 148 % « I
5 HBV RNA =% iy JiF 40 o A% P9 59 coccDN A8 4 7% 5% 1
S, AT T R cocDN A fl 2 UL i ] o s ik, F
RE,ER R FIRIT A2 HBV e 35 v,
7% HBV RNA & & flJiF ¥ cccDNA & 8 77 75— & M € 1
(r=0.250~0.781)"" K[ ff 53 2 18] #H 5% 3 $000 22 57 ]
BE 5 B\ 51 B 3 I PR A5 AE DA K 1L HBV. RNA FAF 79
cccDNA A5 7 1 R A . BXF NAs &34 1) CHB &
& BEAEAF ZT ) R ILE HBV RNA G & Ml P cccDNA
SERZ A T A DY, SR, B 2 (entecavir,
ETV)i&J7 5 B34 M35 HBV RNA JK-F-5JF 4 cccDNA 1)
EESIE M (BIF P HBV. RNA & & 5 cccDNA E & 1 i)
B IEHH % (r=0.584, P=0.001)"", $& 7k NAs &7 J5 1L
HBV RNA & & 1] §E 5 e (1 /2 JFF 7Y cccDN A i % 5% 36 1
i e 2 K. WA, A B 5T I AR R K E i 2
(lamivudine resistance, LAM®) 245 v & (rtM204 1 / V)
Y D4 JEA IR A 1 cccDN A DA K 1ML HBV RNA
FRAEVERRE D), & B LAM® B34 B I3 HBV RNA 5
cccDNA f LAMR 28725 Hof5il 5 FEAH 2 (r=0.96, P=0.000 1),
M B F1 B2 B EA N AsYARYT ) s HBV. RNA K514
cccDNA f#H e PERT, %1 F PEG-IFN-o IGY7 1 B 3, R4
VL — T/ NVREAS B RS 30 , 7% HBV RNA E &R FEIRIT
B J5 9 5 JF P9 cccDNA 5E & 2 1 BEAH % (7=0.781,0.728,
P<0.001)™!, {2 F IFN %t cccDNA fl HBV RNA 7£7E
BB B R 1 PR AR AE Y PEG-IFN-a J/ 97 T 1L HBV
RNA ] 75 8 S 1 cccDNA [ 7K S B Ho % 5% 0% 1 A7 2
—B I, 45 BNA T R & YU R IR TT I A NASTARYT
18t HBV B [ 3% , IfLiE HBV RNA 5 B AE N BT
N cccDNA JE & 53 fE AR &4 o

e 2 L 2: 3% HBV RNA 2 BT cccDNA %k
BB A A A B LA S Y o R VAR AR B, (B R
SEERYT AT IS HBV. RNA 5P cccDNA & & 7K P4
PERI R,

2. [ HBV RNA 5 H b 824 R AR A 0k - 75 R
ZPUR REIRYT M2 HBV B b, L7 HBV RNA K
7 5 Il i HBV DNA, HBsAg Fl HBV #% 0> # X $1 J&
(hepatitis B core-related antigen, HBcrAg) & &1 & IF
Af S0 2 49l D AE HBeAg FH M CHB M 3% o ¥ o B
S AR NAs PR 81697 )5 , 35 I35 HBV
RNA 5 HBV DNA I HBsAg 2 [a] (AR &1 25 8 T e i
FH RPN B 5 HBerAg B 2 08 75 & B M X
PEO T AL, X F 42 2 PEG-IFN-a {897 19 8 35, LG
HBV RNA 5 HBV DNA Fl HBcrAg #3657 Bl lE ) B A
R4 AR 2 HED 9 BB YT 5 5 HBsAg By AR ¢ ¥ #A f ol
55, £ BRI D S o

e 35 03, 3% HBV RNA /KF 5 HoAth 1M J5 9 35 2

SE B I FE AR R 5 14 I % BT BRI TR . &
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NAsHUHEIAIT G, 75 HBV RNA 517% HBV DNA FI
HBsAg 8 3 T L 231 2% (HH 5 HBerAg 7E7R 97
HI TG B AR S A A

3. i HBV RNA £ X4y HBV B4 B 58 52 H i 4
{8 12 1 HBV By 4R o2 i 4 R S e 1 52 e i I L i
P A BTG 20 4 3000 (ELER b BB 2 0 F I 4 224 5 0
I R _E AR 38 JE B F AR R B 40 W S o IR B A A
RGBS AT CAIMESR AR T . R A TR
RERIME HBY RNA KA H S5 T2 43 1 v i) 43 17 ¥
A5 1% HBV DNA /KFZ515, Hul i T i CHB &
RS0, S L R L S 2 3 R U T
FEERY BIR, 5 AL G0 #0751, IE HBV
RNA 7E X 4318 1 HBV B 1) B SR R 7 T8 A& ™ &t
P H, RN TE KA B AR 25 R 018
P HBV e AR E— B4R 5T,

4. 1% HBYV RNA Fii #7697 2 M 4 (5

(1) Mm% HBV RNA il NAs {GYT R 25« o b £ 11y
UE4E B, 17 HBV RNA 7] fF 11 il CHB 8 # £ %2
NAs VAT IR B4 O, (37590 522 B 25 Al HBeAg Il 5245
oo 800 R B A R 1 — T /INER AR I R 9T 45 AR B
7, HBV RNA FEIGYTHI A IAIT 34 H 56 > H JE I T %
K-, AHE T L% HBYV DNA 5 HBsAg, 1] DA 4 1 551 1)
HBeAg I i £ 740>, (A% [ 5 48 K040 12 % — 2 NAs
1GYTHY CHB BE W S ¥ 822 W&, B KA HBeAg
L& 25 W2 55 AR IRIT 48, B, H Al IfLE HBV
RNA FETFI N As 477 .25 T8 19 3 BR8N R .

(2) 1.3 HBV RNA il PEG-IFN-a J&J7 % : R[]
T NAs il pgRNA ¥ % 5% B i 2L , PEG-IFN-a 471
I3 TR YT AL L R 45 1 g | R BT IR cccDNA DA
¥ pgRNA 1 £, %% 1 B 7 1 1036 7 F I 7 HBV
RNA [ FRBARBE R H AR 458 iR, g
HBV RNA A 7 % #i il PEG-IFN-o J& 7 IV 25 , {2 5 IfL 7%
HBV DNA HBsAg fll HBeAg 4% il #pnas M AH kb, I
TR R I TG o e e 2 — T AT 1335 HBeAg
B CHB & & B HLGT BRATF 5T 25 R 3R W, PEG-IFN-« VR Y7
12 J& 5 24 a1 3 HBV. RNA X F VA T7 .2 (5
X472 HBV DNA<2 000 IU/mL H ALT &% )%
i 8 VR B AE i 28 T T 2 (area under the receiver
operating characteristic curves, AUROC) 43512/ 0.630 Fl
0.668, 3 — 2 51 5 i) HBV A ) 5 A oK BB A 2R =
LTI TP F AT R A AR, ¥E HBeAg PHE i)
&, PEG-IFN-a JAJ7 B 2k IR Y7 12 8RN 24 J& I A I 5
HBV RNA 7K B A i HBeAg Ifil 1 2% %% ¥ 1 i (5
(12 RTINS :, AUROC>0.75) . (H 555 HBV #%
YA, A LZE e

TEWIN HBsAg /& b7 17, — 1% %} HBeAg B CHB f
HIHIET & I, PEG-IFN-o 3497 12 JE I 135 HBV RNA 7K
SEAIG A R 25 5 S HBsAg 4 [ 5 HBsAg T, 2l

M, 55— T T 2 A BE LR RS 0 A 5 (HBeAg FH P
176 %5, HBeAg B4 103 5 ) 2 B , £ PEG-IFN-a VAT 24 J& 52
I HBV RNA W (% X5 HBV RNA F%>2 log,, IU/ml
B FE>1 log, IU/ml HAL T4 TR ) /9 B &, H /5
HBsAg % [H % 8 &/ T AR L3 HBV RNA W &1 & &
(10.4% 5 0.8%) , HAE 4 HBsAg F#%>1 log,, 1U/ml
HBV RNA %% 1, HBsAg ) JH % 56 85 (28.6%) ™, {5
—IANA T 7276 HBeAg BA M B34 B KA IT R 16T
12 &l HBV RNA A HBsAg 7K °F ¥& 7l ll HBsAg % [H )
AUROC 43514 0.64 F10.79, A1 HBsAg il H: F B % 4
FRRE™, Lim & BIGE TR PRI R,

HEF R IL4: 10175 HBY RNA W H THII CHB 34
% NAsHI PEG-IFN-a &7 1 B & 1 L

5. 175 HBV RNA 455 8% NAs{F 2 A0 E . R4
KA EFEAAYT B HBeAg PHIE /) B # HILEG YT 20
1~ 34F Al R A2 > % (B4 R4S 25 AR 45 ] NAs
LAE P, R 00 00 3 2 01 R SR 0 IR A 38 A7) 4 9] v 3k
30% ~ 100% Fi1 6%~ 76%"", [H It , iR 75 H7 H) T A P AR
M T485 CHB B &2, 1EN BT M cccDNA 5% 1%
PR TR A 4847, 3G HBV RNA ST4E 832 32 i %
T, BLAE 2013 4F , — T/ NVREAS (36 1) BfF 5 3 aet [ U5 43T
% B, NAs AT Ja 34~ A B Il HBV RNA & HBV
DNA # & 5% 25 J5 i 8 R EH K (P=0.043)"", &
2 H M F|, HBeAg [ B H & NAsIRIT 5 , Bl 6
HBV DNA #3430, M55 HBV RNA 5 n] e 2k i)
', — IR I 5 2 AE (130 1) i 25 SR R I
5 HBV RNA 1] B 2T NAs {225 55 & , 42 25 i) I
HBV RNA BAHER BB 25 5 445 B RN #E 22 B R B I
KA K& F I EEMST HBV RNA HME R ES, 5
HBV RNA =i HBV DNA B fH % (1) B % # b , HBV
RNA/DNA MHM: Y, HAZ 2 )5 4 SF Ml R 2 kK B
i (8.0% 5 31.4%)" ", shobh, BFgEat— 4 KB, 745 2 i)
1M HBV RNA B4 H HBcrAg<4 log,, U/ml ) H#H,
FAF 2 5 44 BRI R A & 380 01, 5 — 01 i R e A 5
(1146) W15 & T 135 HBV RNA XTI N As 524 59 5
FE KBNS, U A, 2L HBY RNA &
FHM T RR(44.6 U/ml) ARTFHEI T BR AR I A 21 i 28
FH . NAs {72 J5 48 J& BB B E K R 454 93.2%,
52.1%F136.6%( P<0.001)", ZEHEE A2, RN
RRF 25 HBV RNA AR~ #) H HBsAg<10 1U/ml )
B EEZ )G 48 A BBUREFE LR 9.1% ),

SeAh, M HBV RNA A 4 ol i+ 3 0 42 25 )5
HBsAg ¥ 1B, — DRI IE M BA A 58 & B0, 45 24 It 1L 375
HBV RNA [H%: & H HBcrAg<4 log,, U/mlfy)HEELEE
Zj144F 5 HBsAg IR R B E m T HALEH (16.1% 5
1.3%, P=0.002)"", 55— 177 fifi 1 Bt [5] 58 4 A BfF 52, Je 2L
TR 2 R 25 I E HBV RNA<D 000 #% U1 /ml
B EAE 2 5 Bt 6 4F HBsAg i [k 2 B 3% & T HBV
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RNA>1 0004 Il ,/ml 3 (30.9% 5 1.6%,P=0.007)"",

% LFiAR  NAs {251 ES2 B % HBV RNA # 1K)
BEEEE KRG EAM, (BN 5E 2 HERE &1 ik
H Al A A 02, X TAF S AT 2 i i 42 32 IleEl/n
ST A HBY RNA K M BH A , 57 35 28 3047 005
BEVAYT DAIRE G 45 2 SR (B B2 R KU

HEFF 2L 5 0 T4 6 BRA TS 2 Am HE i 42 2 DUEIVA Y T Y
CHB &% , # I3 HBV RNA Kl BH 4 , B 35 20847909
BEVAYT DAIRE G045 25 SR B 2 R KU

6. Il 35 HBV RNA T il T 40 A 9% (hepatocellular
carcinoma, HCC) B i {8 : & A~k H B IE 4 5199 Z IR 97
CHB A1 (2 974 6 ) A9 78 & B, L7 HBV RNA 7KF- 2
NAsiRY7 B HCC & AE W 37 G B K R (K IE HR=
2.21,P=0.005), #&/R7E NAsIRIF L FE b, 117 HBV RNA

K55 CHB H 5 IR 98 RE 8 2l B2 A - 4 Ab o 3 A 5% (=
0.665.0.722, P{E}19<0.001), P4 2.45 log, # Wl /ml{EH
BUKT{E, M1 HBYV RNA 7] AR #0 1X 73 S 5E 1 20 B
YA <2 FI22 (154 (AUROC=0.88.0.85) , HIJ{f
T I3 HBsAg (95 Wit RE™ . B ge it — 3 8 1 J5L A0 4 %2
BARME BT AL N HBY RNA FHEA0 M 2 2 81 57
RS B HBsAg 76 25 8] L & b & — 2, $2 7R L%
HBV RNA K0 Sz e P98 2 19 4 s 1, B 220
T Bl AN A B S TR R AR A %

25 LTk 1% TIBV. RNA 5 B AR I K o1 7R 17
30 AF SR TR AR U 17 P4 R B A 56 i R ko T
SIAIME HBV RNA$8HR(3K2),

T ) R e

TERG I 5 T , A S AE ML BV RNA 2> TAE 2%

AR T CHB B & KMTE,

R 1k —

I 30 ) — T ) %
TIPSR R, NAsTRIT A2 KA HCC B3 By NG
HBV RNA KV %5 T4 HCC B # (P=0.004)""", #
AR R [R5 43 BRI AS [ 97 A2 R IL3E HBV
RNA KPR HBEBAEHCC RAE RRETHER,

7. 13 HBV RNA 5184E HBV gl 8 3 Tk 2H 21 2

At IR AR BRI L —

A 114 225 il T 2 BEOI o 6 T SEAG ML HBY. RNA G I 7
k. HEIER, H Al E PRI X HBV RNA
AR i FIAR HEAL T ¥, L HBV. RN A S A8 # A A7 E

SE HEAG I

e PR B 75 T, B TR 5 A, T 9 cccDNA #5 D1
BRI AR VE AR TR HE AR I

HI AR ST 45 SR 2R W

B AH Nk« — T/ INEE AR (47 51 ) B 78 & 81, I35 HBV RNA I3 HBV RNA £ — E 2 L e8I Bt CHB & iF N
Fz2 [fEHBV RNA KM IEIRE A E NN T R s S0 SRR sl e
67/ iR I ES ipu RATES/ B/EH
IZMJIIHH%?_” (Z RS R S PG R S Bk #8 Iy HBV RNA@EEWE@WM%HL—;FEM m1 KR AT 2 45
N (2017 4ERR) i HBV RNA Eﬁ}ncchNA!ﬁ%%{ﬁ AR
HY 5 HBY RNA g &l GeA B T NAs{T”’S
Eﬁﬂ%fi?ﬁ;ﬂ'ﬂ‘{ﬁHBV RNA ZEGER A B A
TrE—2 5
Hh E B I 2 BT R B VA TS FE (2019 4E iR ) ) HBYV RNAGER: SHFAIAMN cccDNAFERIEEA — sRAEERE S0 22,
X FEIPA NAs 25 5 & M /7 T B R ABF AR A T2 2
%5, E I 00 B 7 T I P75 T DR
Rl 5 v A 58 2 AR )
2021 AEQT A ST 218 P BT A BB AT I35 BV RNA 2w ik HBV & #il i 5 —Fii B Kao 2
() KU H6 SR 0 FraEdy , B 7E NASTAYT 58 m] 1 5]
CIBYEZ BT RAR BRI R IE SN, (5R)) Mo ey PR ST B ALIE AP IO NN SE I A 20 It MR A By

Q1 BT 9 I PR 50 ) R TR 28 4 e B 2019 4F
EASL-AASLD HBV &7 4 mi & WS

R A ST S A ER TR AR
(LRI AR AT R IIRENEIR YT B 2R D

(BT R AIETT « AR IR Ak D

CHBV/HCV AR AN HLR RERTT & R 3EHD
(2021 4 FEHT i)

B, E R HBsAg W Ry 251k . HBeAg i J¥ . HBV
RNA HBcrAg . cccDNA E& HBsAg FE .
HBsAg/#i-HBs fE & 44

HtNAs A7 5 L% HBV RNA 7K -0 Fitl (éfi i
ﬁﬁ:fi§$ DAZFRT ML BV RNA i E 1745
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