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[Abstract]  Hepatitis B virus biomarkers are mainly used in clinical practice to diagnose infection,
monitor disease progression, evaluate response to chronic hepatitis B treatment, and evaluate the efficacy of
novel antiviral drugs in clinical trials. In combination with the recent research progress of antiviral therapy for
chronic hepatitis B and the actual needs of clinical diagnosis and treatment, the expert consensus was formulated
by the Cooperative Group of Basic Research and Experimental Diagnosis of Liver Diseases, Chinese Society of

Hepatology, Chinese Medical Association. It summarized the evidence and recommended the key points for the
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clinical application of classic and novel hepatitis B virus related biomarkers in order to guide the standardized

and reasonable clinical application for these biomarkers.
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ZHF 453 (hepatitis B virus, HBV) iy 23k [
FFRE AL AT 40 9% (hepatocellular carcinoma, HCC) [
FEREH, Bl TN A HBV fRd 2R K21k KT
HIEA . SRR S Y B LS AR S SR R
FYUR (hepatitis B surface antigen, HBsAg) KEHiT
& (#i-HBs). A4 e#i)fi (hepatitis B e antigen,
HBeAg) K HAiiA ($1 -HBe) M L HUF A% LA (T -HBe)
PABCSY AP ARG I HBV DNA, B PR 2 K H A8 46
M&E, ITAE G RN MLE 2 br &9 € B AT FT HBV. DNA &
A AT RABIEAN, [FE, A X HBV 28is &9 s
H 40 RNA (pregenomic RNA, pgRNA) FZAIFF44%
DAl XS E (hepatitis B core-related antigen, HBcrAg)
I R R 22 B, HBV ARG 2 Tl R 52 B
LW HBV B, WP, R T e, AT
PRARTS: FP AR B O 15 25 W 788, AR L IRTE R A A (12
PEZRUF A B iG T (2022 4F )0 " A b, X2 K
B HBV S256 2 A AH S ARG W Y ik R HEA TR 5 450
B, BTETRSHANE, SRR o

AP IHE SRS S AL B AT C =44,
HEFTREE S LA 2 A0, WK 1 (fiE GRADE 43-4¢
BT,
e WS ALY SN A i e T

Ui

gl
LRSS,
i (A)  FE PR AT RS I AR (5 L
AR (B) M BB R HZ ISR AR O AR RN
Rk (C)  #E— IR P RERIZIPLE R, HiZPhssR
AT REE

HEFEREE
SRR (1) B EENERGTE. B TTRRHUS X0k, &
WIRNEI TRCR, AR AS AR

IHENESZEAST, HHFEEWAATEAEN, Bk
HIRE LT RESA B AR ARG FUAE, S T8
TR

—. HBV iREMN=E R EEB AR HAHRAIEH

(—) HBV A= i Ji 1 B HAr &

HBV i fv 38 2 4 1§ BH B2 4 ¥ 7 %% 02 K (sodium
taurocholate cotransporting polypeptide, NTCP) 4§ 5%
R BEANT A0 R P, A% K 7 9 9 AL L FROIR DNA (relaxed
circular DNA, rcDNA) R AAZ I FAL R AN P AR
DNA (covalently closed circular DNA, cccDNA), Fis:
R S TR0 4 F mRNA, g 2 FEH 3.5 kb
AR AL A 2 K i) mRNA {XREFE SR H cccDNA, 4351 R Hi
C-RNA (precore RNA) #1 pgRNA, precore RNA #l %
HBV mitz.LEE, #E—2 0L WA HBeAg Al p22Cr
HEH s pgRNA ¥ O BF R AZ.OHUR (hepatitis B core

S (2)

Biomarker

antigen, HBcAg) FIEABEH (polymerase protein, P
), HBeAg, p22Cr fil HBcAg LM HBerAg", 2.4
kb mRNA ##% K 2B % L4 )5 (large-hepatitis B
surface antigen,L-HBsAg),2.1 kb mRNA &% -HBsAg
(M-HBsAg) #1/)s HBsAg (S-HBsAg), 3 # HBsAg 7F 4
O PN L A B e R B T, TR 2 PO SR,
B 20 nm WERIERRL, FEH S-HBsAg MK 5 75 —Fhh
HARY 22 nm RSN, B S-HBsAg flli/b & M—HBsAg
il L-HBsAg 5% ™', pgRNA f5 T HBV DNA HH 1)
AsEE R, 2 HBV ZHI EE P e Ak, B pgRNA #
PRI SR 1 HBcAg PAZ SRR T =) i R0 2 J0RL A AKX
FeLht, IR P B AR pgRNA E AW EZEH T, pgRNA
1 P & [ S A DNA BA &S e T, 4m
3 YRl 52 A ) T AT R PR 4 reDNA %7 ) i ki
22 N W 85 26 P HBV DNA  (double-stranded linear
DNA, dsIDNA), 2 HBV B4R 7, M reDNA J5,
AT rcDNA B B AT B 2 FiE A (multivesicular
bodies, MVBs) #4345 H L-1IBsAg . M-HBsAg 1 S-HIBsAg
K Re s A, TR e B A Dane kL, BJG
DA ZERG T OB E TN AN, SER A HI R Y, BkaT L,
HBV #7 & # #1 HBsAg, HBcrAg, HBV DNA #1 HBV
PeRNA & ZHA MR AE (K 1),

MHRFAYEER L FETILE o (peginterferon,
PEG-IFN-a ) EET (8) 24 [nucleos(t)-ide analogs,
NAsI", PEG-IFN-a &G AGOR s EIER, (2
9T B 0 S5 0 R ) A B, A cocDNA %% 5%, 345
DPERNA FAZ Lo A M A s NAs I E 3240 ) HBV 33 5% 53
FETEE , PR EINE HBV DNA /KE, 4ETRL I RiG @
N EARIHUR R A 7 24k 3 MY AR R AR

FEALBEVHATA . RNA T RBe 4, & HE
LI ENEIER

(=) HBV f3EFEE T HBV R H 4R 4 3 il
M

AR HBV e [ AR s %15 4 BB ™, B
TP SZ . SR SRR RS Zh, RE 5
WRHEERREY) (HBV pgRNA, HBerAg 46 L 3cik ™)
AARPGERAS (R2HE2),

51 BB R T 2 B - HBeAg FHYE, THEBRF &
fi§ (alanine aminotransferase, ALT) JASIE#, T -HBc
' (qAnti-HBc) AIK/K P, FFHEJG IR S 98 AF IR 58 Fl £F 4
k. I3 HBsAg., HBV DNA. pgRNA #i HBcrAg 4k F
BREKCE, BRI Y, 5 2 B BN REEE R
ALT F1 qAnti-HBc F+&1, A AR AESRFEF / 5k 474
b, B=&EF#AYS qAnti-HBc 1E4H % ", HBsAg, HBV
DNA. pgRNA Fl HBcrAg 7KK T, EARRRE, %4
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INERTE AL
T S< M- L-HBsA \ S .
it \' iy S mukEh
/ —— 24Kk ] N S B ygeag
rcDNA [ —————21kb O
O =
\(_ gHp P N~ () zmxn
(- e ) —_— / |
ccDNA BE / HBeAg <:> R GRNABRE
0® Y4—%aK @ R B Fds|- DNARZ R 7
»
HBx  HBCAg pgRNA Lol

1o DaneBifr

+ PORNASKEFHURL

¥ . NTCP . AR HHEIFSSE 5 rcDNA ; FASIFRR DNA 5 cocDNA : S AFRK DNA 5 pgRNA : FiiFEZH RNA ; HBsAg : ZHIF 43
R s HBeAg : LUK e il s HBx « ZBUFHMiEE X 8 5 HBcAg : ZBIFRIZGPUR s MVB « Z38/(4 ; dIDNA .« X454t DNA
Bl 1 ZAINF S n A i B A R AR Xopra

R2 12 HBV B RSLRFE XTI AENE / E RS Ss R

HBeAg [HVEMZME HBV HBeAg [H¥: CHB HBeAg V18 HBV 8y HBeAg FATE

HBV #r&4) G (Goyseiis 2. (PEBIR | s (Fegzeishil i, JERGshiE CHB
12 HBV #5RES) THEl) HBsAg #5PIR7S) (P&

HBsAg (IU/ml) >1x10* + <1x10° +
1 -HBs - - - -
HBeAg + + - -
¥t -HBe - - + +
Pt -HBc & (IU/ml) K (<10) BKF (>10Y) BAKFE (10° ~ 10%) AN
HBV DNA (IU/ml) >2x 10 + - +
HBV pgRNA (#%01 /ml)"™ >2x10’ >2x10 <2x10° >2x10°
HBcrAg (U/ml) ™ >2x10° >2x 10" <2x10° >2x10°

i HBV . AU 905 5 1U « [EPREAAL 3 CHB : M2 MECAUF R

%' HBeAg ARG BN 75 4% 40 )5, HBsAg, HBV DNA,
PgRNA il HBcrAg /Kt —4 T W, 56 3 BrB o fsisdz
. HBeAg FATE, ALT IE#, AFHZETRRESIRERIE
ZEf#, I3 HBV DNA Hl HBV pgRNA 7K FAi% =46 i A
3|, HBcrAg &K, (B R &R R ", HBsAg £
BORE TR AEFNESE, qAnti-HBe BRI RIHA T
TR, HE TR Z ., 54 BCATFNZh i . HBeAg
B, ALT Fhw, o B3 MR & A1E, FHLERLE
IR ¥, I % HBsAg, HBV DNA. pgRNA, HBcrAg #i
qAnti-HBc #8 f f5 A )i, TFRf, Z2HCREFE
Hi#%.> (precore, Fj C) XFI/ SEAZOEET (basal
core promoter, BCP) HJEH S,

Bifi %5 % HBV J& 3 45 R IR I AN BT IR AR — 2% NAs 7]
FAERRWIE R, RPN LB RIGT 8 AR A 2
AR, HBV iR fEAR R A AR RAE, A
BT DX 43 B i it 32 AN S B i TR A . e i S R s 3 3

&R BRENETT A —E WA,

HIE A1 4 2 A HBV & & 47 & 4 4v HBsAg.
HBV DNA #= qAnti-HBc %, # 8 F ¥t — 81 #4 1% /4 HBV
B ARESH, FIBRTHERRESLITENIE (B2).

Z. ZEHBV irEY R EIGKREX

(—) HBV &R

1. HBsAg F147i -HBs : HBsAg FH 7 % 75 HBV & 4,
HAEBL)GE 1 ~ 12 F I, S ERSEFESRAES
A, A 6 A~ H ARG, CHB MR
WE WSS ELRA Y, b -HBs ARIPEDUE, W
JE> 10 mIU/ml $&/R BA& R ), HEfhyE i n4i -HBs
St AR BRAP T 4R 30 4E DAL, — M ATEARTREIGREE &,
ZH 5% R HBsAg FIdi -HBs [AI B B, 7 fE 29
B SRR Bl T AP 45 R T U 0% R ) S8 HBV 58
AR G R IR BERR A PR A, AT 3 B AR SR I 2 4 SR A
3o MBTHT -HBs H ToRAPEM . A B2 5 2140

Hexe
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. REWES SEAERA | mERN®  BEwE
HBeAgBa HBeAgBA HBeAgBAT% HBeAgFA T HBeAgBR M
(3224 BIEHE 1B BT Rk BIERL
'3 1 | 1 1
i HBsAg i i
HBV DNA T i | i I
a i a a B
i : 1 : 1 E
E i HBV pgRNA | ' ;
o <C : : 1
=LA a e : .
1§ 1 1 1 T
H2 | i ; i
1% i | g i
& : : : 8
- : : : : 0
i i i i G
i ! : Z B
ALT : [ 0 0
BFAE  cocDNA FEEE +++ i + i ++/+

VE: HBV . ST RWGE: s ALT . NEIRFE A ;s HBeAg . TR e HUJR 5 1 -HBe : ZBUNIF %% e Hifhk s HBsAg . LT KRR PLIR 5
HBcrAg : ZHFFRIZUAHKHUR s pgRNA : AikEFEZH RNA 5 471 -HBc : ZHUAFRIZLHUA 5 cocDNA : I EFRK DNA
2 HBV #5&EW) M ALT FERIR T shiss il

PR s fE R & 2,

2. HBeAg ¥t -HBe : HBeAg /&4 7552 il 1Y S Z 4647
HBV &Yt J5, HBeAg Hi 3L A #& I F HBsAg, 5 HBV
DNA f7 RAFRIFHIEPE, HHMER SRR HIE R AR
WL %k, ¥l -HBe 7f HBeAg %[5 th ¥, #&/8 HBV &
AR5 . (A EREZ, Al C X/ 8 BCP 3248
A 55 HBeAg Rk AL 2541, {H HBV DNA {54 FHM:,
PR R A XS ER .

3. $i -HBc : #i -HBc IgM 7£ HBsAg [HME G 2 ~ 4 J&
I, HBV S B M B 1S s Rt . it -HBc
IgG HHER, ERMFTEE R A SR HE, 2 IUREEL
WAL iR 7S 5 78 HBsAg BAYERY/MA, L PHPEWARR W]
REAFTERREME AU 90 R4, (occult hepatitis B virus
infection, OBI),

BRI R, FETRIE 18 ~ 70 AR F) 12 F
J& HBsAg. #i -HBs, HBeAg, #i -HBe fll#i -HBc Bt & i,
e ARG, WS HBV B, B Jyscait it
DA R I 2030 4 IHFR HBV B it S8R E KA L
PAEEx—HR ™,

HBV IS pras Pl 7 364 Bk S e W ks, %
BEEMEAR (MREERAR) Rl kiR ™, fra
BN ARBARYER. 5TEIMAMLERT, B R
T ESH P,

(=) HBV G-F4EY#hrEd)

1. HBV DNA . /2 855 il FLEA (L YL tE i B EAR A
S HBV S HI G RAR . M Eorss, WRINTERIT
T IR S TR W ) e E BRI, BN YRR
J7H) CHB & E 3 ~ 6 NHKM 1 7k HBV DNA, FEHUH
FHRTTARRY, PRI S 2 ] 2 U R ) &
He, R TREAL AT LT 4E 4L, IF AR HHCC %2k WU &5,
HBV DNA #:l| PASE 2658 PCR BAR A

2. HBV B FH A M u] O th 20 9 PR AL (A ~ T
), KELAB M C ALY E, FHILE R X A D 85
i, B A C YL Y REEAESE K A4 A T Hfh e p A 0,
HBV J[H A5 5 kR AR T R 2 X P, C Bl
kR HCCP™, HBeAg PH % % % PEG-IFN- o JA77
WER, BHEET CH, AT DY, HEMENE
FLET DNA 4222 . PCR 74 Sanger il /5 508 — 4 )T (next
generation sequencing, NGS) B{SZE7¢)E PCR $AR%E,

3. MMZHRAE . HBV mEAR R, W@ kA A
RAR S, WRITENUW BRI YIRIT R T A 25848, 53k
XL B 2 U T, R ORI A s s Y, 1
Pk EmM 2R B, BE-RFIRIT 5 F0 B2 & A4
SRR 1%, Xk S A W 2 584 7] 6 5 KN L i
TR, MIEIEFRER-RHIRITEEN 5 4 R0 kA4
AN 1.2%, B SBREERTE. & DRNEE AR
RN N B, ek s B R TR 2 S AR B
R, T2y 728 R 52 F R, A Sanger I
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JPE NGS B, 7] [l BB A 24 28 A AL R AU L5 R

4. B C X /BCP 2875 ; i C X G1896A 275 0] 5 5
HBeAg HYEIIRIERIZ 1L, T BCP ) A1762T 1 G1764A 55
A NMEIET C-RNA #1134 HBeAg, i C X, BCP RA
i HBeAg FRiksi o, 3R HIRe ), sSEZESEUF
MG, TR [RIEAEAE, P RE S5 bl 2 s E 2 i
%, HCC WRAR X ", 8 C X /BCP MK MB A S
HBV 2[R BRI 25 5848 240

5. cccDNA : cccDNA & HBV B5E M, 76 20 g
BN AL S, 1 HBV Egugtiih, Wl S5 OBl &
TEHE 32 S B 25 0367 i B T, ST POR A
57 EIIME VARG 15 1% cccDNA, S3UEZ 558 K. Tl
cccDNA fREAFENIFHL, SRIFZIR 5 1A R ERA T
A ECAMA ML cccDNA FHRER,, (HE R P S FR it —2
5“9 DNA FI5#F (Southern blot) &4l cccDNA 1%
ok, (ARGEARR, REEH, TEIGKEIITRE %
B 5¢ i B PCR S50 R cccDNA B, #4558 115
WAIGEER, W5 reDNA SS3ETIX 4, (HIX 2R VA B =2 fnifE
b, RRESLRERELZERERAZER Y, ik, ccDNA K
MAENG R FF R G AR KBk, 2477, %05 PCR (digital
PCR, ddPCR) AU T coccDNA FIR

$iAE A 2 : HBV DNA & & A FiF4& HBV & 4 7
FAHRT, R YA ST E R ERST PR EZHY
AREY . 124t HBV 454 R Af=3E & 31 HBsAg #HK S &
#, %6~ 12/~ A+ N HBV DNA;NAs 657+, B43 ~ 6
/A~ A #:m HBV DNA ; Peg-IFN- a0 7877 B, 4 3 A~ A 4
HBV DNA (Al).

=. £# HBV FREYWHB AR HIGFREX

(—) % & HBsAg (quantitative HBsAg, qHBsAg)
FlE R HBsAg il

aHBsAg B AIME Y cccDNA #it s 558 i, dR
B R Goxt HBV 1945 1. qHBsAg R #iijll HCC %4k,
E#EE (HBV DNA <2000 1U/ml) (% HBeAg B2
P, qHBsAg > 1000 1U /ml 2 HCC R4 EHE Y,
HBsAg < 1000 1U,/ml B4 HBV DNA <20001U/ml, X4
R Eh 1 HBsAg 4IRS H HBeAg 1% CHB Ay iR
78%[51]o

YT PEG-IFN- o JRYT AN RV IR, X 8 # B 4 dh
WREEAT VAL, A BT HIM R E A T RIRT. B
F7KF HBsAg (> 25 000 IU/ml) FGREEG KA H (HBV
DNA > 10°1U/ml) £, & TIMRIRIFEHRE HBeAg Il
WESEHEHAT IBV. DNA < 2 000 TU/ml BOHEREAE ), T
PEIRIT BN AC N B WU N EE, HBeAg R H
BT 12 J, HBsAg > 20 000 TU/ml (B & C ££FEHA), &
qHBsAg RFEAE (A 8D A), ¥aEEIkET ™, FEi,
qHBsAg %I PEG-IFN- o &7 . 5 A3 8 v 19 FF M 7000 40 (6
(negative predictive value, NPV) ™ 4§23 NAs 57 0
HBE A qHBsAg T8, HBeAg Btk CHB B (s
21 HBsAg 7KEART 100 ~ 200 TU/ml, #7535 405 & #

& HBsAg IHR M AT RETER =, 1 qHBsAg Rk FREIRE R
B2 R AU B,

HBsAg %R 50 NAs (25545, WEHRE “lmK
AT R, EEk, ZUWHFREEER CHB MlE KGR,
NAs fil PEG-TFN- o J7 5 8B A 6T 1 Ak 7 2% 384>
W N BRI —EMIT R, AT qHBsAg B4R IETE T
TRITFI N B8 SRS W] I T4 5 NAs JF BRI A PEG-
IFN-o fIGIT YR, NAs [ R A PEG-IFN- a 547, £
ZRA% HBsAg 7KF (<1500 1U/ml) H HBeAg Bi# , 814
JPEM (12 5% 24 J&) HBsAg < 200 IU/ml 5 HBsAg ¥
> 1 4~log,, IU/ml, AIH0AA AT AETRS HBsAg B4 &
# ; MiIAYTT 24 JE B HBsAg {758k = 200 TU /ml [ £ 3% 345
HBsAg % Bl fg /N, B % [& 452 B PEG-TFN- o , 4k 4L
NAs 1677,

EVA = 2 % HBsAg A A9 PR Y 458 &, i
‘S WARRR, RE T AL R LN,
HAAAEMPFR (limit of detection, LOD) ZEikE|fu[fp(E
H T HER T E . 20 EIpE T ROt H R 1) HBsAg
A LOD — % 4 0.05 TU/ml, i 2 i HBsAg i #| LOD
A% 0.000 2 ~ 0.005 TU/ml, HHABTH—S4Ea
T HBV @RAL12 Wt 1, 25 OBI pyks 3, (HXF “Ilfs
PRIGAT” BOARMERR I T 3k Y, Rk, xHEmT & Rk
FEVERIHCHUREA A S5 e M RE g2 1 T B w2k,

fi# 1% qHBsAg &5 5 7 % 1B F|, 175 HBsAg /K% %
FIEEZE P, Fw, §Sl, a2 S KREEFHEST
i HBsAg ksl /M b ©, “a” dusE ik B R
5 HBsAg #ll % J5 12 1fii v] B8 5% ma A6 2500 9 R %, S 3L
qHBsAg %A% ", 14k, CHB B (452 HBeAg
% CHB f#%) HBsAg iR n[fEJE A% BV DNA K5,
A HBsAg Ml R = SO RBAf,  HYmissn 25 Toik X 4
HBsAg 2 BR e A b R I T34 7,

# i8 F A 3: PEG-IFN-« 7% % F & % %l qHBsAg,
HBeAg a1t CHB #4746 77 12 /& qHBsAg > 20 000 1U/ml 3,
K REET 4R 45 A TR E 4848, NPV 434 100% (A1)
7 NAs 7857 7, qHBsAg 24 T4%41%, 1&KF qHBsAg 3
T2 B R NFEEAK (AL).

HIDEH 4 40 qHBsAg A 8) T 2R 3] CHB & & 7%
WH R HAFE. 7657 TR HBsAg K-+ (<1500 [U/ml) H
HBeAg M# , 7677740 (12 3 24 /& ) HBsAg < 200 TU/ml
X HBsAg T > 1/~ log,, [U/ml, 2 KIFNE KRG 6 E
% (B2).

(Z) HBeAg /E#t (qHBeAg) il

qHBeAg ] T HBeAg FH: CHB B EAPURFIGIT I
M, PEG-IFN- o JR¥T I, HLBIGYT AL P4 gHBeAg
FEN TN HBeAg IMIyE471k, H4 HBeAg < 3110/ml (¥
B TE PEG-IFN- o JRYT 45K 24 & J5, 54% 1 3k75 HBeAg
MBS, AR HBeAg > 1294 TU /ml (98B E U 24%
15 HBeAg I 564: " s PEG-IFN- o 3457 12 5, 24 JE 1
#r qHBeAg £ 57K T, FlREIRIT 4 )5 3K15 HBeAg IfiE
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SFRARERRART T, qHBeAg tA BT NAs 6I7H)
HBeAg IMliE2= 45645, BR-REFIEIT 24 BT qHBeAg 1A
TR, WA 2 45515 HBeAg ILH5 277 3 it B T
RT3k 83.3%™, &R HEERSAT .

# i8 E & 5: PEG-IFN-« 74 ¥7 12 & 24 J & & 0|
qHBeAg, H&K-FAR TR KT 46K 4F HBeAg M if 52 4534,
374 7 ¢ RS AT HBeAg o i& 5 #4369 A M FRMAAR 5 ;
7 NAs 78 77 T 41 qHBeAg T 411 2 3£ 1F HBeAg fu ik 5 4635
M EARREE (A2).

(=) BoyikE=® (qAnti—HBc) £l

qAnti-HBc SHFAERIERI AR EE IEM 5, 42
Wy ALT IEHBRT 2 5 EHE LRAEE HBV v 2 &
FRENAT T, BN EAT HBeAg I CHB &
&, B EKF g Anti-HBe iR KRR HBeAg MIEFEHR,
B{E 5 54 4.46 log,, IU/ml (NAs 49T ), 3.95log,, IU/ml
(PEG-IFN-o {477 ) Fl 4.4 log,, TU/ml (BE&iG97) ™77,
E7KF qAnti-HBc (= 3 log,, IU/ml) $&7% NAs {22551 R
A% WA T, FEBESZ G B IR E T AR R, KF
aAnti-HBc $7R @Y HBV B ) "

HIAE S 6 : 5 K-F qAnti-HBc 32 = A 24 /£ X JE A=
HFopth, R ALT 89ANAE, A8 FHMRTEZR R E
97 (A2); #6977 qAnti-HBe KP4 5, RILAmFEE T
PRE T, RTS8 L A R A RIK1E T B AR
(A2),

(M4) = REUE HBV DNA f:

W10 483k, FEE AL BRIRIUCFAAS I 2 AR AR, &
REE HBV DNA SR Nazmid:, (Ax R 5 HBY
DNA kil i) LOD I Je G — W& L, 2410 & P9 4k s 2 U
HBV DNA #MERH TR 10 TU/ml Z 4 i i 2B 0 ks
WEER, WS REUE HBV DNA WG BT & B &
R HBV B, A EIURsERITENIE, K
HHE PR ERIRYT . HhAh, 2 NAsIRITEE T, A
I BERBIUG T AR EENE, RIOVIUHF A (low
level viremia, LLV), BIyE HBV DNA H4raiEl8kE T
X5 LOD, [RAHET 2 000 TU/ml, LLV "] {3t T 21 4E 4k
™, N NAs j497 CHB % HCC &k WU ™, fil
FmREE HBV DNA #5487 KB &3 LLV, fAfiE
T NASTRIT I Bl #t— /0 LLV 19 A2 I AR &
ALT KF ™, 54k, OBI B Mgk E R EERK (—
<200 TU/ml), {4 HBV DNA Wi tf BT Kt
KBS RE B AT OBI f PR ™,

& CHB 74455 %F HBV DNA =7 (1 7 5% #58 h
THRBEERY, BREE HBV DNA RKillH AR PASZ I3t
R PCROFFS, FHE, SFRTIEHA, $0F PCR FIElE
[a] R A M e EE )T (clustered regularly interspaced
short palindromic repeats, CRISPR) %3 AtA—EM
I, g 3O R UE HBY DNA K5
SKAAG R RN 25 A R ER M, Bk IR
ARG P SIS R G REAAA, BRIAMESSR, B,

=<3 [ENHMERXT HBV DNA Al REEEAYER
i) %t HBV DNA &% (2 LOD) [JZ:R

APASL, ‘BB RSR 12 TU/ml
f5F (2015 4F)

EASL, 18 MAT4578 10 1U/ml
f5r (2017 4F)

AASLD, 182 R4 5~ 10 TU/ml

fem (2018 4F)
HtgEREsy, 1B BITFR
Biiittard (2022 4F)
W APASL : W AHFS4 ; EASL : BRYIIFRS4 s AASLD : 3%
EF42x s HBV « B985 5 LOD « SIS IFR
St B AR A E R BRI R KSR .

HINEH 7 EBULA Z X 4LE HBV DNA 48 ) X A
(LOD # 5 ~ 20 IU/ml ) ¥ M F=4 . NAs 7677 F 49 LLV %54,
A BT %m OBI &4 HBV B#E (A2).

4. FA HBV FRasd) Rl R S

1. HBcrAg : HBcrAg {1 3% HBeAg, HBcAg DA K
p22cr™, A Y 2 149 SRR 9 4L R s Y, e
Dane Fifr, 25 BRI Rl HBeAg A HI, % T HBeAg
PH P 8 2, I35t 72% 19 HBerAg 3k U T HBeAg, fii
HBeAg B4 5 3 HBcrAg i 25 i o 1 3 AR 52 Y, BT
HBcrAg 5 HBV pgRNA #BRIE T 3.5 kb mRNA, Ifij 3.5kb
mRNA M cccDNA #:3% 0 3k, I IEIE T8 &1 HBV f
B ™, Bk, pgRNA Fil HBerAg ¥ J% Bt fiT 41 41 coccDNA
BB SRR B, R, AR R S s L
B> 32IBIT RS 7, I HBV pgRNA 5 HBV DNA
i HBsAg WA R EAEVURRHIRIT G PR E, B
HBcrAg 1E1477 Bl J5 B F LE R A 615 1Y, HBeAg [k
CHB 3 HBcrAg /K& T HBeAg BIVER) TLIE R 4 %,
PP EE 8 955 355 0 5 A0 £F 4E AL AR th SRR 2 Y, NAs {52 245
HBcrAg 7KF > 3.7 log,, TU/ml 2 1 4ENREEFE RIS S
2 s Ko7 HBerAg 2 HCC &4 m s famE Y,
i 1 7 T HBV. DNA"™', HBcrAg % HCC RJ5 &
RUEIMMNE, 2k HBcrAg > 4.8 log,, U/ml it 2
4 HCC & % 1 fa B gl 9", 46 M) HBerAg ik

T AL PR ARG B AN, A FR S HBcAg Z5& M I
Bt -HBc, i {H — 0 i Ak i m Ak HBer Ag Rl i,
REEPER A 9.3%, BBHMERN 12% ~ 35%., H—fCikH =R
AT 8 %, (BT TEAEAG I B Btk Fr P o 1,

2. pgRNA : Ifili& pgRNA 75 Tl 6 K RNA ¥ 8
FERURL AU AR RAZ AR 2 (B 1), PAS K B4 Fn 3
RS R ", ETTA, pgRNA Ml HBerAg
PRI PR 2 Ul i, 4 NAs 1697 HHBV DNA {446 )5, 7]
RZL M pgRNA /K, HBIXTHE S5 200 — &M E, 1
PgRNA PR 4kSEiA 7 ", BAh, peRNA 5F414 40
TGS R AL AE 2, FERTTR HCC &4 Kk, HCC &
FHARHE K pgRNA $#RHER2E """, EHEAES
FiT fm Ak pgRNA E &G0, HikZ E bR, AR
W REUEWAERRESR .

10 ~ 20 TU/ml =55 =5 7 i E
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HIRE & 8 : 7 HBerAg A= HBV pgRNA 7K-F 37T &
B cccDNA K- R 4EFiE M, —FA0 X MEBIF ARG/
#7. NAs 767742 F HBV DNA KT 40 T rEnt, -Tit—
HH ) pgRNA X HBerAg, %4 R “Faid” W32 3 5 4 4204
IF AHLEAT 2 J5 FE R (B2).

T, HBV Fras i i i) Jor &4 il

£ ML) HBV L 22 b5 75 90 8 P A T 78 6 B e 4%
B, R E AR, AW, XT HBV EEinEY, B
HBV DNA E&PAS, KFEBS i R a0 A TR A 56 %5 1] ot &
PEHr (external quality assessment, EQA) A&, L=
TEN X SR T, SRR R R . vERPE. R,
SR, IGIR AT HRSTER . $ TP aldids Jere 1 S Fe gt
FFFEA IR 0, fildn, qHBsAg AR LT IR %
1£200 TU/ml Z2 47, Ko CHB 3% HBsAg 7K Fws T I E,
TR G M, FEE RN MRS aHBsAg 25 R iy 1
MEEM ; R REUE HBV DNA Bk, FH5
STEM I LOD, i PCR {54468, PASHIEIUHR &
SERA A ENE,

qHBsAg. #i -HBs, qHBeAg. gAnti-HBc 1 HBV
DNA 53¢ i br 5 Y86 E e ARt i, S5 R0 TU/
ml 5 mIU/ml, SEgsesifE) W EbniEm, AT
25 R AR R T R AN ] S 3 s (R 5 SR ] Lk

7N, HBV iR 0 s L3 4,

. IR R

1. HBV ZMAF AR EY R %, HHE— LA ARG
RIF 5 S 2 ARSI ) S L, SIS R T A
TH AR BT A A A 20522 R

2. FEFREY (U0 gHBeAg. gAnti-HBc, HBcrAg il
HBV pgRNA 4§) WA T455 CHB {GIF M BIE AL, M
GEEAGRIIEEITR

3. ZHFHA HBV Fras Pt B A sE 25 Y Ie K i g
LS ST RO R RN E M TR 29T

4. RO EE R IR HBsAg A1 E 4 HBsAg By i) i 1-F
k.

5.HBcrAg 1 HBV pgRNA &35 #1 5 B AR 9 il
TRl

6. VTR cccDNA R AR, HARZ S0 LB 7%
HF 21 B8 8% 0075 cccDNA [ M+ A, $E 3 cccDNA )
IR Bt 5 SARSEIR R RETE A7 S AT I cccDNA $ii %
SRR EY, A T SRR

HEERK :

WEntE (LR NRER) s BR (BRI =AR
BEbE, R REA L) s T8 (et
KB E A B A &R, AURORARGRIT S L) 5
FfifE s (AbmtReess—Babe) s BRY (ILERRFE =
BEBe) 5 Xl (R R-AI s —Babe) » % (AR
FESTLEERE) 5 BURK (FREERRERES BB 5 e
B (et AREER) 5 fiv/hit (AUt —EBe) 5

At GALERRSASE =BERE) s 8RR (AUt RatEE
FBE, WRIEAEY) Y R B RGYRET IS L) s R (dERTR
FAREER) 5

HEAER (UAERHEFHRF ).

Wi (E#EERF IR ZEERE) 5 XPE % (b
EREERFHMEER) » SEht (hEERKE R
Be) s Bebh-f (ERRERIREMRALSUA 2 EERE) 5 (L
HRFEANRER) s MBS (Ll R R M8 & P
BREEEEERE) s #iF (T RFAAREER) 5 #3¢ (BHEEE
REAPIBERE) s Rk (BJ7 BER R T =) s Il (E
REREES “BERE) s SR (EERERIREHEIL
FAOHEERE) s 208 (URtRp B a iR =) s 2% (79
HERKRFHE—MEER, L3E ARER) ; #9E (F
AR MBI IR R ) s Xl (LR NREERE) 5
AFE (R MREEERE)  FieR (s R b
B s — ANREER) s ZHite (SUNE ANRER) 7% (1L
RELEERD) 5 M (TEE ARER) ; 80k (FHER¥
M EILUE KRR RE) 5 VFRh (BN NREERE) 5 7R 5%
(AR E T BRERE) 5 JULL (AR RIS E LT
FAHBERE) 5 KO (B AGE KA R B R B e PR B )
HERHT (BB EER R — IR EERE) 5 BRI (AR B
BRBEsh fBEA L) 5 HAREESA S AT I 2 BE R PR 5 5K
Bl A 2
FUZMSR A (EEII U RTFAER a 2%

2 £ X W
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F 4 HBV brids s gh
Frasy) AR JEIBRIE
qHBsAg YL 5 180 HBV B BRI TGN 5 B2k qHBsAg F8 ST WRBIR TR GER R ; HR A sEF S E
%« F/KT gHBsAg AEVGEFETHLEIAYT s V7l « TR FREW S8 HBsAg Fbs i, 5053
HAE qHBsAg P&, NN REs iR NAs JAYY 5 JrakInr . HBsAg ik R e s R
A/ BUMEEFARE THER NAs (5254535, 2 “IRRIGE” A94Ehs 5 1K
7K qHBsAg W] “IRARIAR” L AIE 5 Btk . Bl dabs

1 -HBs = 10 mIU/ml $8R5A s )] s RSl OBL 3% HBV fif
T R
qHBeAg Ay H HBeAg ILiEF544 {0 T HBeAg PHI: B

gAnti-HBc HBeAg PHMEEGLE - RIMUFIERASGE SRR, fRBaNe)T s BEEACE TSR B 28R
aAnti-HBc EEXYURERATT N AT s HBeAg MY : gAnti-HBc
JWLFZRAS P HBcAg A coccDNA 7K, #57K°F- qAnti-HBc $#27~ OBI F#4

T AU
HBcrAg FIWHSE HBV JBGu B AR5 s NAS JRITIEZGINTESR 5 iz (Wt T8 S2 6N BENTR B 2 s 5 TRxike
BAGTHBERTH) TR SR AEATHACER, REMEREA, W AR
HARFI B A TR s HBeAg FHIE B I
HBcrAg F2 % HBeAg MR, SEBRA4 T4
qHBeAg ; IRMAS pgRNA HEE
PERNA JUWHSNE HBV B B ARES 1 5 NAS JRIPIEZGTNTEIR s Bigofikn) B EPabrE i Fn s g ke (B3R
FEEARR ) FEE—I6IIE ; FRES HBerAg
HEZE
HBV DNA [ L 5 W7 OBI « #RfRZEMIMNES HBV DNA (—f% <2001U/ml) ; M= REUE HBV DNA 375 REUER E S A

R 121E HBV B B SRR R FUST < > 2 x 107 TU/ml R T TR L
HBV DNA 323 s HBV DNA ##5 HCC KSR IEFSE 5 Gy . Boodehs,
WG EEE VS, EH NAs AT LLV

HBV HHFA  S5ERIERANGT A X s MPZOHEA T RHHIE T ie a8 S E A ERTS, FRE WA B ok C FREANET
R D
HBV fifzhzeis Wil NAs 2y, a7 g T2 R NAS [14) 72 6 F (i 2 282 Rl i) 72
S
cccDNA HBV #ZA98AR ; 180E IBV BT iE A FrA OBl FEGE R R K IR FLHEREASIIE AR 5 reDNA 2854 cccDNA
R o] REFFE T
BFIHFERZ  KEIGK
TR TRy EEWIRER AL B AL
HHAH
qHBsAg T2ERIEE % 318 WHO EFsfrfEdt (EREL B4, 1M7EEL el AT
aywl/adw2, NIBSC 12/226), Hifiik IU/ml
Pt -HBs & inis %5 3 £ WHO E PR, NIBSC 07/164, Hifif H Tz
4 mlU,/ml
qHBeAg [y % N 55 1 1% WHO [EBsbrifiidh (PEL code 129 097/12), H Frha R
BA R TU/ml
gAnti-HBc ey Dini %5 1 4% WHO Efsbrififh (NIBSC code: 95/522), H FEHRI
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HBcrAg & inis TCEPRAREY R, B4k U/ml I MIARTFRAN
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Sanger MFE, NGS, SZEf3%6 PCR
HBV {25587 DNA 7452 (W mZith432). PCR 7= 7 el N s >
Sanger MFE NGS, 520765 PCR
cccDNA DNA Ei (Southern blot), JE{7Z%3z, 52 I 7 N
FOLER PCR, SR R BT PRIXE
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NAs : #%F (B2) 24 ; OBI : Bk SR SO RERR: s HBeAg : ZAUF4 e HiJi s rcDNA : #R5E3RR DNA s HCC « R4S s LLV « iR
BEIMAE 5 CRISPR « MBI R SCEZ R 5 NGS « Hi—RWF 5 WHO . AR TN
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