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[Abstract]

hepatitis B management, Chinese Society of Hepatology developed expert consensus on expanding diagnosis

To meet the unmet.medical needs and better reflect the new clinical evidence of chronic

and treatment in China. The recommendations include to expand HBsAg screening in the population and HBV
DNA detection by sensitive quantitative real-time PCR (qPCR), decrease the alanine aminotransferase (ALT)
threshold for treatment of chronic hepatitis B, and promptly start antiviral therapy in the patients who are at risk

of disease progression, and appropriately manage the patients with low level viremia.
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K18k £ B 58 3 BUm #EIR YT W] DAA R0 i HBV
S, R R SREIRTE . A5 A FE T 30 T A A 2
FHIFRELE, I D FRE G A O8O RRE, AR g g
(hepatocellular carcinoma, HCC) F1 T % #H 7€ 5 76 &,
2019 4 AR BEAE L 22 0 SRR KR AT T
(e Z BT R e daEe (2019 4 fR)Y M, 2020 4E TF i b
DA AN % G I 7 R AT T X8k LB 54 Wikl
IR ERIAYT ORI P, 2021 4F 32 E G K E IR Al
FF2FE 2 R T 36 B2 & BY AT 98 0 o B L A BB Y T T R
(2021 4EAT) 1,

R E P AME R T2 C BT R BUR EEE YT 1Y M IR
BEAZLE, BAEMMEE RN R R B EE A
AP FRETTR BEHEZ PR AT, B W] RS Eepm vt
J&, EE—IN 369 5] HBsAg BHEH RIRE LTS 7 RIS
SER IR, A 40% ~ 80% 9 HCC Al 30% ~ 73% K3k HCC

Indication

IR JEFET 2 AN S B s O S T RO E I Y, 3
AR E— I 2 0 BB SRS, BT T 3 624 filRiGYT
18 Pk IBV J&ge, H 161 fil &4 HCC, XL+,
64.0% A IEF W KRG 4 (Asian-Pacific Association for
the Study of the Liver, APASL) $§EFIGITEIVIE, 46.0%
ARIEFEE 42 (American Association for the Study
of Liver Diseases, AASLD) f8FIGITIENIIE, 33.5% Aik
SN T2+ 4> (European Association for the Study of
the Liver, EASL) §EfIAJFEMNAE ", FaRiERR, %
—LORFF A I TR B PO BT TS M UERY B, SRR R
BT HURERETT, ITRES P & A HCC st Bm S 2T,

2016 A A AR A LR T T 5 2030 4871 B s R 48
TERNERAFLTAEGHENER, ZREM AT 58 kg
B> 90%, FETIA 65%, NEBBLAYS, BRERIAAF
RIEWHAEIL 3 418 55 550 B T B RIAH] 90%, 1K
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DR GZATER IS 100%, B GHFILE] 83%, LWk
2] 90%, JRITRIEF) 80%", (EHEE B A1 E ik 2 AT
RIGWTHAL 22% . IGTTHAL 17%, B EAREARAZERE Y,

VAR, FRE SRR 25 09 1D R4 BV 254 (RER5.
BERTBERMNEBY R ERT) M RIRREIL, RO mT+
PR RV &, 5P RGO AT AR
WBOEAEANER, A, PREFSFRYSASG L
%, WIRREEME BRI, S5aENIMSIAR R
B, AR R KIERBIFEIESE, R4 T REES
RFRYOREHRITI T R BN, FILEEECRIFRIZ1FE
BRRE, AR WAE R NS BT R EH .

—. P RABER#E HBsAg, &7 HBV DNA #ill R
B, REERNFEIRITIEE

P RIEME QR R B EIRIT AR R - RE R
HBsAg FHI%. B T AE s i KU A 35 2R i i s, 18
fli%, FoE M4 pl—A& AR HBsAg WiATE N 6.1%, 4F
8 600 75 HBsAg FATEH ™, o177 76 FFHEBE s ok R A % 2k
HCC Mo i, B, fE— MR AFEh i HBsAg, A
TERFEIRTWEE, A THR HBV &gy, WA
Hﬁr%‘ [10—12]o

AR, SERE R PCR BN @ REERN HBV DNA
FORTER E OIS &, FEAR b X gl A = PR AT
5G] HBV DNA A& MR &% 500 ~ 2 000 IU/ml A
[, H el R ER PCR AN TR EMEE 10 ~ 20
1U/ml, XFiier b i) HBsAg fHIEE, AR EEFHHhUn
RITEME R 283, R RESER £ & PCR 5
AR HBY DNA, B TR IORERREE, ER
BIFGHR G T SR AT R Y,

WEEL : s —RAR, H52 HBV &§AAR, d»
AR B mE (HIV) gk, B HuATHH. Hhk
A, HBV B H g e R EEMAE. . 1
Jo S5 2 ) F) ALY I 2 A A d HOV. 24 4 36 o7 & 5 B 3k 47
HBsAg i &, #3255 i,

WFEEI 2 : #F HBsAg Fat %, G IEBAEHES R
BT AR AT KEH, BRA G RGN EE PCR A
2 HBV DNA (#&3 T4 10 ~ 20 IU/ml ).

=L YRR ERRIT ISR, BRI A R
Plises

1. TERZIRITIERE T, BRSO SR T TN 2R
¥ f (alanine aminotransferase, ALT) [H{H . Fk[E 2019
SERIER CIBPEC BT RBIATER (2019 4EH)Y MK I
7% HBV DNA [HPE. ALT Fpglinw [ > IEHE R (upper
limits of normal, ULN) ] HHEBRHEAL R ErEcE, @il
WERYT. X T ALT FEMENHE, REKEZRANZS
TSHEXN B, BI18 % PA RS > 50 U/L, Zofk > 40
U/L (AIA S '- BRI SRS ), 4> 60 U/L, Lotk > 45
U/L (A 5'- Bt ms) ™,

[ N AN T T 45 R ], HBV &P 1) ALT /KF
SIFNERIEFILT AR BEAT K, BMEAEIER S HE XN,

ALT 8 W A BFHE R AE R 4F e dk, 3R E— 1%t 327 3
HBeAg BIPEE MBI 4 5 2 M E IR, ALT >
20 U/L B 38 A S35 98 RE IR SE R0 45 4 46 1 XU 38 v
(OR =2.579) ™, —Wifa 4% 2 991 il 181 2. B 4 (R 5 =
brZ HO KHEIBAFIRFSE (SONIC-B) iR, Rifff ALT 7£
TEHAE ERUAR, SIS ALT /KP4 % P,

BAVIRLERFY, B ALT 7EIEH S % E X 8 K,
HBV B 1) ALT 7K-F-4 5 R AH % 28 - 5 HCC
M REM K, HEGER REVEAL #158, 4047 17 3 340 f
RATRFIGITHEIE OBV B, RS RL ALT
K< 15 TU/L W EAI L, ALT 15~ 44 1U/L B9 &
# HCC KA R (ML HR =2.45, CI:1.74~3.46) &,
AN, — 30k E A v Y G BB B g X 3 233 1118
% HBV gL B 3E 7 46.8  H, 4R E/R, 5 ALT <
0.5x ULN fy M, ALT ££0.5x ULN ~ 1.0x ULN
(353 U/L, ik 31 U/L) AUSBERARK, B RMEE
ge, A E ki, BRI & HCC 45 F A X &
RERI LB R (P<0.000 1) %

XT ALT Z2 %X AMTT ik F i E R i &,
R — TG 9 221 AWK HEIL 5 gk 3 927 AAEH
@ ALT ULN X5, 7785 F AT RS MIME ALT /K
AR Z AL, A EALT ULN 5430 U/L,
e 19 U/LP", T4 R 2 3445 0 Y b [X A P 1 6] A
REBEWHRTFEPURBRI T ALT BIfE, H, 2007 4
M1 2016 48 AASLD #8455 %', 2013 4E NICE #5§ ®. 2020
SEART % B Y R, R REh PR EIA T ALT BfE
BaE B30 U/L, ot 19 U/L, A 56 19 JEIE 48
JiE, A4Efb, BFRE(L, HCC RAFRAHFIET., FEHENRE,
ALT 585 R A B 3O , 1 4 W EELERETT 3 IRPA L,
IR 3 AH . M HREHR G N RN EE. T
TURF S 75 IR SRS VT . AU PR RR T R e . 24
PV IR A0 B B o i 1 I 45 L A IR X ALT 5%
Wil

#EEDL 3 . aF T ik HBV DNA a4, ALT#435F
BB (B30 UL, % 19UL), 1 5FMELMET3
RAL, BREVIEARGIANSA, BHRIeREEAE, &
P ERE S

2. FERGIRITI R E T, SRR B R KU (K
s, AR, R RS A4 ) BE PR EIGTT .
FE 2019 4F iR 18 M CBUF R BiIG TR R4 )« “IiLyE HBV
DNA B, ALT IE#, A BT RIFRE b5 £ BUF R T
FE R S BAR S > 30 2 &, BWPURERIT. HiEHK
ZHRMO KM EIMErEE L, A HBV # KA E
HCC ZigE B E AR > 30 %, B2t R A&
B2, A 2 — 3 RIR R R S s SR T I & Mk,
AR P,

2 [E — R PAFIBFFERT 8 539 1181 2 BT 48 SR T
YT 124, 317 BB HCC 5 %FF 354 ki HCC 18
HCRFREE, MRMERERERMSIEREE, A RiEE
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R E HCC WML (odds ratio, OR) & 32.9 £,
— IR E ARG HE S VORI AR AR R, > 30 2 B
HOREEPEIT 4. P, B E PR AET AN e A s T s ™,

Bb Ak, R I 2H 2 240 2 4 SR 2 JFF IUE % i 47 4 4k
VW S iriE, (RO 1 IG R I 45 SRk, ik T
Fv. IR B e B 0 R A e H L ) S5 R B R
0] AR A1l S WL R AT AR FR B, SR A APRI > 1.5, 8§
FIB-4 > 3.25, BUITIEREEE(E > 9.4 kPa VE NS FE, *t
Metavir = 2 #53& Ishak > 3 #1¥) {2 2 4 defb i) REQUE .
o S5 B TS A 1 T B 30 80% Y,

WHEEN4: #FF ik HBV DNA fa %, £t ALT
KEEMK, REHLSTIEALZ—, Eidimaissr: (1)
H THEFF EIFAEALR HCC £k % ; (2) F#>30 % 5 (3)
AV FATRATALR A E, REMEAENSEE (G=2)
R (F=2),

3. FERZIRITHEE T, BURIAYT A B o KUK Y
NI et HBV By . 181 HBV By AR i —
Mo i sz (HBeAg PHIEMM: HBV JB4Y) . Sl
BRi (HBeAg FHMEISMEZBIF 4 ), sl (HBeAg
FHE1EPE HBV &Yy ) FIFiEsil (HBeAg FHM g LB
JF4e) 435 2, [ N AME P Z BT A S E R R A T S Y
WEF 22X HBeAg PHPE S FAPERY 181 2 BT 2 ST AL,
B, X 2 A e U — A HER IR T o {H 2 T
WFFT R, SR /D B o ik e IR 4 S i 32 1 A1 HBeAg
PHPEAR M 2 U 42, th o3k et IR 40 G4 il A HBeAg
PP PECBUF 2. FERTIE “ S se il Fn sy dasiil 1
B, hH L BB R B

BT ERER, 240% 0B E L EWEIET Lk 4
W, BOBERRA CANERE T 18 HBV @R, BkE X
N REIRITRYIEPE HBV B EBETE 1 4, H HBV DNA
A ALT R R R T 4 AMEL 181 HBV B89 Y,
WEZEXT 2 A-BAA A SR 45 SRt A AN B LU AR
7F 179 f5] HBeAg [H4%. HBV DNA & 7K. ALT #41E
BTV S 2 AR T, AT IR R S A A RE £ 2
b= G2/F2 1) “AHfER” i 57.5% ~ 81.8% 5 £ 327 f
HBeAg FH . HBV. DNA % {%7KF. ALT 52 1F & #) B
ARSI E T, TSR & BT RAEFN £ 44k > G2/
F2 1 “AHAER 5 51.6% ~ 74.5% ; 791 {5l HBV e
BET 6 A H . KR 2 ek DA B ALT, 2 5F 546 6 A i
SEWE I 37.4%",

HAATRENZ, “RE” 8t BTF R
B AT SR A s . FET I % R — T30 3 366 Bl 181k 2 B R
BERIFETE S, 38.7% ROANHRE R, BEVT 10 KB, A
SEBIEE HCC BREAR R 2.7%, SIEaHHREN 4.5
£ 5 10 EBEVT P — BT AHE W B E N HCC RRUR AR
1 4.6%, 2—EA TGS RE T 9.6 £ X LELERHR,
WMPARGEFHORTRRT, e EE LB HCC K 3
ij][] [61]o

WHEBEM5: 2 FR5 1 %04k, HBV DNA #= ALT £

KAEAF G RGEEIT 8 “TM I Bk TR X &4,

BIAIAFE T .
=, MIEFERZYUREHAT IR IR R EE, Bk
TR R RE IR

JRUE SR AR 25 O R RS #2767 RE 6 HBV &2 i 22
F 58 Sy, (EF S B U AR B IE (low level
viremia, LLV), G558 MAEAY & SO B2 BB RS, &
ViR 5 TR B R AR B VAT HAR MRS 02 e 2 B 48
BE, WWITED 48 FR AL, FEREERE R PCR
(FARKE MR 10 ~ 20 TU/ml) {W[#&MI%] HBV DNA,
{H<20001U,/ml % ™,

E NN IR AR R, DUR RS 5 R REIAE 5
MM BT RER R B VIR, RE—TRFFE 40 A 239 6
MM BT S e 32 BB REAIRYT 78 A, VRYT HIE T 2R
N, P R B R RS, HORS A S
A F AR (20 ~ 200 TU/ml) &, 3% = 55— Wi i 51 45 51
IR, 1 674 BIFHRTRIGTT 1 4E DA L i8S R R B A
Fir, A (R RE LA A 2R e B AR AE A & HHCC 1 XU
BESTRERETANE L “e wE I RE, %707
il HBV R 1% 22 B 1k 8 & Bl 7 10 4F, & BUIBYT G A7
M M RS EUR & KA RN EERREE ©,
DA R ZE RIS SRR, IRIT IR A B U 5 £ 4 A i e
HCC FlK B AR AR UIAH 5

KT HORTFAIT 14 A AR E (s BRI A 18 1 2,
BNF R, A S%BIEE R N AR  YEHERR K
MNP 152 22 ), o P T R 5 3 R sl P e v A 5
NIRRT, (e BRI R T A 5
MABERS, WHERARLEATIRRYT, UR
PUAR| SE R IEFIV A, MM BE KIS,

HWEEN 6 : A THmELT | A bAain G feikm &
IR 4R TRV K B, EBUR A S A 5k HARE 25 A%
£t (BEFH. i e RmmgiEiad) 67, R
FIRERC BT IREISET.

WEE T 2GR IR =2, FRAE T HBV JA a2y
YIFETT B, T8t OB RO ER IR TR
WIREARWIEH . ¥R BAT R EEHRIDG, FEB
TP A RANSE T, ARSI M s AT %
VERERALPAGENHR.

MELRK :

o4 iR FRE T 4 A
T B fREM B Ok BEER
FHEE K %

REEER (UERHEHF)

TR Ok KO BEE THEE
FRE B WEE mi #OF
B fREeAR WMy oM W %
FRI FWE FEF OEBE XRFE
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