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[Abstract] This paper interpretats the nomenclanture of natural history of HBV infection, indications and strategies of anti—
viral therapy, choice of initial and combined drugs, discontinuation time and treatment in special patient groups in EASL 2017 Clinical

Practice Guidelines on the management of HBV infection. It aims to improve clinical application of the guideline.

[Key words] hepatitis B; HBV; guidelines

A IR 13 W A B BRI B 4 BT 7 & HBV &
Qethfn i EdE, HP 350 ~40CAhiEH
HBsAg # # # . 18 HBV R 3¢t /K i 1% Ao B
REBFEZHEEMT RN, TAEEDEEFTR
A4t EME M AN K (chronic hepatitis B,
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J&% (hepatocellular carcinoma, HCC) ', &t i AT
HERR % th 4 (EASL) ¥ AA T (2017 4 EASL
MR =&k CARXRE-RENEE) Y, &
& W F BN R iEfE . H € fiEH (GRADE) ”
R G AR 6 B fode e RO 69 BE P SEAT IR
EH T RTHBV R Lg% B I3t 78
Feo BLKEHTIRAE P BN E A B AT 0 A AT
i W28 BRI

1 ZERKBARLEHRGR

HE 2015 £ AT R 4R (T EAKERRE)
' HBV R B R R0 43, B
RACERB . A E R () A EES
# . EASL HTIRIE MR E R L0 A 5 H, K

[FEEWH ] FERARR IS BB (81501652) 5 FH%H
AP PIE SRR R ST (81600453 )

[TEZHAL] 100039 dbat, A = O ERARERG MR 2
IS (BB . PN, ARIEF )

[ WEEE ] ABIEFF, E-mail: zsz0u302@163.com

EriE

medlive.cn

K 4 HBeAg [H M4 12 M HBV B % 1. HBeAg [H &
&M 2 AT X 1. HBeAg [P 18 HBV R 23,
HBeAg [ M 1% 4 7.2 fF X #1 % HBsAg [AMH.

1.1 HBeAg [HM 1B M HBV R4l =R
IR W, IR B REHRY ALT KFIEE,
FRAL SR D B3R A RIEBR A4, {2 HBV DNA
Bbfy B AT N, WAL E
HCC # & XU 7,

1.2 HBeAg [HM B Z A XE ZH &4 L
7% HBeAg fH P, HBV DNA #1 ALT 8 75, Af
28 4 WH 5B K IE AT 3% A0 AT 4F 4 Ak 4RAE

1.3 HBeAg 418 % HBV & 28] x4 FZ
WPty B Ak o g s 45 W, 18t 91 -HBe
fEME, ALT AK-FIEH®, FFAREZREAKER
SR B X B H KRN AR &
MERM, EFELBENEEFR. AFRXHLL
# % HBsAg # /£ £k (<< 1000 TU/ml) * ¥,
1.4 HBeAg (AWM ZAAFRKE HBeAg A,
{8 ALT R & 5, FFHALH KRIEMG 4N, I
R KE 2 H HBV 7 C K C KWy % 7,
T B AT & AR HL R AR AR s

1.5 HBsAg M H  # % 4[4 % HBV & %,
XH B fLE A AR AR HBsAg, JFHZE K
WAERT, a4 HBV DNA, {EAF4 4+
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® A4S B HBV DNA 5 HBV cccDNA., 0 2 %
# HBsAg Mk K £ EIFBENZ 5, 1A AR
GHEEE HCCKEHNKR, EREMEFALT,
HBV 7 # B L FwE © 7

2 JRITH#S

REREFHBETAR: OBEBWAL,
HBeAg [H P 5 HBeAg At B4, 52 EREFA
) HBsAg 2k, W31 ¥ HBsAg f1 % ¥ 4 4.
QW BEHA L. HBeAg IR, FHEREGHE
Gt EF A, ALT 2%, H1HH HBeAg M iF
F Y, HBeAg IMEH, FHEREHENK
EYNEMALTE Y. QI KRMLE, whER
BlEAEFENE, RFHTHEKNEFR
¥ 54 (HBVDNAANFF) .

5 E W58 th, EASL #1455 0677 4 B
KR E A EIK: O F HBV DNA AT th K #i40
Hl, REWPABT RGN EEZRTLEL. Oxt
F HBeAg [H 4 CHB &3, %3473k HBeAg /&
B, R8T HBeAb Mg & 84, ZHNEHE
W4 A, BEARXBEETRET xHE M HBV &
P T . QA FERA (F A MF
ALT K TR EE®) R4 &N M Ay i6 97 4 &,
K% ¥ HBV & 3K B0 5] 69 B 2% 34 7T 34 212 4
B. @ HBsAg JH %, 45 1 HBsAD I & & 4 4,
RRBROIBNAE, XX HBY £6|fik &5
B Rk T © 0,

EASL #7 4% 7 4. HBsAg ¥ % 1E 4 & £ 19 &
WAE, WA “hebte®” . REEWMET
Bk B cccDNA 0 B, & 5 JiF 41 g % 4 ¢y HBV
DNA, {8 HBsAg Hy il xt B3 %25 25 fok 11
Je# A B B 6 35 4L, HBsAg iR B b 42 M AR
KIFEFEA, XE B H A K A& HCC By R (4
0.55%) ™,

3 HUmEEIATTRNENIE

AR b, JAIT7IE RN F B3 5|46 . BASL Hidg
BUAFMI T 5SANE R IE: ©F7 A HBeAg FH 4
K [F 1 CHB £+, 4% HBV DNA > 2000 [U/ml,
ALT >1F %18 ER Cupper limits of normal, ULN)
o/ B RE R ERIE R SL R AT, MZEX R
Vo ORAR B KA B A EH R A A
# HBV DNA, it ALT K- &1, HFELIT.
@ HBV DNA > 20 000 IU/ml. ALT > 2xULN # &
#, LA EMREE, NiZHEIET. @ HBeAg
FE M8 M HBYV R E3, R ALT K THEIEY,
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HBV DNA K-F &5, F#>30 %, RipAFALY
WAETERE, TUATIHET. © HBeAg [H 14 2k
A8 M HBV B, # HCC R AT# ALKk, H
SN R I B, B i R AL B 6T 3 NI,
0,7 AT iET B
taxtFHEF, EASL Hr4em xf T &6
JYEyE N E W B AR O FARIE HBeAg [ M=
PH I 5k *f HBV DNA K PR ERK; ORKEFE
BT AU B E Sk ALT #4:# & = 2xULN, EASL
46 45 8 R E HBV DNA > 2000 IU/ml, ALT >
ULN, HNZEZET:; OREHEA T ALT #F
GIER, FH>30%, AVTHELASZKLERL
Bl ML G kRS EIT, T EASL H 4 @4
HBeAg [H % 1% M HBV R 4 B %, ALT KP4
IE%, HBV DNA X T4 &, F#H>30%, B
UWHETIEN:; OQREREXNTALTHEEY, H
PEA TR AL HCC Kk 0y B3, #EYATHFEA
LR LA S E e R ER TIRIT, T EASL
Wi w4 A HCC =T # 4L 5k &, 6l B AT 40
KA M HBV RSz, B 2 A BT
TRIE, HE AL TIET .

4 HREFEIATTRAYIERE

Xt CHB B v KA (B X4 [nucleos(t)ide
analogues, NAs] 2 IFN-a (¥ #] £ % & Peg-IFNa)
BT

B NAs J&J7 #7174 CHB B #. HEEE
WRAMIB LT EAFF (ETV) RAERE
% (TDF) . EASL #45 % xt T CHB #1i& & # 4
F 2535 —%I6J7 7 ETV., TDF #y3Ea b,
i iEGEF LB L E D8 (TAF) X—3#%,
i &t T4k k% (LAM) . FME5&% % (ADV) #fo
Bk E (LdT) #A#ATH#HE D 1,

Peg-IFNa 5 NAs BX& 8 F Bi6I7: ot TH A
877, HEFERER A Peg-IFNa 5 NAs #y ik &
B RERTREETRAHY . XTREIET,
REHERRAEF NAs BRKESHEFBH K
JF B Peg-IFNa #9 77 %, % NAs # 2§ £ HBeAg 1M1
T A X HBsAg KT T 07 A — W3
EASL #7468 # 48 th R & % il NAs #n Peg-IFNo #) 72
WL T 315 NAs B 5885098 & 1E A o IFN-a
Hy S 97 8 AR L, B 7E I PR S5 Bk P A AL B Bk
ZAEHE, HEMF AWM AERE . EEIETH
WlAngh 7 A% 8 1Y, H bk, EASL #am ¥
#: QA NAs 5 IFN B EK & LA THIE6 7697 :
@t T4k HBeAg M B %, i FEH N A
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NAs %75 %5 4 %5 E XN Peg-IFNa 76775 O xt
T NAs T RELEHOHONELE, T
1 % #m A Peg-IFNa 2 4 4 # | Peg-IFNa 477

5 CHB B&/=H NAs ;AT BIBTHL

%t F HBeAg [H 4 CHB & #, & H 45 &% X
#HY NAs ) &7 2 E D 44, i 3 HBV DNA
T ANME TR, ALT £ % . HBeAg 11 & ¥ 4
B, BAREBTED3IF (BFROANALZE 1K)
MRELTH, THEEH Y, T EASL 44w
W46 T2 Ak #) HBeAg [ 4 CHB & #, &
K154 8y HBeAg i 7% % 4% #%, HBV DNA #& 1l
T, ARRED RAMAWAELTE, T
NAs, % f 5, ZERIEE N >,

Xt F HBeAg A CHB & #, #* Eigm &R
J: HBeAg [A M & # ¥ if & 67 AR T B AW
#H, B REaLEs, e TREETK.
7134 5| HBsAg 74 % H. HBV DNA %Il 75|, &
B EIT LS S RFL L, 4P,
il EASL #1468 U8 1« xt34F AT %% {v. HBeAg [H 14
CHB &3, % fl NAs 40607 BkBKH (=3
) WEFWE, HFA NAs g LIE BN,
A A 47 A NAs 0,

6 Peg-IFNa [z ZFAE LG 7T RITUN E =

HBVZ D HONKEHA (A, HEUB
Al fu C A oy £ P, 4k B 45 5 & IFN-0 197 & &
NABRPHFMNEZERALREFE N Z 7.
EASL #r48 8 Nl w401k 7 A Bl £ A A CHB & #
Peg-IFNa 36 77 I 45 A% 1F 16 97 09 T B & 22,
& F iR £ 6y S # 1. @ HBeAg [H & CHB &
# b JFl Peg-IFNa 7697 12 A B, L B fo C & &
Z# #) HBsAg 7/KF> 20 000 IU/ml 2 2 & A fu D A
B 1 HBsAg X7 &£ T %, M5 & 4 HBeAg fn
T AT B EARAK, ¥ {F A Peg-IFNo 4% 1E J6 7Y
B FN AR E. @# A A D A HBeAg [ % CHB
B3 FL JFl Peg-IFNo 76 77 24 & B, 40 HBsAg /K
> 20 000 IU/ml, [ )5 & 4 HBeAg fn i 5 4% 4%
By BEMEARAK, ¥T DAME A Peg-IFNo 4% 1F 38 77 89 T
Mz, @FE D A HBeAg [/ £ CHB & # fi F
Peg-IFNa 7677 12 | B, BX 4 HBsAg KT & T 4
01 7% HBV DNA AP T I < 2log,, IU/ml, ¥ LL
TN T R4, W AZAE A4l Peg-IFNa 8y FU AT -

7 FEREBEEANRERTT
EASL #3850 i S L sk ABFIV BT A T E R
EAE
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. TR BT .

71 EHRkiEL RE W EREN SR X BTk
# 5 # HBV DNA > 2x10° IU/ml (124, & FT 0
MiEmEE SRR £, T TERE 24 ~ 28 A
4 %% TDF. LdT 5 LAM &7 . o T B2,
FmERE YT A . PR T AEELE 5k P, EASL
45 AT Fr A HBV DNA A-F5 (> 200000 [U/ml)
=, HBsAg P> dlog,, [U/ml & Z43, 3#H N T4
U % 24 ~ 28 JE Bt 46 5L Fl TDF yuim & W, I
FEZE e 128D FRETHNLAET
TDF 3597 3 F % #h HBsAg [ M4, A28 H
R W T AN, bR TDF 4h, R AEEFELM
NAs 2545 ¥,

72 TAREI{EH EASLIFEmLHE T 4t
T B4 TAEH T2V, AN B4 HBV K EHF
TRZAERRHEREII TR, ARBUHE X E
R, 5K B S B A, T AT HBsAg FH i EL
HBV DNA > 200 IU/ml By 4MFHE £, R E & K
IHEASESTEH, BRNAES T AX4EHBV
FHEWIAER T, BV EYH ETV, TDF
5 TAF ¥ 477677, ¥ HBV DNA 3 48 31 5 #| 72 5
A H 2 ZE » <200 TU/ml #yAKF, DL 3% K
FL‘AZ [31—33]o

8 &

2017 4 EASL ¥ 46l A T 27 W EH, &
#ENHBV R E R tyar s, HUERE (B
MR BERE) \ FH UK TA#ATT
B HFHTE, AT NAsF 25 80 A
TBRAW RS, HHEAEESEEILESFIEE o
R E. AR E— s mfnft m /T T &
AW T —BHFHHEIEL, EHARS
IF] B A AR R, thdw: AT hm bk HBsAg #y i 4%
Hek, EHUWRRHBV FERMHEZHHEILT, X
WRHMEREREFmEFHEE, LTFEES
B BN E RN AT -
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