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WE: BRI KT (hepatitis B virus, HBV) B4 ™ & i NS FE . IR 2 BIAT &
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Progress on clinical cure of chronic hepatitis B

ZHANG Shan, SUN Jing, XING Hui-chun (Department of Hepatology Division 3, Beijing Ditan Hospital,
Captal Medical University, Beijing 100015, China)

Abstract: Chronic hepatitis B virus (HBV) is a serious threat to human health. It is still necessary to explore
the antiviral treatment for chronic hepatitis B (CHB) to benefit more patients. Nucleos(t)ide analogue
(NAs) and interferon (IFN) are the main antiviral drugs. Standardized treatment for patients with CHB can
effectively inhibit viral replication and control the progress of the disease. However, these two drugs cannot
directly affect cccDNA in liver cells, and it is difficult to cure CHB completely. Some suitable patients with
CHB can pursue clinical cure (continuous virological response and HBsAg eliminated or accompanied by
anti-HBs positive, normal ALT, slight or no inflammation of liver tissue). Whether IFN or NAs, single drug
therapy is difficult to achieve clinical cure. Most new anti-hepatitis B virus drugs are in the pre-clinical stage,
which is not available. Currently, the optimization of the existing antiviral treatment scheme is a concern of
various clinical studies. In the current treatment strategies, NAs treated patients with sequential or combining
IFN may improve the virological response rates and HBeAg serological conversion rate, which can make
more patients achieve clinical cure. It has been found that there are many factors influencing HBsAg
clearance. It is necessary to furtherly study the characteristics of patients who are promising to clinical cure
and to formulate individualized treatment plans.
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285, ETHBeAglH I S HBeAglH P 3 452 (A% F Ht
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M2, @RI S, MHBeAgRHME B 152
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TESE A, HBeAglH 1 BB 15 24 Jo RIS 1 5.2
MEFIALTE W @FEAMLZ S, RIWTikRIH=2
JERFEERIZ, PURTERYT IR IA4ERRR F 22 N
HBV DNA{K T FER . $HEGEH AR S Lt |
FRHEMHBVIEZLT “IRKIGE”  (clinical cure) :
B3R5 752 2 H HBsA gl i a4 Hi-HBsPH#
RIEFEbR LA FRPRIGE (ALTIES . FFHSURAR
BAEEHRA) , FERPEE T EaE A R E N
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A TBURA T B IR T S I DL AT B e 9%
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T EZE (interferon, IFN) K&ZE (FR) Z5hL
Jp3 7% 24 [nucleos(t)ide analogues, NAs]. TiLHEH
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()T B S dE B, ATIT SEBIm PRYE B2 . NAsHR RN ]
HBV & il (1) F H 7] B 4238 75 PegIFN 5 5 (1) [8] 5 4o %
Bom st BT, BeAVEIT EOF BHAIT IR PR
kR Z, DR IS IE AL, %2
PR HIA B IE R TG
3 FRIATHEKERTHRE

I R BT 7 BB A 1R 9T AR R MR 1k,
I JUFEBA RTINS 742 A8 B R . OSSTHE
FIUDH—EEHL. 2D JFRE IR, LN
2000 A& R4 HBV DNA < 1000% Ul /ml H.
HBeAg < 100 PEIU/mIf) &3, FfilL#% 52 PeglFNa-
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VRIT48)E J5, PeglFNa-2af% B VAT 41 2 ((THBsAg
TERRFENI3%, TREERHRSIRITHICEFH B
HBsAgi& R . WFFIESE, NAsZIE B ¥ 5% PeglFNo-
2a¥A Y7 T SEHLE LB O HBsA gl R . JE4k 5 24
R EoR, BERPF16I7/5GHBeAgiE K HHBsAg
E 7 << 1500 TU/mlf 55 24 PeglFNa-2a 180 pg/J#]
1RIT48JE, HBsAgIEREA[1£25%, iZWF 7 IR
PegIFNJF B169712)5, HBsAg < 200 TU/mlf) & #3k
P AEST 2 (HBeAgIflif 2= 4% 866.7%, HBsAg
IR NTT.8%) , #HJ%, HBsAg = 1500 IU/mlf] 5
HIRIT 12 HBsAgHL RN 1.7% . ZBF TR,
NAsHH B FIRIT ME B, JUH Z2HBeAgi bk H
HBsAgiE & /KK L HBsAg/KF T BRI 3, =&
PeglFNo-2ai897 L H AT, SEBLIm ARG &L
Bim . SWAPHF AT H AL+ < Bt A BB L85 R
PegIFNIXA 57 TINAsZ 6T 5, FHHBsAg T
B R A s K S S

NEW-SWITCHA 7t "2 3% [ 57— i 4 [FH & e
BENLIF BT 7S, %A X NASIRIT 1 ~34EiA FIHBV
DNA < 200 IU/ml )z HBeAgif b ) &3 ¥ 52 PeglFN
TBITASSE, W SIILE I THBsAg % (16.2%)
FUML I R (12.5%) , fliHPegIFNRTHBsAg
/K54G E I HBsAgE R R . %0 70 Bos &
ZEHBsAg < 1500 1U/mlist i fHIFN, 697244 5
HBsAg << 200 IU/mli} 245 IFN, HBsAgiH K11
B FROME 51 %, 177 H A A TE A 28 35 B 14 Pl U A
N95%. %M FTIE KX T-48 A AR 3K 13 HBsA gl
MR, AREIBIT ET2~96E, 1 48.3%H ¥
RAFHBSAEIH R

TENASPUR FFIRIT AL L, P IFNIR T ]
i T 2 f A SRAFHBsAg N [ L BR, (B IT30% 1)
AR I R SO, AT E DR R B 2 S R ik
fith b3k 2] s HBsA i B F AT f5 it — i 7t . (£ — T
Z L ARESHFFL ™, 1756 HBe AghH 7 (1484
WIRF B, BeZ24FETVRZGIRYT 5141 @ 1AL
GNP (BLE24)5PeglFN-0-2a 180 pg/J& B4k 4k
ETVIGIT) « PAHRINEE (FEIRIT48FES, HBV
DNA < 200 IU/ml, {£HBeAgiH2k) K2 ETVIIE
WBITRT2E, WITEREREVI24/8; RINEE dk Lk
ETVIRIT 2968 . 10IT48FN, Bea H 24N R
H19%, TMHZAHRNEZN10%, PHEEHBeAg
MIEFFEHR (17% vs 9%) « HBsAg < 1000 TU/ml
Eefs] (28% vs 18%) FTHBV DNA << 20 1U/ml L5
(61% vs 50%) HIZERLG 2 L. Bea 2224
JE A4 JE I} ()5 75 AIHBsAg . HBeAg N [ 7 HI k%
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B3, ZWFRY, A IR TT I s P R A
HEFETVAIEL, HBeAgil k= K HBsAg | &R H
=, AT R HINASIE YT ITHBeAgRHPE B 111524 .
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HBeAg i3 % #5455 L)k HBsA gl B 2, (B4 75
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(48l 15% vs 5%) , B HZ2H0~48)5HBsAg
TR (-0.4 log, JU/ml vs -0.15 log,,JU/ml, P =
0.005) . A 2725 I 26% % HBsAg | %>
0.5 log, [U/ml, TijxfHEZHA A 8% (P =0.038) , %
W FEUESE — B SR T4, BEA PeglFNVE YT A fig
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TR TR BIT NEAMMES, XX R KL FET
MFRIBIT A N TR
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HBV DNA < 1000#% Il/ml HHBsAg/K-F7£100~
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JTA8JH, H—HYkEENASIRITA8E . 45 REH, X
7E i PeglFNa-2ai tH I HBsAg < 10 1U/ml (12
), Aok I HBsAgl 4, 541 H 3 I i 27
i, At —SiEsk, SR ANAsHE,
B4 R IFNA B THBsA gl R % A G B 2
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B i3 K HI TDFHK & PeglFNo-2ai5 7 16 i J5 5. 11
TDF%48JE, CZHE7 ¥ HPeglFNa-2a 48), D
BHBHTDF 120/ . 4R1EKW, BIT48RHE, A
HAEHBsAg/K VT EEA NS, RIFHBsAE R
MEEEZ, UTRT2E K, A4HBsAgiHRE
(9.1%) & THANZH (P < 0.001) . fEiZHf
FIERKIN, HBsAgIHFR# )W T 77 & A PeglFN
PRITH, HEKTHEBERT T SimtE, BE
BT 48 )H I HBsAgiE bR W3 = T BK& VR IT 164
(9.1% vs 2.8%) HiPegIFNFZ4I5I748 /4. Hi%
WA HBsAgIE bR 2 NAR R A 3, Tosiil
HBsAgif b DI L 2%
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BEPIH-HBs (> 10 IU/mD) , i%8F 73R L
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SR B HEAE R R B E R &
HBsAb > 300 IU/ml, 743/ H UL A5 25 0] GE 5 %
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B SR DML 22 e R T v . @ RT AL 4R 4 Ak oy 1 I
RIED D AW RN B MEHBsAg/K T AK,
JF 41 2 Ak 53 1 e 99 4y iRy, HHBsAg/K ¥ 1]
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®{XHBV DNA/KF. HBsAgf) H KGR KA

57

45
Z_:Sl;

HBVEHIAEIE S, HELHBV DNAKK T4
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