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Progress for treatment of chronic hepatitis type B

[ Writers] Wang Hua-li Yang Yong-feng

[ Abstract)

chronic hepatitis B, which is epidemic around the world, is a disease that threatens the health of human be-

ings. Antiviral therapy is the crucial treatment that minimizes the possibility of serious liver disease happen-

ing such as cirrhosis of liver, hepatocellular carcinoma and so on. At present the generally accepted effec-

tive antiviral drugs include interferon and nucleoside analogue. The present situation of antiviral therapy is

that the continuous response rate is only from 20 percent to 30 percent, antiviral resistance rate is high and

furthermore it is easy to bounce or relapse after the patients stopped the drugs using. Therefore, it appears

so important to assure the timing of antiviral treatment, choice of drugs, the aims of treatment, the evalua-

tion of treatment effectiveness and the definition of termination.
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18 Z B BT 48 ( chronic hepatitis B, CHB) & —
MEERMALBRORRE, EHAERT, £
60 Z A, 2520 L NG RBRE R ERYZHF
# 9% 7 (hepatitis B virus, HBV) , 4§ HBV 4%
B T 88 1L #0 BT 40 2 7 ( hepatocellular carcinoma,
HCC)FET-% 50 5 ~120 A4, REREEL
T EHER 20 FRELBB-EHWES, A
B4 HBsAg P £ E M 1985 #9 10% T B K
7.5% " [EREH L ZIFRGE 50 7 ~100 7
Bl VURBIRITRB SR JFESTERRER
LR REBT, BHANERMN N RELGYEET
WEAEE (B) XY, RELGYWRITHRE
DI LA 20% ~30% REWGRE, BEHE
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BEARBBEEER. BAXt CHB WHLHERTFH AL
HTER Y I E B AT M B AR IR IT R
RESHAERBBANEE,
1 BIFHNEE

CHBRERLE A A3 HRE . ARWZ
M eEERY EESREEHY. REHZR
BHFE SR HBsAg F1 HBeAg M R BHER
FREEXAEREREES . RREEEREAHESR
ERBEBEBEA—ERS . FEHFNREFED.FH
HBeAg FH 4 #1 HBeAg FA ¥ % f 1% .. HBeAg B
HHEEREEEHBRE MERERERRE—
B ;HBeAg At AEM FCRMA -C RER,#
ERZUENFARRAENRRENRELS. 3
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1% 3 B K & ) 9 89 %% 5 & HBsAg 1 41-HBe FH
t ,HBeAg FAtE R ERBMBAHE, FARA XK
HRMEIRFEERIE . W 5B 2 5 & IETE 3R
HREHBAERARBET EREERBET
MRBELPETER Y. ETHLIREREEH
(ALT) <2 X E ¥ EHK CHB BRE L FEEF4AR
RIE R A AT, B 2009 BR BT REBF 52 % &
(EASL)# B RE{E T CHB HUSm Z I8 0r a0 174K, B
HREf#& ALT > 1 £ IE % (£ #1 () HBV DNA
>20001U -mL™' , BEN % BB BT, W T
HRRIRESFELG B E HBeAg HEM B &
HBV DNA =200001U - mL ™" B 4 %5 14 47 ; HBeAg
FA 4 B9 B2 & HBV DNA =20001U -mL™' BB E 47
BRI N TFREEHNERAMRERSHHENR
EHFELSE EHABERENERLE, THT
wmEaRTs,

2 ARTHYNEE

CHBHAHBHRITEIERFEAMA: FHE (In-
terferon, IFN) #1#% ¥ (B2) XY, IFN B—F R
AR EEAMEREF; ZHT CHB #34
5T . BRI L 8 R PR, 3& & HBeAg FHIE M
CHB A BT EB KA (>2FERE
ERR)Fif & HBY DNA KF 8K, BZ B
a F # & (pegylated interferon alpha, peglFNa ) {X
FERAEH 1K BEFRATEETHE, HBY
#HHE A M B X} peglFN [ & BUR MR 4F T HBV
B C f1 D' ; peglFN-a2a( Jk & ik ) #1 pegIFN-
o2b(fRABE) ZE HBYV IR N E 2 W MIT BOFR
EREx£RY,

H—®MEE (R XHYERE DK RE (lami-
vudine, LAM) , i #8458 % (adefovir, ADV) , B & K F
(entecavir , ETV) | # tt, k & (telbevudine, LDT) , %
#4855 (tenofovir, TDF) , LAM £ & 28 % E FDA
HAERIT CHB A Y BB ENRARES &
FEBEER BVIT-FEMAEREERR 16% ~
329%™ S EBEERTHEMEK TN, B4
#im15% " ; ADV B4k LAM 2 f5 8 £ E FDA #t
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HF TR CHB B H (BR) 2259, HXT B 8
18, 5 K84 2 U 3t [/ 9 38 Xl 25 02 A%,
A FF LAM Wif 2549 CHB B &' H ¥ E ik
F. ETVEHRMEAEBRNRRERTREY.
LDT BA & s # HBV DNA MfEH , B & &
K HBeAg M EF B FE., HIRBREANBIBRX
400 ~800mg MR HEAB EWM B RHH" A
5 S5 )L B2 ¥ B ( creatine kinase, CK) #9751,
%R BRIH HBV L H LAY M — TR B &
7Y, TDF BRINAEREEZKM A, £ E FDA #
# TDF £ CHB ¥y7 —R A% WUE B HLIG
KRR BRKZRTERS (ADV) EARK B,
H i i tn B g b 5 (emtricitabine ) Xt HIV #1 HBV
HHEMHEMR, BB/ MERT HIV 557, B
REEHMR=EMS, - RRE A, T
F % (clevudine) I R B BE& 1L,

MELBENMETREFEALRIE, NE®ET
WEETF THRERBITENE S, TRAKTE(R)
EUUMBIT. I THASFELR HCC MR LXK,
B EERAXMAFTHRBEHDRABTHES
Wif. RULBRTEEXNERTRNEZERNROR
FEWALR B ERETUEFFTHETESE, AT
RIEBREMTMER EEREENEY. X
LAM #E 4 7] # B TDF, &t A TDF, =X #% f TDF-
emtricitabine 8% ADV, — ¢ R FH ETV!' 3¢
ADV 7 25 7] # B TDF-lamivudine 8% # TDF-emtric-
itabine , B 4% L 7] #: F TDF , {E & (K57 SR 1),
KARITNEREREERILE . AHBRER.EX
XL S 25, HPH IFN RSB HFLEUD .
BHEUYRSETRUY BERUDEKS BT
MAEMY., R KM, IFN-a BEEBFLRUWIBIT
FH KW YMDD R R4, HEM M ENE
' HAbpy %A LAM + ADV Z ETV + ADV, —
#E R LAM + ETV, LAM B4 ADV 897 7% ALT
HH#E DNA AR REWHA ADY iF  HIRERH
RAERE",

T A HHMERE CHB HLmk BRI
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3,0 IFN RES AT HEBEAIH CHB BEMH
R WRIT, JT UK, T BAR FHHEREIT, T
FI LAM 38570 5t F R B AR 5 BBy CHB X &,
KA B R BB %KL BRE B (hepatitis B im-
munoglobulin, HBIG ) Bk & B ¥ (BR) K BIMG T A
%, 90 HBIG B A HH (R KUY B A —F 58 Hh
BH(B)XMYBEARTMERSERBEMNT
", HBV/HIV & e 3 % 56 & TDF + Bl i1 3%
8 TDF-LAM, {1 HIV W EH ZRMK, 7T A ETV
PR IR peglFN R 2, (EH KA %
58", HBV/HCV M ye 7 {5 F pegIFN B4 FI 2
FK, IR T SRR B) HBV-DNA, 7] R i #%
H(B)EXARBTY . FTRBEZRENMHZ Rk
ST B E R HBsAg, i1 HBsAg MY, #E— 1
#il HBV-DNA, i1 HBV DNA 7K ¢ >20001U - mL ™", 3t
BLRAPRERT HERTEREMN6 MR, W
HBV DNA B+, 7T F LAM &, LDT % # Wb ( <12
™A), 5 ETV 5% TDF Bips, HZI7F R e
HAFER™
3 R BER

CHB ARBHHNRERERMER, U REHK
K & % o (] 4% 3L 4 P-4 26 4R DNA( covalently closed
circular DNA,cccDNA) , cccDNA 2 i F 41 RNA
MERER  EREREBR R NRERITERE
FERSTAEXBEMA RFRERAVEEZR
Ko BRI REBT LA L HBY DNA £
F 2 cceDNA KPR K Z DT IR TR E
MFHEMRBERN,. WFBFRTEARA
HBVcecDNA MR EFHETER CHB E EHEE
FR™, Hit HBV By sy B R AR ER
HBVceeDNA BREAEME BWIANPREY
HAGEM KR HBV DNA JuH R cccDNA, B
BUSLH BARRA B R R A W, S 2 1k
U AEURFEL T RERBMETHRAE,
MTZE K A R B R A AR RE,
4 ABTFHENHTEHN

X HBV 8 34 34 7 BOUR 60 WA 35 i 7 2 R0
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[ L ¥4 P4 4% A& %% % B ( aminotransferase , ALT) & % ] .
B N & (HBV DNA R {6 T /R, A+
HBeAg By 554 ) AL ¥ N & (FH %MK
HR)ERTELNE (RENERRES A EREHR
KA, MFEFXNEBRFHREB, EINFE
WRIT— M BEIL B 40% ~70% , ALT K ¥ B 1] 8 K
BT i 4 5E 18 30, % HBeAg B/ B % K ALT
RAER X ALT BN EEFE—EHHIL,
BEH—MARLBBUERRERPEREN
ALT K ¥ RZEIEH, 5H 40% ) HBeAg FH £
13% HBeAg Bt i 8 & FF A L 7EH B, ALT
BIER{E7E 30 ~50u L™ B AMBEIREE .
FERE B & MU BEIRIT, X MR R R, B4 <
30u-L™',&# <19u-L ' EAE ; — ik K ALT
AEEHMIERF M imBE TR BB E F. HBV
DNA K T B3 HBeAg Il 1§ ¥ 5 B R HUR BIAST
P EE M I bR, HBV DNA /K- £ 2 R BF & SE
ES THEREF 41, HBeAg [ % B HBeAg #Y
1% % F R R VUR B R T B R EET . A
&, Mm% HBV DNA Rl Wiz s LI G — , REE
ARG — BRI T, AHENEELH
#H 2 1% h 35 B (histology activity index, HAI) 1 il
22 B EREFELTEIREM, URERT
WEFRERIEES, EEFF R, HREA &
PURBIRITEREM 6 ~AFM 12 4 A X CHB &
HETFFFRER, R BRI B E HALF
Sy, TR H K AE 4 B E HAL WL, BE
BRI ES HAT R EFFELTFIHRGE—B
e, ElE BEAFBER,BRE THRENE
FEWGRE R R A . B, ALT E % R4S ¥
BE X FHRAFBRITBEROTFNREEARRIE
wEE.
5 AF&RMRRE
FECHBHRBRITHIBRP HREFNE.
HBeAg il ¥ 5% REMNFEAENHEENEE
BIfife, % HBeAg FRYER B H KU, | % 1Y
HBITR S 2 HBeAg WK T A ¥ anti-HBe H 3,
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