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[ Abstract] How to choose and use interferon (IFN) and nucleoside analogues (NAs) to achieve the chronic
hepatitis B the treatment goals, and the mechanism and characteristics of the two kinds of drugs were investigated. In
order to gradually achieve the satisfied even the ideal milestone, it needs combination and sequential application of

interferon therapy at the right time through evaluating and monitoring the changes of HBsAg and HBeAg quantity.
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Reasonable antiviral therapy could improve the efficacy of chronic hepatitis B to the maximum extent.

[ Key words] Chronic hepatitis B; Sequential therapy; Combined therapy; Antiviral therapy

20124FEASLE M Z B %6795 & Chepatitis B virus,
HBV) LS R IE PR S e dia B R Y T B B 28 7 1Y)
AR 45N, 20154 I A AN HE w T A R 48
P Z % (chronic hepatitis B, CHB) HUJiER1AIT (K134
M BAER S TR S RIEEA L S, R 20154E
% E 1B MEHB VA A B L IR T 28U ia 7T H AR
A48 N FOFAKIER, PUNTEAZEARRZ SONRRIGIT M
FE S, UREPURRRIAIT IR AR B EY, HORRERR 2 Ix A
My BOiRIT e, AURIA RN T — & HARBUA S| — 2 ML,
HCSE N HERR 58 UR0Z N B ARIMT B, HH U i OR 2% s U
HARBMT R G 2, LUF NS FLsvs o B R

DL E 48 B 5 & NV 9T B bR AR I T HLAR S g
HBV /B G G 4% il B8 T gt 48w R R B, R MU %
HB V¥ 57 1 S 28 65 R 3 AR W 5 36 0 e 2 i e #2138
I H B AR T BRI B IX B B bR A R sE
DLRINBART™, 4 S UM A 5™ ) RAE . L 4R b
BB FAL . WP R T R IR0 T Th B 5% 40 R0 I RO 1) A7 100
T, ZHEEFEMAIPOREIRIT AT E A R R
SRR PRI BARY. BT, HIHBVA MUtk
Z3%) (nucleoside analogues, NAs) FIT-#tZ (interferon,
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IFND i TR HTHBVIRST I 8 5 . IFNFTHBV (1)
BARAE VBRI AT M A2 R . IUE 2499097 CA TR
J G T THT A UIE 5 27 UE 48 14 AN 78 4355 77 18 7D R 71 R 52
FECT BFRIT AR AR I, A LR T VAT RE
mERAE, HIbHER T —2E BAGHEMBT. 2]
YR YT T 18] ZE AN 2l B 19 0 5 5 T ) A A E R 9 LA R i 24
JE ARSI T I R RS . LA %N T R AT GE BUvE E A
TR AWM EFEEAR S, BFE2015FREEEEN
ZANEM R Y YR ERERAEFEHRE RS
(entecavir, ETV) . #iffadils (tenofovir disoproxil,
TDF) 5{% 2 — ik (pegylated, Peg) IFN!*L& MJyrag.
fif 25 22 3% 2k A bo A5 AR B H RO AR HH B a4, 2013
A ] [ SR Ak B S IR R AL 58 BT (National Institute for
Health and Clinical Excellence, NICE) #5755 PeglFNAE
NPUREIRIT R E R SR, B AR R T
WIGE— 2R 2D IR, (HIX L 244 1y B A dde 43 A B FH o s
FER AR, WA R G E Gk B AIE A E AT RO
RYURTFAY NG . &, ReMEBE—ME
7 E BRI PR R 23— B i e i )

—. NAsZ{RBE LI AIATT B bR e L4

FERFEEARGIT BAr, BVFEFRR S0 A iR F 697
HLF, B MEHBV A% (deoxyribonucleic
acid, DNA) E&EFFEACT RN TR, HIhae k& IE
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W, PRSI B O, I E A 4 b R Z AT 1R B
W— B R T, AT I BBy 1k AR AT 48 . RELE AR
DRFIhRE RS . AFREAL A . FF4isE (hepatocellular
carcinoma, HCC) KHARIFRAEMIALE, B35 BE WAL
R EFEK AR (], 76 B HBV DNARFEAR TR~ R
I bbva T BARIEARTT LA R, KT, J& B ACHBIRIT ik f
Wi Gk B 1) B AR

NAsEH T W Mg, HARE, SadiHHBY
DNAEHI1I1EM, METVAITDFIG KB 7K E, 90%LL E
PINBEE IS — 5 B A 7697 AT IA FHBYV DNATK TRl T BR
(rbsvte, AT AT DASEERBE A (3697 B AR FE R R A i
G T, MANAsZHEE TR REARRIT Hir. A
U, EWETVEKTDFEEX SRR AL, PRIE . AR 24 (4% 2
29I AR ORIk BB A G TT B AR L 29

AT TNAsK UL, EIRFNGUR ST S 2,
TRIENHRGI 25 5 A E AR IS, SR4lRiH PeglFNYAYT
KSEPLIX— H bR MR WARKT B, W HAE AR AR
K% SR AAHE . BEART T ARG 7 A HIARIENYR
STHINEE BRI MERYT, B2 B A 1R E A KA
BIARIT I RS AR G YT B, AR T EEYT. [
BF, BT S FHIFNYR YT SR R MK, 7EZBIFNYRYT
TCRCFOES 43 FFE 28 REFR FE R B AR, SRS FHIFNYR 7 A4
TFAE 175 0 2 2 a0 D EEE I 26 A U™, i o4t FH IFN
TBIT RPAFIX 16T BAR A&

Z\ WIENASIRIT TR IG T GG F 4 H IRt 2 4
TRBE

NAsTALEAMRHE R EHIRIER, REAERIERR
B bR 8 T REAEAE — 8 AR ER, (ARG RS &
EFME AR T, B —i 5 B e N A R
K15 LTI 4 Fe i il (hepatitis B e antigen, HBeAg) Ifli&
S, R T R R RD R R AEN LR B &
P — R EREAIIKE . BT BN S R T R BR
SREAEA, M FANASIERIL B ARG, HUAESTHBVER M
5o I RAZHOCFREIB B AR e, 5255 2 HUEH R
SR B, PANASIHITIRAEIRSH R REIT HbR, S
PAFIAERNARIT HAR, K0 BE IR /e A IR AR A SEIL
fE™Y, BERKHREXRERTT, SERENREHF AN
B, YA RGN, ARMPERRAR i 24 RS S
o, Rk, T 28R S UKENASIEIT R B4l s
BIHEANEST B bR .

BARBEAERE SRR, BUBMIFNYRYT A R W%, HZA
TRE L FRIFNVE N — i 2, R i T H B A s iy
ER, 4y B AR SEELEE AR AT BAR, EnfiE—
I R B EAANRIT B, MBI LA A RYT
FEIRAFAE A 2R 00 T 4 R i Ao 10 B U Rk,

FIFNVEIT X TIENVE ST A R NS f i

WIHT BT SR FHIENYE TT A 2%, T HLAEH
53 I JE I )8 458 B BRIFNYR I 7 J0 R 28 % vh B 4 FHIFN
HINEFFEREE R S SEE KR, Fit, PIGE
FEEAAE FHIFNYR YT AT B AVE B, 7 ZEAEf FHIFNAT E[H
SR EUE 24 f 48 e SR P AR IFN G 97 XU e m o7 3. BEAE
IR, IENYT R0 B B i Bt . TR RE R
¥4 (alanine transpeptidase, ALT) 7K°F. 4E&. ME57.
e, WEREERIAY . REEAS . ERE. R BE PR AN
FFREAL S5 22 Fh DR AR SN2 255 B0 sl . MR R
Jod 2 R A S — MR R OBVE R . (BB #EiE . ALT
KPS R 7 BT RO PR S5 R R AT T3, $m s i 1 2 th
I PR TRR$% B IFNYT 3

HT SRS ERERRRES, WEHX &R
AR, WUASRIERGIERAEERE, Bl THREMEXHUR
KA SE— R _E HBVE: R e 31>, [H
BT IENH il 25 S i E SRS, % T sl dp i B e
HUR FHIFNYE ST — ARAR ME DO PO # R, ARG X 8
B RRE AL T8 A BRIT G R NT RUR A

H THE B AR S i 2 A R BURERRYT, (R
FRIF MR B EFANASF RS TIMRIGIT G HRET
BT, $ERTENASH JUFFIIKHBY DNA#RE 5, TIREXT
TR R R BN UR S STHB VAR 57 14 S i 52 HLEF
M. BRI REENASTURBEHRIT VI, BEALTS—
EFE . [FB, NAsZh B BA EUF BIFNIG ST ELWIdh
TFNYE T 82 TR A5 50 e b3 s s R AR AR, 3
P EEE TR B AR TR X HBVRE R 14 G T e
BERFRRE s, IR T IFNAE F B R 4%

RIE, 2 B ] DURI) I N A s HREE A5 25 3k 2 AN A
KPUE, D G A AR AR 57 56 32 401 i S The
MRS, A HECETIFNIGYT, AR T IFNAE R P fE
RORARD, N4 R T RS . BT R BRR&SF i A
WO R R EAE . % T NAsT] UPE & 3 R HBV
DNAJE &, [F#fOR T EANGTT B AR SCIHHHEER TN
P EE AR BRIFN TG R 2 58 72 B AT A7 I AR A %
AR AR o

B RKINAST HIFNIT B E R FIFNF 5
NAs™", HERNAs R 35 808 J5 A TIFNE B0 & 4%, i
TE I3 7 20 8 AH X 450 v I B4 B TN R 7 AR T IFNAE A I
KA. PRI, By # a R E TE JA BIFNYR YT T S ik
ITIZHE RAYNRTT, R EE 80 PR — g K5 F 5 3)
IFNYRIT

=. NAsHIFNBGRITH A B KBS

NAsHUHR AR AN H SIFNAR, G 5EER, NAs
JF BB TENST 200 25 A1 5 FIN AP L] BAF#(ICN As i 25
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K, BREVRIT T LAE SHBVE T M sh eE ik £,
W RECEVRIT M s AR o, BRERITK
AR HAAE T B FIENR 7R,

WRPWPEE BT IER RN R RI, NAsIRIT &
HTEMIEHBY DNAK TR R IR )G, ALT/KFZ#ik & iE
W, BRSO AL AL 2B IR, i 2 HUE# HBY
ARSCHURIETC I kD, P S DU PRI 2 R 2 7 F) s 20 7
SR HBVEL — & & [JHBV DNA, TAARTILF T 28 9 52 S 2
JE I ALT /K /& TMIENG 7 R0 — A SRR =Y. NAsHil
FREEHIEH R, KPS ZERAMEFHBY DNAR
SARTFASIN T BR 5 PR AR AIE 2 25 ¥ 3B 1T R 2 52 i 1 J5 ATFNAE
FEIRIE. Rk, BT ERIFNFRS A NAsHI HU R H
IFNIRIT )T 30 % e R e gi it ™Y, MINASIRTT
BB A TR F T BIFNIR T M7 2™, MoK e
AREIFRE SR, F, SFIFNEIT A EE, IFNM
B =@M B, BT S R AR SN, A B
BB E e R LR, R B NASH ZHRET =
Al REFCIAIEN f5 4k 4F F B R ¥, BN S /E DI HBV 52 il
FTmERHZ.

HUEUAE i A HBY DNAJK TR R FRIF A TR &
8 F R A% J5 RIAT DUSE FINAs. B H T IFNSM )% 35 5 H1 i 4E
M8 Hi% 55, 15 HANAs/E & Z %) NHBV DNAK &
B, W TFRAIFFANAsE R E RS LI EE, &
T B E I ANASIRYT, LABTR TS AR S RE AL IR 52 IFN
YRR BB SO -

IFNA & B — e fsR s 2 H E R, M
1 3 v ReH A T ENASTRYT 5 I TIFNIR YT, HETEIFNAE
EERERAR, MNASEIREH T HIFNIATT 11— 2S5 5k
H, Hor BFEATLEVR YT WM HHUHBY DNAZL & 1 e,
PR FF AR R R R BIRN TR — R R 2 .
IR, R A7 B 8 A A T LA X HB VIR 57 1 628
THRERIVR S MR BEIENAE F S 4 R 45

BRI, S%of T8 2 8 2 1Y) AR 3 TE A3 TP NGB 7 I A7) 75 2
TRSeAE FH - BEANASIBIT, LB ASRETE 6 1 N 1A B R A )
TR E BRI S IENYT R0 HE 5 45 HA BIL005 175 L T AU o

VU, & E ABEERIIFNIGST IS B & I67 Hbrr 3
EFR

NAs/F B BCATFNRTT R T S IFNST AL, (HESSEIFN
BITA N BARR, Wi, PR imE & G IFNG
P N TIRYY, R AT BB A CETFN TG R B b AT K U
SEEGMEIR YT IR OSTE H) B, RS AR vt T ARIFNAE
MRS, (BRRT BRTX PR EZ, [FEZ E A
B AN BTN G — B M IFNYT 3K R 35 Ak 2 55 TR R 1)
PR, H X 2 R LRI AP R TN TFNY 7 28 A e Tff 1
HARE . Wik, JIEEIFNIRIT Z AR TNE & N8 W]

BRI 24 7 iR A SRR A 3ty BT R g i
J7 R AR R U1 T HB Y 2 [ AR 540 52 5028 46 LA 2 IFNTR
T IRNFECTS, R s 1 JEBUIFNA T, 3kt i i
AL Z B BRI [ 2

BT R H bR, R CHBZ T — & M B HU
FIRIT RS NE 2 G, EF L PUR B IR IT IS L
T, BEUSRFS4EFE iR RES, BIHBeAgPAt: &
HILHBeAg ) I3 2 e e IR 4 Fpm 85 M % . ALTR 58
HBeAgPth SR # i Fpi d 2 % . ALTH Y, X—Hirm
LT BN PR IR T 2 5 B R 5R K 1T
ST HB VA5 1 G 2 4% il g

BEERF B, NAsRIE it A (8] v 97 7 HAE SRS
HBeAg fiF # 5 G 2 fi 2 Ba S ala g Y, |
AN FINAsZHUEE R RIS B R YA YT B AR, MIENIRYT
BEORA RUEE XD . (A HTEF IRIR YT IR 4R R B 11
TR R, R ABE] H AR SRS HIIFNJE 2
NI —BIA ] HAR, M SEEL R a7 B iR

Rk, ERX—HIRHEE B FIFNS BRI . T
WIHEHEARIFNIGIT I, NASEIG RE S BT HIFNVEITIN
—LERIF T s Y U HBeAg L& 2245 e R FTHBsAgE e,
PRNASYRTT G i B M e Bl T iR m & &
IFNVRYT, #E—50 B 5 RIVI4EHBsAgFIHBe AghH X H 1
BT SRR EIRVATT BRSNS IR IIFNTR YT
I FEH I HBsAgFIHBe Ag s T B 8 — 7 23U, A
B HBeAg I S R AHBs A MG S 3, $R
HBsAgfIHBeAgIe/K ol ik B8 3 BATIFNIA YT 7] LA3kAS
KPR I e 5, G S TFNYEST

SR, FHFAEFTAE NASE IR BRH ARE A TFNHE— 51697
TR (VAT B, BENASEIG B B4 BT HIFN
VAT IR SRR S, AR I NASHUR TR IT 834,
HA fEHBsAgRTHBeAg/K T HRI™ 4 4 ez [ & T b
(IR J5 SIFNTR T A4 0] B 24 5 2 ML 3R = 1R IT B
brs HHFTORBLEELE 7 BT 5% 995 B A% O B e /AR v] LA
FHMIENST 7, A 4T R IG: 7 i ] 3 2 W ) A
AT 8 FIFNIRIT o

b, X FNAsZEEE, &EFWNHBYRH bR
EWE BRI LU B S S TFNIRYT IR, 7E38 B AL
BEATIFNIGIT T 70 RIENIIHRH 87 A mItE, &
BHIIRBEA 16T, SIS MIHBY R iR S ERL, 7F
IFNVITER KIS, T HINAs, JF3IE RMHBYV DNA
WEAN, X THBV DNAZ R L E -7 8 7 2 EEK
ANASIEIT, B 14 &3 i T IEN0 5 35 & 1A R
BRI R

Fiv EEABLE KA 2 RIFNG T ATIA BIRRIE &

AR 6T H b2 fr et 2 BT R &0t — e B Be it
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FEIRITZ G, HUIHBsAgH R H & MiE %, e
1LYBIT Z R R AERREFIORAS, BRI PRYE .

MBI Z BT 1 SRR RE MR E, ST TFiE RS
57 EFRRAR B, FHEF0.5%~ 1%KSHiRiEM¥EY, m—
S/ NEEAHI T R IR 4 JoiE B HBs A g5 iy HEATIFN 487 1)
T T, JE34%KI ANBEAT SRS HBsAgIE R R, I HERIZ
o3 NBEIFNTRYT sl N S5 R S N se B AR, 220 e R 30
HBsAg< 200 TURJ A FFE5 R 58 AR,

Rk, R CARBWHRNIET B AR, shaEN
HBVRHAxE9 ¢ 828N, W RHBsAgEIFNYA T i f
BEATHE R BB F-200 TUTK &35 w] 4R SRIFNYR YT Bk E 9T 5 3
IFNJEIT, DSASRIS BARRIGTY H bR, WS BIRRIG & .

H AT P8 r I IFNAR AT FE 3 48 . SR, I
R B Y RIS AT R ISR R e R ) H AR, [
W, BB H AT R AR R BhR, IAE B ERAE A
SRR AR R AR AP A R 5, LR il
HBeAgll i 543 25 /b 24 ) _FEkiHBs> 300 [U/ml/5 F5
IETFNYRIT o ST RS T RE N R TR B B AR B Bk 5
B FrBof [R5 R B A 1) B BT R B R T Pifk (hepatitis B
surface antibody, HBsAb) &N HHEREIEHTRRE R
R, EKITRRRBONE AR, KIS FIRNIFN
1BIT A B2 S EWUATFNZ A T s m e 7 sk 4%, [
BT TR TT T RRgh Bt SRVA YT T 2P PR AS R R
BIRGE. PRIE,  Gn SR S e AR T RE N M AA BRI B bR
REIT 52 4k 2697 BA YT JE BAVE AN B AR, T DU
IFNJF RNASHERRT 2L, 3~6H G H-H B8 SIIFNIETT .

N~ BETE

Bz, 1B 2 BURTF 4% (1R T BT LA FH S Ui 24 11
NAsHT GG IR, RIEEARET HARSel, @i
B2 RS M HBsAgFIHBeAgiE B RIS Y, 7E3E & HIN
HUBES T BIFNVAYT, EIFNAERUS 7 HIFNGIT, AR
L B)V89T B bR 25 FHIFNE 7 BINAs/R 0] fEHh 4ERFIFNTY)
TR FREATENIRYT I B4R SLIFNTR YT, AT IE 5 18 335
BN EEHANET BAr, RAIRE R HEET,
G T S T3 R VAT I HITHBV & ) T R R R AE
M LA T30 28 BOH R 4 G2 VR 1R F T B0iR T I TR AR K
JE K B A A R A M EIHBYV E #I T RE 5 R TR
SR B B 52 8 PR AU 2 A2 o) 24 0 T 2 PR B 4
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