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Abstract

Hepatitis B virus (HBV) infection remains one of the most important public health problems world-
wide. In recent years, with the continuous optimization of antiviral drugs and treatment strategies,
some patients with chronic HBV infection have good antiviral efficacy based on Pegylated Interfe-
ron (Peg-IFN). Some patients may even be clinically cured (hepatitis B surface antigen (HBsAg)
negative with or without hepatitis B surface antibody, HBsAb, HBV DNA is undetectable and liver
biochemical markers are normal and HBsAg seroclearance was durable. The risk of adverse events
related to chronic HBV infection is significantly reduced, and the long-term prognosis of chronic
HBV infection is improved. In addition, with the continuous clarification, improvement and opti-
mization of clinical staging diagnosis conditions of chronic HBV infection and the change of diag-
nosis and treatment needs of chronic HBV infected people, more and more chronic HBV infected
people pursue clinical cure, so as to improve long-term prognosis. Therefore, this paper intends to
discuss the current research status of Peg-IFN therapy based on the clinical staging of the latest
chronic HBV infection.
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1. 5|

EH, ALRR[IRIESER 2022 A5 1HA 2.575 (NG HBV, 43k HBV HJiAT % 3.2%. 43K
S5 2 W 22 NG TT 2203 il A 14%F0 8% 1 [ (1) HBV /AT 2N 5.6%, HBsAg FH % Nk 7974.7
T, CHF RIS W RAIT 55 3 24%F1 15%. Ui B B i [ Py 75 2 4Bk 2 RHT 4590 10 1 308 ™
H o B F HBV B ABEHUR BER VTG NAE . DU 25 S S5E SR I R VA 82 H AT B A . B
BT HIPT HBV 254 3 B W5 R3S, A1 (R) 24 25 (Nucleos (t)ide Analogues, NAs) 1T Z (Interferon, IFN);
NAs FZHHIR R M 177 IFN U T-Hos S AR TR R ThEE[2]. NAs 1E Ry —Fh sOf S B i),
AT E AN HBV ME B PUREAEM: 1 IFN FEy—Fp i, nlidid Bus ez 4 ree. 2
BEA R F RIS . S I BEOE 2 S SIE AR Z RN R R M ER T HBY & s, it
AL ) o e 1A H 25 AR F[3]. FRIE H AT T CHB B#FHURERIAIT Y IFN FEA RO R+
P (Pegylated Interferon, Peg-1FN)FIEid IFN; T IFN 767775 PR £ BY AT 2 0% 2538 TH P i (Hepatitis B
surface Antigen, HBsAQ) /K- 7 TG RIT 2w & s &0 i 52 T Peg-IFN Y697 W SRR IR IRIG B . N T #Em
GPRIA B2, SCBRIEITUG, PUREEATT KIS IEEAR e 5ok, thoh, N THM, 184 HBV R
— MR o AU, Ay AR BRI S SRR IERR . A EE S 2], Rk, ACSCE IR
AFIEPR 7 1312 M HBV B e 35T Peg-IFN HIIEIT LR .

2. 181 HBV BEpIGK TR

RIE O R M [2)4R 18 PE HBV AR 70 DU, 2dlid: Sulem 323l S peifBRibl. o pedz i)
AEREBIY, 2 HIEARRFIE 21004 1 o
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Table 1. Natural history stages and characteristics of chronic HBV infection
= 1. 181 HBV BB AT HA R FHIE

HBsAg HBV DNA e
(1u/mL) HBeAg ALT JHE 75 22 27

AR (1U/mL)

HBeAg FH 184 HBV JEHL

4 7 A =AY I
CPETZ I, 1B HBV S8 A) >1x10 + >2 x 10 <IEHE LR THIRRIERIEML YLl

HBeAg FH%: CHB - . A UL SERSE
BRI G ) * * v REERETR USRET 4 (L
HBeAg [H 18 HBV JEL o s
GEEEN. ferebsi. ax10° - - cEgpLp  UHRERIE,
JE3E Eh M HBsAG # IR ZS TH AR AE

HBeAg FA 14 CHB - . AR JORER AR

(21 + - v FEERET R4 AL

VE: LBIIF A E e PUE: Hepatitis B e antigen, HBeAg; Z AT %7 DNA: Hepatitis B Virus Deoxyribonucleic
Acid, HBV DNA; AN %EF: Alanine Aminotransferase, ALT; AETEZI1E HBsAg 4R : Inactive HBsAg Car-
rier, IHC,

3. FEIEKSEABY HBYV BE ET Peg-IFN J&ITIIK
3.1. HBeAg BA1¥ CHB BEET Peg-IFN HiRETH

2022 E AR (Mebk BT R BIRTEFE) fEH, HBeAg BATE CHB 4 p ik NAs #HTHUmR 8177
Y B AT R Peg-IFN JAYT[2]. T KB 50[4] [51% B NAs 214 FL3k13 HBeAg I 2 4ty CHB
B Peg-IFN JUENGYT 48 Bk 96 JiJ5, W ZE RN HBsAg i FR*. FFEK, Wu [6]5 KB TN
195 ] NAs 2834 7 HBsAg < 1500 1U/m.HBV DNA < 1.0 x 10 IU/mL f#] HBeAg B P (3% HBeAg [ 1 &
# FIREFE HBeAg FHTE NA 97 J5 HBeAg ¥ W) i 72k NAs ZEiAHI N Peg-IFN ZLAI4ESE NAs H.24
VST UL T Peg-IFN i 48 JA, (244K abEir 24 J, W% 72 R W4 HBsAg #1553 1y 37.4%
F11.9%; P2 HBsAQ ILIF A4 537350 29.7%. 0.0%; WH4LE HBsAQ 4 ML o e e e 72 e 4
BARZEG U EZ e DERTFIRRAT T NAs £33 770 B2 8% M Peg-IFN BB 4T CHB B3
AT HBsAQ i FRER MG £ 564, $1 CHB B Il KA B3

3.2. HBeAg FHM CHB BEET Peg-IFNa AT IR

5 HBeAg BT CHB &ML, fpiiagHEsE, HBeAg FATE CHB S FIRE 1 1k NAS BB RI16IT
[FFE A S H Peg-IFNa $URERAYT » A KEH 5 R Y] HBeAg FHYE CHB B 2T Peg-IFNa HI/RFE/T
AT o Li [7]55E0 R BN T2 B R R (ETV)IEITH HBeAg KR i%#t CHB 3%, INEXE Peg-IFNa 3
TRIT LR SE ETV 3253897 I3 5 & 1) HBeAg IfLiF 2255 % il HBsAg #4812 . [FIFEIY, Huang [8]55 A 5T
AN NAs £36 J53K43 HBV DNA i H HBsAg 7K~ < 2000 1U/mL [¥] HBeAg FH: CHB &3, #tH
Peg-IFNa 697 AT 315 B = 1) HBsAg ¥ [ ANMIE 3. ook, BEAE—IiZ vl BURETESE T[98
Pl Peg-IFNa-2b s SR B 4R FER(TDF). kg - EWE4n A7 IR -+ (GM-CSF) il B4 BT 9¢ 7%
H4T HBsAg # IR II1EH, 4550 ER Peg-IFNa-2b B:4 TDF. GM-CSF I Z BT 4 B i E HBeAg FHPE
16 CHB i (1) HBsAg % 17 TH H AL T Peg-IFNa-2b B4 TDF. 117 Xu ZE[10]H9 XL 0 FBEPERT 58
R I HBeAg FHIEYIURIAYT CHB &35 N FH Peg-IFN V697 12~24 Ji R K A9 85 5 B ZF I 7 51N FH NAS 1697
b4k 2 Peg-1FNa FLZJIGYT 1) HBSAg T Bk B 3, VaIT 45 I HBsAg 7K~ < 100 1U/mL (1) 38 &t
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HZ. LLEHRIRY NAs 28036 5 R 3T HBeAg 4 BIE NAs 2836 Ja i d I0 TRL I T BR . Bk T HBsAg
BE TR ZE T Peg-IFNo FURRFIA YT 5K, OB PURRHT G 1BRIGKRIGE.

3.3. IHC BE ATV EMRETIMR

3.3.1. IHC BEMRBLHYMTRHLEY

AR IHC B2 5 FHEYUREHRIT & H AT CHB BT IO ME s R 5 n) 8. BEAE O 2 U 72 [11] [12]
[13] [14] 57~ 3R 15 HBeAg IMILif 41128y IHC 38 IHF A, A 14%~24%1) IHC i35 m Rk g v HBeAg
B CHB 3%, 1 20%i¥i 7% 5 HBeAg P CHB. FF HAEK AR U5 iff 7T [15] 1 A A —# 70 1 IHC &3
SRAETREGE . FIREROKFI — R 7 [161%F 79 ] IHC B HEATRE VT KB 29%K) IHC BEHEE AN
HBV DNA > 2000 IU/mL 3G PRAS . A AR T3-S IHC 883 AR T 5 2F Fee A 28 52 R 1R IXURG:
He BT RF IR F[12] & PL: 40 BI3R15 HBeAg ILiE E4 45 o IHC st ser, 7 4 IHC 7£
HBeAg [MILif 4 il G FFREIL A7 TE . 15%I1 IHC 78R U7 1A & B SERFIEA SSIET:, 4 5% ¥ kA&
ARG AE T BRIk, IHC S RIARBGEAT UM BIRYT, AU M IHC B K IS

3.3.2. IHC BEET Peg-IFN J&fr BIRK

H 17 O 2 B FEUESE IHC 3524 T Peg-1FNo Y697 J5 I PRYA B2 . 0 Li [17]55 W 90N HBsAg <
200 1U/mL 1] 174 ] IHCs, H iR 7 41(84 44 (35) %5 T 96 Ji Peg-IFN HUH #:1A7T , 16T 4R I PIZH HBsAg
HWIZ 9208 57.69%. 2.27%, 6JT 4l HBsAg # IR L& m T ARIRITH: 50774 HBsAg i 27 F 4t
ik 55.13%, T AVAIT A TE B KA HBsAg I 2 4k, F B HBsAg < 200 IU/mL [f] IHC & 5T
Peg-IFN 697 I ARG @R . 54k Ning [18]%5 (It 7L [AIFE BoR IHC BH 4 HET Peg-IFNa ¥697 1) HBsAg
TR 45%; I HRIL HBsAg /K FHAE, HBsAQ bR ; 7T L IHC 4% 2 Peg-IFNa 7 235 .
Zeng [19]55H)— RS S bl AEBEHLEIHEFE 7R HBSAQ 7K-F < 20 IU/mL 1 IHC &35 52 F 0
1) Peg-1FNa-2b 597 A 3K 15 Eik 93.8%11) HBSAQ & bR % . X 2R [20] 550 7t [RI A4 tH HBsAQ /K-F AR A
IHC 354 Peg-IFNa-2b J27T 24 Ji, HBsAQ JE PR IA 83.3%. LL LW 745 R IHC B35 2T Peg-IFNa
T HBsAQ SR % m . 4 BTk, IHC BT Peg-IFNa YA IT AT 3155 & I VA @R HEHE &4 £
B, N REIR KGR, DT L B IRA, BIIRT RIS IEAE AR R . FRE K IHC &
EPURBEIRYT 5 IRAF I PRI 1 1) S I R AT Rtk — 2P it AL

3.4. REMZHABENERRIGK S AN BESHFR

2022 “EE AR (CHB Biia4ErE) [2]38 H X T18 1 HBeAg BRI B (AR fe s i 52 1), 2 iie
R I 75 2 PR AR AL I J S TS AR A A, DB TS AU A . RS PUR IR T 1RAE,
L B B BATT o

Ak, 2022 FEE AR (CHB FiiGHEr) [21%H81E HBV B4R B 48 3270 HATE 2019 SRR F LAl _Fadk
1T TR, HERAE IHC BB 7 Wi sy . “ARiE3hH 7 B8 e L HBsAg < 1000 IU/mL, HBV DNA [f
P, ALT < IEFE LR, HBeAg MIt, TEUCHRE RIE, oA ANFREERAHEN. FRx—0 AR
H HBV DNA FHfE, H<2000 1U/mL FEE P REER] “AfEil” . Brg “AfaEil” HAR— A sr
(IR, T e DA B 23 30, RV A 48 2105 FDY A PR 73 3R rh AT Ao — HAR 2 1% HBV e .

IAESR, A R1EB M HBV BRI IR 7 1 “ ANt 17 B3 HOAH DG 7 1% 2 . Chen [21] %07
SHT T ANE HBV B (I R0 AL, 45 B B0 36.006 /0 g b T A0 1], #3d 50% AN 2 ) i
EAPERE AR RIE(G > 2), 1T S0%MIAH & M B F A e S A4S >2), HP G=3 M S>3 1)
e . Wang [22] 55 (AF 78 AR R B 14 FI1etE HBV BRYL 3 40T A i e 1, 8 70%1) AN &
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WS HBV Y B A7 5 B2 A 2V, TR /2 HBeAg P Kt ifn g I i [7) 58 K () HBeAg FH A
B M M HBV &G 23 e b J U 5 v . LA R 72 36 B AN 8 1184 HBV B S AP 7RI
I RS . [EII Tan 2823100 7R, A E B2 M HBV JEYL 35 14 T 21 i (Hepatocellular
Carcinoma, HCC) X\ & JE3G Zh AR 2 11 14 %o I Liu [24] (55 2525 Wi 9T T AHi o B0 S ifi s 112
PE HBV G2 1) HCC AU & HBsAQ A& AE 56, 45 B3 B AN 8 #3811 HCC R 26 1y, JUIH 2 7E HBeAg
AR N, BAER e B I E R HBsAQ 1EFRREMK. LLERFITERZ) 14~1/3 181 HBV
R A WS, BN B SR A7 5 e IR 1 i R AR 1) HBsAg FLARTEBR % . k4t
i H SEE ) — 10 2 T A ST [25]1 3l T PURERIR T S A E e HBV R 1) HCC KUK 2 TR )2
R, SRR PUREIRIT DB A E IR HBV Y B ) HCC R PRI 70%. X5 Filt—54 K
CHB JAYTHRIE A BB M . (H HATAL T A0 e gt HBV IR 2 AR T hii s b T A 4
Wo FEH, A FRAHEGEIE HBV By LT Peg-IFN HURTEIGIT ML T . Bk, KA
T e MBI HBV e (1B g e U« & B ARMRSLIR BEYR T VR IT Ja KRGS 2 M 7 75 B 22 AH G ik
RS,

4. Peg-IFN Infm BT RTE
4.1. HBsAg SERRGHH A TF

Il RYE AT 2 [ P A 42 1) CHB SR HU B R T e B AR 1 B b o I8 PR VA AR R A 2z 3R 28
IRE T JUAE A e H S L Song [26]5F 2525 70 i R fE B KPR B s I ) 24 9.58 AR HAR], [ &K1
HBsAQ i B 41 NA 1697 F13E T Peg-IFNa J677 315 HBsAg 75 PR 4L K B & %50 51l 4 4.08%-.5.79% 11 6.12%;
HHEHERFTRENEZ R, KU CHB BFH LRI 7 A IR WG, B AR AR IRAC BRFAEH.
[FIFE, Li [27]55 80— TG BEPERT ST 045252 IFNa B2 BRI A NA TRYT )5 3k 43 HBsAQ T FR11 172 5] HBeAg
[T CHB M By 48 Ji, 45 B B 1T 86.63% (149/172) ) 4R AL T HBsAg T R4S, & 9] HBsAg
TE BRI AN R A .

4.2. FFELE HCC FRRBHLERER

U BRI IT 1) B A A S R B A B 22 S 1, D5 I A0 i 28 RE IR B8 B R 4 4 4H 28 2
TELZANY> FF T e vl . AL RAREE . HCC R RO M R A, B B AR i, K HAEAFR
[E][2]. 3T, Lin [28]5F NrbT T 852 PUi B8R I7 MR IRT I CHB 3 HCC KA KINEZI6IT
[ B85 1 HCC A2 UGS b AR A% 329697 1 BRI 40%~60%, H #5235 T IFNa 197677 b NAs #.24i477 HCC
KA AR . FRE AT RE 2 IFN 75K HBsAg /K-F A THAL T NAs, A IFN 677 AT niE HBsAg &R,
Hor BE R IRARIA &, SRAFIEIRIG &R E KR HCC IR A KBS AR [29]. [RIFEM, &V I — I3 =]
PR 5T [30] & BLAH LLF NAs, Peg-IFNa 7E [ CHB AH5¢ HCC J7 T A %4 . tb4h, Ren ZE[31]1HIHF 7T
JEPE 3BT T B2 PR ER IR YT AL T AN HCC XU I CHB B ) HCC RAENGHL, KIEET IFN 1RI7
TEFFfIK = fts CHB 5 R A4 HBV AHC HCC J7 T 2448 T NAs. M Li [32]55 1) —Tiik 5 4 (ML g A4
W B 652 ETV F1 Peg-IFN 77 1) HBeAg FHPE CHB 3 1A R F4F R A S B L R B,
Peg-IFN 7Eifi HBeAg BHE CHB B#H A R FA T EAMN T ETV. L5 LR, X2k #EiaI7 1) CHB
BEME, FT Peg-IFN ¥5IT7EFEC HBV AHGA R FF K AR 815 HCC K AETT LT NAs,

5. INERRE
181 HBV L% 5T Peg-IFN 1aJ7 75 HBeAg FHPESLII 1 CHB 58 T Al B AT, Jo 3R 7E 0 34 A
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FHEUAS T B RIIG R « 6T Peg-1FN IIVRYT SIS AMEA B T CHB (38 3145 58 s i IE IR VA @2 HRFA
PEEE, T H AT/ HCC &8 HBV M R A R E RIS . FE IHC B35 2T Peg-IFN 7697 AT 3R15 58 =
MG RV R RS O+ F & (B A ¢ IHC B3 BP0 BRIR YT 18 UE Bz W R a3 473 7 58 22 (R R 7 RAiE B .
WeAh, R TAETE Z FEYE HBV IR AR IRIRIA &, IELRiit i, S s2 3. G IR 73 WA e i3
(A GBI FEAT 75 i — 2D R R S U0 IE
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