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Abstract: Objective To investigate the early clinical efficacy of pegylated interferon a-2b (Peg-INF a-2b) combined with tenofovir fumarate in the
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treatment of chronic hepatitis B.Methods 62 patients with chronic hepatitis B who were treated in our hospital from June 2018 to June 2019 were
randomly divided into a control group (35 cases) and an observation group (27 cases). The control group was treated with pegylated interferon The
observation group was combined with tenofovir treatment on this basis. Changes in HBsAg quantification, HBeAg quantification, HBV -DNA
quantification, ALT, AST, white blood cells, neutrophils, and platelets were compared between the two groups after 24 weeks of treatment.Results
There was no HBsAg to negative in the two groups after 24 weeks of treatment, and there was no significant difference in the decrease in HBsAg
between the two groups(P>0.05). The decrease in HBeAg was greater in the experimental group than in the control group,the difference was statistically
significant (P<0.05).However, there was no significant difference in the HBeAg to negative rate between the two groups (P>0.05).After 24 weeks of
treatment, the HBV-DNA negative rate in the control group was lower than that in the observation group,the difference was statistically significant (P<
0.05).There was no significant difference in the decrease in ALT, AST, leukocyte, neutrophil, and platelet levels, the incidence of influenza -like
symptoms, bone marrow suppression, and hair loss between the two groups (P>0.05).Conclusion Pegylated interferon combined with tenofovir fumarate
in the treatment of chronic hepatitis B has a high HBV-DNA negative rate for 24 weeks, a large decrease in HBeAg, and no significant improvement in
HBsAg, HBeAg negative rate and liver function. At the same time, the combination of two drugs did not increase adverse reactions.

Key words: Chronic hepatitis B;Pegylated interferon;Tenofovir fumarate

B BIBFR (chronic hepatitis B) 4Bkt 2, B MEM LRI R IIRIKIZIG RIS Sk

T, REDENE ORI R A E R R AR A ETR .

,@z MIEURPEIE R AR et OB R I 1 /RS AE
AR YT REN, HATIRR B8R 11 — BTk 1E$E 2018 4F 6 J1~2019 4F 2 A T4
RENGIFRET ZPURTGIT , RGPl BRI B E B2 fi8 P O BT 2 8 62 191, ﬂJ

R TR LAEH ISR, PIE I R 37
TE—EZE5P, AUSERTTR O “ RS
SRR T IR TR Y S BT R A R I R Y

EB TN : £5 = (1981.6-), %, ILAR 4 & B ABL, BREIN, &
SR REE I R IS W SRy T T AR

TIHAEE 3 (1964.4-) , 55, M T8N T, BARBEIN, 3232
IR 4 B2 L3Ry T T AR

144

KRG B AFAEPURBEFRAE IR AT E 78518
HIFEE A FE D ”'ﬁﬁl‘ﬁ*ﬂ@(%i’%/f/{f%%%
SX BERZH (35 1] ) FIREEEH (27 f51]) o %) Bl vp 53k 27
1), Lotk 8 ), AF4y 18~56 %, F-24FE 1% (36.00+6.36)
%o B T Bk 20 4, Ltk 7 ], A 25~46 %7,
SEHJAERS (33.00+7.74) % WL M) AR % 25— L %
RS, 22 53 o8 L (P>0.05) , A ] ek



BE2#5 L 2020 4F 2 H 45 33 445 4 W

| —
Medical Information Feb. 2020 Vol. 33 No.4 | W 5I&K

1.2 A SHEBRbRE G AARUE . OB A (B
R BRTE RE (2015 R ) g 2 BT R 2 Wik
HEW; QAT L BRI o HEBRARIE : D5 IF R s
BB L A B R e TR P A A
NI s QNG # OB IR F D REA 4 DB
RGP

1.3 54 SBYATRZ BT E a-200F 1%
A R E) 2577 S20160001, B1AE : 180 pg)
180 g K2 TS, 1 I IRYT 24 J5 o WSS TR R
MRl FERA E SRR IR (B 2 R, [
2 H20080319, #14% :300 mgx30 5)300 mg I
BRIAYY , 1L RId,IRTT 24 il 435 T3k (12 Ji .24 JH
Ko 5 44 ALT AST .HBsAg.HBeAg & & . & & ik
HBV-DNA 7 &, AN b 4 it & it/ MoK
1.4 VEMFERR  FLAM4H 24 J5 HBsAg.HBeAg & 1 .
HBeAg 7 1% ALT AST FFEIRAE . = R HBV-
DNA B2 40 . b 20 i S it N 7K, [R)
AP PRZE AN RS 0 A AR 8 il RE 0 s T e ik
I, B804 B8 I A A 8 5024 T IV A - 20°C IR A7 45
Mo >R Bekman5800 4 [ 8l A5 1k 2 B 43Uk i 1fi 75
ALT,LIAISON XL murex 4= H shifk2a & G ie il
KA HBsAg HBeAg 1. HBsAg<0.05 1U/ml
JFYE , HBeAg<0.11 PEIU/mI R EATE. IR &
IR 20 K R R 7 3 7R B BURE A4S HBV -DNA,

1 W HBsAg EE L

b i
.

3 FEALT TB%IIIEJ’EH:’EZ.
2.4 THZH 4R M Fpokr 40 M Kt/ NSOK S Hegsg 1R
57 24 J5, WA AR | R i it A /oK - e
B, ESEGITFEX(P0.05), L3k 1,

2 emo] W
1
e
o _

Mx3000p & A 4 AN FE A 7 5L B 9 PCROER A i
NP3, e AT, K2k 30 1U/ml,

1.5 il 7 FIH Excel 7 Bl 347 %k
HSEA EEHL SPSS 20.0 AR Ak T8 s o B, 447 & IE
BT YERER T (xes) 267, 21 1) FLBCR T ¢
Ko 5 s HHBCR BRI (n, %) R, 4T 32 Ko, P<0.05
FREFAGRITFEX.

28R

2.1 Fi4] HBsAg .HBeAg & HLA 1RYT 24 R4
Pk BE HBsAg 7% B, H P4l HBsAg T IR Lb
B, ER TG E L (P>0.05), WK 1, 25604
HBeAg T R#IEE KT, ZRALIHFEXL
(P<0.05), WLIA 2,

2.2 Wiz HBeAg.HBV-DNA #5153 4% W4
H 25 1) HBeAg FHP: 4, XTHRZHA 31 1] HBeAg
PR . JRYT 24 J8, A4 4 4il5% 91 (12.90% ),
YR 3 5% (12.00%), Wigl HBeAg BRI
B, 2R LGEITFE L (P>0.05), XFHEZ 21 )
HBV-DNA #%[$1(60.00% ) , M%< 2H 23 f5] HBV-DNA
T [1(85.19% ), i 4]l HBV-DNA # [J1R L4, 2% F
HHitE X (P<0.05),

2.3 P4 ALT AST FREIREE L JRYT 24 J8, 4l
ALT AST FREBREE LA, ZR TSI E L (P>
0.05), iLIE 3. 4.

El 2 #H HBeAg EELLR

B 4 W AST THEIREELLE
&R 1 WERYR, R R M/ MK T PR (xes)

ZH 5] n =Eiol PR AT i 1/
XTHR4H 35 4.04+1.45 1.79+0.69 136.46+45.78
WEEd] 27 4.18+1.41 2.03+0.82 147.59+51.67

145



RS B2 17 6 2020 4F 2 J145 33 4545 4 1)

Medical Information Feb. 2020 Vol. 33 No.4

2.5 PR RN A AR i PILH MR RSO
R BAERE R B REA ] B A R LA B BN R
JLNE, TR RN KON o o B 2 B gt S
iEtR 32 141 (91.43% ), - HEFD il 28 1] (80.00% ), it
K 5 B (14.29% ); M5 4 i &% Ff RE R 25 )
(92.59% ), B a0 il 21 9] & A= % (77.78% ), lii % 3
1 (11.11% ) , 9 21 30 SRR E R B B 400 i) B i & &
RV, 27 BG4 L (P>0.05),
3itig

Pageit, HFERINA B 3.5 [ AK IR
IR R, 18k 2 R 98 B RA JE I A S i B 1Y
WP Z — o BRS8N LR 9 il DIAEZR T
T AR R | 7 i sk ek Mg 4 % A . 2018 4F
FHE (et RFRIE F RIS PETE Peg-IFN
ETV K TDF SAiRI7 18 ME L RIR B 1259, RI0T
FEUESEH, R 2, TR EIR 7 et LR R 1l g
FREITRL, KA U3 MEEEZURC T
RN EITAIT IESCEL T HBeAg I LS54k,
KSR 2, R TR 28 mT Bl sl A5 ol K PO 2
25, ENATTE BReY, B2 " EETI K gy Bk
BHISURTEYIRTT 2 M LRI RIA AT
W TIEER T A R T TINE o-2b HHK
TEIRTT TR 24508 1 2 UG 25 1 I 46 O T RO B3, vl
FE&AIG I35 HBV-DNA . ALT .AST 7K°F-,

TEBAIGYT T, HBV-DNA #% [J1% HBeAg T [%
R B S L A R B BB A , AP S5 2R R L TRYT
24 JH J5 52804 HBeAg T IR E R FXTIRL, 2257
G127 L (P<0.05), 222 2 HBV-DNA #% [f]
R T IRA, 2R A G #E L (P<0.05), B R
LT IRPA & SRS iR T 18t AT
& 24 W] AL HBV-DNA HBeAg /K-, AR5
HH™ A& /KSF- HBV -DNA A F| FHLARE: S0 T 41
HIBE , RPETEPRIIREIGER, %5 kRS HBsAG.
HBeAg A LR 2# 54454 5C, FT HBsAg.HBeAg 1)
e SR, R R s BRI R VA AR B AR, AT
IRE LU AE 3, MEGEIE R, JE KA AP, 3
A R . BEAIR YT HBeAg T R MY IR B K, &
HBeAg i — 535 IfL 7 “F 4% o i BRAEFIUI , 7] B P iy
$E HBeAg . HBeAg TE Fas /- SAT4RMEIE T
Py OCHEM (5 @ HBeAg By K 2635 1] iE 55 1
FRE Y B I SO HAA A S . B R ol
HBeAg & il , FI Tk /b J5 & VEFE 0 K A o ARFSE
BN IGYT 24 G, PigH HBsAg . HBeAg F5RA R |

146

ALT AST TP i, ZRIgitraE X (P>
0.05), & J&5IRY7 N A AL AT G . BRUKSFOIFIE— Mk
FEIRYT 48 A LUJG i HBsAg . HBeAg %% Ff R 23 i
TFE MABFFACREE TIRTT 24 FYFR0 I8 17
I FRYT %%, HBsAg . HBeAg 54§15 (ALT AST T
A, A R RSN . AR L o,
(S O ol e vV DN AN 177 & S E N S S 2
AR, 22 R e ge i 5 L (P>0.05) . 5
ARRBCEA B TIR, W SRR i
JEREREIR B BEI ] B A SE AN RS, P 2 X
KR ZETMRBITER T, FRfEiriA
—3,
B2, BOEETIRRRE S SREwmEHin
P YEC U & 24 J HBV-DNA #4155, HBeAg
T RRIR K, HBsAg \HBeAg 54 BH 4 K m % I Th ik ik
SRR AN B ., [R] R 9 24 30 PN SE AN R Sz o A
WA AR ZAL, X T REA 5 BB i T4 21
P00 , T 5 S R el s e e s & A 50 T )
VERW #2007 AT B S KB LR
S 30K
[ E5%3%, T4, mE, 5 B TR £ 5% ¥ (2015 45
RR)[]. o 4 5 B e e R B F R 22 & (R F1R),2015,9(5):6—-25.
[2]% % ADARL1 #= ADAR? i it % MAVS & B #5 3'UTR i
47 RNA % 4% v HBV & ik duh] 49 #F % [D]. b = W fe B
I%,2017.
[B]74 ¥, Mk 4%, 1) 58 55 .2018 SF £ B (12 1 AT X 45 5 &
TN % e TRT S AR E T BEIF e H 2]+
%A A2 &,2018,38(51):35-38.
[4]Cooksley WG,Piratvisuth T,Lee SD,et al.Peginterferon al-
pha-2a (40 kDa):an advance in the treatment of hepatitis B e
antigen—positive chronic hepatitis B[J].Journal of Viral Hepatitis,
2003,10(4):298-305.
[BI#k EMG, 75 %5 o, 578 B, F B HRFRER B THE
«2a TEHTIR G F7 w21V A R AT K B e 16 R AT R
[J]. F B ks Ak 25 2 % Zx &,2018(2):108-110.
[6]2 & 48 29 vt 38 % 3 L =BT 4% a—2a #7174 HBeAg
FeMEAZ M AT X & A 0f BOR A TR B & AT 3] 16 R AT Az
¥ 2% %,2018,34(05):995-1000.
[7]Ferrari C.HBV and the immune response [J].Liver Interna-
tional,2015,35(Suppl1):121-128.
[B1X 4,4 %, 235 = . LRI Xk e 3R I Fas A~F09 T
an it A I 4 A K $ IR (E $R),2019,48(2):21-26.
1Rk iR R B TRERSGERFHETRBETH
#4906 AR oA [J). P B 4 4 E 4 F,2018,10(29):135-137.
Wik H 1. 2019-11-04; #2091 H 111 : 2019-11-19
SRIERUE K



