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BE BRI B FFRAOR LB FHF a-2b %57 LR X E 572 R (HBeAg) Mt TAT 6916 R 7 3L & AW BT A L AR EH
R m . Fik kIR 2015 4 10 A £ 2017 4 10 A &2k 04 49 97 4) HBeAg Mk AT &% | KA AL F & ¥ 2 o 4 3T 18 21 48
) Fa LA LR 49 B, *THRLAE R KRR RS E TEMBR OB FHhE o2b BHANEFH, WRARALSFFROR LB THE
a-2b & AR P S TT G H We R T R - Ak AU (AST) | 7 SB35 28 (ALT) | THT 9% % 04 I B 484 5 (HBV-DNA ) 4
BB ALT 5% % HBeAg s 75454t & HBV-DNA # M X B R R R B X A%, BER KL LT AMEH 91.84%, AL 5H T
* BELALHY 77.55%( P<0.05); 3695 J& , 4469 ALT AST HBV-DNA 4% #] 24K T *F BRAA(P<0.05), WL 449 ALT 5% % .HBeAg
fo ik S % HBV-DNA 451 R0 2 3 F 27 B L (P<0.05); WA LL3% 57 B 10 R BB R & & & 4 30.61%, 55 3T BE 249 29.17% M4k
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ABSTRACT Objective: To investigate the the clinical efficacy, safety and effects of entecavir combined with peginterferon «-2b in
the treatment of hepatitis B E antigen (HBeAg) positive hepatitis B. Methods: 97 cases of HBeAg positive hepatitis B patients enrolled in
our hospital from October 2015 to October 2017 were divided into control group (n=48) and observation group (n=49) by random
number table methods. The control group was treated with subcutaneous injection of peginterferon o-2b, while the observation group was
treated with entecavir combined with peginterferon alpha-2b. The clinical efficacy, the content of aspartate aminotransferase (AST),
alanine aminotransferase (ALT) and hepatitis B virus DNA (HBV-DNA), the conversion rate of HBeAg serological, the seroconversion
rate of hepatitis B virus deoxyribonucleic acid (HBV-DNA), and the incidence of adverse reactions of the patients in the two groups after
treatment was compared. Results: The total effective rate of observation group was 91.84%, which was significantly higher than that of
control group (x*=8.50, P<0.05). After treatment, the contents of ALT, AST and HBV-DNA in observation group was significantly lower
than those in control group (P<0.05), the repetition rate of ALT, the conversion rate of HBeAg serological,the seroconversion rate of
HBV-DNA rate was significantly higher than those of the control group (P<0.05). After treatment, the incidence of adverse reactions in
the observation group was 30.61%, compared with 29.17% in the control group, the difference was not statistically significant (P>0.05).
Conclusion: The efficacy of entecavir combined with peginterferon a-2b in the treatment of HBeAg positive hepatitis B is better than that
of interferon alone, it can reduce the contagiousness and has a good safty.
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AT 588, 878 HBV 5P R K AHCH, HENATT O TR
AT SRR TURTERIT 9, PO RE 25 W TR
o-2b, BT H LT IR AR K B, BERH Lk 75 £ 1
JFAMME A S, AT S I A 79 (H o2 FE BRI AR R
SEIEATHOR B 0., R 1 B B AR DG R IR B e 55 A
SR O B P B B AR 2GRS T HEA T ZR BRI T B
RV R Al TR Sh P CHFRTRYT  HUR TANERAORCR . A
REBRFKRERLETIR o-2bIfYT HBeAg FHIELNT, 15
AL EATE 2R3 IR T U e AU RIS R IS
FTBAR L B TR o-2b iR HBeAg FAVEZ AT, B7E
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2 RSO R SRR A A S5 R
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1.1 —fg&E#

FEHR 2015 4F 10 H 2 2017 4% 10 H FRBEWCIA R 97 4
HBeAg FHM: T35 , Bz Witn i S IR 8 M 2 BUIF R B e
F8E (2015 4E O, 2 ZRF HIAG A 712 8 HBeAg BHE: 2
JFo AR : OFEES 18~50 27, PERIIR IR ; @ BFoT I ba Rl 2 4
HARMAYIREZY; O MF R E LR RN, 25 8%
Z @i, e A IR TT A R o HESRARE : O YRzl
WA, @ AIFA R E 0l T E R AR RS L
SiE s @ XHAYT T2 HAT i A T R 2 . 4k B A LR Rk
BRKE 97 Bl R E 43 A SR L RNt TR 4H, A2 49 5], % B 2H 48
il WL AP A RS — R L, 22 R RS
X(P>0.05), FEWZ 1,

1 IRMNKR—MBRAILER

Table 1 Comparison of general data of study subjects

Groups n M/F Age(years old) Course of disease(years)
Observation group 49 24/25 3234 2.18 2.44% 0.75
Control group 48 23/25 32.09+ 2.25 2.60+ 0.64
t/a? 0.425 0.745 0.135
P 0.732 0.458 0.895

1.2 BT A

WFFEHT, B2 R Y TR IR O M H R AT R B
TRHRRIT o XTHIBLL: B T IHEH R ZFETILE o-2b H 45
(HHHE 180 pg(66 77 U)/0.5 mL/ 3¢ ; JE I 152 £ TR IR A
FRZA ] 5 [ 25122 S20160001),1 YK 80 pg, 1 J& 1 W #LLIAYT
48 J&, 12 A 1 A7 R

WEEH B T BETHE «-2b TS R R IR 2, 7E X
FRZH 9 RE Al B[R] O IR R 2 U (A - 0.5 mg*7s; 1E K
RG2S A A A BR A ] 5 E254ES H20100019),1 7K 0.5
mg,l H 1 RUFEE 1h); E8ikA 48 Ji, 12 H2h 1 Mrfe.
1.3 254w
131 FPgifmang BT 4 AT RE, ITEIRE TR O
AN BB IR SRR TE T R P I REFR bR N ARG &
fiti (ALT) WK &2 1E % K-, IR EE S 4r 59 HBeAg I ¥ 2% 5
e, Z R EE I S W% % (HBV-DNA)#5 [ ; © 4 3k . 3 95
P RE IR K AAAIE B S 2303 , HBeAg L1 °% e 4 5. HBV-DNA %%
BA S R 3515 @) TCAK - BB R S ARAE JCAE A sl o,
BIIEARA A BN . BIRIT AR =B+ A5/ B
Hrx 100%!9,
132 &G4 EE  HBeAg & it & % <0.5PEImL,
HBeAg>0.5PEVmL 4 FH ¥4 ; ALT iF 4 {5 ¥ 5l 2 0~40 U/L;
HBV-DNA iF % {H75F Hy 0~1% 103 IU/mL; AST 1E % {8 3t FlH
25~35U/L,
133 EDEtRaMA % SRy 2 AT 4 AT
) ALT &% 28 \HBV-DNA % [f] % [ HBeAg Ifil & 55 3 .
YT TG R AEIEIR S kI 6 mL, 43R 3 254y, 435 TR
ALT HBV-DNA Fl1 AST, DIE§.02:4%24 12 cm,3000 r/min &

> 10 min 43 B I3 , T ARAF, B T -20°C KA 500 . ALT (AST
B iR PRI 2R B8 R A B Wl 1) 3 T o it AL A R ik
TURYD 58 A= R AT BR A I ELISA 35 & 460 ; HBV-DNA
iR B G R B 4L (R )45 B2 1 % ProFlex PCR X
SHINE RO EYRHATBRZA 7 i HBV-DNA {55 460 ,
AR R i BRI AT
134 RRRE WA BEHETL 2T, 2] WHO 24
WA B SIS A 7 0, R Y7 I TRD T R B4 1 56 R I
N Skeg SETT AR 25 AN BRI TR R, A ™
AR BN, R 7 BIE 1 FH 2597 3 D1
14 Git=FHE

IR Gt 22 ORMR SR F SPSS21.0 %l Gt 24 3R 1 17
Bl b RO LI B bR (xxs ) R IR R
B TR LR (%) For , H 2 KB, L P<0.05 HERH %

HES S
2 &R

2.1 WABERRITITALR

RIT 4 NS WERALETRYIT A 8RN 91.84%, B i im
TXRRALRY 77.55% , 22 RAGEiT25 L (+™=8.450, P=0.004) ,1f:
W3 2,
2.2 WABHEITHIG ALTAST 5 HBV-DNA & =tbE

P4 R VRPN 1 ALT AST 5 HBV-DNA & i)
W db 2 T IR S8 i, 6T L 28 R R ge 2 L (P>0.05) . W
FMIRYT e ALT (AST 5 HBV-DNA & 5 Bk & 1F # (A i
HRITAT R Z A R =E L (P<0.05); X RAGIT S
ALT AST 5 HBV-DNA F &3 W AR FIRITHT (P<0.05),{H
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ALT 5 AST & &40 TIE W EEH, WE41 ALT AST 5 HBV-DNA i B AR TX HREH (P<0.05) . TEILE 3,

*® 2 MAREIART TR (%)

Table 2 Comparison of therapeutic effects between the two groups of patients [n (%)]

Groups Cure Effective Invalid Total effective rate
Observation group (n=49) 36(73.47) 9(18.37) 4(8.16) 45(91.84)
Control group (n=48) 28(58.33) 9(19.22) 11(22.45) 37(77.55)
3 WHABERITRE ALT,AST 5 HBV-DNA Z2Lb & (vts)

Table 3 Comparison of ALT, AST and HBV-DNA content before and after treatment between the two groups (xs)

ALT(U/L) AST(U/L) HBV-DNA(IU/mL)
Groups n
Before treatment After treatment Before treatment After treatment Before treatment After treatment
Control group 48 111.27+ 13.64 52.25+ 3.08* 137.88+ 17.43 60.35+ 2.33* 1648.12+ 73.37  826.27% 43.64*
Observation group 49 114.52+ 12.90 2794+ 2.11* 135.71+ 15.35 29.08% 3.54* 1612.72+ 81.45  325.52+ 32.90*
t 0.908 8.999 1.741 9.239 1.219 13.084
P 0.366 0.000 0.085 0.000 0.226 0.000

Note: Compared with before treatment, * P<0.05.

23 WARE BT ESTINRSIERTENILE

Wil ALT &% RIERIT 2 MITREHE, ZRESHIT#
B (P>0.05), MEHIBIT 4 TG ALT B8 2 W& T
X HRZH (P<0.05) ; 4] HBeAg ILE Fe i R AE 17T 2 DTG

Wi, 2R HGH2ERE L (P>0.05), WMEHIRIT 4 MriEE
HBeAg IfiL 75 #5331 35 T HB4H (P<0.05) ; i 4 HBV-DNA
B RAE ST R LU, LS A 38 2 T IR 4 (P<0.05)
WL 4,

*® 4 MARERTEEIRSHEREN EBIn%))]

Table 4 Comparison of changes in antiviral indicators after treatment in two groups of patients [n (%)]

The repetition rate of ALT

The conversion rate of HBeAg

The seroconversion rate of HBV-DNA

Groups n 2 courses of 4 courses of 2 courses of 4 courses of 2 courses of 4 courses of
treatment treatment treatment treatment treatment treatment
Control group 48 14(29.17) 30(62.50) 12(25.00) 34(70.83) 4(8.33) 29(60.42)
Observation group 49 15(30.61) 43(87.75) 18(36.73) 45(91.84) 7(14.29) 41(83.67)
¥ - 0.781 3.864 1.741 4.933 2.103 8.213
P - 0.672 0.003 0.085 0.002 0.005 0.000

2.4 WARERTHEARRRMLE

WELLIRY TN W 15 B2 BEAS R BONE, Hor 4 453k 2
5 A SRR SN L 5 BICTTHR , 1 AR, AN RN K AR
30.61% ; % HRZH YA Y7 B IH] Hh B 14 BHRBEAS R R, Fer 2 i) 2%
G, 4 Bk, 5 GG RFR RN , 3 1 5615 80 , AN B RO &R
BN 29.17%, WAL 50 FRALAR BN 2 2B 3R Lk, 22 5+ 04
JT2E R X (v™=0.014, P=0.883), PALH YA H B H A R W
3 P

LRI E 2418 7 53 5R 3 4HIRYT IRy LS,
R A B RERE T, IR U R A T A, itk S HF Ewk
TLUA AN HER /> 8 E Y HBeAg M LJFE KR AE ML
T H A R A bt R R 7 AR D 2 SRR, 5
W] I5 4 AR %, e E 0] R A BT RE AL B AR, X S B R
PR BN, R E T URRE 250597 CHTFZIAE
% PURTEIRYT O IERR G IAYT IR, 4R B HA AR AU

e A VERR YT ik IR PUR TR I OCHEY, TI R —
FBEE, ERPURTEILH]AE B IO RE S T, i
eI 5 TR I 45, M s 7 5 S
ARG 1, RO TRETINR a-2b B—F R TIR, EfE
AR P TS, 3 T RE AR 3 TR, B T TR
MR R AR, T2 T BE AT AR, BRI
T, AT AL AE DNA SESE 38 3061 75 5 5 19 DR
HATY7R8 GEAC i 25 YA A5 00 5 2020, TE 38 FH T 75 A2 il
THER AT S A

ARUMTEMIRTIPRORE , WS 91.84% W] I im T X
MRZHRY 77.55%, KWK L "R TIR o 2b PR B R H
FTHERITEIMAR ALT 5 AST FZAEAETAFAIML, 1E%
i U ol R R IR, FE TR R % B30, ALT &5 AST
[ioNyi ENIRITIR Ilﬂ:“ﬂTf’EﬁﬂlﬂﬂﬁjiﬂlﬂE@E%T’éﬁmﬂo
FEHERR T HAWNZR 0 ALT 5 AST &Ryl E T, B 58hil
S BAE I ALT FAELINA) 7RI T IE R KV H W A%
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WRITHT, 6 AL ALT Fil AST & BEAEIGYT )R S iR sk 5

o XJLA:?EE’J ALT 553 0 T XA, SR & R Tk

R o-2b G B R BRI TIRGITEMA R MiaTra

HBV-DNA 5415 , HBV-DNA Jy DNA G5, -5 ITHE

SEABA HAOC RS (HES S ALT SR &7 ) m] LR £

N CHFIERR i RABERE bR . — A 7E HBV-DNA % H #iid

103 LA B i RE S0 R, AT B0 O A& P, iF 5 b oul

LB H W HBV-DNA & BHAE L0 107 e IR 1 IEH/KF H

A A TFIAYT AT, X IR 4] HBV-DNA & i fE33Y7 ) U W F

IRAEATS R B e 1 35 o LSS 2H Y HBV-DNA H6[Z<H g iy

TXFEAL, UUER O TR IUR o-2b BeE BB R BRI T

WRIOITIERAR Y AR, IRYT IS HBeAg (1

ML FeARFR T , HBeAg & £ 7 120 UKL b (1 — T o7

PERE 5T, R A ORI IS 507 ), i B S bR P,

HBeAg KM FHPEA IR E CAF A BIRAEGLE, R

TEAEALT ALT 45 AST |- T ij 9 AR S0 107 — s R E R ke 1

IR IR 0, BIF ST WREE 2H A8 35 1) HBeAg 11 1ML ﬂf?ﬁé?‘:

EIRITIANFIRY B 38 s X R4, 456 ALT 5 AST & & [t

B, BHIRC TR TR o2b RGBSR R TIRE

JPTESTR E TN 3 o M RN R A FR T A A R

R K HEER Ty 30.61% 5% IRAL Y 29.17%L0E:, 2557 T8+

B, ZHEBEEAS R R, A R RO A TSI IR

F)/TE& JG BEE BT R K X R B TR o-2b
F RSB RBRRHTIRBIT R L etk E A 255 A

iﬁf.%ﬁ’ﬂtcéﬁo
LR, RERFHREGRL TR o-2b 0T7

HBeAg [HYECIFHRYT I R80H i , FTRERAR AL G, HL 254 4k

BEhf ABATI R £ o 04 52 e M LA S Tk 245 P I Jl— 7 114 Jrg R

P, Ja SIS T ) WA T TR R B e ok PR A 4R

B IA AR RE 25
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