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Clinical observation of peginterferon a-2a combined with adefovir dipivoxil in
treatment of HBeAg negative chronic hepatitis B

ZHANG Zhao-qin
Department of Infection, Shuyang County Central Hospital, Sugian 223600, China

Abstract: Objective To investigate the clinical effect of peginterferon a-2a combined with adefovir dipivoxil in treatment of HBeAg
negative chronic hepatitis B. Methods Patients (130 cases) with HBeAg negative chronic hepatitis B who came to Shuyang County
Central Hospital from January 2011 to January 2013 were randomly divided into interferon (43 cases), adefovir dipivoxil (39 cases)
and combined treatment (48 cases) groups. The patients in the interferon group were sc administered with Peginterferon a-2a
Injection (180 pg), once one week. The patients in the adefovir dipivoxil group were po administered with Adefovir Dipivoxil Tablets,
10 mg/time, once daily. The patients in the combined treatment group were given Peginterferon a-2a Injection and Adefovir Dipivoxil
Tablets, and the usage and dosage were the same as the above two groups. The patients in the three groups were treated for 48 weeks.
The situation of ALT return to normal, HBsAg clearance, and HBV DNA overcast in three groups were observed. Results After
treatment for 24, 48, and 72 weeks, the rates of HBsAg clearance and HBV DNA overcast in interferon and adefovir dipivoxil groups
were significantly lower than those in the combination treatment group, with significant difference (P < 0.05). After treatment, the
levels of ALT, HBV DNA copies, and HBsAg in three groups were significantly reduced, and the differences were statistically
significant before and after treatment (P < 0.05). ALT in interferon and adefovir dipivoxil groups were higher than that in the
combination treatment group with the significant difference (P < 0.05) in the treatment of 48 weeks and 72 weeks. HBV DNA copies

in two groups were higher than that in the combined treatment group from the treatment of 24 weeks, and the difference was statistically
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significant (P < 0.05). HBsAg level in the interferon group was higher than that in the combination treatment group, with significant

difference (P < 0.05) in the treatment of 24, 48, and 72 weeks. While HBsAg level in the adefovir dipivoxil group was higher than that

in the combined treatment group only in the treatment of 48 weeks with the significant difference (P < 0.05). Conclusion

Peginterferon a-2a combined with adefovir dipivoxil has a good clinical efficacy in the treatment of HBeAg negative chronic hepatitis

B, and the two drugs have a certain synergy, which is better than that of two drug used alone.
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Table 1 Comparison on observational indexes in three groups

5 Wb ALT 525 %/% HBsAg ¥4 bk %/% HBV DNA ¥ [J]5/%
24 J 43 J 72 8 24 JF 43 J 72 8 24 A 43 J 72 8
T FE 43 65.1 90.7 88.4 11.6" 442" 349" 326" 53.5" 442"
i k4w 5 i 39 79.5 97.4 92.3 20.5" 41.0" 30.8° 23.1° 64.1° 53.8°
A RTT 48 75.0 95.8 85.8 29.2 75.0 70.3 52.1 83.3 79.2

SRR A "P<0.05
"P <0.05 vs combined treatment group

£2 3AZKWEIEHRMERE ( x£s)

Table 2 Specific values of observational indexes in three groups ( X*s )

2151 n/ B I [A] ALT/(U-L™Y HBV DNA/(10* #l-mL™") HBsAg/(ng'mL™")
TH#HR 43 RITRT 179.524£9.95 63.2114.83 4.2340.19
BT 24 71.02+£64.91" 43434217374 233+1.15™
BT 48 JH 40.14+31.41°4 33.174115.54™ 2.03+£1.32"
BIT 72 F 33.72+£29.61"* 355241774 1.01+£0.86™
B 4 5 Vi 39 YRITHT 181.48+11.07 68.97+6.17 3.954+0.16
BT 24 64.74£60.51" 48.67+£30.14™ 2.1241.09
BT 48 JH 38.79+£29.69™ 30.17£15.89™ 135+1.14™
BIT 72 F 38.87+£35.26™ 32.56+17.03™ 0.12+0.07
& VRIT 48 YRITHT 194.31+10.55 73.48+5.1 4.1240.15
BT 24 JH 69.03+£62.97" 6.97+2.12° 0.99+0.67
BT 48 JH 31.29+18.37" 5.37+1.03 1.05+0.89"
BIT 72 F 27.444+19.43" 6.02+1.13" 0.13+0.06

HRMHITITHE: "P<0.05; SEaiar Aty R 4P<0.05

"P <0.05 vs same group before treatment; P < 0.05 vs combined treatment group in the same time of treatment
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