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Meta analysis on nucleo (s) tide analogues sequential/sequential combined with

pegylated interferon for the therapy of HBeAg-positive chronic hepatitis B

JIA Xiao-yan'?, CHENG Yong-qian®, ZHANG Zheng?>, ZHAO Ping’ (1 Hebei North Univer-
sity s Zhangjiakou 075000, China; 2 302 Military Hospital of China , Beijing 100039, China)

[Abstract] Objective To systematically evaluate the efficacy and safety of nucleo(s)tide analogues (NAs) sequen-
tial/NAs sequential combined with pegylated interferon (Peg-IFN) for the treatment of HBeAg-positive chronic
hepatitis B(CHB). Methods PubMed, Cochrane Library, Embase, and Chinese Medical databases (CNKI, Wan-
fang and VIP) from database establishment to March 25, 2017 were retrieved, randomized controlled trials of NAs
sequential/sequential combined with Peg-IFN for the treatment of CHB after application of NAs to achieve virologic
response were included in study, Meta analysis was performed by RevMan 5. 3 software, HBeAg seroconversion
rate and HBsAg negative conversion rate at the end of treatment were compared. Results Nine studies were eventu-
ally included, 4 were about NAs sequential Peg-IFN,5 about NAs sequential combined with Peg-IFN. At the end of
treatment, compared with using NAs monotherapy for antiviral treatment, NAs sequential/sequential combined
with Peg-IFN therapy can improve HBeAg seroconversion rate(31.2% vs 11. 7% ; OR, 3. 69 [95% CI, 2. 43 —
5.60]3;P<C0.01) and HBsAg negative conversion rate (11. 5% vs 0. 5%;OR, 9. 31[95% CI, 2. 72 — 31.897;

P<C0.01). According to the results of subgroup analysis, HBeAg seroconversion rate in NAs sequential Peg-IFN
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therapy group was higher than control group (25.3%[42/166] vs 10. 0% [17/170]; OR,3.1[95%CI, 1.66 —

5.791; P<<0

control group (36.8%[63/171] vs 13.5%[23/1711; OR, 4. 24[95% CI, 2. 41 = 7. 46]; P<<0. 01).

.01) ; HBeAg seroconversion rate in NAs sequential combined with Peg-IFN therapy was higher than

Sequential/se-

quential combination therapy showed more adverse reaction, most of which can be tolerated or improved after symp-

tomatic treatment. Conclusion For the treatment of HBeAg-positive CHB, after application of NAs to achieve viro-

logic response, NAs sequential/sequential combined with Peg-IFN therapy for 48 weeks can significantly increase

HBeAg seroconversion rate and HBsAg negative conversion rate.

[Key words] pegylated interferon; nucleo(s)tide analogues; chronic hepatitis B; sequential therapy; HBe/\gprSitive
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Figure 1 Literature screening process and results
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Figure 2 Methodology quality evaluation summary table of included literatures
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Figure 3 Forest plot of HBeAg seroconversion rates at the end of therapy
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Figure 4 Forest plot of HBeAg seroconversion rates of subgroups at the end of therapy
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Figure 5 Forest plot of HBsAg negative conversion rates at the end of therapy
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