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Topics related to the therapy of hepatitis B
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Table 1. Summary of efficacy endpoints at 48 weeks in peginterferon group and adefovir group

Results at 48 wks PEIEI}ZE\Z(;)ZEI ?ieggg/:)r P
HBeAg clearance 22 (14.2%) 4 (5.0%) 0.033
HBe seroconversion 14 (9.0%) 2 (25%) 0.040
HBV DNA <400 44 (28.4%) 23 (28.8%) 0.953
HBsAg clearance 6 (3.9%) 0 (0.0%) 0.098
HBsAg seroconversion 1 (0.6%) 0 (0.0%) 1
gHBsAg reduction (logio IU/mL) -0.92 -0.35 <0.001

PEG IFN a-2a, Peginterferon a-2a.

H| o] ol A 85%, o}l EH| o] ol A 42% = B =3
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A HBsAg level?} cccDNA$}e] 733
A cecDNAE S48 T A+ HA
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