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[ Abstract] Objective To investigate the therapeutic effects of the combination of dendritic
cells (DCs) sensitized by HBsAg and entecavir (ETV) in the treatment of patients with chronic hepatitis B
(CHB). Methods Total of 104 CHB patients were randomly divided into treatment group (51 cases) and
control group (53 cases). Patients in treatment group were treated with oral ETV administration and dendritic
cells sensitized by HBsAg injection, while those in control group were treated only with ETV. During
the treatment, liver function, HBV DNA level and HBV markers were compared between the two groups,
respectively. Results The HBV DNA undetectable rate was not signifcantly different between the treatment
group and control group (P > 0.05). But the rates of HBeAg negative (35.3%), HBeAg seroconversion
(31.4%) and ALT normalization (84.3%) of patients in treatment group were significantly higher than those
in control group (22.6%, 17.0% and 71.7%, respectively) (P < 0.05). The above indexes in treatment group
at the end of 6th month were also significantly higher than those at the end of 3rd month (66.7% vs 35.3%,
35.3% vs 19.6%, 31.4% vs 11.8%, 84.3% vs 68.6%, respectively) (P < 0.05). Conclusions Combined
treatment of DCs sensitized by HBsAg and ETV had better curative effects on CHB patients compared with
ETV monotherapy.
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