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Abstract

AIM: To analyze the curative effect of allogeneic
dendritic cells-cytokine induced killer (DCs-
CIK) in hepatitis B e antigen (HBeAg) positive
patients with chronic hepatitis B.

METHODS: From October 2011 to April 2013, the
chronic hepatitis B patients whose hepatitis B virus
DNA became negative and HBeAg was positive
persistently after treatment with pegylated inter-
feron combined with entecavir at our department
for 1 year were divided into two groups: A and
B. Group A (n = 29) was treated with the original
antiviral treatment combined with DCs-CIK for 96
wk, while group B (n = 32) was still treated with
pegylated interferon combined with entecavir for
96 wk and did not receive DCs-CIK. The efficacy
was compared between the two groups.

RESULTS: After 6 cycles of treatment, the nega-
tive conversion rates of hepatitis B surface antigen
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(HBsAg) and HBeAg in group A were 11/29 (37.9%)
and 17/29 (58.6%), respectively. The disappear-
ance rates of HBsAg and HBeAg were 5/29 (17.2%)
and 15/29 (51.7%), respectively. In group B, the
negative conversion rates of HBsAg and HBeAg
were 3/32 (9.3%) and 10/32 (31.3%), respectively;
and the disappearance rates of HBsAg and HBeAg
were 2/32 (6.2%) and 9/32 (28.1%), respectively.
The negative conversion rates and disappearance
rates of HBsAg and HBeAg were significantly
higher in group A than in group B (P < 0.05).

CONCLUSION: TCs-CIK combined with pegylated
interferon and entecavir can achieve a better cura-
tive effect than pegylated interferon and entecavir
in HBeAg positive chronic hepatitis B patients.

© 2014 Baishideng Publishing Group Inc. All rights
reserved.
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