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[Abstract] Objective To evaluate the efficacy and changes of cytokine levels of transfusion of autologous
dendritic cells (DC) and cytokine-induced killer cells (CIK) , which were activated by HBsAg for patients with chronic
hepatitis B (CHB). Methods Total of 95 CHB patients were selected and divided into group A (r = 33, treated with DC/
CIK), group B (n =22, nucleotide antiviral therapy) and group C (n = 20, with no antiviral treatment). DC and CIK cells
were cultured and amplified from peripheral blood of CHB patients. DC was stimulated with pure HBsAg in cell culture
medium prior to maturation. And 100-150 ml normal saline containing DC/CIK (10%) and serum albumin (2%) were
infused over 50-60 minutes through a forearm vein, once every three days, totally three times. HBV DNA, biochemical
indicators of liver (ALT, TBil) and cytokines (IFN-y, IL-4 and IL-12) levels in patients were measured before and after
1, 3, 6 and 12 months of treatment. ELISA was applied to detect the levels of [FN-y, IL-4 and IL-12. Results After all
stages of treatment, the HBV DNA load in group B were significantly lower than those in group A and group C (P <
0.05). After treatment for 3 and 6 months, the HBV DNA load in group A significantly decreased (P << 0.05). The levels
of ALT and TBil showed no significant difference among group A, B and C before and after treatment. The serum IL-12
level in group A was higher than that of group B and C (9.32 & 2.07 pg/ml vs 6.96 + 2.17 pg/ml, 9.32 + 2.07 pg/ml
vs 7.32 £ 2.36 pg/ml; P < 0.05) at a month after treatment, which was not statistically significant in other phases. The
levels of IFN-y, IL-4 were not significantly different among group A, B and C at each stage. Conclusions Transfusion
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of autologous DC/CIK cells activated by HBsAg had some effects of inhibition of viral replication to patients with CHB.
It is suggested that DC/CIK treatment did not improve Th1/Th2 abnormal status in patients with CHB.
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