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[ Abstract] Objective To investigate the suppression of regulatory T cells (Treg) on dendritic
cells (DCs) in the pathogenesis of chronic hepatitis B (CHB), and to find out new method for CHB treatment.
Methods Total of 15 cases with CHB and 15 healthy persons were enrolled in the study. Peripheral blood
mononuclear cells (PBMCs) were isolated from patients with CHB and normal controls (NC) with density
gradient centrifugation. DCs generated from peripheral blood mononuclear cells were cultured and induced
by GM-CSF, IL-4 and TNF-a in vitro. Magnetic activatied cell sorting (MACS) was applied to purify Treg
and CD4"CD25™ T cell from PBMCs. Mature DCs were mixed with CD4"CD25™ T cell and cocultured with
Treg derived from different sources and with different proportionalities for 3 days. MTT assay was used to
determine the suppressing index. Treg were added to DCs at different culture stages. Costimulatory molecules
CD80 and HLA-DR on DCs surface were analyzed by flow cytometry, respectively. Results Treg from CHB
patients and NC suppressed DCs immunity. And treg from patients with CHB suppressed DCs much stronger
than that from NC (P < 0.01). DCs were cultured with Treg at different proportions in three days. The
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suppressing rate and index of Treg on DCs immunocapacity both increased with Treg proportion increasing.

The expression level of CD80 and HLA-DR in DCs decreased, when adding Treg to the culture system at

different times. Earlier addition of Treg, lower expression levels of CD80 and HLA-DR were observed.

Conclusions Treg from patients with CHB had stronger suppressing capacity on DCs immunocapacity than

those from NC, which was time and dose dependent. Expression decreasing of DCs surface marker of CD80

and HLA-DR may be the possible
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