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Effects of HBV S — ecdCD40L Fusion Gene Modification on Function of Dendritic Cells.
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ulocyte — macrophage colony stimulating factor (GM — CSF) and interleukin —4 (1L —4).
S,pcDNA3. 1,PBS respectively.
The expression level of CD80,CD86 and HLA — DR on DC were detected by flow cytometry. The level of IL — 12
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To investigate the effects of HBV S — ecdCD40L fusion gene modification on function of dendritic cells(DC).

The peripheral blood mononuclear cells (PBMCs) from healthy adults were incubated and induced into DC in presence of gran-

On the fifth day of incubation, DC were trans-

DC and the culture supernatants were harvested for

released by DC was analyzed by enzyme — linked immunosorbent assay ( ELISA) and the stimulatory capacity of DC in allogenic mixed leu-
Modification of DC with HBV S — ecdCD40L fusion gene resulted in activation

of DC with up - regulated expression of immuneologically important cell surface molecules (CD80, CD86 and HLA — DR) and pro — in-
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flammatory cytokines (IL —12) ,compared with control groups. DC modified with HBV S — ecdCD40L were able to stimulate enhanced al-

logeneic T - cell proliferation in vitro. Conclusion

Modified with HBV S — ecdCD40L fusion gene could promote DC's activation and

enhance its function. Vectors containing HBV S - ecdCD40L fusion gene may be a promising vaccine candidate for chronic hepatitis

therapy.
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Abstract Objective To analyse the risk factors of obstructive sleep apnea (OSA) and the gender differences in obese children.
Methods Totally 120 cases of obese children treated in our hospital were included to make single factor analysis and Logistic multivariate

regression analysis. Results Single factor analysis showed that boy, severe snoring and mouth breathing, morning headaches, excessive
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