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Heat stress combined with HBsAg stimulation to enhance the immunological

characteristics of human dendritic cells
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Abstract: Objective To investigate the immune characteristics of dendrite cells(DC) stimulated by heat
stress combined with hepatitis B surface antigen (HBsAg) and explore the cytotoxic effect of specific cytotoxic
T lymphocyte (CTL) induced by them. Methods Twenty-eight healthy volunteers were selected and divided
into 4 groups with 7 cases in each group. In the group of heat stress combining with HBsAg, DCs were pre-
pared by using human peripheral blood mononuclear cells (PBMC). The surface molecules of DCs were detected
after these DCs were loaded with HBsAg and placed at 42°C for 30 min. The HSP90 was detected by ELISA.
Then the DCs were co-cultured with autologous lymphocytes for 7 days and the number of CD3" CD8" T was
detected by flow cytometry after the co-culture. The cytotoxic effect of specific CTL was detected by LDH
(lumbar disc herniation). Different from those of the group of heat stress combining with HBsAg, DCs in the
heat stress group were not loaded with HBsAg; those in the HBsAg group were not treated at 42°C , and those
in the control group were neither loaded with HBsAg nor treated at 42°C. Results The group of heat stress
combining with HBsAg had significantly higher ratios of CD80, CD40 and HLLA-DR expressed in DCs, higher
HSP90 level, and higher ratio of CD3" CD8" T in T cells and stronger cytotoxic effect of CTL than the heat
stress group, the HBsAg group as well as the control group ( P <{0.05). And the HSP90 level of the group of

heat stress combing with HBsAg was positively correlated with the ratios of CD80, CD40 and HLA-DR ex-
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pressed in DCs ( r was 0. 73, 0.69 and 0. 78, respectively).

Conclusion Compared with the DCs stimulated

by heat stress and HBsAg respectively, the DCs stimulated by heat stress combined with HBsAg have en-

hanced antigen activity and induce more obvious cytotoxic effect of specific CTL.
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