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Effect of carbachol on immune function of monocytes and lymphocytes

in human peripheral blood stimulated by lipopolysaccharide
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Beijing 100037, China

[Abstract] Objective To investigate the effect of cholinergic drug carbachol on immune function of monocytes
and lymphocytes in human peripheral blood stimulated by lipopolysaccharide(LPS). Methods Monocytes and lym-
phocytes were separated from peripheral blood in healthy adults, The cells for test were divided into control, LPS
stimulation alone and LPS stimulation + carbachol groups. Different doses (100, 10, 1, 0.1, 0. 01pmol/L)of carba-
chol were added to monocytes and lymphocytes in 1 X 10° cells/L, followed with stimulation by LPS(100pg/L). After
cultivating for 12 h, expression of HLA-DR antigen on CD14* monocyte and lymphocyte apoptosis rate were deter-
mined by direct immunofluorescence on a flow cytometer. Results HLA-DR expression was significantly lower in
monocytes stimulated by LPS than those not stimulated. When pretreated with carbachol, HLA-DR expression sig-
nificantly increased in a concentration-dependent manner. Apoptosis rate in lymphocytes stimulated by LPS alone was
significantly higher than those in controls, and much decreased when pretreated with carbachol, which also showed a
concentration-dependent manner. Conclusion The results suggested that carbachol had a significant effect on LPS
induced immunosuppression in human monocytes and lymphocytes.
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