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[ Abstract] Objective To investigate expression of Toll-like receptor 4 (TLR4) on surface of pe-
ripheral blood mononuclear cells (PBMCs) in septic patients with Gram-negative bacterial infections and
weather correlated with lipopolysaccharide (LPS) tolerance. Methods  Thirty-two patients , who were diag-
nosed as sepsis infected with Gram -negative bacteria in Intensive Care Unit of our hospital ,and twenty health
person as control group were studied . Morning blood samples of these person were obtained to isolated PB -
MCs. Expression of TLR-4 on surface of the PBMCs was quantitatively analyzed by direct immunofluorescence
using flow cytometer. The isolated PBMCs were cultured with LPS (1 pg/ml) for 24 hours. Expression of
TLR4 on surface of cultured PBMCs was also measured by flow cytometer . Concentrations of tumor necrosis
factor-a (TNF-a) ,interleukin-6 (I1.-6) in serum and culture supernatant were measured by radioimmunoas -
say. Results (1) PBMCs isolated from septic group had significantly increased expression of TLR 4 com-
pared to those from healthy controls (P <0.001). The concentrations of TNF - and IL-6 in serum were also
significantly increased in the septic group ,compared to those in healthy controls (all P <0.001).(2) After
stimulation by LPS ,the concentrations of TNF -a and IL-6 in culture supernatant of the PBMCs from the sep -
tic group were significantly decreased compared to those from healthy controls (all P <0.05). Expression of
TLR-4 on surface of the PBMCs from the septic group was decreased slightly ,but there was no significant
difference compared to the unstimulated PBMCs from the septic group (P >0.05). Conclusions After stim-

ulation by LPS,the LPS tolerance could be seen in isolated PBMCs from the septic group , but it does not
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depend only on reductions of TLR -4 expression ,and other complex mechanisms could be involved . Down-reg-
ulation of proinflammatory cytokine release could be seen in endotoxin -tolerant monocytes .
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