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[ Abstract |

Objective To investigate the effect of glucose-based peritoneal dialysis fluids and icodextrin-based peritoneal dial-

ysis fluids on the expression of TLR2 and TLLR4 on huamn peritoneal mesothelial cells. Methods Human peritoneal mesothelial cell
line 5—10 generations(HMrSV5) was cultured in DMEM/F12 medium supplemented with 10% (v/v) fetal calf serum (FCS). Cell
viability and cell proliferation were assessed using MTT method. The experiment were divided into 5 different groups: group A
(control group) ,1. 5% dextrose group,2.5% dextrose group,4. 25% dextrose group and 7. 5% Lcodextrin group. Icodextrin group
(aikau dextrin) , TLR2 and TLR4 expression were detected by Western blot. Results Treatment with different concentrations of
glucose-based peritoneal dialysis fluids for 24 h did not affect the expression of TLLR2 and TLR4 protein. In addition,after stimula-
tion for 48 h,1. 5% dextrose, 2. 5% dextrose, 4. 25% dextrose decreased TLR2 expression by (5. 5+2.8)%,(31. 4+7.5) %,
(54.9741.9) % respectively, TLR4 expression by (32.9417.6) % ,(47. 74+13.5) % ,(66.4+13.5) % respectively. Stimulation for
72 h,decreased TLR2 expression by (29.4414.7) % ,(38.949.9) % ,(63.5416. 5) % respectively, TLR4 expression by(59. 5=+
16.8) % ,(63.149.5) % ,(79.2414. 0) % respectively. There was no significant change in TLR2 and TLR4 protein expression on
7.5% icodextrin group. Conclusion Glucose-based peritoneal dialysis fluids, but not icodextrin-based peritoneal dialysis fluids
downregulates expression of TLR2 and TLLR4 by HMrSV5.
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