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CCL27,CCL28 and CCR10 increased in the peripheral blood in the acute
phase of pilocarpine-induced status epilepticus mice”
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[Abstract] Objective To investigate the expression of chemokine CCL27,CCL28 and their receptor CCR10 in mouse periph-
eral blood in the acute phase of epilepsy. Methods The peripheral blood of acute epileptic mice at different time points(10 min, 30
min, 1 h,2 h) was collected, real-time PCR was used to detect the mRNA expression level of CCLL27 and CCL28. The heparin anti-
coagulation peripheral blood at the same time points(10 min,30 min,1 h,2 h) of normal and acute phase of epileptic mice were col-
lected and flow cytometry was used to investigate the expression of CCR10 in peripheral blood lymphocyte. Results The mRNA
expression level of CCL27, CCL28 in peripheral blood and the expression of CCR10 in lymphocytes were found significantly in-

creased at 2 h in epileptic mice than those of normal(P<C0. 01). Conclusion The immune function disorder occured in peripheral blood

in early epilepsic pathological process and might be associated with the subsequent inflammatory reaction and neuron apoptosis.
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