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Abstract :Objectivef-Amyloid precursor protein B-APP) is known as the key role played in the pathogenes's of
Alzheimer’ s disease (AD). It is now becoming likely thatB-A PP expresson may be associated with refractory epilepsy
although the mechanism may not be clear. This study investigated the expression of 3- A PP protein level in epileptic tem-
poral lobe and hippocampal tissue compared with human control. Methods: We used immunofl uorescence to examine the
expresson of B-A PP protein levels in the temporal lobes and hippocampus of patients with chronic pharmacores stant
epilepsy. Results: Fuorescence intensity of - A PP protein was shown to be increased significantly in the temporal cortex
and hippocampus of the epilepsy group of patients. Conclusions:Over expression of 3-A PP may contribute to the patho-
genetic mechanisms of refractory epilepsy.
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