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The primary goal of this experiment was to determine if there was a correlation between the
expression of EAAT-2 and EAAT-3 in the glutamate reuptake pathway in astrocytes and the
production of plaques associated with Alzheimer’s Disease. Since both the EAAT-2 and EAAT-
3 transporter proteins are involved in glutamate transport under normal pre-synaptic and post-
synaptic neuron signaling, then altered expression of either EAAT-2 or EAAT-3 can have
catastrophic effects on the functions of neurons in the brain. In Alzheimer’s Disease it is
believed that there is an under expression of both EAAT-2 and EAAT-3 which in turn effects the
glutamate transport pathway by preventing glutamate uptake and causing synaptic suppression.
Accumulation of extracellular glutamate can cause neurodegeneration and allow for the
reduction of glutamine needed by the presynaptic neuron. We anticipated an inverse correlation
between the expression of both EAAT-2 and EAAT-3 and the formation of plaques, revealing
that the expression of EAAT-2 and EAAT-3 is decreased most in patients with severe
Alzheimer’s Disease.



