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INTRODUCTION AIMS AND METHODS

In order to investigate the potential link among hypertension and AD, we focused on a particular
model of hypertention, obtained by tranverse aortic coarctation (TAC) and showing a significant
hippocampal and cortical AR deposition within four weeks. Thus, we explored molecular markers
and behavioral traits associated to AD in genetically modified mice for RAGE. In particular, the pro-
cess of microglia activation and the expression of typical pro- and anti-inflammatory genes as well
as learning and memory abilities in the Morris Water Maze test, were assess.

Alzheimer’s disease (AD) Is the most common form of demen- ~-
tia in the elderly. The pathological hallmarks of the disease

are characterized by the presence of senile plaques in form of
extracellular B-amyloid (AB) deposition, accompanied by in-
creases Inflammatory responses and impairment in learning

and memory abilities.

For a long time, a clear association between AD and hypertension has been reported,

although the pathological link underlies such association is still unknown. Experimental EXPERIMENTAL DESIGN
evidence provided by animal models has shown that RAGE receptor is involved In the | -
transport of AB through the blood brain barrier, suggesting a role for this receptor in A ANAYSIS g
mediating the effects of neurovascular risk factors in the AD etiology. l -
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ROLE OF HYPERTENSION IN THE AD ETIOLOGY
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