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MEREL (EX) Role of cellular senescence factor Ecrgd -investigating its
expression and identifying its receptor which may be a therapeutic target in
Alzheimer’ s Disease
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In the brains of ApoE4 Alzheimer’ s Disease transgenic mice, SA- S -gal activity and
expression of Ecrg4 was elevated compared to non transgenic mice. Our data suggests that
cellular senescence might be one of the causal mechanisms of Alzheimer’ s Disease. By
carrying out immunoprecipitation of Ecrg4 binding protein, few bands were detected which

might be candidates of Ecrg4 receptor.
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