Intracerebral Viral Expression of APOE4-Ch Variant Modulates
Amyloid and Tau Pathology and Associlated Glial Response in Transgenic AD Mice
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INTRODUCTION APOE4Ch enhances microglial response to amyloid plaques APOEA4Ch enhances astrocytic response to amyloid plaques
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potential have not been fully explored.
OBJECTIVE APOE4Ch modulates morphology of microglia associated with APOEA4Ch reduces cortical amyloid plague-associated neuritic dystrophy
This study aims to investigate the impact of expressing amyloid plaques in APP/PS1 mice and improves synaptic marker in APP/PS1 mice
the Ch variant of APOE4 in adults on the progression of
amyloid and tau pathology in transgenic AD mice. . . '
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APOEA4Ch reduces total amyloid deposition but APOEA4Ch reduces soluble but not insoluble A APOEA4Ch reduces tau pathology in selected brain regions and enhances microglial and
not fibrillar plaques in the brain of APP/PS1 mice iIndependent of APP expression or processing astrocytic response to tau pathology in PS19 mice
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