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Ongoing research support:

NIH/NIA RO1 AG HL20255 Moore (PI) 9/30/01 — 8/31/12

Mechanism of CD36 signal transduction

The major goals of this grant are to investigate the mechanism of CD36-signaling by identifying downstream kinases
activation, performing structure/function studies of this receptor and identifying downstream gene activation.

Role: PI

Claflin Distinguished Scholar Award Moore (PI) 7/01/06 — 6/30/08

Regulation of netrinl by hypercholesterolemia,

The aims are to investigate how hypercholesterolemia regulates netrin-1 expression in atherosclerosis.
Role: PI

American Heart Association 0655840T Moore (PI) 7/01/06 — 6/30/09

American Heart Association, Grant-in-Aid

Role of netrin-1 in atherosclerosis,

The aims of this grant are to test the effect of the axonal guidance molecule netrin-1 on macrophage function
and foam cell formation in atherosclerosis.

Role: PI

American Health Assistance Foundation Moore (PI) 7/01/06 — 6/30/09

Innate immune signaling in Alzheimer’s Disease

The aims of this grant are to define the role of Toll-like receptor signaling in microglial inflammatory responses
to AR and the development of AD pathology in vivo.

Role: PI

Completed research support:

AG-NS-0225-03 Moore (PI) 7/01/03 — 6/30/07

Ellison Medical Foundation, New Scholar Award

Genetic & functional analysis of CD36-signaling in age-related chronic inflammatory diseases

The aims of this grant are to investigate the role of CD36-signaling in age-related chronic inflammatory
diseases, including Alzheimer disease and atherosclerosis.
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Role: PI

R24 RR014466-05 Moore 2/15/01 — 1/31/06

NIH/NCRR

Development & characterization of CD14-deficient mice

The aims of this grant were to develop, characterize and distribute mice with a targeted mutation in CD14.
Role: PI 6/02/05 - 01/31/06.
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