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Background

= Risk factors for vascular disease and AD
overlap

= There are scant data regarding the role of
LPPLAZ2, a risk for cardiovascular disease
even In the absence of
hypercholesterolemia, in AD

= Elevated homocysteine is a powerful risk
factor for vascular disease, and Is known to
be increased in AD. Homocysteine and
LpPLA2 may Iinteract to increase AD risk.

= Serum total Homocysteine (tHcy)
concentrations measured using the
recombinant enzymatic cycling assay
(Roche Hitachi 911).

= LpPLAZ2 determined using the diaDexus
PLAC® sandwich enzyme immunoassay
(diaDexus, Inc, San Francisco, CA)

= CVDE classified according to Adult
Treatment Panel Ill guidelines (see Table 1)

= Fischer’s exact test (unadjusted) and
logistic regression analysis (adjusted) used
to assess the association of the CVD risk

Results

= Mean LpPLAZ2 and homocysteine were
both higher in cases than controls.

= Both biomarkers significantly predicted
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case-control status in adjusted logistic o
regression models (Figure 1).
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