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After receiving the AASERT fellowship, I conducted post-nBM lesion timecourse
studies in order to determine whether cholinergic and phospholipid metabolism
recovers after unilateral lesions. I found that cortical phospholipid
biosynthesis and hydrolysis is altered following loss of cholinergic input,
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The jr1nCr 5 of tesien of afiendiZna modulatory t~r&ngni~tter axusaaaM ollu&J iSid m.Saholign in the rat! hri models for
naia~M Iitter reaulation of zphomnholivid Metablism.

Myv the in research in Dr. Richard Wurtman's laboratory centered
on the ý t:ractions between acetylcholine and phospholipid
met.-frilis , specif ically,, on changes of phospholipid metabolism and
masn in ertical terminal fields after removal of cholinergic
inne~rvatiln. Before receiving the MASElT fellowshipo I found that
phospholil'±4 end phospholipid metabolite levels in frontoparietal
cor-'-.* aria decreased following excitotoxic lesion of the basal
fare.brairti cholinerqic nucleus basalis (nM). nBX lesions were
veritied :,q the measurement of choline acetyltransferase activity

After receiving the AKSERT fellowship, I conducted post-riBN

Cholian e act yl tr n f r s c i i y a c t l h ~ n l

in cortical slices showed an eventual recovery after the lesion.

The decreasees in cortical phospholipids also recovered after the

lesi on, the time course was similar to that seen f or evoked

acetyle~ho.. in. release. Cholinezgic lesion by surgical sectioning
alsoi reu ulted in decreased cortical phospholipids, while

exce.totoxc a. lesions of non-cholinergic projections to cortex did
not. charig phospholipid levels. Radiolaballing and enzyme assay
expa~rimen a with cortical tissues indicate that phospholipid

biciy~nthe -is is decreased following nDX lesion. This decrease --

occurs at the point of choline )cinase. Phospholipid turnover inJ

cc)rzox miay also be increased following nIM lesions, as indicated by

muszarinic inositol lipid hydrolysis and choline radiolabeln 'f
Cortical tissu,95-

X--Cpa.,y J W, dr ical phospholipid biosynthesis and hydrolysis

is ater following loss of cholinergic input.
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