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RISPERIDONE ANTAGONIZES
b-AMYLOID PEPTIDE-INDUCED
INTRACELLULAR CALCIUM LEVEL
CHANGES IN FIBROBLASTS
Antipsychotics are widely used in the manage-
ment of behavioral and psychiatric symptoms
of Alzheimer’s disease; however, little infor-
mation is available on the effect of these drugs
on the progression of dementia. The neu-
rotoxic b-amyloid peptide, the causative agent
m Alzheimer’s discase, leads to ionic imbal-
ance in both neurons and fibroblasts. There-
fore, the purpose of our study was to monitor
the impact of the frequently prescribed anti-
psychotic, risperidone, on the calcium homeo-
stasis of readily available tissues, such as fi-
broblasts. Calcium levels of primary fibroblast
cultures harvested from Alzheimer patients
and age-matched controls were measured uti-
lizing fluorimetric studies after treatment with
b-amyloid peptide and/or risperidone. Intra-
cellular basal calcium concentration of Alzhei-
mer fibroblasts was lower when compared to
that of controls. b-amyloid peptide caused an
increase in the calcium level of control cul-
tures only, leaving the ionic homeostasis of
Alzheimer cells intact. Co-administering b-
amyloid peptide with risperidone did not
change the calcium concentration consider-
ably. b-amyloid peptide elevates calcium con-
centration of fibroblasts to toxic levels. Ad-
ministration of risperidone efficiently attenu-
ates b-amyloid-induced cytotoxicity in vitro.
KEYWORDS: Alzheimer’s disecase -
b-amyloid peptide - fibroblast - fluorescence -
risperidone

OSSZEFOGLALAS

Az Alzheimer-koros betegek egy részénél
megnyilvanulo viselkedési zavarok kezelésére
antipszhichotikumok alkalmazasara van sziik-
sé¢g. Kevés informacioval rendelkeziink azon-
ban arra vonatkozolag, hogy a neuroleptikum-
kezelés miként hat a demencia lefolyasara.
Mivel a kor kialakulasaért felelésnek tartott
b-amyloid peptid sejtkarositd, ion-haztartast
felborito hatasa fibroblasztokon is kimutatha-
t6, arra kerestink munkank soran valaszt,
hogy a gyakran hasznalt atipusos antipszicho-
tikum, a risperidon, hogyan befolyasolja a
konnyen tenyeészthetd szovetek, ugy mint a fi-
broblasztok kalcium-egyensulyat. Fluorimet-
rias médszerrel tanulmanyoztuk az Alzheime-
res ¢s kontroll fibroblasztok ionikus homeosz-
tazisat, valamint B-amyloid peptidre, illetve
risperidonra adott valaszat. Az Alzheimer-ko-
ros betegekbol szarmazo fibroblasztok intra-
cellularis nyugalmi szabad kalcium szintjei a-
lacsonyabbak voltak a kontrollokhoz viszo-
nyitva. Kontroll fibroblasztok emelkedett kal-
cium-szinttel valaszoltak a b-amyloid hatasa-
ra, mig az Alzheimeres tenyészetek esetében
¢z a valtozas elmaradt. Risperidon hatasara
azonban a b-amyloid-peptid kalcium-szintet
emel6 hatasa nem volt megfigyelhetd. A b-
amyloid peptid korosan megemeli a fibro-
blasztok kalcium szintjét; risperidon in vitro
hat¢konyan antagonizalja a peptid ezen sejtka-
rosit6 hatasat.
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