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Toeval uatethechangesof A TPaseactivityontheerythrocytemembranei npatientswithpregnancy-
inducedhypertension (PIH). Twenty-fivepatients withPl Hand27heal thywomenintheirlatepregnancywere
included in this study. ErythrocytemembraneAT Paseactivitywasmeasuredbybiochemicalmethod, and cholesteroland
triglyceridecontentbychol esterol oxi dasemethodandglycerophosphoricacidoxidasemethod, respectively. Thecorrelation
of the cholesterol contenttoA TPaseactivitywasobserved. TheactivityofNa* K*-ATPase and Ca?*-ATPase was
significantly lower, while cholesterol content significantly higher in PIH patients than in the healthy pregnant women.
Triglyceridecontentshowed no difference between PIH and control groups. Negativecorrelation of cholesterol to Na
K*ATPaseandCa*-ATPaseactivitywasobserved. Thedecrease of AT Paseactivitywasprimarilyduetothe
alterationoflipidcomponentinthecel Imembrane.
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