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xidant in wivo, it can protect LDL from oxidative modification.

prevent and treat atherosclerosis.

Hence, vitamine C can

Key words LDL oxidative modification, Cu?**, vitamine C, atherosclerosis
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Antagonistic Effect of Benzylisoguine Compound D,, on
CaM Activating Phosphodiesterase

Zhang Yuan Hu Zhuoyi Zhao Ye
(China Pharmaceutical University. division of biochemistry, Nanjing 210009)
Cai Huimin

(China Phoarmaceutical University, Division of medicinal chemisiry)

ABSTRACT

Synthetic benzylisoquine compound D,, exibites stronger inhibition on CaM-activated
phosphodiesterase than TFP. ICs = Sumol/L. Flourescence analysis indicats thur the asso-
ciation constant (K,) for the interaction between CaM and compound .Dzo is 2.64 (pmol/
L) and compound D, molecule possesses 2 binding sites for CaM. Binding style is di-

scussed.
Key words calmodulin (CaM), phosphodiesterase (PDE), antagonist, benzylisoquine com -

pound Dy, scatchard plot
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