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INHIBITION OF CALMODULIN —DEPENDENT CYCLIC
NUCLEOTIDE PHOSPHODIESTERASE BY NITIDINE

Gu Xiongfei

Yang Dongli

(Department of Biochemistry, Sun Yat-Sen University of Medical Science, Guangzhou, 510089)

Using CaM —PDE as a molecular model, orthogonal test was carried out. The results showed that niti-

dine is a new CaM antagonist, with IC;, of 86pmol/L. Kinetic studies showed that the inhibition of nitidine

was competitive with CaM and noncompetitive —competitive with cAMP. The inhibitory constants Ki of niti-

dine for them were calculated to be 66 and 64 pmol/L respectively. The results suggested that the drug may

bind to a calmodulin binding site on the enzyme.
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