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A STUDY OF THE ANTICLOTTING MECHANISM
OF THE ACTIVE COMPONENT API,;;,
EXTRACTED FROM Andrographis paniculata

Nie Lei Zhou Shihao Xu Jiaowen
(Department of Biochemistry,Sun Yat-Sen University of Medical Sciences, Guangzhou,510089)
Fu Liangwu
(Department of Cardiology, Tong Ji Hospital, Tong Ji University of Medical Sciences)

APlyy;,, a derivative of flavone, is an active component of Andrographis paniculata.
The experiments in vitro demonstrated that APly;, inhibited human platelet aggregation and
the IC,, for the aggregation induced by ADP was about 70ug/ml. The data showed that
APy had potential inhibition on CaM, and the IC,, was about 34 pg/ml. API,;, had no ef-
fect on the CaM-dependent phophodiesterase (PDE- 1 ) activity itself, however, inhibited the
CaM-independent phosphodiesterase (PDE- I ) activity with IC, of 240pug/ml. The dynamical
investigation showed that API,;; appeared not to affect the Km value of PDE-I, but
brought about decrease of V.., suggesting the inhibition was noncompetitive. These find-
ings indicated that an increased cAMP level in platelets stimulated by API,;, resulted from
the direct and indirect inhibition of PDE which hydrolyze the cAMP within the cells.

Key words Andrographis paniculata; platelet aggregation; calmodulin; phosphodi-
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