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Experimental Study on Antagonism of Ginkgolides Against Effect of Platelet-Activating Factor on Lung Strip of
Guinea Pigs Dong Jing-cheng, LI Ming, WU Gan-tong, et al  Huashan Hospital, Shanghai Medical Universi-
tv, Shanghai ( 200040 )

Objective; To investigate the action of ginkgolides antagonizing the contraction of guinea pigs’ lung strip in-
duced by the mixture of platelet — activating factor{ PAF }and platelets and its effect of preventing the PAF caused
damage of 3-adrenergic receptors. Methods: The contraction of guinea pigs’ isolated lung strip was measured. Re-
sults ; The mixture of PAF and platelet could produce a sericus contraction of lung stnip, the [, reached 4.69 X
10 " "mol/ L, while the contraction induced by PAF alone was relatively mild, its ¥, only 5.66 X 10 *mol/L, the
difference between them was significant( P <{0.05). When the platelets were preincubated with ginkgolides for 10
minutes in Tris — Tyrode’s buffered saline, the effects of PAF and platelets mixture were significantly inhibited{ P
<(.05). Exposure of guinea pigs’ lung strip to PAF in vitro resulted in a loss of 3-adrenergic receptors and weak-
ened its respones 1o isoproterenol, a receptor activating factor, the ECs, would be increased from 1.38 X 10 *mol/L
to 6.25% 10 "mol/L., P<0.05. This effect of PAF could also be inhibited by ginkgolides ( P<{.05). Conclusion:
Ginkgolides is a promising PAF antagenist, and might be used in treating bronchial asthma.
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