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Effects of Indomethacin & Phenylpropionates on Quantity of
Leucocytes, Phagocytosis of Macrophages & Intracellular

cAMP Level in Mouse Peritoneal Exudate

Tang Ruyu et al

(Department of Pharmacology, Third Military Medical College)

This paper is to report our study on the effects of indomethacin, fenbufen, keto
profen, naproxen and dexamethasone on the number of leucocytes, the phagoey-
tosis of macrophages and the intracellucar cAMP level in the peptome induced
neritoneal exudate of mouse and on the comparison of thses drugs with dexametha-
sone,

Under therapeutic dosage, indomethacin and ketoprofen could significantly
decrease the number of leucocytes in the exudate (P<<0,01),but the effects of
fenbufen and naproxen were of no statistical significance. Dexamethasone was
also effective to reduce the leucocyte number (P <<0,05). The four NSAIDs tested
and dexamethasone all could inhibit both the percentage and index of the macro-
phage phagocytosis in the exudate (P<0,01),The changes of cAMP in leucocy-
tes were estimated with RIA. It was found that the intracellular cAMP level
could be markedly increased by fenbufen (P<C0.01)and ketoprofen (P<g,05). It
seems that the anti-inflammatory effects of these drugs may be mediated partly

through the elevated content of cAMP in leucocytes,



