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CIUM INDEPENDENT, PHOSPHOLIPID DEPENDENT 
C A L I N , F ~ ~ ~ ~ ~ ~ ~ ~ - ~ ~ ~ ~ ~ ~  ACTIVAT~ON OF NADPH-OXIDASE IN A CELL FREE PES SYSTEM 

Sharma, A.T. Evans and F . J .  Evans, Department of Pharmacognosy, The School of P. 
pharmacy, University of London, 29-39 Brunswick Square, London WClN 1AX 

Following activation of the macrophage respiratory - burst by various stimuli (e.g. 
phorbol ester) 
bound NADPH-oxidase complex (Rossi et al, 1986). Activation by phorbol ester, 
12-0-tetradecanoylphorbol-13-acetate (TPA), has been linked to the phosphorylation 
of a component of NADPH-oxidase by protein kinase C (PKC) (Cox et al, 1985). 
Resiniferatoxin (Rx) is the most potent inflammatory agent of the phorbol related 
family of diterpenes (Schmidt and Evans, 1979) and is known to activate a novel 
calcium-independent phospholipid dependent kinase, termed Rx-kinase (Ryves et al, 
1989). Activation of NADPH-oxidase was therefore studied in a cell free system 
of mouse macrophages using both TPA and Rx together with PKC and Rx-kinase. 
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