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E 1 Thromboxane A, (TXA,) 2 & 2 M/ RiEEAL RS
R:thromboxane A, %%, Ge, Ga:G&EME, PLC;phospholipase C,
PLA; ; phospholipase A,, PIP,; phosphatidylinositol-4, 5-bisphosphate,

IP; ; inositol-1, 4, 5-triphosphate, DG ; diacylglycerol,

PKC ; protein

kinase C, MLCK ; myosin light chain kinase, PC ; phosphatidylcholine,
PI; phosphatidylinositol, PS ; phosphatidylserine, AA ; arachidonic
acid, PGG,/PGH. ; prostaglandin G,/H,.
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