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Fig. 1.

Metabolic pathways of inositol phospholipids and their derivatives in cell activation.
Symbols denote: A : phospholipase C, @ : phospholipase A., B : diacylglycerol kinase, [1:
diacylglycerol lipase, O: cytidine triphosphate phosphatidate transferase, #* : cytidine
diphosphate diacylglycerol inositol transferase, A : inositol monophosphate phosphatase.
Abbreviations : PI: phosphatidylinositol, PIP : PI - monophosphate,

PIP.: PI - diphosphate, IPs: inositol trisphosphate, IP:: inositol bisphosphate, IP: inositol
monophosphate, Ins (1, 2-cy) P: inositol 1, 2 - cyclic monophasphate, Ins(1, 2 - cy) P2 : inositol
1, 2-cyclic diphosphate, Ins (1, 2-cy) Ps: inositol, 1, 2 -cyclic triphosphate, IP,: inositol
tetrakisphosphate, DG : diacylglycerol, MG : monoacylglycerol, AA: arachidonic acid, PGs:
prostaglandins, PA : phosphatidic acid, PE: phosphatidylethanolamine, PS : phosphatidylserine,
PC: phosphatidylcholine, LPI: lyso-PI, LPA: lyso-PA, LPE: lyso-PE, LPS: lyso-PS,
LPC: lyso - PC.
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Formation of several intracellular messenger systems by several extracellular stimulations.



O OB HE

Table 2. The role of protein kinase C in several cell functions

Adrenal cortex ---ceerereeeerieeens Steroidgenesis

Neutrophils «+eeerrermerereeaneeennn Superoxide generation
Neutrophils «----erereemeeeeneeneeee Hexose transport

Smooth muscle «-w-ceerererermeenees Contraction

Platelets ................................ Serotonin release

Platelets ................................ Lysosomal enzyme release
Basophils .............................. Histamine release
Neutrophils s-+ceeerrererereaeeenes Lysosomal enzyme release
Mast cells ............................. Histamine release
Pituitary cellg-«-r--reeerereeeeeeeenes Growth hormone release
Pituitary cellg-«-r-roeeroreereeenenee Luteinizing hormone release
Pituitary cellge-:ceeveeeeeereeennnes Thyrotropin release
Pituitary cellg---r-eseeeemereeeeeens Prolactin release

Ileal nerve =«----rerereereeerneeceeaens Acetylcholine release
Uterus nerve «-r-roreeeeeerreeeeeees Acetylcholine release
PC-12 cells -+-reeeeermrermreerecneeee Dopamine release

Caudate nucleus: - s=eoeereeeeees Acetylcholine release
Adrenal medulla «--c-eoeeveeereeees Catecholamine release
Adrenal cortex weorreererenerenenes Aldosterone release
Pancreatic islets ---------roeeeeeeeee Insulin release

Insulinoma cellg--------serereeeeeees Insulin release

Pancreatic acini-------r-ereeeeeeeees Amylase release

Parotid gland «----ceoeereereeeereeeee Protein secretion
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Acylation and deacylation of phospholipids.
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abbreviations see the legend to Fig. 1.
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SR EFEREIY, BRIEN—&EE-> TV 5 AHEHE
DHBHZLEHRBEL TS,

INFTRTELARRIEIC L) ML 72 &fEH
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Increase in turnover of phosphoinositides and hypothetical model for cell activation. For
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