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Fig. 1 Pathways of adenosine metabolism in the heart (Schutz et al. 1981)
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Table 1 Effectors of Al receptors other than adenylate cyclase

Effector and effect of Al agonists

Tissue

Activation of K—Ach channels
Activation of K—ATP channels
Inactivation of Ca2+ channels
Stimulation of Cl~conductance
Enhanced glucose transport
Increased inositol phosphates
Decreased inositol phosphates
Activation of Na*t/Ca2*t exchange

Atria, Striatal neurons

Heart
Dorsal root ganglia
Hippocampal dendrites
Adipose tissue
Guinea pig cortex, Vas deferens

Mouse cortex, Brown fat

Heart
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FEWHRR L LD IR R IS RN %
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CIMAMEDOHEEZ© LAMESEEL. 20
TR IR 47 i Al el A 1 N ol Sl Al L) I
LRI O HI &, SR AT REE ) 2 S OV /AT LT
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bW
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