Z407  Effects of some agents on the phagocytosis of IgGi or fibronectin
coated latex beads in peritoneal exudated! Mouse Macrophages
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Z501 Long-Term Depression in a Crayfish Motoneuron: a Role of
Caicium-Dependent Caicium Channel Inactivation
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Previous studies have shown that increased electrical impulse activity of a
previously inactive motoneuron produces a long-term depression (LTD) due to less
transmitter release from motor terminals and a long-term decrease in voltage-
dependent Ca®" current of the cell body. Since voltage-dependent Ca®* channels in
the cell body has been shown to undergo fong-term Ca*'-dependent inactivation, an
activity-dependent downregulation of Ca channels at nerve terminals could be a
underlying mechanism of this synaptic change. To determine whether the same
kind of Ca®* channel is involved both in transmitter release and in Ca®" current of
the cell body, the sensitivity of each Ca”* channel to various inorganic blockers was
examined. The sensitivities of Ca®* channels to the inorganic blockers appeared to
be quite similar to each other on the basis of estimated ICso (2 M): Cd* = 99.6,
Mn®* = 707.4, and N** = 1527.2 for Ca® channe! in the cell body; Cd** = 850,
Mn?'= 771.2, and Ni*'= 857.4 for Ca®" channels at nerve terminal. Thus, each of
Ca®* channels belongs to the same high-voltage activated Ca®* channel subtype.
These findings suggest that the long-term reduction in transmitter release is due to
Ca”*-dependent Ca®* channel inactivation.



