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Wongwitdecha N. The effects of chlorpromazine on isolated rat

sciatic nerves. Chula Med J 1984 Apr; 28 (4) : 359362

The effects of chlorpromazine were studied on the isolated
rat sciatic nerves at concentrations ranging from 0.3 to 3 mM.
The drug significantly reduced the amplitude of the evoked
action potential and _decreased the conduction velocity in these
nerves. The depressant action of chlorpromazine on the amplitude
of the action potential was reversible and dose-dependent.

These effects of chlorpromazine were antagonized by
increasing the external calcium concentration from 1 mM to
3 mM, but were enhanced in the presence of 5 mM EDTA. The
slopes of the dose-response regression lines obtained in EDTA-
Tyrode solution and in high Ca-Tyrode solution were parallel
to those obtained in normal Tyrode solution. These results indicate
that chlorpromazine may exert its local anesthetzc effect by an
interaction with calcium.

Supported in part by the National Research Council of
Thailand.
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