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ELECTROCONVULSIVE SHOCK-INDUCED

IMPAIRMENT OF SPATIAL LEARNING

IS AGGR4VATED BY NIFEDIPINE

PLOTR POPIK, JACEK MAMCZARZ, JERZY VETULANI1
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Electroconvulsh'e sJ:oc/c-induced impairthent ofspatial learning is ag

gravatedbynifedipine. P. POPIK, J. MAMCZARZ, J. VETULANT. Pol. J.

Pbarmacdh, 1993, 45, 185-190.

Chronic electroconvulsive treatment applied immediately after a train

ing session or with a 15 mm delay impairs spatial learning and memory in

the Morris water maze paradigm, and this impairment is not counteracted,

but rather aggravated by co-administration of a calcium channel blocker,

nifedipine.

Key words: Electroconvulsive treatment, memory, Morris water maze,

calcium channel blocker, nifedipine

Calcium is intimately involved in memory formation see [3] but the

effects of pharmacological manipulation of calcium inflow into the neu

rons are not clear. Thus, inhibition of calcium inflow through NMDA

sensitive calcium channels by antagonists such as MK-801 impairs

memory [2] but inhibitors of calcium inflow through voltage-dependent

channels, particularly nimodipine, were described as agents improving

memory see [6].

Electroconvulsive treatment ECT, a very effective therapeutic means

in depression, interferes both with calcium channels and memory: ECT

I correspondence




