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ABSTRACT

Introduction: Alzheimer’s disease (AD) is the most common type of dementia in the
elderly. Memory impairment usually occurs gradually and progressively. AD has not only
been associated with decreased cerebral acetylcholine concentration, oxidative stress, and
beta-amyloid protein deposition, but more recent studies have shown that neurodegeneration
induced by disturbance of the intracellular calcium homeostasis is also involved in the
pathophysiology of the disease. It has been reported that calcium channel blockers (CCBs)
have beneficial effects in different models of memory impairment. Here, we review and discuss
the effects of CCBs, especially N-types, as novel agents that have effects on memory deficits
in animal models of AD. on contrary to the L-type calcium channels, which are presented in
the other organs in addition to nerve cells, N-type calcium channels are commonly located
on the neurons. The main advantage of N-type CCBs is their lower side effects than other
CCBs. Conclusion: Targeting the N-type CCBs may contribute to the new strategies for
the treatment of AD.
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"Excitotoxicity
2 Degeneration
3 Aging
4 Beta amyloid
5 Presenilin gene
¢ Endoplasmic reticulum
" Glutamate
8 N-Methyl D-Aspartate
? Hippocampus
10 Anterior cortex
" Alzheimer’s disease
12 Dementia
. 13 Neuroprotection
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4 Nimodipine

15 Verapamil

16 Nilvadipine

17 Nitrendipine

'8 Long term potentiation
19 Ziconotide

2 Prototype

2l Omega conotoxin

22 Non opioid

% Non inflammatory

2% Intra cerebro ventricular
% Intrathecal

26 Neurotransmitter
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2 Morphine

% Naloxone

¥ Novel object recognition
3% Cognitive memory
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3 Western blot

35 Morris water maze

36 Conditional fear memory
7 Passive avoidance test

31 Spontaneous morphine withdrawal
32 Radial arm maze
33 Reward memory

3 ELISA technique
39 Brain-derived neurotrophic factor
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