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[Hvidence in the literature implies that cholinergic activity plays = [_Cholinergic synaptic mechanisms are the targets for manganese [_Hurthermore, manganese significantly influences choline transport
a role in the pathophysiology of manganese neurotoxicity. However, activity: presynaptic choline uptake (1), quantal release of systems (é) and acetylcholine binding proteins in the astrocytes
the data on manganese-induced changes in CNS cholinergic systems acetylcholine into the synaptic cleft (3), binding of acetylcholine (7). Thus, manganese influences the highly dynamic reciprocal
are considerably less extensive than those concerning other to postsynaptic receptors (5) and its synaptic degradation by relationship between astrocytes and cholinergic neurons.
neurotransmitter systems. acetylcholinesterase (4).
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locura manganica is a neuropsychiatric syndrome, the most frequent symptoms and signs
of which are: emotional lability, memory loss, visual hallucinations and flight of ideas.
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acetyl-coenzyme A (AcCoA), mediated by cholinacetyltransferase
(ChAT); (3) ACh release into the synaptic gap; (4) ACh hydrolysis (A-10)
by acetylcholinesterase (AChE); (5) postsynaptic binding of ACh
to muscarinic receptors; (6) high-affinity sodium-dependent choline
uptake into the glial cell; (7) glia-derived soluble acetylcholine-
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The organic psychosis frequently disappears when parkinsonian signs supervene.

Fig.3: The afferent connections of the septo-hippocampus

All the afferent stimuli are conveyed to the cholinergic
hippocampal system via indirect anatomical pathways.

Manganism may be reversible if diagnosed and treated in the early stages. Development
of extrapyramidal syndrome denotes permanent damage to the CNS
CONCLUSIONS:

Thg Patural h;‘story 0 manFanese intoxication could be a clinical reflection of the preferential involvement of the cholinergic systems, initially in the septo-hippocampus and its limbic connections
and later in the basal gangfia and motor systems.

Cholinergic afferents are of extreme importance in the physiology of locomotion, cognition, emotion and behavioral response.
Manganese exerts its effect as a chemical stressor in cholinergic neurons in a region-specific manner causing disruption of the cellular homeostatic mechanisms.

The,anf\tfomical selectivity of most g‘anggnese-induced cholinergic effects is compatible with the clinical correlates of manganism, involving impairment of emotional response, decline in higher
cortical functions and a movement disorder.

These observations move into the foreground the importance of analyzing the role of the CNS cholinergic systems in manganese-induced neurotoxicity.
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