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ABSTRACT

Introduction: Melatonin is a hormone secreted from the pineal gland and plays an important
role in regulating the brain functions. This hormone with antioxidant activity supports the body
against internal and external damaging factors. Melatonin reduces the production of free radicals
by preserving mitochondrial homeostasis, and contributes to ATP synthesis in mitochondria.
Reduction of melatonin by aging is one of the hypotheses suggested to be implicated in
increase of the incidence of neurological disorders. Various factors play a role in the regulation :
and production of the melatonin. This hormone can act as a neuroprotective agent for some
neurological disorders, such as Alzheimer’s disease, Parkinson’s disease, depression, and
migraine. Conclusion: According to the positive effects on the nervous system, non-toxic
properties following long-term application, and the absence of side effects, melatonin can be a

suitable compound for treatment of some neurological disease.
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(PCN: Primary cortical neurons, AIF: Apoptosis inducing factor, PSN: Primary striatal neurons, PARP: Poly (ADP-ribose) polymerase).

! Parkinson’s disease

2 Alzheimer’s disease

3 Insomnia

4 Epilepsy

5 Suprachiasmatic nucleus

¢ Serotonin N-acetyltransfer-Ase

" Arylalkylamine N-acetylserotonin

1]
|

8 Hydroxyindole O-methyltransferase

? Cytochrome P450, family 1, subfamily A, polypeptide 1
(CYP1ALl)

10 Cytochrome P450, family 1, subfam-ily B, polypeptide 1
(CYPIBI)

"' N1-Acetyl-N2-formyl-5-methoxykinuramine

12 N1- acetyl-5-methoxykinuramine
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13 Quinone reductase 2 (QR2 or NQO2)
14 Oxidative stress

15 Mitogen-activated protein kinase

16 Protein kinase B

17 Serine-threonine kinase (RAF1)
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