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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.

: Key words:
1. Melatonin

i 2 Depression
i 3. Nervous System Diseases

*Corresponding Author: Marzich Darvishi

E-mail: Marzidarvish@yahoo.com

|


http://dx.doi.org/10.29252/shefa.7.3.61
http://shefayekhatam.ir/article-1-1940-fa.html

YA QL.M.:L PG a)l.o..i; ‘M ©)9°

[ Downloaded from shefayekhatam.ir on 2026-02-13 ]

[ DOI: 10.29252/shefa.7.3.61 ]

Tdlagl azms s ) (Sl 950 and po g0 Sy iy S o)

ul)." s‘a)L“‘ ‘|°>L.'.‘ éuj.t |e5l: oKisls sg;.ua).’ |a5lc sasisls Ty 1551.(: 05;‘
Ol I8 LIl i o i e pole lasion 35,47

u‘f‘ ‘F)l-.'.l ‘Ia)b”l éuj.- (:51.6 oKl ‘Gi..;)....l\»o sasisls «Sygo g S8 sQLa.) 6}5]9—\[.' bj)fv

i wleMb|

O St 17 sy b TR 09 10 1o TAY 3 ¥l

o sloo Slos @i 5 (cage (BB g 00l i Jlany 892 5l a5 cel Jge e (gDl :up2din
S Syl Jalse il )0 o Calem carge (lapnST (ST cdlad b (090 0l S oo L]
5 903 g0 (Rl 1y ol sle J4ol, adg (6,08 gin (g3limgase i b (bl 005 0 ()5
o ke slo 4nd 8 51 (S (o GRIBIL (59l (28150 oSS (50 e ;0 ATP i o
Ayl i pdeide gl g palais jo alide Jelse .ol gmas OS] 5g n iali8l A gi Ao 4o
el e Jed 5l (omae SWST (Sl 50 ae (HBlre Lle G lgieds (3090 0
Doy St Sl 4 az gl b AGASAIUI oS oo Jos (500 5 (Tl c5iS )l 6 lon
oS Sl e Geisdle (il (B)lse 9 5 Dae sk Bran I e (so f AlsE srae
5 2l e slag Lo (F 2 Oloyd sl clie

oy uuls |

oo N
S S ] Y
o S5 5los V

5950 4 0 i g o g8
Marzidarvish@yahoo.com : Suig ySI| po 351

I


http://dx.doi.org/10.29252/shefa.7.3.61
http://shefayekhatam.ir/article-1-1940-fa.html

[ Downloaded from shefayekhatam.ir on 2026-02-13 ]

[ DOI: 10.29252/shefa.7.3.61 ]

WA UL..M..:L PG o)Lo..i’; ‘ﬁ,...m 0)9°

—ae laabl 5l o Jbpels 0y b e )lge s
S8 Sl g 09dioo b (BB (oS (2
A 50 00,5 o Jlay sa e o Loy slaoni, S
O G Slid il el cAMP i a8l
e ol oyl 5 35, 5 o "(SNAT) il 5 il
Py S oo ay 09—Bo0 gMe S 4y
oo ol s sl Ao ¥ s S il
S 9y B (9l Jmud Sel PLuS'y ue
Sy ez 9o nS92)S G 9 3900 Ol B9 ¥
il 5o 50 35t (g 5§ (oS 9,000 O 5l (g
g Jeil Ol an |y gt FAANAT o 531 g
S—dsi —telete cdles L tHIOMT o 1 s 5o
&=l 5 09— 50 GPdle e o0 il ) Sgle
)3—~'3*—~’“—3‘)° Ol g a8 05500 3y (el (555
Gk 3l 5 9mS ) caes job 4 gl il 5,
CCYPIBL 5 "CYPIAL cslaps,S s oo SnSg o
A 8o (g DenS 5,000 5l any 355 o0 0 ulie
Ol aBloe adg oS olS Ly Slilg Ly e & j50
Origidle Ay am 4S5 Jlatn 808 50 (y5 090
Ul ol 51 i 5 w59 e ks s
¥ st (—Sg,0e0 0dsi 9 o] sla 0ol sl
o8k pge slrcidglio 5l ages g0 .l Ils 1, # 4
ST 5T Eled 4o 4 aiias "AMK  "AFMK

V) oS o oLl | g i

e Sl 5l (S SE Ggser Gl gl
9 3950 Do (i S gl Seliw il e
o] i A5 g (67500 tes sl Shee
h o2 5 3L 9 (i sl )b, (o 55,8l vt
G Sl s do Slaladl cul S g 0,10 cuge
G953 ola—nST 61 S bgde (M )) asl ails
O 5515y oml 5 amS (oo cmlom (sl 55051 51 5 005
=] s 89S o 55 sl bo 5l (g5l o

AOY) cwl oo, olsl a

dodlo

45 alige (i b slaggessn Sl S gl
o=l = Gl 3 09800 gt 3 iy 802 ]
u—uy)l-o ol 00 oolazul oo,'l_....f O y90 Ay (H90,90
Plss glls 5 00,5 j5me (e (s il (i
ol s alol lallas (Ve ¥) sl o oSl il>
w7 Lo slon )3 (9—ey90 o e 45 e e
ol 3T PD) yaiaS 5 0 tile oy pias S
(S ro s i (=l sl o T(AD)
5SSl lacewl Fe 0 T (Hle (o S
iy A (§ 90 dalllas sl jo () cnl Sglao .
Olyeas o1 515 oigdle Sjgl b 0, Shos 5 L
SIS o Jobow 5okl el B o oSt T So
210258 (S s B a5

oMo S 5glgr 78 8 ,Shes 9 jew ¢yl L

S (N-acetyl-5-methoxytryptamine) o9
Aronla_wg 45 eog Ldgio 5 dwlowl 5l e Jglie
30 9—ayee sl a0 8 a5 VA0A JLw o B. Lerner
ol 0 o gty JTain 80é 5l Ddae o]y
(oo)leS adgl Jolt b Sede e Sudg sLapladl
ASeh gy s slasSdsd Skl sla gl
2y JU 53 ke 5 g ogiil LSV oo 3l 202

(Fo0) il e

ESRVENINUCNES PE S PN Ry
iy Sl s Jleailb slaJolw 5l azil JLas!
Sl ST g & jo S iig 55 S8l 093 0
plol il o o So5g0em celw 45 > %(SCN)
as Ll g Bgd 55,5 slaosie 4y SCN I clys
s b ) a0, 5 o e Jlaiy Bu g
S ou Ly (S8 50,8 sate e lad g oal S o0

Ol S (__,'_uSBJLLu) &

I—]IO}\-iTl

- -

m‘* — O T O WY

H c
A dy T
1]
sl

sl e t_L_._Mnl —al

& A

g (Josle Jlizbe 5 g ol e =Y i guad

(PCN: Primary cortical neurons, AIF: Apoptosis inducing factor, PSN: Primary striatal neurons, PARP: Poly (ADP-ribose) polymerase).

! Parkinson’s disease

2 Alzheimer’s disease

* Insomnia

4 Epilepsy

5 Suprachiasmatic nucleus

¢ Serotonin N-acetyltransfer-Ase

" Arylalkylamine N-acetylserotonin
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|

8 Hydroxyindole O-methyltransferase

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

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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