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ABSTRACT

Introduction: Neurodegenerative diseases (ND) cause several disruptions in the neuronal

function in the brain, resulting in cognitive disorders as well as motor neuron disabilities. ;
Although several factors contribute to the development of these diseases, nutrients could play
an important role in their pathogenesis. Nutritional deficiencies or imbalances in vitamins
regulation may influence neurological metabolism and lead to abnormal functions in the brain, :
such as oxidative stress production, mitochondrial dysfunction, and protein accumulation
(Synuclein, f amyloid plaques). This may eventually lead to ND. Water- and fat-soluble
vitamins not only may prevent Parkinson’s and Alzheimer’s diseases but also have therapeutic
effects on these diseases via their antioxidant and anti-inflammatory properties. However, some
studies indicate that vitamin function does not influence on prevention of ND. Conclusion:
Regarding to neurological protection role of water- and fat-soluble vitamins, in this review :
article, we have summarized the role of the neuroprotective effects of vitamins on ND. '
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! Neurodegenerative disease
2 Substantia Nigra Pars Compacta
3 Fat-soluble vitamins
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+ Water-soluble vitamins
° Biogenic Amines
¢ Steroids


http://dx.doi.org/10.61186/shefa.11.3.95
https://shefayekhatam.ir/article-1-2356-fa.html

VY Ll oy o)lah o3y 0y90

[ Downloaded from shefayekhatam.ir on 2026-02-24 |

[ DOI: 10.61186/shefa.11.3.95]

00. >
M
)j?jﬂcwjﬁu@rﬁu‘&ﬁwﬁjob))“o)j
‘(5_;3.![.3 Ll 51 (YY) o ol g ol ] = &_gl.l.n
s Djgmo A (o7 50 Jode sl ellg SgeS
=9 9 B aelig) (Jolw gilo ST o il
D g A b —oliug 0geS 093 o aogi (K ) —lig)
03,5 3,k I Laes 5 cl ladpo (oo OIS
s calize ba (5 Ol J 255 sl 6l ain sl

(YF)o,ls ez o aizd o o dS mai K opaling

Wl b 0 Shos sl 5o Ul Lol
Sdte ) S plgie do g aiis (Sl Sy 0t
Gl sl Lo (] 05 a8 5 g s (o0 i8S i o
aly 4o b (el sle o len asle was sla
ooy =l (V0)35—5 (e (3155 sl )l L
Lo o1 S sl 5SS lsie 4y Lsnes Lo
3] (Sadslse el cled 40 5w (e Joe
Lo iy (YFYV) 0isS o o |, ols gla
(b)) BL el 5l ais)le (5590 <l yo Jytone
Sl il B3 el g (590 )) B2 (sl
B6 (rnabisy «(Satigisly da) BS (el o(SrtisSs
by (o 9) BT (sl g ((Slidin g (S 9 )
BI2 oy oliyy (pi¥sd ¥y 5) BO o by o(H
(D55 ly paems «2lysSal) € sl 5 (Vs
e ALt (6 52 b Jsle plgey B el
el Jd o515 malss 9 ATP (o (iiSTy 05
s Dladg py el cams (e St ) landg
Ol ) Sla 2 )S ndgilie 10 (ot Sl
CI2H- ol Jy—sp L S5, (= 5 5 S Bl
o 3o el Jo sl T P> 4 2l 17N40S
6‘)—‘.’ R J5_l>u. g_j a—le ‘_,’_Ja.e dl—‘” J)L} BN as
Ko 9 (e SOV Lo Lg)L)._.QiS
(VA 05 (oo Ll (oo BB (el g o 0)l9-5
O o35S B gz 4y e B (el o, Slos
e 09 (e il5S e A 50 (el ml s
S9-5 (o 5515539,98 Lo (s )len y0 Sloas! jl cdadlon

13 )'I o

= (b w15 99 Sl Gy B2 (eliys (V)
MastlS 55 g ol s 5 (FMN) Vo 5gilS sise
pedilin 53 Gizmen Lo 03155 ol g 0yl i

" Pyridoxine

8 Adenosine Triphosphate (ATP)
? Cholecalciferol

' Demineralization

' Alpha-Tocopherol
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2 Menaquinone

* Phytomenadione

4 Menadione

3 Osteomalacia

¢ Flavin mononucleotide

7 flavin adenine dinucleotide
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18 low-density lipoprotein
1 High-density lipoprotein
2 Gluconeogenesis

! Megaloblastic anemia
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22 Pernicious anaemia

2 Scorbut

2 Amyloid plaques

2 Neurofibrillary tangles
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