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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 i
(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
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" 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

[


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

[ Downloaded from shefayekhatam.ir on 2025-11-03 ]

[ DOI: 10.61186/shefa.11.3.95]

VFY sl g 0)lasds o3l 0y90

e y=—e ML Ee

olaalls 53 Jde Jlgy ode tn gls sl )l
s S U T b ol (FA) cl
V) 05— (oo Jad JBie Jlg; 4 5 95000 £9,—2
o8y o 3l el el (ae (lilh ]
5 Todsheol Gl LSis dagyg,g eaig iy
ab i dile ol ot P N esys slse S
S (gl gou e glods 3 (T FY)) el on
roling 95saS o JUs ol s ol s 4l a3l
8 (A Gmeling 9 BI2 (alig D (elig B (alyg)
Solor E5,=5 @l oaiS Sloml Jsle S lg—ea
P Sl e (V) 053 (e ad S 5 Ly ]|
S s (mrae JLES gl dsS il s30T
ol i o Bl el (YY) oyl s &lg 0 g
A4S (S99 Semml GgeelinnST (b 50 03 4 gS
el s 4>l o ) (6 F0k g adidl> sls ilSee
B12 p—alig (FF) o)ls oo w08 o pelas 550
9 Sl Lo (55,95 58 bee D2 S LS Joie
D9l (o8 (e BILE oy 50 EeL BI2 ol g 99—0S
O3> O IL-6 uJgi 4 ;e BI2 by 05aS (YO)
Lo aal LS a5 L Lidas 5 095 o lassee
(F9) el ol e T as S o) Lo 50 gl
L S (H97 a2 e 3 € alig 09eS
Gk 3T 0555 )0 1) geilanST o il S oo e
=S g 55 ST 3l slaJsSUse L 2alS
S5 A3 Ly bty ool (FY) s oo il
Dby 5 L2 (39,58 (5> Sdshoal slaly
o Loagygys sladngs Ses )0 ol Loty
Sgls (s (oS e P 5 (5 ) ydg )9 sle S ol

sa— odaliwe ApoEed L ol a4y Mts ol e o

odig iy o2 55 Lol e 5l (S ¢ gl iog,g
ORI [P SO IV RV 1 DI [ | S
—leys sl eiST asliwlie (0 B)) ail aie
Jl.?- BLE Gl 005 4._3‘)‘ L.s)l—‘““" L}'—)l LQ‘)'—" 6;..»50
9 ‘_s_...a)l.c 6L_AQLQ)Q J.al_m Lg)L_,o.:_.» Q—i‘ QL_A)Q )_ml>
- Lg)L_.o..u MB)—AAA.AJ - so—als dl—"bj)b )‘ oolai_ul

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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