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علاقة خلل العناصر الغذائیة باضطراب الوظائف 
المعرفیة
رسالة

درجة الماجستیرة للحصول علىئتوط
الأمراض العصبیة والنفسیةى ف

مقدمة من
خالد جمال عبد الناصر یوسف/الطبیب

بكالوریوس الطب والجراحة

تحت إشراف

ھلالمحمد عاشور ة سامی/ةالدكتورةالأستاذ
لعصبیة والنفسیةأستاذ الأمراض ا

جامعة عین شمس- كلیة الطب 
عزة عبد الناصر عبد العزیز/ ةالدكتورةالأستاذ

أستاذالأمراض العصبیة والنفسیة
جامعة عین شمس- كلیة الطب 

ناجیة على فھمي یسن/ ةالدكتورةالأستاذ
أستاذ الأمراض العصبیة والنفسیة

جامعة عین شمس- كلیة الطب 

ة عین شمســامعــج-بـــكلیة الط

٢٠١١
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Summary
Alzheimer’s disease is a multifactorial disorder that has

many physiological, biochemical and neurochemical facets.

Aging is the major risk factor for AD that coexists with other

causes of cognitive decline, particularly vascular dementia.

The processes underlying the pathology of AD involve

several factors including mitochondrial dysfunction, abnormal

protein aggregation, metal accumulation, inflammation and

excitotoxicity. Although the relationship between these factors

and the development of AD is multidirectional, oxidative

damage is considered a common thread linking some of these

factors is evident before cytopathologic hallmarks of the

disorder.

A growing body of research indicates that nutritional

deficiencies contribute to age-related cognitive decline

including that which accompanies AD. But, it is important to

mention that intervention trials have not been adequately

designed to test whether these associations are causal.

Controlled studies in mice and patients with MCI and

dementia have demonstrated that cognitive performance is

subject to dietary compromise and that key dietary

supplementation can alleviate and in some cases reverse the

impact of dietary deficiencies on cognitive performance.
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