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Nowadays there are many diet compositions and beverages, juice 
and industrial progress provide man with huge desire for eating and 
drinking without real control.

Few researches concerned with diet disturbances include high 
fat diet (HFD) high sucrose diet, (HSD), and food additives on the 
body organs as liver kidney and heart. Some of them include insulin 
resistances, metabolic syndrome and associated disorders of fatty liver, 
renal pathology, and cardiovascular disturbances.

The number of people with diabetes worldwide will increase from 
171 million in 2000 to 366 million by 2030 with a noticeable increase 
from the developing countries. These numbers are affected by oxidative 
stress associated with renal, hepatic and cardiovascular complication 
with different scale, age, nutrition and life style. 

Adipose tissue has long been considered as a mere energy 
store but is increasingly appreciated for its roles in participating in 
several physiological and biochemical events such as inflammation, 
angiogenesis, hypertension, and vascular homeostasis. Also, 
adipose tissue synthesizes adipokines (adiponectin, leptin, resistin, 
angiotensinogen and TNF-α) which characterized for their role in 
influencing energy homeostasis, feeding behavior and may play 
a role in mediating long-term potentiation, neuroprotection and 
neuroinflammation. 

Failure of adipocytes to remove FFA from the circulation and 
deposition of adipose/lipid into muscle, liver, or bone marrow is known 
to promote not only metabolic syndrome but localized tissue dysfunction 
and a variety of health complications including atherosclerosis, and 
ultimately the development of metabolic syndrome. Excess generation 
of mitochondrial ROS due to hyperglycemia initiates a vicious circle by 
activating stress-sensitive pathways. 

Enhanced production of AGEs, sorbitol and proinflammatory 
cytokines exerts a positive feedback on ROS and RNS synthesis and 
potentiates PKC-mediated vascular dysfunction by altering gene 
expression as well as vascular function and structure [1].

1. Do We have a Problem with Neurological Disturbances with High 
Fat Eating?

Few manuscripts reported that the metabolic changes may represent 
a pathological bridge between metabolic syndrome (obesity) and 
neurological disorders such as stroke, cognition, Alzheimer's disease 
and depression. Others demonstrated that the type of diet affects the 
brain structure and function. 

Consumption of fat-rich food is one of the most important factors 
that may lead to increase in the prevalence and risk of cardiovascular 
and neurological diseases [2,3].  Saturated fat, hydrogenated fat 
and cholesterol can profoundly impair memory and hippocampal 
morphology [4]. 

Recently, Ryan  et al. [5] reported that excess lipid flux into 
the central nervous system leads to activation of nutrient-sensing 
pathways in the hypothalamus, including PKC, PPARγ, ER stress, and 

inflammatory mediators. We still need an inclusive answer on the diet, 
brain and neurological disorders.

Our hypothesis is that high fat diet associated with obesity 
induced inflammation will be associated with increased levels of pro-
inflammatory mediators (PGE2, TNF-α, IL-1β) leading, in turn, to 
disturbances in neurotransmitters and brain antioxidant-oxidative 
stress ratio. The diet overeating induce obesity that produce oxidative 
stress. It stimulates inflammation-neurotransmitters axis (obesity-
oxidative stress- inflammation-neurotansmittors) which may help 
to explain the link between obesity and the increased risk of nervous 
disorders in obese and aged persons.

We are still in need for some experimental and clinical evidences 
that links neurological disorders and diet disturbances especially high 
fat diets. Plan of lifestyle, diet and pharmacological handling that 
interrupt the obesity-inflammation-neurotransmitter axis may be useful 
for reducing the risk of neurological disorders or its progression. We 
suggest that these oxidative stress, inflammatory and neurotransmitters 
pathways are potential novel pathophysiological and pharmacological 
targets for the management of obesity-associated neurodisorders.
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