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Abstract

The aim of this study was investigate the effect of Orexin hormone on metabolic syndrome
patients, these conduction 124 patients metabolic. The working criteria developed by the NCEP:
ATPIII have been criticised a new set of criteria that included waist circumference, body mass
index, blood pressure, and fasting glucose. In addition to measuring the levels of the Orexin, The
data collected included age, duration of disease and BMI. The results show that significant
decrease(p<0.01) in serum levels Orexin hormone in metabolic syndrome with infected diabetic
patients compare to metabolic syndrome not infected diabetic patients in both sexes, Also
showed in significant different between male in two group and female also.

The results showed significant decrease(p<0.01) in Orexin level accord in age especially
in(44-54) year group and (56-65year ) group and body mass index group. The results show that
significant increase(p<0.05) in serum levels fasting glucose serum in metabolic syndrome with
infected diabetic patients compared between metabolic syndrome is not infected diabetic patients
in both sexes, Also showed in compared between female in two group and female too. The
results show that blood pressure and body mass index there is no change significantly between
metabolic syndrome patients(diabetic and non diabetic) but all these parameter found elevated
compared healthy present. This may shed new light on understanding how the Orexin secreted
brain is influenced by changes in glucose levels during different metabolic situations, or in
disease states such as diabetes type 2, obesity and metabolic syndrome.
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