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Efected of Apelin protein levels and it’s polymorphism rs2235306in

type 2diabetes
Reem A.Mohammed', Zaid M. Mohammed Almahdawi’ , Akeel H. AL-Assie’
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? Department of Biology , College of Science , University of Tikrit, Tikrit, Iraq

Abstract

The study was conducted at Tikrit General Hospital Specifically in the ICU, Where serum Apelin and suger
levels had been determined in patients with diabetes. The samples were divided into three groups.Part of the
blood samples was preserved with a special conservation solution for the purpose of isolating the DNA. The
results showed asignificant increase P <0.01 in Apelin concentration in patients compared to normal subjects:.
The results of the genetic study showed a significant differences P <0.01 in Apelin concentrations and Apelin
polymorphism rs2235306 in diabetes type II patients.
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