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#1 100pl of stock 900pl 100ng/ml

#2 100p! of #1 900pl 10ng/ml

#3 100p! of #2 900pl Ing/ml

#4 100pl of #3 900pl 0.Ing/ml
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Summary:

Introduction: Type 2 Diabetes Mellitus is a widespread disease
affect s about 170 million people around world. So it is important to
search for new markers useful in a deeper understanding of the
mechanisms involved in the evolution of this disease, and to try to
take advantage for diabetic patients in the investigation and
treatment, which contributes to the improvement of the health status
of them. Amylin hormone is a new discovery, which shows its vital
role in the glucose homeostasis, its role in the pathological damage of
pancreatic beta cells, and participation in drug treatment for patients
with diabetes.

Aim of study: Study of amylin levels in patients with diabetes type 2
and compare it with a group of obese and healthy people, And the
study of the relationship between amylin and a range of biochemical
parameters in diabetic patients.

Materials and methods: Amylin levels were determined by using
Amylin (human) ELISA kit for the German company Phoenix
Pharmaceuticals. Insulin levels were determined by using Insulin
ELISA kit for the German company Novatec. While chemical
parameters were measured using kits for the British company Roche.

Results: The results showed a significant correlation between amylin
and all of the insulin and insulin resistance. While there was no
significant correlation between amylin and the rest of parameters
studied. This study showed that amylin may links obesity to diabetes
type 2, but its high concentration doesn’t correlate with dyslipidemia
in obese diabetic patients.

Running title: Plasma amylin levels in type 2 diabetic patients.

Key words: Diabetes, obesity, amylin, insulin resistance.
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