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Effectiveness of Lactate Dehydrogenase Enzyme
and Some Biochemical Variables in Serum of Type 2 Diabetes Patients
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University of Tikrit / College of Science / Department of Chemistry

Abstract :

The aim of this study was to evaluate the level of Lactate Dehydrogenase (LDH)
enzyme in the serum of patients with type 2 diabetes compared to healthy individuals.
Additionally, glucose, lipids, and fatty proteins were studied. The study included 50 sam-
ples from patients with type 2 diabetes aged 40-70 years, and 50 samples from healthy
individuals within the same age group.

The results of the current study showed a significant decrease P<0.05 in the levels of
Lactate Dehydrogenase (LDH) and high-density lipoprotein cholesterol. Conversely, a
significant increase P<0.05 was observed in the levels of glucose, HbA1C, total choles-
terol, triglycerides, low-density lipoprotein cholesterol, and very low-density lipoprotein
cholesterol.

Keywords: Lactate Dehydrogenase, Type Diabetes, Biochemical Variables, Serum
Analysis, Fatty protein.
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