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A chemical study of Sodium / Potassium-Adenosine Triphosphatase
(Na'/K'-ATPase) in the Blood and Tissue of patients with Thyroid gland

disorders

Susan Jamil Ali Al Samurai , Rana Ra. Za. Mohammed Al Shaya
Chemistry Department , College of Education for pure Sciences , Tikrit University , Tikrit , Iraq

Abstract

In this study, The activity of the Sodium/Potassium-Adenosine Triphosphatase (Na’/ K™ -ATPase) was measured
in the serum and tissue of patients with thyroid disorders, The results showed that there was a significant
increase in the serum of patients with Hypothyroidism and a significant decrease in serum Hyperthyroidism,
while there were no significant differences in Euthyroidism compared with healthy controls. Also results showed
that the activity of (Na'/K'-ATPase) in the tissue of the Aerobic gland is higher than the activity of the enzyme
in the tissue of the Toxic gland. Thyroid hormones (T3, T4 and TSH) were measured in patients serum thyroid
disorders he found that there is a significant decrease in morale (T;, T4) for Hypothyroidism patients and a
significant increase in the concentration of TSH. There was also a significant increase in the concentrations of T3
and T, for Hyperthyroidism patients and a decrease in the concentration of TSH compared to controls,
Euthyroidism patients showed no significant differences in hormonal concentration (T;, T4) and significant
decrease in TSH compared to controls. The results also showed , For the activity of the Anti-Thyroglobulin-Ab,
there was a significant increase in (Hypothyroidism) and (Euthyroidism) patients while there was a significant
decrease of Hyperthyroidism patients compared with healthy control . Linear relationships showed that there was
a correlation between (Na'/K'-ATPase) and some biochemical variables in the serum of the patients that had
effects on the disease.
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