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Dyslipidemiait is associated with [5]. flere are several traditional animal models for the study of hypertension [6]. Animal model of hypertension caused by deoxycorticosterone acetate salt model has been frequently used to research hypertension and the organ damage caused by hypertension. In the past, DOCAsalt hypertensive rats were shown to have rising levels of both circulation and membrane lipids before the onset of hypertension [7hyp5oc./T1_0  Twf
1 T0Cayman Chemical and utilised as a combination of their isomers a�er being dissolved in dimethyl sulfoxide. Animals used as sham operators served as controls. Following surgery, animals were given a normal salt diet for three weeks and drinking water containing 1% sodium chloride. Once a week, metabolic cages were used to measure body weight, urine volume, food intake, and water intake. 

Conclusion
A�er the tests were complete, the animals were fasted for an 

entire night before blood was drawn by cutting a tiny cut in the tail with a razor blade. �e mechanism of the hyperlipidaemia in DOCA-salt hypertensive animals was distinct from that of the obese Zucker rats. Hernandez discovered that, in contrast to control rats, DOCA-salt hypertensive rats had higher plasma levels of triglycerides and cholesterol as well as higher glucose, glycogen, and triglyceride levels and decreased citrate synthase and beta-hydroxyacyl-CoA dehydrogenase activities in the soleus muscle. �ese �ndings suggested that the hyperlipidaemia of the DOCA-salt hypertensive animals was caused by changes in metabolic enzymes.
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