Arachidonic acid rich ARASCO oil prevents type 1 diabetes mellitus
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Abstract

Background and Aim: To study the anti-diabetic action of ARASCO oil that is rich in arachidonic acid (AA, 20:4 n-6) in Wistar rats - in vivo.

Methods: ARASCO (100pul) was given orally to alloxan-induced type 1 diabetic Wistar rats using pre and simultaneous treatment schedule. The diagnosis of diabetes was confirmed
when blood glucose value >250mg/dl. At the end of the experiment, animals were sacrificed and blood ad other tissues were collected to measure lipid peroxides, nitric oxide, anti
oxidants and fatty acid analysis.

Results: In the present study, we observed that oral supplementation of ARASCO oil rich in AA protected the animals against alloxan-induced type 1 DM. ARASCO oil significantly
attenuated chemical-induced diabetes mellitus and restored the antioxidant status to normal range as well. Changes in the concentrations of different fatty acids shown by the
phospholipid fractions of plasma, liver, and muscle tissues that occurred as a result of alloxan-induced diabetes mellitus also reverted to normal in these animals.

Conclusion: Based on current study, we suggest that arachidonic acid can prevent alloxan-induced type 1 DM by enhancing antioxidant status and suppressing production of cytokines.

Methodology
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