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Abstract:

The research aimed to evaluate the effect of quercetin administration on the level of lipids
in the blood of rabbits by studying some biochemical parameters such as Low-Density
Lipoprotein (LDL), High—-Density Lipoprotein (HDL) and Triglycerides (TG) in rabbits that
were given hydrogen peroxide. In the experiment, (21) domestic adult rabbits were used,
which were divided into three groups, the first group G1 (control) was dosed with distilled
water only, while the second group G2 was dosed (10) ml of hydrogen peroxide at a
concentration of 1.5% on a daily basis, while the animals in 3rd Group G3 were dosed (4)
ml of quercetin at a concentration of 30 mg / kg with (10) ml of hydrogen peroxide at a
concentration of 1.5% on a daily basis. LDL, HDL and TG levels were measured in all
groups 30 days after the start of the experiment. The results showed significant differences
at the Probability level P <(.05 compared between the G3 group and the G1 group in
regard of the level of (LDL), (HDL) and (TG), and between the G3 group and the G2 group
in regard of the level of (LDL) and the (TG) for the benefit of the group that was given the
quercetin . We conclude from this study that administering quercetin had an effect on
lowering both LDL and TG, and raising HDL, and thus played a positive role in the lipid

metabolism of rabbits.
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