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Abstract

Background:

Hyperuricemia is a common complication that occurs after kidney
transplantation due to several risk factors that lead to its elevation, however, its
levels must be kept under control in order to ensure the transplanted kidney’s

long-term survival.

Serum uric acid in such cases gets deposited in the endothelial layer of blood
vessels causing oxidative damage and damage to various organs, including the

heart, blood vessels and renal tissue.

Purpose:

This study aims to estimate the percentage of hyperuricemia conditions and
define the factors that cause these high levels of uric acid after kidney
transplantation in order to prevent and reduce the resulting complications of

those high levels, and also, to maintain the transplanted kidney’s function.

Material and methods:

This cross-sectional study was conducted in Al-Assad University Hospital and
Al-Mowasat University Hospital. The collection of samples began on 1/3/2021,
as the study was conducted on 100 patients, who underwent a kidney
transplantation surgery at Al-Assad University Hospital and Al-Mowasat

University Hospital in 2021.
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So, the following data were collected from the archive; the patients’ (age - Sex -
uric acid levels - previous transplantation surgeries - body mass index), and
whether they have/had (diabetes - arterial hypertension - Renin-angiotensin-

aldosterone inhibitors - immunosuppressants (cyclosporine, tacrolimus) or not.

The statistical analysis of the data showed that the percentage of hyperuricemia
conditions during the first year after kidney transplantation was 25%, and that
80% of the patients were males with an average body mass index of 25 kg / m2,
a percentage of high arterial pressure of 80%, and a percentage of diabetes of
14%.

Also, 19% of those patients took renin-angiotensin-aldosterone inhibitors, 1.3%

of them took cyclosporine, and 98.7% took tacrolimus.

There was a statistical significance of the male gender, diabetes mellitus,

hypertension, and renin-angiotensin-aldosterone inhibitors intake.

Conclusion:

The percentage of hyperuricemia levels after kidney transplantation was 25%
according to this study that included 100 patients, and the highest percentage
was seen among male patients (67% of the patients), also, we found that the

majority of them were 25 to 34 years old.

There was a statistical significance between the male gender, diabetes mellitus,

hypertension, and renin-angiotensin-aldosterone inhibitors intake.
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Compared to other studies, this percentage might be considered high, for
according to other studies, higher levels of uric acid were detected, but more
studies are needed to define an accurate link between high uric acid levels after

kidney transplantation and impaired taste function.

Key word: Hyperuricemia, Kidney transplantation.
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