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Summary

The study of some of the biochemical variables in the serum of
chronic renal failure patients was done by measuring some of the
variables necessary to show the extent of the effect of the disease on
the percentage of concentration of the measured variables in the
patients' body. This was done by measuring the concentration of urea,
uric acid, creatinine, Triglycerides, high-density lipoproteins,
cholesterol, low-density lipoproteins, cholesterol, low-density
lipoproteins, vitamin D3, electrolytes, calcium, phosphates and
magnesium, and the following enzyme activity (GOT, (GPT and
ALP). High concentrations of urea, uric acid, creatinine, cholesterol,
triglyceride, cholesterol, low-density lipoproteins, cholesterol, low-
density lipoprotein, phosphates, and high GOT (ALP) It was observed
that there was a decrease in the concentration of vitamin D3, high-
density lipoprotein, calcium and magnesium and a decrease in the
effectiveness of the enzyme (GPT) in serum renal failure patients. The
correlation factor between vitamin D3 and the higher variables was
also shown where there was positive correlation with some, The
Another, as | did. Genetic studies were carried out on blood samples
taken from patients and standard samples. Where he studied the
genetic polymorphism of the future vitamin D (VDR) gene in the
samples studied using REFLP. The results of the gene relay of
rs1544410 VDR showed that there were alleles A and G and that there
were three genotypes: AA, AG, GG. The allele G recorded a higher
percentage of allele A in the infected sample while the opposite was in
the standard sample. The results showed that G allele showed a
significant recurrence in patients with a higher than standard sample

using Fisher's test and based on the critical Odds ratio (OR) and
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Confidence Intervals (Cl). The allele G appeared as an etiologic factor
(EF) and was associated with the disease, while allele A showed a
significant recurrence in the standard sample at higher rates than the
sample of patients using the Fisher's test , This allele A was shown as
a preventative faction (PF). The results of the REFLP technique were
analyzed using the Hardy-Weinberg equilibrium equation. The
genotype AA showed a higher ratio in the standard sample compared
to the sample of patients with renal failure. There was a significant
difference in the Fisher's test, The GG showed a higher percentage of
patients compared with the standard sample and the statistical analysis
when using Fisher's test. The genotype AG differed significantly in the
sample of patients compared to the standard sample, Legacy AG is a
hereditary pattern associated with the risk of kidney failure. Genotype
AG showed a higher percentage of patients with renal failure
compared with the standard sample. GG was also shown to be a

genetic pattern associated with the risk of renal failure.
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