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Introduction replacement therapy have hereditary kidney disease. Both our understanding

of renal and syndromic illnesses and our capacity for genetic diagnostics have
improved. The genetics of renal diseases, including prevalent monogenic
conditions like polycystic kidney disease, Alport syndrome, and Fabry
disease as well as more complex conditions including kidney and urinary tract
congenital anomalies, are covered in this article. We offer the nephrologist a
comprehensive approach to managing inherited diseases, outlining common
genetic testing, a manual for genetic counselling, and reproductive alternatives
for at-risk couples, such as prenatal or pre-implantation genetic diagnosis.

kidney diseases are inherited or connected to genetic causes. Due to the
lack of distinct clinical symptoms and inadequate therapeutic response, 30
Percent of hospitalised children in the United States with chronic renal failure
have hereditary kidney disorders. Hereditary kidney disease has been linked
to a number of genes. Hereditary kidney problems must be diagnosed and
detected in utero through molecular genetic screening. For more than 30 years,
our team has researched inherited kidney disorders. Here is a summary of our
group's research on inherited renal ilinesses, including our key discoveries. [1].
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