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Precision drug therapy of kidney diseases
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[ Abstract] Precision drug therapy is an important part of precision medicine, which emphasizes personalized medical model based
on patients' individual characteristics. There are many types of kidney diseases, with complex pathogenesis and large individual differences.
Precision therapy is particularly important. The goal of precision therapy of renal disease is to identify biomarkers related to therapy, and

give therapeutic intervention through drugs related genes or specific target genes. At present, precision drug therapy of kidney diseases has

made some progress in biomarkers, pharmacogenetics and other aspects. This paper reviewed the progress of these studies.
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