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Abstract: Autosomal dominant polycystic kidney disease (ADPKD) is a systemic hereditary renal disorder and can affect multiple
organs, and congenital hepatic fibrosis is one of the manifestations of liver involvement and is an important complication of ADPKD.
Symptomatic management is currently the main treatment method for this disease, and disease-specific drugs such as tolvaptan
have limited indications and cannot correct the underlying genetic defect. This article reports a case of ADPKD with congenital
hepatic fibrosis, and sirolimus was identified as the individualized treatment regimen based on peripheral blood functional genomic
analysis and drug sensitivity prediction platform. The patient achieved significant improvements in symptoms and quality of life after
treatment, with a stable kidney volume. This case shows that functional genomics has a potential value in guiding individualized

treatment of rare genetic disorders, which provides new treatment ideas and practice paths for similar patients.
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Table 1 Comparison of test results before and after the patient’s treatment
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Figure 1 The magnetic resonance images of liver
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Figure 2 Liver pathology (x20)
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Figure 3 Genetic testing analysis
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Table 2 Drug prediction results of the EpiMed platform based on functional genomics
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