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A comprehensive genetic analysis of 84 adult patients with salt-losing
nephropathy represented by Gitelman syndrome (GS) was performed, and investigation of about half of
the unsolved cases revealed that they have several clinical characteristics. We reported that these
cases may be categorized into new disease groups (Mori T, HumMutat. 2021). Including this, a total
of 18 original papers were published during the period of this research, confirming the importance
of genetic analysis for kidney diseases. In addition, experimental approaches were conducted on the
two candidate genes (CACNA1H and SQSTM1) that had been the focus of attention from the beginning of
the application, but unfortunately no significant findings have been obtained so far, and further
verification is required. Whole exome sequences on the unsolved cases have been completed, and we
will continue to verify multiple promising candidates.
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