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Clarification of the pathogenesis of IgA nephropathy using the immunomodulator
galectin-9

Moritoki, Masahiro
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Galectin-9 was administered to mice that spontaneously develop IgA
nephropathy. Urine protein, albuminuria, blood urea nitrogen, and renal histology were evaluated,
but no differences were found compared to the control group.CRSPR/Cas9 method was successfully used
to generate mice with knockout of the galectin-9 gene.

Clinical studies are underway to clarify the correlation between blood and urinary galectin-9 levels

in patients with IgA nephropathy and the severity of IgA nephropathy, renal function, and response
to treatment. Patients with other primary diseases who underwent renal biopsy were also measured,
and during the course of the analysis, it was suggested that blood and urinary galectin-9
concentrations may be different depending on the primary disease.
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