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A single center prospective observational study for the purpose of non-invasive
diagnosis of post-transplant IgA nephropathy in the renal transplant recipients

Sofue, Tadashi
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Non-invasive methods of diagnosis of post-transplant IgA deposition (1gAD)
in the allograft using serological and pathological biomarkers are being developed. Possible serum
biomarkers include serum galactose-deficient 1gAl (Gd-1gAl), Gd-lgAl-specific 1gG and
Gd-1gAl-specific IgA, and its immune complexes. Immunofluorescence analysis using Gd-1gAl monoclonal

antibody may provide a pathological biomarker. These serological and pathological biomarkers may be
suitable for the characterisation of the stage of IgAD. However, there is insufficient information
regarding whether serological and pathological biomarkers can predict the progression of
asymptomatic IgAD to symptomatic IgA nephropathy (IgAN). We propose that the pathogenesis of IgAN
can be defined through the clinical study of IgAD in the allograft using protocol biopsies conducted
by nephrologists involved in clinical kidney transplantation.
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Fig. 4. Association between the plasma aKlotho level and tubular cell senescence. a ROC curve of the plasma aKlotho level for predic-
tion of LSD. b Plasma aKlotho levels in LSD and HSD. LSD, donors with low senescent kidneys; AUC, area under the curve; HSD, do-
nors with high senescent kidneys. * p < 0.05.
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