NK-cell subset distribution, renal function and biopsy findings in kidney transplant recipients with
HLA donor-specific antibodies
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Background

Detection of post-transplant donor-specific anti-HLA antibodies

Table 1: Clinical characteristics at study time of KT patients comparing those with DSA vs.
HLA non DSA vs. no antibodies.

Figure 1A. NK cells in KTr with DSA vs. HLA non DSA vs. no antibodies
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(n=2} (n=2) (n=34) Our study shows that the percentage of circulating NKG2A cells in KT recipients with DSA correlate with graft function
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and histological damage, thus probably selecting a subgroup of patients with stronger histological injury or different
mechanisms of graft damage.
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