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Table 1. Clinical characteristics of the study cohort.

Figure 2. Association of APOL1 high-risk Group

Figure 3. APOL1 p.N264K blocks renal cytotoxicity by G1/G2
in podocytes and HEK cells through blocking ion channel
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Logistic regression was used to evaluate the association of APOL1 high-risk
and p.N264K allele genotype and ESKD. Odds ratios were adjusted for age,
gender, 10 principal components of ancestry, body mass index, hypertension,
and renin angiotensin aldosterone system blockade. .

Functional genomics studies were completed
by overexpressing APOL1 G1/G2 with and without
P.N264K in human podocytes and HEK cells.
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