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Figure A
[Madhavan and Buck, 2021.The Relationship between APOL1 Structure and Function:
Clinical Implications]

Figure B
FLIPR Tetra High-Throughput Cellular Screening System, Molecular Devices

Figure C
Automated patch clamp system, QPatch 48X, Sophion Bioscience

Introduction

» Apolipoprotein L1 (APOL1) is a human serum protein conferring resistance to African trypanosomes by forming
a cation-selective Na*-K* channel, but additionally it has been reported to conduct Ca®*. Variants of APOLT,
G1 and G2 have been linked to Chronic Kidney Disease (CKD). CKD affects approximately 37 million people in the
U.S., with more than 700,000 patients suffering from end-stage renal disease (ESRD), that may require chronic dialysis.
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pathophysiology role of overexpression and function |
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Modulation of APOL1 expression after 4 and 6 hours of induction

Selected clones with highest signal/background: K5.3 and K6.3 for G2;K7.1 for G1. No spontaneous current reduction observed after application of up 0.5% DMSO.
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