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« Kidney cortical biopsy-derived rilparencel is an autologous
kidney epithelial cell platform being evaluated in late-stage
clinical trials for patients with type 2 diabetes (T2D) and
chronic kidney disease (CKD)%2.

Data from two Phase 2 studies suggest
that kidney cortical injection of
rilparencel may preserve estimate
glomerular filtration rate (eGFR)*.

GOAL

* In a proof-of-concept, exploratory analysis from a phase 2

« Distribution is similar between patient cohort samples (C).
* KPMP-anchored molecularly profiled neighborhoods
constituting rilparencel cells include glomerular parietal
epithelial cells (PECs), adaptive proximal tubules (aPTs), Loop of
Henle (ascending thin limb (ATL) and adaptive thick ascending
limb-2 (aTAL-2), distal convoluting tubules(DCT), connecting
tubule (CNT) & inner medullary collecting ducts (IMCD) (D).
Rilparencel cell types can be assigned using top 5 DEGs by
(Log,FC) supported by canonical KPMP kidney genes (E).
Samples with positive eGFR slopes had a higher proportion of
ATL/aTAL-2 and conversely a lower proportion of aPT cells (F).
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E. Top 5 DEGs by Avg LogZFC for each rllparencel cell type
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F. Patient eGFR Slopes Over 12 Months

A. eGFR slope associations. B. Clinical cohort (n=5) baseline
characteristics. C. UMAPs of canonical correlation analysis
(CCA) integrated clinical cohort samples, KPMP (CKD/Healthy),
and fetal cells. D. KPMP-defined cell types within rilparencel.
E. Expression within rilparencel (n=5) cell types of the top 5
DEGs by Log, fold change for each rilparencel cell type as well
as the canonical KPMP kidney genes (*) from Lake et al. ®

F. Patient eGFR slopes over 12 months following rilparencel
treatment. eGFR slopes calculated using GLM. G. Main
pathways identified using clusterProfileR from a list of filtered
DEG genes (DEG filtered for |Log,FC| > 1.5, adj]. p- value < 0.05,
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