Investigation of podocyte metabolic adaptation to different
stresses mimicking focal segmental glomerulosclerosis
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Introduction & Aim Methods

EXPERIMENTAL DESIGN

Focal segmental glomerulosclerosis
(FSGS) is a complex and diverse subset of
renal glomerular disorders’.

Podocytes, crucial for maintaining the
glomerular filtration barrier architecture,
and therefore to maintain renal function,
are the primary site of the injury in FSGS.
Depending on the FSGS type, various
stresses lead to podocyte death or
detachment from the glomerular
basement membrane, initiating a signaling
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Fig. 1 Effect of aldosterone on podocyte metabolic activity after 2 (A), 24 (B) and
48h exposure Fig. 4 PLS-DA, Scores plot of TH -NMR spectra acquired from
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Fig. 2 Effect of palmitate on podocyte metabolic activity after 2 (A), 24 (B) and T WA TP N o M S L

48h exposure

Bars: Mean + SEM. Statistical test: One way ANOVA followed by Dunnett's multiple
comparisons test (vs DMSO). **: p<0,01, ***:p<0,001, ****:p<0,0001

Fig. 5 Typical 600 MHz 1H-NM‘ﬁ“\spectra of naive medium (B) and
extracellular media after 24h exposure of 700000 podocytes to
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rate (ECAR) of our podocytes

Following these comprehensive analyses will contribute to a more thorough

comprehension of podocyte responses and metabolic alterations in the U MONS health

context of FSGS-inducing stresses.




