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B INTRODUCTION AND AIMS B METHODS
B Renin angiotensin system (RAS) blockade has been shown to be effective in delaying diabetic nephropathy  ® A conditionally immortalized mouse podocyte cell line was used. Cell proliferation was allowed by permissive
(DN) progression (1). Podocytes are key cells in glomerular filtration barrier with their own RAS. conditions with mouse y-interferon at 32°C for 3-5 days. After that, cells were induced to differentiate for 10
m Our group previously published the direct protective effect of insulin on diabetic podocyte by differently days, in hon-permissive conditions, at 37°C and removing y-interferon from the medium.
modulation of RAS, fibrosis and apoptosis (2). In the puromycin model of podocyte damage, an imbalance ® Cells were then transfected with ACE2-specific siRNA or InsR-specific siRNA (Silencer®Select, Thermo Scientific).
toward a more dynamic actin cytoskeleton and increased migration could underlie podocyte dysfunction (3). After 24 hours, live-time series were continuously recorded using Zeiss Cell Observer HS microscope within an
m Our objective is to study the effect of Angiotensin Converting Enzyme 2 (ACE2) or Insulin Receptor (InsR) incubation chamber (37 °C, 5%C02) for 17h. Comparisons were done between Oh and 17h of recording. Cells
gene silencings in the growing and migration capability of podocytes. Furthermore the expression of genes were stained for F-actin. Image processing was done by ImagelJ.

related to fibrosis was also tested.
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[ | CONCLUSIONS B REFERENCES

. . 1. Chen S, Wolf G, Ziyadeh FN. The renin-angiotensin system in diabetic nephropathy. Contrib. Nephrol. 2001; 135:212-221.
ACE2 may help to keep the shape and integrity of podocyte cytoskeleton. 2. Marquez E, Riera M, Pascual J, Soler MJ. Albumin inhibits the insulin-mediated ACE2 increase in cultured podocytes. Am J Physiol-Renal
In diabetic nephropathy, RAS imbalance is changed and ACE2 loss may contribute 2014; 306(11): F1327-1334. E

. . . 3. Reiser J, Oh J, Shirato I, Asanuma K, Hug A, et al. Podocyte migration during nephrotic syndrome requires a coordinated interplay between
Il rearrangements in th do ravating the di .
LGS EEMEMEE NI IR [ B el iz tieelkeses cathepsin L and alpha3 integrin. J Biol Chem 279: 34827-34832, 2004.




