
copyrights @ 2025 pubrica. No part of this document may be published without permission of the author

GRAPHICAL ABSTRACT
SAMPLE WORK

Phosphoenolpyruvate Carboxykinase 1-mediated cataplerosis is
required to maintain mitochondrial fitness and to avoid kidney

disease progression

SAMPLE 
WORK



This Image Adapted From Dalga, D., Rinaldi, A., Fu, X., Chanvillard, L., Huber, A.,
Faivre, A., Jaques, D., Berchtold, L., Boccard, J., Arnoux, G., Lyon, A., Rutkowski, J. M.,
Gex, Q., Paolucci, D., Kreuzfeld, M., Cagarelli, T., Lutz, L., Longchamp, A., Moll, S., … de
Seigneux, S. (2025). Phosphoenolpyruvate carboxykinase 1-mediated cataplerosis
is required to maintain mitochondrial fitness and to avoid kidney disease
progression. Kidney International. https://doi.org/10.1016/j.kint.2025.06.018 

Phosphoenolpyruvate carboxykinase 1-mediated cataplerosis is
required to maintain mitochondrial fitness and to avoid kidney
disease progression

CONCLUSION: Maintenance of cataplerosis is an important factor of tubular
physiology and repair, with PCK1 serving as a causal and potential therapeutic
target in this process. Restoration of PCK1 enhances mitochondrial health,
reducing the progression to kidney inflammation and fibrosis.
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