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Maternal diet exposure results in alterations in offspring skeletal muscle gene < B0 2uM 1.2
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* To test if these alterations in gene expression have a functional effect, we

process of autophagy normally clears
these damaged organelles. Maternal
diet exposure is hypothesized to
reduce autophagic capacity and thus

cellular compartments. A) Bivariate plot of Mitospy DILC1(5) and Mitospy Green fluorescence
intensity with varying degrees of CCCP treatment. B) Effects of CCCP concentration on the Maternal
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treatment. D) Effects of rapamycin concentration on the ratio of acridine orange red:green results in the accumulation of
mean fluorescence intensity. damaged organelles.

developed two flow cytometry-based assays to measure the relative cellular
abundance of damaged mitochondria and lysosomes in offspring myoblasts in
response to the mitochondrial uncoupler CCCP and lysosome biogenesis inducer
rapamycin.

 Based on the maternal diet induced changes in gene expression associated with
these pathways, we hypothesized that mitophagy and lysosome biogenesis would
be functionally impaired.
* |f this hypothesis is correct, then we predict that offspring exposed to a maternal

western style diet should have an increased accumulation of damaged F D - . S
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e Exposure to a maternal western-style diet has been associated with the
* At this point in time, the assays have only been conducted in a single non-human dysregulation of over 3000 genes in offspring skeletal muscle of a non-human
primate subject. Before conclusions can be drawn regarding if there are differences primate model.
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control and maternal western style diets need to be assayed. mechanisms of autophagy and mitophagy.
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National Institute of within cells.
Diabetes and Digestive

and Kidney Diseases




