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Introduction Results

Edasalonexent maintains bone density and bone strength in the mdx mouse model of Duchenne Muscular Dystrophy m i\

* Duchenne muscular dystrophy (DMD) is caused by mutations Edasalone_xent inhibits NF-KB_ in_vitro and does not Significant increase in trabecular thickness after edasalonexent treatment, while trabecular number increased Significant increase of BV/TV and trabecular number after treatment with prednisolone
in the DMD gene, leading to a lack of dystrophin protein. The activate the Glucocorticoid Receptor with prednisolone treatment. c
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 Two separate reporter cell lines were used where the reporter gene,
firefly luciferase, was linked to the specific consensus upstream
genetic response elements (either GR or NF-kB) to drive luciferase
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Figure 4. Femur microCT and biomechanics. (A) Trabecular bone volume (distal femur); (B) trabecular thickness (distal
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e  Mdx mouse model of DMD was used for this experiment. _ 3”j° omo 3rf‘°_ omo _3m° omo | femgr; corresponding to the qlameter of the bone marrow cavity); (F)gorhcal thickness (midshaft femur); (G) Stiffness; (H)
. . ke /d q dnisol q by drinki Figure 3. Histomorphometry of the left tibia (A) Trabecular volume; (B) trabecular number; Maximal load; (/) Work to failure. Data represent mean +/- SEM. Differences between mdx groups were assessed by
Treatment: 1mg/kg/day targeted prednisolone dose by drinking (C) trabecular thickness; (D) Mineral apposition rate; (E) Bone formation rate; (F) one-way ANOVA. The level of significance for the difference to the mdx control group is indicated by symbols above each
water, and by 1% edasalonexent in the diet mineralizing surface over bone surface. Data represent mean +/- SEM. Differences bar. In addition, the significance of the difference between edasalonexent and control are shown by symbols: *p<0.05, This work was supported by
e Left femur were used for uCT and three-point bending analysis between mdx groups were assessed by one-way ANOVA. The level of significance for the +0<0.01, **p<0.001, ns: not significant (p=0.05) _ _ \ p
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* Left tibia was used for histomorphometry the significance of the difference between edasalonexent and control are shown by
* Lumbar vertebra were used for uCT and histomorphometry symbols: *p<0.05, **p<0.01, ***p<0.001, ns: not significant (p=0.05).
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