Silencing Hepatokine Activin E Promotes a Healthy Body Composition and Metabolic Profile in Mice
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SUMMARY Figure 1. Inhbe-silencing durably suppresses weight gain in DIO mice, but not Figure 4. INHBE-3 increases expression of metabolic genes and decreases expression of inflammatory and fibrotic genes in fat Figure 6. INHBE-3 decreases total and pro-inflammatory macrophage recruitment in
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e PBS-treated DIO mice (D28) displayed MesWAT adipocytes with significantly larger mean diameter (p < 0.0001) compared to age-matched lean mice (DO) (Figure 5B, C).

reduced visceral adipose without loss of muscle e Under the same conditions quadriceps muscle mass was not impacted by INHBE-3 at either dose relative to PBS Acknowledgments: The authors thank Fangjun Liu for contributions to this work. The authors are grateful to Darienne Myerbeck and Nicole Neuman (Wave Life Sciences) for editorial support and to
.. ’ . . ’ . . . . . . Eric Smith for graphical support. This work was funded by Wave Life Sciences. INLIGHT and Wave Life Sciences are trademarks of Wave Life Sciences. Contact: Hsiu-Chiung Yang,
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