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Metabolic-Inflammatory Axis in Multiple Sclerosis (MS) Computational to Experimental: Uncovering MS Mechanism
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Distinct and Shared Biological Pathways Iin Progressive MS
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Summary and Future Work

0 Metabolic and inflammatory pathways are differentially regulated in progressive MS,
suggesting a crosstalk within the metabolic-inflammatory axis.

0 Future work: (1) Dissect cell-type specific contributions to metabolic dysregulation &
(2) Develop novel therapies for treatment of progressive MS
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