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Figure 6. Overlap with Long Covid and other Fatigue Related Syndromes the major ME/CFS (and long COVID) patient subgroups. These results have been
augmented and validated by three additional studies.

Figure 2. Combinatorial Analysis of Disjoint UK Biobank ME/CFS Cohorts
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73 unique genes identified in long COVID, 6 of which overlap with ME/CFS
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Myalgic encephalomyelitis/chronic fatigue syndrome (ME/CFS) is a massively Figure 3. Mechanistic Patient Stratification and Validation using Patient Phenotypes Figure 7. Repurposing Existing Drugs for Specific ME/CFS Cohorts based on PSBs
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Comparing this cohort to ME/CFS patients allows us to remove the disease
specific risk signatures and leave behind just those that appear to be protecting

There has never been any reproducible significant genetic associations identified
for ME/CFS and only 1 gene identified for long COVID prior to these studies. This Mechanism of Action Hypothesis:

Mechanism of Action Hypothesis:

* Regulates mitochondrial energy production
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