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“We’re all mutants, basically. It’s hard to find a wild
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Insights into antiviral signalling,
self | non-self discrimination and the
basis of ‘complex’
autoinflammatory / autoimmune
disease states
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Human type | interferonopathies

Monogenic disorders in which an
upregulation of a type | interferon
response may be directly relevant to
disease pathogenesis



Human type | interferonopathies

An hypothesis
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Lung Spastic

inflammation paraparesis
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Example: "Heart attack” AND "Los Angeles”
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