Increased Myotonic Dystrophy type 1 (DM1) Disease Severity is
Associated with a Dysregulated Immune System
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PATHWAY ANALYSIS leading to increasing DM1 4 ’
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innate immunity which is the first line of immunity is seen
in several TLR cascades (blue box).

Both activated and inhibited Master Regulators also
support a role for inflammatory and immune signaling.
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