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Table 1. Current hypothesized pathogenesis of porokeratosis in autoinflammatory keratinization diseases

Disease Genetic causative factor (frequency) Hypothesized pathogenic inflammatory mechanisms and pathways
Porokeratosis MVK mutations (prevalent) 5-Phosphomevalonate |

PMVK mutations (rare) — 5-Pyrophosphomevalonate +

MVD mutations (prevalent) — Geranylgeranyl pyrophosphate |

FDPS mutations (rare) — Small GTPase | — interleukin-1p 1?
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