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PIGA MCAHS type2, EOEE,
PIGQ EOEE
PIGY Mental retardation, Seizure, Dysmorphism
PIGL CHIME syndrome, HPMR (Mabry) syndrome
PIGW HPMR (Mabry) syndrome, EOEE
PIGM Thrombosis, Seizure
PIGV HPMR (Mabry) syndrome
PIGN MCAHS typel
PIGO HPMR (Mabry) syndrome
PIGT MCAHS type3
PGAP1 Mental retardation, Seizure
PGAP2 HPMR (Mabry) syndrome
PGAP3 HPMR (Mabry) syndrome

MCAHS, Multiple Congenital Anomalies Hypotonia Seizures Syndrome; EOEE, Early
Onset Epileptic Encephalopathy; CHIME, Coloboma Heart defect Ichthyosiform
dermatosis Mental retardation and Ear anomalies; HPMR, HyperPhosphatasia Mental
Reterdation
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