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F#1 XLA *#Br< B #ifREBREDORE

Autosomal recessive; AR
1. Mu heavy chain deficiency IGHM-LOF homo)
Ig0 deficiency (CD79A-LOF homo)
Ig0 deficiency (CD79B-LOF homo)
BLNK deficiency (BLNK-LOF homo)
05 deficiency (IGLL1-LOF homo)
TCF3/E2A deficiency (TCF3-LOF homo)
p85 deficiency (PIK3R1-LOF* homo)
p110d deficiency (PIK3CD-LOF homo)
9. ZIP7 deficiency (SLC39A7-LOF/hypomorphic homo)
Autosomal dominant; AD
1. TCF3/E2A deficiency (TCF3-DN hetero)
2. Hoffman syndrome (TOP2B-DN hetero)

S

LOF: Loss-of-function, DN: dominant negative, Hypomorphic: null 28 ¥ G372 5 FHA %2 L
5
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