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HETAAAAC e1¢ TApayovTwy Kal aHUS

Table 1. Frequencies of the most common mutations identified in aHUS patients

Mutated gene/protein Type Frequency (%)
Factor H (including CFH/CFHRT hybrid genes) Loss of complement regulation 24-28
MCF (CD48) Loss of complement regulation 5-83
Factor | Loss of complement regulation 4-8
c3 Gain of complement activation 2-8
Factor B Gain of complement activation 0-4
Thrembomodulin Possibly loss of complement regulation 0-5
and procoagulative state
CFHRA1/3 deficiency with anti-facter H Loss of complement regulation 3-10§
autoantibodies
Diacylglycerol kinase £ Prathrombotic 0-3ll
None identified 30-48

V' ra avri-FH avriowuara pumAokdoouv 1o AEIToupyiko C-TEAIKO TURLA
TOU Trapdyovra Kai dpoUV wW¢ ETTI YEVETIKWY UETAAAGE Ewy

v’ givar amoTéAEaua Loplakni¢ Lipnong ? (Aoioyovo¢ mapdyovrac)

v auroavooia 1 avooo-peooAaBouucvn ovroTnra?
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