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VISUBLIZIING CONCEPT S
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LIS KRR Proteins that regulate the complement system

Type of Pathweray
Protein protein affectad Immunolagic function
C1 inhibitar (C1Inh) Soluble Classical Serine pratease inhibitor: causes Clrys;
to dissociate trom Clg
CAb-binding protein Soluble Classical and lectin Blocks tormation of C3 convertase by
(C4bEP)* binding C4b; cotactor for cleavage ot
C4b by factor |
Factor H* Soluble Alternative Blocks tormation ot C3 convertase by
binding C3b: cotactor for cleavage ot
C3b by factor |
Complement-receptor Block tarmaticn ot C3 convertase by
type 1 (CR1)* Membrane Classical, alternative, binding C4b ar C3b; cofactor for
Membrane-cotactor baund and lectin tactor |-catalyzed cleavage of C4b
protein (MCP)* or C3b C3bBb
Decay-accelerating Membrane Classical, alternative, Accelerates dissociation of C4b2a and
tactor (DAE or CD55)* baund and lactin C3bBb (classical and alternative C3
convertases)
Factor-1 Soluble Classical, alternative, Serine protease: cleaves C4bor C3b
and lactin using C4bBP, CR1, factor H, DAE,
or MCP as cafactor
S protein Soluble Terminal Binds soluble CShET and prevents its
insertion inta cell membrane
Homalogous restriction
tactor (HRF) Membrane Terminal Bind to C5b&78 on autologous cells,
Membrane inhibitor of baound blocking binding ot C9
reactive lysis (MIRL
or CD59)*
Anaphylatoxin inactivator Soluble Eftector Inactivates anaphylatoxin activity of C3a,

C4a, and C5a by carboxypeptidase N
removal ot C-terminal &rg

“An RCA fregulator of complement activatlon) protein. In humans, all RCA protelns are encoded on chromosome 1 and contaln short consensus repeats,



