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t M membrane cofactor protein(MCP)

Human membrane cofactor protein(MCP) of complement
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1. structure

A. Mr. 45-70 kD 3)
B. two band pattern 5)
C. two precursors 6)
D. N-and O-glycosylation 6)
E. four short consensus repeats 9)
F. transmembrane and cytoplasmic region 9)
2, function
A. binds C3b and C4b 3
B. potent cofactor for factor | 3,4)
C. no rosette formation 5)
3. distribution
A. peripheral blood nuclear cells 7
B. platelets 7)
C. tissue *
DD. negative in erythrocytes 5,7)

4, immunological cross-reactivity

A. Cibp 12)

B. A Mr 60 kD plasma protein 12)
5. genetics

A. gene on long arm of chromosome 1 9)

B. multiple mRNAs 11)
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% : Mcnearney, T. et al.: J. Clin. Invest. 84 : 538,1989.
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