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Background

Convertase-directed autoantibodies are hypothesized to exist in the normal population and may be a source of pathogenic Nephritic Factors (Nefs).1> Using a specificity assay,
we previously identified an antibody reactive to the C3 convertase (C3CAb) in a high proportion of normal test subjects (prevalence of >95%).* These normal test subjects do
not display complement dysregulation and their C3CAbs are not detected by hemolytic assay, which suggests C3CAbs are functionally distinct from Nefs. This follow-up study
evaluated the kinetics of Nefs and C3CAbs as a function of temperature with a focus at 37C.
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Kinetics Results
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