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Maturation of decay accelerating activity response across the natural history of C3 Glomerulopathy.
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IgG was purified from normal human serum (confrol) and from sera collected
across six disease time points of a well characterized C3G patient. Using SPR Fig. 3, 4 Dose-Response relationship for seversl IgG sources agsinst DAF and FH. The
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esistance to decay was determined by the ratio of post to pre-regulated convertase, and therefore increased DAF efficacy results in smaller residual converiase values.
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results. Additional dilution series tests were completed. DAF was treated to a bx
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