Interpreting MORL Complement-Mediated Kidney Disease Genetic and Functional Results

GENETIC TESTING

Gene

Chromosomal Location

Interpretation

Complement gene that has

been reported to be
associated with TMAs/C3

G

The specific location on a chromosome
of a given gene

Pathogenic known: a variant that has been proven to be disease-causing
Likely pathogenic: a variant that is likely to be disease causing based on current data
Unknown significance: a variant for which further interpretation is not possible based on available data
Likely benign: a variant not known to cause disease
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* AP = Alternate Pathway; CP = Classical Pathway; Nef = Nephritic Factor, ESKD= End Stage Kidney Disease; laboratory results may be significantly altered by
inappropriate specimen handling; due to the extreme complexity of the complement cascade, assessing complement activity and regulation is best performed by

pathway analysis, together with autoantibody testing and biomarker profiling as opposed to doing tests in isolation




