PATHOPHYSIOLOGY AND DIAGNOSIS OF COMPLEMENT 3 GLOMERULOPATHY (C3G)

DYSREGULATION OF THE AP IS THE MAIN DRIVER OF THE
PATHOGENESIS OF C3G, LEADING TO THE DEPOSITION OF A KIDNEY BIOPSY IS THE ONLY WAY TO DIAGNOSE C3G'
C3 IN THE GLOMERULI'3?

C3G IS A COMPLEX, CHRONIC, RARE GLOMERULAR CMKD'

« Characterized by overactivation of the AP and C3 deposition in the kidney'- « C3 accumulation causes glomerular inflammation and injury, leading to proteinuria, » Heterogeneous presentation of C3G and its similar presentation to other kidney
« Includes two subtypes: DDD and C3GN' hematuria, chronic kidney disease, and potential kidney failure'3° disorders create challenges in differential diagnosis®°
- Causes progressive renal failure and is associated with emotional/societal difficulties that » The pathogenesis of C3G may be driven by genetic abnormalities in complement genes, — An experienced renal pathologist is needed to interpret the biopsy findings using different

autoantibodies against complement components, or nephritic factors that stabilize C3 imaging techniques
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The content provided herein is for your background and educational purposes only. The material is for your sole use and may not be altered or further disseminated in any fashion for further use. The inclusion criteria for the Study may have led to enrollment of patients with more
AP, alternative complement pathway; C, complement; C3G, complement 3 glomerulopathy; C3GN, complement 3 glomerulonephritis; CKD, chronic kidney disease; CMKD, complement-mediated kidney disease; DDD, dense deposit disease; progressive disease and thus may represent a higher risk population. Reporting

eGFR, estimated glomerular filtration rate; EM, electron microscopy; FB, factor B; FH, factor H; FHR, factor H-related protein; Fl, factor [; IF, immunofluorescence. . g . .
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