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Results of Single-Arm, Phase 1b Study of Anti-Clq Treatment (ANXO009) Show that the Classical Pathway is a Key Driver
of Complement Activation and Consumption in Patients with Active Lupus Nephritis
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Table 2. Summary of Adverse Events and Compliance
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e ANXO009 resulted in normalization of downstream complement markers of activation and consumption for the entire These results support further study of anti-Clq therapy in patients with LN Information Services, LLC (Princeton, NJ, USA), and was funded by Annexon Biosciences. GlaxoSmithiline.

EOS, end of study; SC, subcutaneous. pathway in all patients (Figure 3 and Figure 4)
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