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Figure 2. BHV-1300 Lowers Total IgG Without Effect on IgA, IgE or IgM . BHV-1300 is rapidly eliminated and does not accumulate after
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tp.at!en; friednc:l_y BHV-1300 is a novel small-molecule that rapidly and precisely degrades 1gG,, 1gG, and IgG, while preserving the beneficial effects of IgG;, IgM, IgA and IgE, a property that has implications in the long-term treatment of chronic neurologic diseases.
autoinjector delive
J P e Robust, rapid and selective lowering of IgG was observed with BHV-1300, highlighting the potential benefit as a treatment in acute and chronic antibody-mediated neurologic diseases.

e BHV-1300 Phase 1 data demonstrate that SC administration of BHV-1300 achieves median maximal reductions of 83% in total IgG within 18 days of dosing.

e The unique mechanism of action of BHV-1300 causes a sustained PD effect with rapid elimination between doses resulting in an advantageous PK/PD profile that potentially offers deeper, rapid and more targeted lowering of disease-causing proteins with less
eStviist . opportunity for off-target effects.
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ASGPR, asialoglycoprotein receptor e BHV-1300 was safe and well tolerated, with no clinically meaningful increases in AST, ALT, or bilirubin, reductions in albumin, or increases in cholesterol.

e With rapid and robust removal of IgG and a well-tolerated profile, BHV-1300 offers a novel therapeutic approach to the treatment of broad-ranging IgG-mediated neurologic disease.
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