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Figure 1. BTK transduces signals downstream of the B cell receptor, toll-like receptors, and Fc receptors. BTK- Plasma cell counts in the spleens of mice on day 14. *p<0.05, **p < 0.01, ***, p < where mice were treated prior to immunization with human MOG;_,,5. (B) Stats determined by one-way ANOVA with Dunnett’s multiple comparisons test: ** p < 0.01; [1] Montoya, et al., Science, 2024
dependent signaling drives various autoimmune and inflammatory processes, including autoantibody 0.001, ****p < 0.0001 compared to vehicle control (A) or between designated **** n < 0.0001. (C) *p<0.05, *p < 0.01 compared to vehicle control (Week 20 scores; Kruskal-Wallis test with Dunn’s post-hoc analysis). (D) *p < 0.05, **p < 0.01 All authors are past or current employees of Nurix [2] Li, et al., Mol. Cancer Ther, 2024
production, cytokine secretion, tissue destruction, and mast cell and basophil degranulation. groups (B). compared to vehicle control (Wilcoxon’s non-parametric test on average end clinical score). Therapeutics and hold company stock or stock options. [3] Kaptein et al., Blood, 132 (Supplement 1), 2018
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