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Introduction CG-806 hinders microenvironmental regulation of CLL B-cell survival
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. . & - (& GC-806 inhibits BCR signaling in CLL cells co-cultured with NLC. CLL PBMC GC-806 inhibits BCR signaling in CLL cells. CLL PBMC were pretreated with GC-
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assessing B cell receptor (BCR) signaling by Inhibitor, uM *CG-806 broadly inhibits BCR signaling in CLL cells, resulting in
immunoblot and CCL3 and CCL4 concentration in CLL cell apoptosis and reduced proliferation.
the Supernatants by ELlSA GC-806 is active against CLL cells co-cultured with NLC. (A) A fraction of viable nonadherent cells in CLL/NLC co-culture as
measured by flow cytometry after 120 hours of exposure to CG-806 or ibrutinib. The mean with 95% CI, N=12. (B) Adherent NLC
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