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CXCR4-CXCL12 signaling anchors malignant B cells within

protective marrow and nodal niches, driving immune evasion
and drug resistance.
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CXCR4 is a central mediator of tumor—microenvironment
interactions that promote immune evasion and therapeutic
resistance in B-cell malignancies.

CRISPR-Cas9 correction of CXCR4 mutations in WHIM
syndrome provides compelling proof-of-concept that targeting

aberrant CXCR4 signaling can reverse pathogenic biology.
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BTK inhibition via increased

CXCR4 hyperactivation is disease-defining and reversible.
e CXCRA4 disruption as a novel strategy to mobilize malignant

cells, reduce stromal protection, and enhance the efficacy of
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