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Relapsed acute lymphoblastic leukemia remains a clinical
challenge despite promising responses to immunotherapies
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Siglec-15is widely expressed in hematological malignancies
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Siglec-15 expression is regulated by NFkB activation in leukemia
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*CSA = cyclosporin A (calcineurin inhibitor)
*BOT64 = NFkB inhibitor



Ablation of Siglecl15 results in immune clearance of murine B-ALL
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Soluble SIG15 (pg/mL)

Soluble Siglec-15 is higher in the plasma of pediatric B-ALL patients
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*CSA = cyclosporin A (calcineurin inhibitor)
*BOT64 = NFkB inhibitor



Conclusion

Cytotoxic T cell

/. T cell activation

Unidentified
counter-receptor?

Sigl5 is expressed at higher levels sl
in hematological malignancies such
as ALL, AML, and DLBCL

Sig15 knockout promotes
lymphocyte dependent clearance of
leukemia cells
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Sigl15 expression is regulated by
PKC and NFKB activation

Malignant B cell
Siglec15

sialic acid binding, v-set domain
C2-set domain
Transmembrane demain

Soluble Sigl5 is regulated by
calcineurin activity and detectable at
higher levels in the plasma of
pediatric leukemia patients




