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Cladribine depletes memory B cells Microarray expression of purine salvage pathways genes
/ SUMMARY \

 The purine salvage pathway genes were examined in public microarray gene expression data
bases (www.biogps.org), to examine the mechanism of action. B cells expressed less ADA and
often more DCK than T cells.

e Cytosolic 5'NTs that inhibit adenosine monophosphate (NT5C1A & NT5C1B) were limited in
lymphocytes.

« DCK and DCK:NT5C1 ratio demonstrated variability across B cell subsets and correlated with
protein expression

e Cladribine induces long-term depletion of memory B cells in MS and
exploits the sensitivity of B cells towards the drug and the slow
repopulation characteristics of this cell subset

 This further emphasizes that highly effective disease modifying
therapies deplete memory B cell subsets in MS
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