CSF biomarker profiles of MS patients treated with intrathecal methotrexate (ITMTX)
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INTRODUCTION RESULTS

Methotrexate is a dihydrofolate reductase inhibitor with Figure 1. Flow cytometry analysis of CSF cell populations CXCL12 CXCL13
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Figure 3. Chemokine levels in CSF before and after ITMTX Fiqure 6. ITMTX results in slight increase in CSF PDGF-AA
levels
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stabilization over a period of 3 to 6 years during which % CD3 % CD19 0 CD138 % CD11b ITMTX treatment. In the CNS, PDGF-AA plays a role in
patients have continued to receive ITMTX (16-42 treatments) oligodendrocyte survival.
(see poster # 515). The mechanism of action of ITMTX in MS »Percentage of CD11b+ cells are slightly reduced in the Ciaure 4. Nitric oxide levels increase sliahtly in GSE after » There was no difference in CSF levels of VEGF or PDGF-BB (data
patients who are unresponsive to other disease modifying CSF after ITMTX treatments. I E/I v 4oLy not shown) after ITMTX treatment.
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