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Clinically isolated
syndrome Cholecalciferol 100 000 Ul/14 days

clinically isolated syndrome (CIS) typical for MS.
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Median time to disease activity was 432 days in the VD group and 224 days during follow-up. (Table 2)
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« QOur results align with a pilot study evaluating VD efficacy as monotherapy for 48 weeks in 30 patients with untreated optic neuritis 3 and with add-on Assessment of VD efficacy on disability is needed.
therapy studies CHOLINE and SOLAR, negative for their primary endpoint (reduction of MS relapses) but suggesting benefits on MRI activity, in
combination with IFN-B1a. >°

e OQOur results contrast with the PreVANZ study testing three daily VD doses on lower patient numbers with shorter treatment duration, and higher drop-
out rates. # Effects of high-dose pulse therapy vs. daily oral VD supplementation could be different. '

Discussion

* The relative risk reduction (34%) for disease activity observed here was similar to that of some platform therapies in CIS patients (teriflunomide in
TOPIC trial and slightly less than interferon B-1a and -1b in REFLEX and BENEFIT trial). 7~

* Our results showed efficacy and good safety of high-dose VD in patients with RRMS according to 2017 McDonald criteria.
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