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Table 1 VK2 2 X % HL-60 bel-2 Mtk so{b ek

CD No. MK 4 (%)
(=) 10 uM

CDl1b 77 78.5
CDI3 86.5 84.5
CD14 47.6 80.9
CDI5 40.3 84.1
CD16 4.6 18.6
CD33 99.6 99.2
CD34 22 13

HLA-DR 12.8 12.4
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Therapies for Myclodysplastic Syndromes (II)

— Vitamin K2 Therapy for Myelodysplastic Syndromes

Keisuke MIYAZAWA, Kazuma OHY ASHIKI

First Department of Internal Medicine, Tokyo Medical University

Abstract

Vitamin K2 (VK2) potently and selectively induces apoptosis of leukemia cells in vitro. Furthermore, VK2 shows the
differentiation-inducing effect of leukemia cells along with G1 arrest, when the leukemic clone is resistant against apoptosis
induction in response to VK2.  This differentiation induction is further synergistically enhanced by combined treatment with
VK2 plus vitamin D3. VK2 is a very safe medicine without prominent adverse effects including bone marrow suppression.
A series of previous case reports demonstrate the clinical benefits of using VK2 for treating patients with acute leukemia and
myelodysplastic syndromes (MDS). The effects of VK2 reported are not only for reducing blast cell number in patients with
high risk MDS, but also improving the cytopenia of the patients having refractory anemia. Dichotomous nature of VK2 such
as apoptosis- and differentiation-inducing effects appears to explain the diverse effects of VK2 in MDS. For more objective
evaluation of VK2 therapy for MDS, a large-scale prospective clinical trail is now in progress in Japan.
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