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Myelodysplastic Syndromes (MDS)
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Ritteeverakul P. Valproic acid, an alternative treatment in Myelodysplastic Syndrome.
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MDS is a group of abnormality in hematologic stem cells characterized by ineffective
hematopoiesis and various clinical presentations. Treatment of MDS is costly, and may not be
possible in most areas in Thailand. Valproic acid (VPA) is used for the treatment of convulsion
with low adverse reaction. It can also act as histone deacetylase inhibitor, and can be
administered orally. The study of treatment of MDS patients with VPA alone or in combination
with other drugs, the dose was adjusted to get serum concentration 50 - 100 ug/mL. found
that the responses was quite good in hematologic improvement and reduction in blood

transfusion. The use of VPA in the treatment of MDS is safely and efficacy.
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Other alterations

Tumor suppressorns
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oncoproteins
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cell cycle
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Early Late AML
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apoptotic response
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Impaired differentiation
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Increased proliferation
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Risk category Overall score

Median survival (year)

25% AML progression (year)
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High >25
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3.5 3.3
1.1 1.1
0.4 0.2
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Best supportive care : transfusions, antibiotics

Hematopoietic growth factors : erythropoietin, darbepoietin, G-CSF

Transcriptional modify therapy

- Hypomethylating agents : 5-azacitidine*, decitabine*

- Histone deacetylase inhibitors”

Immunomodulatory agents : lenalidomide*, ATG, cyclosporine, thalidomide

Low-dose chemotherapy (low dose cytarabine)

Intensive (AML-like) chemotherapy [such as cytarabine (7 days) + an anthracycline (3 days)

Allogeneic blood or marrow cell transplantation (rarely autologous blood cell transplantation)

* FDA approved for the treatment of MDS, * Only available in clinical trial
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