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Mechanisms for effectiveness of hypo-methylating agent for TP53-mutated MDS
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TP53 mutated myelodysplastic syndromes are extremely refractory and there is
still no effective treatment. Recently, the demethylating agent, azacitidine, has been reported to
have a high remission rate, but many cases eventually relapse. In this study, we showed that TP53
mutated MDS cases have very different biological features and clinical significance depending on
allele status (whether one or both of the two human genes are altered), and should be considered as
distinct conditions. Furthermore, we examined the size of the mutant cell population (clone) before
and after azacitidine treatment, and showed that it is important to examine the type of mutation and
its size after treatment in order to understand the pathogenesis and predict prognosis.
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