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[Abstract] Objective To monitor the WT1 mRNA level and its dynamic changes in patients with
myelodysplastic syndromes (MDS) after hypomethylating agents (HMA), as well as to assess the
significance of WT1 mRNA levels and its dynamic changes in evaluating the efficacy of HMA and
distinguishing the disease status of heterogeneous patients with stable disease (SD). Methods Bone
marrow or peripheral blood samples of 56 patients with MDS who underwent hypomethylating agents (=4
cycles) from November 2009 to March 2018 were tested by real- time quantitative polymerase chain
reaction (PCR) to detect the expression of WT1 mRNA, and to observe the correlation between the
dynamic changes of WT1 mRNA expression and clinical efficacy and prognosis of patients. Results WT1
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mRNA expression levels of MDS patients decreased significantly after 3 cycles of hypomethylating agent
treatment. Besides, the WT1 mRNA expression levels of patients increased significantly after diseases
progression. According to the dynamic changes of WT1 mRNA expression levels during SD, 45 cases
could be further divided into increased group and non-increased group. In those SD patients with increased
WT1 mRNA expression level, the ratio of suffering disease progression or transformation to AML was
95.65% (22/23), whereas the ratio turned to be 9.09% (2/22) for the non-increased group ()’ =33.852,
P<0.001). Compared with those SD patients reporting no increase in WT1 mRNA expression level, the
overall survival [ 17(95% CI 11-23)months vs not reached, P <0.001] and progression-free survival [ 13
(95% CI 8-18)months vs not reached, P <0.001] of those SD patients reporting increase in WT1 mRNA
expression level were significantly shorter. Conclusion WT1 mRNA expression level is a useful indicator
to assess the efficacy of hypomethylating agents in MDS patients. Especially in patients with SD, detection
of the changes in WT1 mRNA expression level is able to predict disease progression and help to make

clinical decision.
[Key words] Myelodysplastic syndrome; Gene, WT1;

Hypomethylating agents; Stable disease
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