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Abstract Objective: To explore the significance of chromosomal microarray analysis(CMA) in guiding the
diagnosis, treatment and prognosis of myelodysplastic syndrome(MDS). Methods: The clinical data, karyotype a-
nalysis, treatment and prognosis of 36 patients with diagnosed or suspected MDS in the Department of Hematolo-
gy of our hospital from March 2016 to June 2020 were analyzed retrospectively. All the patients were performed
CMA check. Results;: Among the 27 patients with MDS, 18 cases were detected chromosome changes related to
malignant hematological diseases, accounting for 66. 67 %. There were 14 cases of loss and loss mosaic, account-
ing for 77. 78% ; Gainmosaic was found in 3 cases, accounting for 16.67%; 7 cases with UPD, accounting for
38.89%. The median overall survival time of 27 patients was 11(1-96) months. Correlation analysis showed that
the clinical outcome of patients was correlated with gender(P <C0.05), diagnosis of MDS(P <C0.01), risk grade
(medium and low risk vs high risk) (P =0.001) and CMA test results(P<C0.01). Logistic regression analysis
showed that CMA test results(negative vs positive, OR =2.565[95% CI,1.059-4. 345], P <(0.05) were inde-
pendent risk factors for predicting clinical outcomes. Survival analysis showed that the overall survival rate of pa-
tients with negative CMA was better than those with positive CMA, but there was no significant difference be-
tween the two survival curves(P<C0. 05). Conclusion: CMA can make up for the deficiency of chromosome karyo-
type analysis and improve the diagnosis rate. CMA detection can provide more accurate survival prediction for pa-
tients with MDS,
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= N A B B 3 A 58 25 B AIE (myelodysplastic
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