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[ Abstract] Objective To analyze the clinical significance of morphous and genetic tests difference between my-
elodysplastic syndrome (MDS) and hemolytic anemia (HA) patients. Methods Analyse the differences of clinical da-
ta, morphous(bone marrow blast and dyshaematopoiesis) and genetic status(karyotype and gene) in 56 MDS patients
and 44 HA patients. Results

otype(P=0. 000) and abnormal genes(P=0.000) had significant differences in MDS patients and HA patients. NO

Dyshaematopoiesis(P=0. 001) , bone marrow blast counts(P=0. 002) ,abnormal Kary-

significant differences between MDS patients and HA patients were performed in clinical data(P>>0. 05). Conclusion

Combining morphous and genetic tests was more useful for making difference MDS patients with HA patients.
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