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Abstract: Objective To explore the characteristics of acute myeloid leukemia (AML) with t(6;9) (p23;
q34)/DEK-NUP214 fusion gene. Methods Immunophenotyping analysis was performed by flow cytometry in
8 initial diagnosis patients,and the chromosome of 8 AML patients were prepared after 24 h short-term cultu-
ring of their bone marrow cells. The chromosome karyotype was analyzed by the G band technique. DEK-
NUP214 fusion gene was amplified by real-time fluorescence quantitative PCR. Results Eight AML patients
all demonstrated abnormal expression of myeloid cell antigenic spectrum (HLA-DR, cMPO, CD33, CD13,
CD34,CDI11b,CD117). Eight cases were all accompanied DEK-NUP214 fusion gene, six cases with t(6;9)
(p23;934). FLT3-ITD mutation was detected only in two patients among four tested patients. Among the five
patients treated in the First Affiliated Hospital of the PLA Air Force Military Medical University/Xijing Hos-
pital,one died before chemotherapy. In the remaining four patients,two patients were administered IDA stand-

ard dose chemotherapy in the first course of treatment, resulting one died from ineffectiveness, and one died
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from infection. The other two patients were administered Decitabine and CAG chemotherapy,one patient un-

derwent allogeneic hematopoietic stem cell transplantation after remission,and died of lung infection after one

and a half year,and the other one patient relapsed in a short time and died. Conclusion

AML with t(6;9)

(p233;q34)/DEK-NUP214 is an unique disease associated with poor prognosis. The detection of DEK-NUP214

fusion could improve the diagnosis,risk stratification,efficacy observation and prognosis judgment of this dis-

ease.
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Genotype and hematological phenotype of different types of thalassemia’
ZHA He',LI Ying*
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Abstract: Objective To analyze the differences of blood routine index, hemoglobin (Hb) electrophoresis

in different types of thalassemia and its significance for thalassemia screening. Methods A total of 286 cases

of thalassemia diagnosed by molecular diagnosis method and 200 healthy controls in the First People’s Hospi-
tal of Zunyi/the Third Affiliated Hospital of Zunyi Medical University from January 2017 to March 2019 were
selected for routine blood analysis and hemoglobin electrophoresis analysis. The differences of mean red blood
cell volume (MCV) ,mean red blood cell hemoglobin (MCH) and HbA2 in different types of thalassemia and
the sensitivity, specificity, accuracy of single and combined tests for the diagnosis of thalassemia were ana-
lyzed. Results Among the 286 diagnosed thalassemia cases,the proportions of a,f and «/f thalassemia were
39.51%,58.74% and 1. 75% respectively. The MCV and MCH in « and B thalassemia patients,and the HbA2
and HbF in B thalassemia were significantly different from those of healthy controls (P<C0. 05) ,the sensitivi-
ty and specificity of MCV,MCH and HbA2 for the individual detection of thalassemia were 90. 56 % ,91. 96 %,

80.07% and 76.00%,81.50% and 96. 50% respectively. The sensitivity, specificity and accuracy of parallel

combined of MCV,MCH and HbA2 tests were 100.00% ,79.50% and 91.56% ,and those of serial combined

test were 79. 37 % ,100.00% and 87. 86%. There were significant differences on sensitivity between single test
and the parallel combination of three indicators (P <C0. 05). There were significant differences on specificity
between single test and the serial combination of three indicators (P <C0. 05). Conclusion The combination of

MCV,MCH and HbA2 might be more valuable for screening of thalassemia.

Key words:thalassemia; genotype; mean red blood cell volume; mean red blood cell hemoglobin;

hemoglobin electrophoresis
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