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Hematology and genotype study of patients with af complex thalassemia
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Abstract Objective: To analyze the relationship between genotype, hematology and clinical manifestations of
73 patients with off complex thalassemia,and explore and guide the clinical diagnosis of these complex genotype
combinations. Method:Red blood cell parameters and hemoglobin components were measured using standard he-
matology analysis techniques. Reverse dot blot hybridization was used to diagnose Bthalassemia and alpha thalasse-
mia gene point mutations.and gap polymerase chain reaction(PCR) technology was used to detect alpha-thalasse-
mia deletion mutations. Result: The clinical manifestations of 47 patients with mild beta thalassemia complicated
with alpha thalassemia(light complex) were the same as those for beta thalassemia carriers;26 patients with severe
beta thalassemia and alpha thalassemia(severe) were severe anemia. Mild anemia was different, but most pheno-
types were intermediate thalassemia. Of the 73 patients,8 were identified in the mutant gene type of beta thalasse-
mia,and 5 were identified among the mutant gene types of alpha thalassemia. Conclusion: The clinical manifesta-
tions of light composite type were mainly mild 8 thalassemia,a thalassemia was masked; Heavy complex type was
mostly intermediate thalassemia. This result suggested that when conducting clinical trials for thalassemia,espe-
cially for carriers of beta thalassemia, we recommended routine screening for genes that cause alpha-thalassemia to
prevent misdiagnosis and missed diagnosis and ensure the accuracy of prenatal diagnosis of thalassemia.
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