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ABSTRACT: Molecular biology has been widely used in many fields. With the continuous development of molecular biology, its
role in medical diagnosis and disease treatment has been recognized by medical staff. The application of molecular biological methods in
the diagnosis and treatment of hematological diseases is particularly prominent. The application of molecular biological methods such as
PCR, fluorescence in situ hybridization, gene microarray and second-generation sequencing in hematological diseases were reviewed in
this paper.
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