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Recent Research Progress of Myeloperoxidase Expression in
Lymphatic Hematopoietic Diseases

ZHANG Meng-na', LI Wen-sheng’(1.Xi’an Medical University, Xi’an 710021, China;
2.Department of Pathology,Shaanxi Provincial People’s Hospital, Xi’an 710068 , China)

Abstract: Myeloperoxidase (MPO) is a hemeprotein that exists in the azurophilic granules of myeloid cells (mainly neutrophils
and monocytes). It is a specific marker of myeloid cells and plays an important role in host defense against infection.Recent
studies have found that MPO is not only expressed in acute myeloid leukemia, but also in other diseases of the lymphatic
hematopoietic system, such as chronic myeloid leukemia, myelodysplastic syndrome, myeloid sarcoma, acute lymphoblastic
leukemia, lymphoblastic lymphoma, histiocytic necrotizing lymphadenitis, etc. This article mainly expounds the expression of
MPO in lymphatic hematopoietic diseases, and discusses its significance in disease diagnosis and differential diagnosis.
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