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Interpretation of diagnostic test

Clinical Significance of Clonal Hematopoiesis
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Clonal hematopoiesis (CH) is associated with somatic mutations of the hematopoietic stem cells responsible for red blood cell
formation. The incidence of CH increases with age and negative environmental factors. It is particularly common in patients on che-
motherapy, and is associated with a greater than 10-fold increased risk for hematological malignancy. It also increases the risk for car-
diovascular disease. Despite recent advances in molecular and genetic research, the clinical and translational aspects of disease re-
quire more attention. However, as data accumulate, prevention of disease onset and progression will improve. (Korean J Med
2023;98:185-190)
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Figure 1. A model of the evolution of normal hematopoiesis to CHIP and then sometimes to MDS or AML. Adopted from Steensma et
al. [2] with permission from Elsevier. CHIP, clonal hematopoiesis of indeterminate potential; MDS, myelodysplastic neoplasm; AML,

acute myeloid leukemia.
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