Next-generation sequencing for the diagnosis of hereditary hemolytic anemias including
pyruvate kinase deficiency: Report from a no-cost diagnostic program
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Figure 2. Classification of PKLR variants in patients likely to have PK deficiency
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ADA, adenosine deaminase; AK1, adenylate kinase 1; ALDOA, aldolase A; CDA, congenital dyserythropoietic anemia; COL4AT1, collagen,
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