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Clinical history

Female, 41y

Clinical presentation

• 3y history of CML treated with Imatinib 

• Referred to the hematology unit for severe thrombocytosis and anemia
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• Hb = 103 g/L (MCV = 80.9 fL)

• Plts = 1278 x 109/L
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Bone marrow biopsy was performed
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Genetic tests

Cytogenetic analysis

• Not performed due to dry tap

Molecular analysis

• No JAK2, CALR or MPL mutations

• BCR::ABL1 fusion (p210; VAF = 49.0%)



Genetic tests

Cytogenetic analysis

• Not performed due to dry tap

Molecular analysis

• No JAK2, CALR or MPL mutations

• BCR::ABL1 fusion (p210; VAF = 49.0%)

FISH analysis

• BCR::ABL1 fusion (27% of analysed cells)

BCR/ABL1 double fusion probe



Final diagnosis

Chronic myeloid leukemia, accelerated phase
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Management and outcome

• Double TKI (Dasatinib and Ponatinib) with partial molecular response
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Management and outcome

• Double TKI (Dasatinib and Ponatinib) with partial molecular response

• Failure to achieve major molecular response → alloSCT

• Alive with MR5 7y after transplant

AlloSCT
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the 2022 WHO Classification



Accelerated phase of CML in WHO/ICC 2022

2022 ICC diagnostic criteria

At diagnosis or emerging on treatment 

• 10% blasts in peripheral blood and/or bone marrow

• > 20% basophils in peripheral blood

• Additional chromosomal abnormalities in Ph+ cells

At diagnosis

• ELTS score

[0.0025 x (age/10)3] + [0.0615 x 

spleen size] + [0.1052 x peripheral 

blood blasts] +[0.4104 x (platelet 

count/1000)-0.5]

Low risk: < 1.5680

Intermediate risk: 1.5680-

2.2185

High risk: > 2.2185

Emerging on treatment

• Resistance to TKI as defined by the European LeukemiaNet (ELN) in 2020, including loss of 

prior responses

• Emergence of additional chromosomal abnormalities

• BCR::ABL1 kinase domain mutations

2022 WHO CML with high - risk features
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• Resistance to TKI as defined by the European LeukemiaNet (ELN) in 2020, including loss of 

prior responses

• Emergence of additional chromosomal abnormalities

• BCR::ABL1 kinase domain mutations
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No BM morphological findings 

included in either classification



Final diagnosis - nowadays

2022 ICC

2022 WHO Chronic myeloid leukemia with high–risk features

Chronic myeloid leukemia, chronic phase (CML– CP)



CML with fibrosis versus Primary Myelofibrosis

Primary Myelofibrosis CML with PMF-like features



CML with fibrosis versus Primary Myelofibrosis

Primary Myelofibrosis CML with PMF-like features

Features leading to the diagnosis of CML 

Presence of BCR::ABL1 fusion transcript

Absence of Ph- MPN driver mutations

Clinical and molecular response to TKI
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Conclusions

• CML with fibrosis is a rare morphological finding

• Integration of clinical, morphological and molecular data is key for the diagnosis

• Response to TKIs contributes to confirm the diagnosis 
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