
Fig. 1a Longitudinal CBC profile.

TPM3::PDGFRB highlights suppression of the
fusion-driven component.

Fig. 3b RT-qPCR TPM3::PDGFRB follow-up.Fig. 3a Cytogenetics & molecular genetics. 
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Shift from eosinophil-rich marrow at
presentation to a neutrophil-predominant
marrow later in the disease course.

Table 1c. Key clinical and hematologic
features.

Fig. 2a Bone marrow morphology.

TPM3::PDGFRB-rearranged MLN-TK may evolve as a composite three-phase disease; fusion detection alone may miss clinically relevant 
clonal complexity.

Conclusion: TPM3::PDGFRB is a rare but recurrent fusion in MLN-TK and that these neoplasms may evolve as composite clonal diseases
with associated hematologic neoplasm. It also supports upfront NGS-based profiling at diagnosis to capture complex clonal
architecture, refine risk assessment, and guide therapeutic strategy beyond TKI therapy alone.
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Table 1a. Key clinical and hematologic

features.

Table 1b. Key clinical and hematologic
features.

Fig. 1b Longitudinal CBC profile. Fig. 1c Longitudinal CBC profile.
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Fig. 2c Bone marrow morphology.Fig. 2b Bone marrow smear.
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Fig. 3c Cytogenetics & molecular genetics. 

Table 2a. Molecular findings. Table 2b. Molecular findings. Table 2c. Molecular findings. 

Differential leukocyte counts illustrate lineage-specific dynamics relevant for the differential diagnosis between MLN-TK, MLN-TK with associated myeloid
neoplasm, MDS/MPN overlap syndromes, and chronic neutrophilic leukemia.

In-frame TPM3 exon 8::PDGFRB exon 11 fusion 
(A) and TPM3::PDFGRB protein (B). 


