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platform to reveal rare clonal evolution in cancer and characterize mutation

profiles in CRISPR edited cells
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Clonal evolution analysis on bone marrow transplantation treated AML

Introd UCtiOn patient’s peripheral blood mononuclear cells
Xu, L. et. al., Scientific Reports (2019)
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STEP 1. CELL ENCAPSULATION AND PROTEASE DIGESTION
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STEP 2. CELL BARCODING AND TARGET AMPLIFICATION
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Reliable CNV analysis of rare subclones

Fig. 1 Novel two-step droplet microfluidics for understanding disease at single-cell level App Note, Mission Bio Inc.
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Diverse patterns of clonal selection and evolution were revealed in
acute myeloid leukemia (AML) patient with Gilteritinib treatment Su mma ry

McMahon, C.M,, et al., Cancer Discovery (2019)

Relevant complex clonal evolution within tumors was uncovered, and subclones

impacting tumor therapeutic response and disease remission were detected,
Aggregated Single-Cell VAFs Clonal Architecture Resolved Over Time including double, triple, and quadruple mutant clones.
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