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Generation of a longitudinal imaging and ctDNA pipeline

¢ Longitudinal computerised tomography (CT) imaging can be leveraged to map patterns of
metastatic spread and track tumour growth rates lesion-by-lesion. M cancer | TRAGE ‘ ‘ CRUK0235, Squamous cell carcinoma, lIA, 76, Male, CRUK0467, Squamous cell carcinoma, llIA, 59, Female,
o Large-scale studies with Iongitudinal imaging and clinical annotation such as TRACERX can map ',.n% RESEARCH F& extended panel (tracking 482 mutations) extended panel (tracking 637 mutations)
the pattern of cancer progression from diagnosis to relapse and beyond. _
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subsequent progression can be related to dynamic changes in ctDNA : :
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