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Fig. 4. sTKa levels over scheduled time points for early progressors versus other patients. Early progressors were patients who experi
enced disease progression within 112 days after treatment start. Dots represent individual data; dots outside upper and lower fences are 
considered outliers (higher or lower than 1.5*Q1–Q3 range). sTKa levels recorded as < 20 Du/L have been considered as 19 Du/L to 
calculate median values. C, cycle; D, day; Du, DiviTum units; LOD, limit of detection; sTKa, serum thymidine kinase activity. 
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