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Background Concordance Study Monitoring during treatment

(total n=190 plasma and urine samples)

Colorectal cancer (CRC) is the third most commonly diagnosed cancer
and the third leading cause of cancer deaths. Over half of patients with

CRC will develop liver metastases. Surgical resection, in combination M'ﬂ'@'ﬂ'@'ﬂ'?'ﬂ'@'ﬁ'@'ﬂ'?'ﬂ'ﬂ*ﬂ

with systemic therapies, greatly improves long-term outcomes. Around Representative cases of 5 patients shown
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