Validation of SNHG11 as a prognostic and predictive biomarker for anti-EGFR benefit in colorectal cancer using real-world data
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Figure 2. OS in CRC patients according to SNHG11 expression in the Overall Population (a); ToT with anti-EGFR according to

METHODS

15,456 CRC tumors profiled by Caris Life Sciences
DNA and whole &

SNHG11 (b); ToT with bevacizumab according to SNHG11 (c).
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start to end were analyzed using Cox proportional
hazards models generated hazard ratio (HR) and log-
rank p-values.

CONCLUSIONS
» In this large independent real-world cohort, we provided additional molecular insight into a key IncRNA SNHG11 in CRC.

» Consistent with previous findings, we confirm that elevated SNHG11 expression was associated with CMS2, left-sided tumors, longer
OS and longer TOT of anti-EGFR therapy, supporting SNHG11 as a promising prognostic biomarker and a candidate predictive
biomarker for anti-EGFR benefit in CRC.
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