PLK1 expression and KRAS mutations in colorectal cancer (CRC)
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Background

 Polo-like Kinase 1 (PLK1) is a serine/threonine protein « Median PLK1 expression was similar in KRAS-MT vs KRAS-WT tumors (29.1 vs 31.2 transcripts per million [TPM]; p=0.043).
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kinase that has emerged as a next generation antimitotic « Metastases had significantly lower PLK1 expression compared to primary tumors (26.6 vs 32.9 TPM; p<0.001). Cell population abundance shows graded increase from Q1 to Q4 for each cell population
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Instability-high (dMMR/MSI-H)
Immunohistochemistry.

The Microenvironment Cell Populations (MCP)-counter
method was used to assess immune infiltration the tumor
microenvironment.
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