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High LMTK3 expression was associated overall with a lower IFNy score, but higher TIS
score (all g < 0.0001). In the pMMR/MSS cohort, these findings still held true. Distribution

of T cell inflamed tumors was significantly higher in Q4 when compared to Q1.
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Male 55.6% 54.5% No statistical difference in
Female 44.4% 45.5% gender Low LMTK3 TPM was associated with dAMMR/MSI-H (8.1 vs 4.6%, q < 0.001)
and TMB-high (= 10 Mut/Mb, 11.4 vs 8.7%, q < 0.0001). In the pMMR/MSS

cohort, these associations were no longer significant.

These findings suggest that LMTK3 may be an important molecular factor that plays a role in
determining the composition of the TME, thus targeting LMTK3 could represent a novel strategy in
selected CRC subgroups.




