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Supplementary Figure 3: Korrelation of KRAS and BRAF mutation with survival. A) Correlation of KRAS and BRAF muta-
tion with disease free survival. 66 patients showed the mutation in KRAS, 38 were wild type for this gene. For 14 patients there
was no conclusive data on this mutation. The V600E mutation of BRAF was present in 12 patients 103 were wild type for this
locus. For 3 patients there was no conclusive data on this mutation. For 16 patients no data on disease free survival was avai-
lable. Kaplan-Meieer analysis showed no significant correlation of KRAS or BRAF mutation with the disease free interval

(p = 0.154and 0.323, respectively).

B) None of the mutations correlatet signifcantly with cause specific survival (p = 0.410 and 0.314, respectively)



