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INTRODUCTION RESULTS

Stk11/LKB1 alterations occur in 15—18% of Table 1. Stk11/LKB1 patients’ characteristics
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histology (p=0.03),as expected (data not shown).

Lipidomic: Cobas Roche automated clinical F . 12 K1 l n M | rrv o ing t
chemistry analyzer and GC system |, 94 - Rap@an eyer tuives according fo

(Shimadzu), in plasma. ireatments (a), and Stk11 variants (b). Patients with lower eicosapentaenoic acid (EPA, C20:5) and docosahexaenoic

id (DHA. C22: | h h 0S (10.9 vs 22.7months. p=0.03
Metabolomic: MxP Quant 500 Biocrates kit HIISUII (o) -\ s X e o3RI (o)) acid (DA, C22:6) on plasma showed shorter OS (10.9 vs 22.7months, p )
TRIPLEQUAD for both lipids (Fig3 a,b).
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