Dissecting the pro-tumoural role of the essential amino-acid transporter complex CD98/LATT
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Introduction

FIG.5: Pharmacological inhibition of LAT1 suppresses mTORC1 activity
and proliferation in multiple cancer cell lines

FIG.3: Genetic disruption or pharmacological inhibition of LAT1
abolishes mTORC1 and growth of CD98*© cells

The CD98/LAT1 heterodimer is a multifunctional transmembrane complex that is overexpressed
In many cancers and is a bad prognostic marker
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(A) Experimental strategy (B) Western blot analysis of CD98, LAT1 and xCT expressions
(C) Proliferation assay

(A) Proliferation Assay (B) Clonogenicity (2D) and Spheroid Assay (3D)

(D) Wostorm blot analvais of te MTORGCT activity (See Cormerais et al. Cancer Research 2016 June 14, In Press)



