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To investigate the position of Erc/mesothelin in signal pathway, we continue the studies
and found that a novel function for Erc in the regulation of cell phenotype through
controlling EGF receptor phosphorylation (Tyr1092),
localization to lipid raft via a specific downstream effector pathway.
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Fig. 1. Tsc2 KO mice and TscZ2;Erc double KO mice
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Fig. 2. Influence of Erc—suppressed on tumorigenic
phenotype by TscZ-deficient Erc WT cells in nude
mice
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Fig. 4. Effects of Erc expression on EGFR in renal
tumor cell lines from Tsc2+/ mice
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