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The involvement of epidermal growth factor receptor (EGFR) cascade was analyzed
in lung carcinomas and in soft tissue sarcoma. Overexpression/activation of EGFR was
observed in 37% and constitutive activation of cascade was found in 11%. Mutation of
EGFR was observed in 24% and associated with cell proliferation and metastasis.
Increase of AKT genes were found in 45% with reciprocal relation against increase of
EGFR gene. In sarcoma, mTOR activation was associated with morphogenesis in
tumors of neural and skeletal muscle origin.
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