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The Effect of EGFR Activation on Anoikis of HNSCC-SCCI10A
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Abstract ;

Objective To detect whether EGF has some contribution to anoikis of head and neck squamous carcino-

ma cell (HNSCC)-SCC10A. Methods Suspend-inducing cell apoptosis test was applied to detect whether the activation
of EGFR affected anoikis of HNSCC-SCCI0A. The expression of Bcl-2 and Bel-xl were analyzed by Real-time PCR and

Results
SCC10A , induced the expression of Bel-2 and Bel-xl.
anoikis of HNSCC-SCC10A.
EGFR;

West blotting.
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head and neck squamous carcinoma cell ;

It was showed that the activation of EGFR promoted the ability of anti-anoikis of HNSCC-

Conclusions The activation of EGFR promoted the ability of anti-

anoikis
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