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(squamous cell carcinoma)®|™ epidermal growth factor
receptor(EGFR)-Z 5745 B A 2£9E9] 90%°l A
W r = =g Hoko] By A (molecular target)©]th.
EGFRZ Al W G 9oll Bto]=4l 7]y (tyrosine
kinase) AA2dS Ad 22 7HA= 170 kDa®] 93]
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malian target of rapamycin(mTOR), Ras— mitogen—
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