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Normal cell Cancer cell
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BRAF QMAt= MEO| &1}t 235t AHO| &0{ot= MAPK(Mitogen Activated Protein Kinase) pathway
(RET/PTC — Ras — Raf — mitogen extracelluar kinase(MEK) — MAPK/ERK)2| £ QIXtiL|C}.
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