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Clinical Utility of RGQ “Qiagen” Detection Reagent for IDH1 Gene Mutations
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» % enasidenib 25, 2018 4F (2 IDH1 fHEHITH %
ivosidenib (IVO) %%k [ FDA (Food and Drug
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IDH1 in vitro polymerase-chain-reaction (PCR)
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