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S 2 :Békés M., Langley D.R., Crews C.M. Nat Rev Drug Discov 21:181-200 (2022)

BTK:Bruton’s tyrosine kinase. KRAS :Kirsten rat sarcoma viral oncogene homologue. IRAK4 :interleukin-1 receptor-associated kinase 4. STAT3:signal transducer and activator of transcription 3. BCL-x, : B cell ymphoma-extra large,

BRD9: bromodomain-containing protein 9
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RAS :rat sarcoma virus. KRAS: Kirsten rat sarcoma viral oncogene homologue. NRAS: Neuroblastoma rat sarcoma viral oncogene. HRAS: Harvey rat sarcoma viral oncogene. GDP:guanosine diphosphate. GTP:guanosine triphosphate.
MAPK : mitogen-activated protein kinase. RAF :rapidly accelerated fibrosarcoma. MEK: mitogen-activated protein kinase kinase. ERK: extracellular signal-regulated protein kinase. PI3K: phosphatidylinositol 3-kinase. AKT : protein Kinase B.
mTOR:mammalian target of rapamycin
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1. Hofmann M.H. Cancer Discov 12:924-37 (2022). 2. £#|:FDACKE R REERRB) KRB FH DD FIZRZE. 3. American Cancer Society. Cancer Facts & Figures (2020).
KRAS :Kirsten rat sarcoma viral oncogene homologue. PIK3CA : phosphatidylinositol-4,5-bisphosphate 3-kinase catalytic subunit alpha. BRCA:breast cancer gene. BRAF : v-raf murine sarcoma viral oncogene homolog B1.
ERBBZ2:Erb-B2 receptor tyrosine kinase 2. FGFR:fibroblast growth factor receptor
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RaPPIDS :Rapid Protein Proteolysis Inducer Discovery System
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