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(restmg) AKT: protein kinase B; ECD:
’ \ extracellular domain; EGFR:
T . . . . . . . . epidermal growth factor
/ \ /@\ /@\ * Zongertinib is an irreversible TKI that selectively inhibits HER2 while sparing wild-type EGFR.1113 receptor; HER2: human epidermal

growth factor receptor 2; TKD:

o o @ * It covalently binds the ATP-binding pocket within the TKD and can inhibit the kinase activity tyrosine kinase domain; TK:
regardless of whether the activating mutation resides in the ECD, TMD, or TKD.!214 tyrosine kinase inibitor; TMD:

transmembrane domain.
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