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Abstract ; Epidermal growth factor receptor family,also known as the HER/ERBB family, consists
of four members namely HER1/EGFR/ERBB1,HER2/NEU/ERBB2,HER3/ERBB3 and HER4/
ERBB4,which play important roles in the development of cancer. Drugs targeting EGFR family
have already been the current research hotspot. Of these, HER1 and HER2 are the most extensive-
ly studied,and corresponding target drugs have been implicated in clinic. But with the passage of
time ,many patients gradually appeared resistance to EGFR inhibitors. To date,it is believed that
targeting HER3 may overcome therapeutic resistance. In this review,we focus on the role of HER3
in the development of cancer and mechanisms of resistance to EGFR inhibitors,discuss the latest
advances in therapeutic strategies targeting HER3 to overcome the resistance phenomenon. We
hope to provide a new perspective for in-depth analysis of targeting EGFR family.
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2.2.1 EGFR T790M % %
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