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[ Abstract] Trastuzumab currently is main target drug being used to treat positive HER-2 mastocarcinoma, which could signifi-
cantly increase efficacy combining with chemotherapy during each stage of the development of mastocarcinoma and reduce recurrence
risk and prolong with the survival period of the patient. But not all the patients could obtain benefit from it because of the existing pri-
mary drug resistance of initial treatment ineffectiveness and secondary drug resistance occurred during the treatment. It was founded in
the study on the drug resistance mechanism of trastuzumab that the change of the space structure of HER-2 molecular and the change in
the downstream signal channel all could cause the drug resistance of trastuzumab. In this paper, the possible drug resistance mecha-
nisms of trastuzumab were reviewed, and established basis for further screening out the biology index which could predict the therapeu-
tic effect of trastuzumab.
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