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[ Abstract] The conception of trastuzumab resistance is firstly presented in 2001, which is based on the laboratory investigation
of cell lines and animal model. After that, numerous studies investigate molecular mechanism of trastuzumab resistance from different
angles. The results of several trastuzumab resistance mechanism researches which have directed at primary resistance or acquired resist-

ance exclusively are reviewed here. The different mechanisms of primary resistance and acquired resistance of trastuzumab suggest that

we should give different clinical therapy strategies to different subgroups of clinical resistance patients.
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