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INTRODUCTION SUMMARY

Recent molecular profiling advances ~ Qur findings suggest a potential therapeutic benefit of incorporating immunotherapy into the treatment paradigm for HER2+ breast cancer, in both localized and
have ftranstormed breast cancer — metastatic disease settings. Moreover, the ethnically enriched HLA polymorphisms within our patient cohort may help elucidate observed disparities in clinical

treatment. These breakthroughs h o . . . . .
l;fgerf;en bengﬁteedreapaﬂr;?é > Va\;ﬁ outcomes and offer valuable insights for the development of population-tailored immunotherapeutic strategies.
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