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Research progress on antibody-drug conjugates in the treatment of triple-negative breast cancer
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ABSTRACT Antibody-drug conjugates (ADCs) are a novel class of anti-tumor agents composed of a targeted monoclonal
antibody, a cytotoxic drug, and a linker connecting the two. They combine the high specificity of antibodies with the potent
cytotoxicity of chemotherapeutic agents. Triple-negative breast cancer (TNBC) is characterized by high aggressiveness, elevated
risks of recurrence and metastasis, and poor prognosis, largely due to the lack of effective therapeutic targets. This review
summarizes the research progress of ADCs in the treatment of TNBC. It has been found that ADCs targeting human epidermal
trophoblast cell surface antigen 2 (such as sacituzumab govitecan and
HER-3 (such as patritumab deruxtecan) ,

growth factor receptor 2 (such as trastuzumab deruxtecan) ,
datopotamab deruxtecan) , zinc transporter LIV-1 (such as ladiratuzumab vedotin) ,
epidermal growth factor receptor (such as AVID100) , and glycoprotein non-metastatic melanoma protein B (such as
glembatumumab vedotin) have all demonstrated promising therapeutic effects against TNBC. Despite challenges including acquired
resistance and treatment-related toxicities, ADCs are undoubtedly reshaping the therapeutic landscape for TNBC and are expected to
occupy a more central position in TNBC treatment in the future.
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T TR T fg L R £ A 5% (tumor microenvironment,
TME) A 2% : (1) #EHT A i 25 L il ——ADCs 4K #6142
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