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The role of breast cancer molecular subtypes in the prediction

of neoadjuvant chemotherapy

SHI Yafeis HAN Xiaofeis LI Lei, ZHANG Renya, LIU Qilong
(The Affiliated Hospital of Jining Medical University, Jining.272029,China)

Abstract: Objective The clinical characteristics of 4 breast cancer subtypes were analyzed retrospectively and
their therapeutic effects of neoadjuvant chemotherapy were compared. Methods 172 cases of patients with breast
cancer treated with neoadjuvant chemotherapy were included in this retrospective study. Molecular subtypes were
categorized as Luminal A subtype,Luminal B subtype, HER-2 overexpression subtype and basal-like subtype, based
on the immunohistochemistry results. The clinical data were analyzed and therapeutic effects of neoadjuvant chem-
otherapy were compared in the 4 different types of breast cancer. Results Among all 172 cases.the proportion of
Luminal A subtype was 47.1% ,Luminal B subtype 23.8% , HER-2 overexpression subtype 11.6 % ,and basal-like
subtype 16.3% respectively. The pathologic complete remission rates of the four subtypes were: 11.1%,12.2%,
35.0% and 42.9% . The pathologic complete remission rate of patients with basal-like subtype was significantly
higher than those of the patients with Luminal A subtype and Luminal B subtype ( P=0.012). Conclusion Four
molecular subtypes of breast cancer could be the independent indicator of the pathologic complete remission and the
basis for individualized treatment for breast cancer.
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