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Role of regulatory T lymphocytes in the immune mechanism of HERZ2-positive breast cancer”
LIU Jiming s PAN Tao ,QUAN Yao®
(Department o f Emergency s Bishan People’s Hospital ,Chongging 402760 ,China)

[Abstract] Objective To investigate the immune mechanism of regulatory T lymphocytes (Treg) in pa-
tients with human epidermal growth factor receptor 2 (HER2)-positive breast cancer. Methods Peripheral
blood mononuclear cells (PBMC) were isolated by gradient centrifugation from healthy donors (the control
group) , HER2-positive non-metastatic breast cancer patients, HER2-positive metastatic breast cancer pa-
tients. All groups were processed by congestin A (ConA,5 pg/mL) which stimulated proliferation and differ-
entiation. After reaction for 60 h in vitro, EAU assay was used to determine the cellular viability. Flow cytome-
try was used to detect the ratio of CD41 CD25% FoxP*" Treg and dendritic cells (DC). FoxP3 mRNA was de-
tected by real-time fluorescent quantitation PCR,and the cytokine levels of serum transforming growth factor-
BCTGF-R) and interleukin-10(IL-10) in the supernatant were determined by ELISA. Results ConA stimulated
cell proliferation in all groups. Comparing with the control group, the HER2-positive non-metastatic breast
cancer group and the HER2-positive metastatic breast cancer group had significant cell proliferation (P <C
0.01) ,the proportion of CD4 " CD25" FoxP*" Treg cells in CD4" T lymphocytes and the expression of FoxP3
mRNA increased (P<C0. 01),the CD86 expression in DC decreased (P<C0. 01). In addition, the levels of TGF-
B and IL-10 in the supernatant of HER2-positive non-metastatic breast cancer group and the HER2-positive
metastatic breast cancer group were significantly higher than those in the control group (P <C0. 01).
Conclusion HER2-positive breast cancer patients exert immunosuppressive effects by promoting the high ex-
pression of Treg and cytokines.
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