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Abstract: Objective To establish a combined detection method of CFSE labeling and flow cytometry (FCM) for the measure-
ment of the proliferation of T lymphocytes and to explore its role for the investigation of the effect of Siglec-1 in monocytes on the
proliferation of CD4" /CD8" T cells. Methods CD14" monocytes in peripheral blood of patients with acute coronary syndrome
(ACS) and healthy controls were isolated by magnetic-activated cell sorting (MACS). CD4" and CD8" T cells from healthy blood
donors of third-party were also separated by MACS and labeled with CFSE. 5 days after the mixed culture of monocytes and lym-
phocytes, the proliferation of T lymphocyte was determined by FCM. Results CD14" monocytes from patients with ACS had a
more robust role in stimulating the proliferation of CD4" /CD8" T lymphocyte than those from healthy controls. However, when Si-
glec-1 on monocytes was blocked by anti-Siglec-1 antibody, the stimulating capacity was decreased to normal level. Furthermore, af-
ter being stimulated with INF-q, the expression of Siglec-1 on monocytes from healthy controls was elevated and the stimulating ca-
pacity of monocytes was enhanced. Conclusion The increased proliferation of CD4" /CD8" T lymphocyte in patients with ACS was
partly due to the elevated expression of Siglec-1 on activated monocytes.
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