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Preparation of Immune Cells from Mouse Intestinal Lamina
Propria and Establishment of Multi-Parameter Flow Cytometry

Panel
Yu junjing, Zhang miaomiao, Bian Wei
(CAS Center for Excellence in Molecular Cell Science, Shanghai Institute of Biochemistry and
Cell Biology, Chinese Academy of Sciences, shanghai, 200031)
Abstract: Flow cytometry is an important method for immunophenotypic and functional analysis.
Among them, the preparation of higher quality single cell suspension is the key step of flow
cytometry analysis, which directly affects the results. The intestinal lamina propria of immune
cells in mice is one kind of difficult to preparation of the original tissue sample. In this study, we
use two kinds of enzyme digestion conditions and compare the cell yield, cell viability and
immune cell markers, the results show that the collagenase VIII and DNase I enzyme solution
method is more suitable for intestinal lamina propria of immune cells in mice. The establishment
of this single cell preparation method can be used to more accurately analyze and quantify the

population of intestinal immune cells by flow cytometry. The study provided a reference basis for



revealing the influence of the sample preparation for experimental results, and a reliable method
for the accurate analysis of immune cell populations in mouse intestinal lamina propria.
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