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[ Abstract] Objective To investigate the effects of sepsis on hematopoetic stem cells (HSCs) and
myeloid progenitos with mouse model which received colon ascendens stent peritonitis (CASP). Methods
The mouse model of sepsis was established by CASP surgery and sham operated mice were taken as control
group. The proportions of HSCs and myeloid progenitors in bone marrow (BM) and the proliferation
proportion of HSCs were analyzed with flow cytometer, 24 hours after the operation. Results Compared
with the mice in sham group, the number of total BM cells, which mainly included myeloid cells, significantly
decreased in CASP group. In addition, an expansion of septic BM HSCs was observed, whereas multipotent
progenitors (MPPs), common myeloid progenitors (CMPs) and granulocyte/monocyte progenitors (GMPs)
significantly reduced. Conclusions
block of myeloid differentiation in BM HSCs.
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