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[ Abstract]

mouse model which received caecal ligation and puncture (CLP). Methods

Objective  To investigate the mechanisms of thymus atrophy induced by sepsis with
The model of sipsis was made
by CLP and sham operation was taken as the control group. The changes of different stages of T lymphocyte
and T lymphocyte progenitors in thymus were analyzed with flow cytometer 7 days after CLP. The apoptosis of
T lymphocytes was analyzed with Annexin-V staining. Results Compared with the control group, the
thymus of sepsis mice atrophied obviously, accompanied by a significant decrease of thymocyte counts in
different stages including CD4 ~ CD8 ~ ( double-negative, DN ), CD4 * CD8 * ( double-positive, DP), CD4 "
CD8 ™ and CD8 " CD4 ™ thymocytes (P < 0.001). Meanwhile, sepsis mice showed an increased percentage
of Annexin® thymocytes (P < 0. 001 ). Moreover, decreased frequency of T lymphocyte progenitor
cells (Lin~ CD44 "CD117 ") was observed in the thymus of sepsis mice (P <0.001). Conclusions
Sepsis-induced thymus atrophy was not only related to the increased proportion of apoptosis of thymocytes,
but also to the decrease of T lymphocyte progenitors.
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