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[ Abstract] Objective To investigate the dynamic recovery process of splenic T lymphocyte function
and their subsets in mice after lipopolysaccharide (LPS) administration. Methods High dose LPS (10 mg/kg,
once) was administered intraperitoneally to establish septic mouse model. On day 0, day 7, day 14, and day
28 after LPS treatment, flow cytometry was used to check the proportions of naive T cells, effector memory T
cells, and central memory T cells in splenic CD4" and CD8" T cells. The expression of cell surface activation
molecules (CD38, CD69) and co-inhibitory molecules (PD-1, TIGIT), as well as the ability of splenic CD4" T
cells to secrete cytokines IL-2, IFN-y and CD8" T cells to release granzyme B. Normal distribution data used
one-way ANOVA test for variance analysis and used holm-Sidak’s test for multiple comparison. Skewness
distribution data used Kruskal-wallis test for variance analysis and used Bonferroni method for multiple

comparison. Results On day 7 after LPS challenge, compared with the baseline, the proportions of splenic
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naive CD4" and CD8" T cells in mice were significantly decreased (F = 52.22, P < 0.0001; F = 10.87, P =
0.0019); the proportions of effector memory CD4™ and CD8" T cells were significantly increased (F = 20.54,
P <0.0001; F = 26.03, P < 0.0001); the proportions of CD4'CD38" (F = 35.40, P < 0.0001), CD4'CD69" (F = 45.65,
P <0.0001), CD4'PD-1" (F = 20.55, P < 0.0001), CD4'TIGIT" (F = 19.20, P <0.0001) , CD8'CD38" (F = 56.76,
P <0.0001), CD8'CD69" (F = 59.47, P < 0.0001), CD8'PD-1"(F = 11.15, P = 0.0013) and CD8'TIGIT" (F =
21.21, P < 0.0001) cells were significantly increased. These indicators gradually recovered compared with
the baseline within 14 days. On day 28 after LPS challenge, the proportions of naive CD4" T cells (F = 52.22,
P < 0.0001), effector memory CD4" T cells (F = 20.54, P = 0.0093), CD4"CD69" (F = 45.65, P = 0.0037),
CD4'PD-1" (F = 20.55, P = 0.0255) and CD4 TIGIT" (F = 19.20, P = 0.0087) cells were not returned to the
baseline level; the proportion of CD8 TFN-y" T cells (F = 14.33, P < 0.0001) was still higher than the baseline.
Conclusions After LPS challenge, differences exist during the recovery process of splenic CD4" T and CD8™ T

cells in mice within 28 days. The overall recovery process of splenic CD4" T cells function in septic mice was

e 33 .

slower than that of CD8" T cells after LPS treatment.
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