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[Abstract] Objective
inflammatory cytokines in sepsis rats., Methods Sepsis was produced in rats by cecal ligation and puncture.
Changes in tumor necrosis factor - @ (TNF - a) and monocyte chemotactic protein = 1 (MCP - 1) levels in
renal tissues were determined by enzyme - linked immunoadsorbent assay (ELISA), respectively.
Meanwhile. apoptosis rate was also assessed by Annexin V/PI staining and flow cytometry and terminal
deoxynucleotidyl transferase ~mediated dUTP biotin nick end labeling (TUNEL) methods. Results TNF -~a
and MCP - 1 levels in renal tissues were significantly increased in rats with sepsis in the early stage,
Apoptosis rate of renal cells increased and reached the highest level at 3 hours after sepsis was established and
decreased after 6 hours, and the differences were significant (P<Z0.05 or ’<Z0.01). Conclusion TNF -«
and MCP - 1 are cytokines which are activated in early stage of sepsis. The increase in renal cell apoptosis in
the early stage of sepsis is related with the release of cytokines.

To investigate the relationship between changes in renal cell apoptosis’ and
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Figure 1 Apoptosis in 3 hours of control groups (0. 39%)
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Figure 2 Apoptosis in 3 hours of injury groups(39%):
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Figure 3 Apoptosis cell in injury group Figure 4 Pathological change of renal tissue in injury group
3 hours after injury (TUNEL, x 400) 48 hours after injury (HE, x 100)
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Figure 6 Expression of INOS detected by immunocytochemistry (DAB, x 200)
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Figure 1 PBMCs under eletron microscope
(uranylacetate and lead citrate double staining)
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Figure 2 PBMCs under fluorescence microscope
(AO-EB. x 400)
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Figure 4 Expression of NF- k B p65
in myocytes in black control group
(DAB, x 200)
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Figure 5 Expressijon of NF-k B p65 in my
at 1 hour induced by 100 u g/L of LPS
(DAE, x 200)
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