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[Abstract] Objective To evaluate the changes in apoptosis of neutrophil in peripheral blood in sepsis
in rats. Methods The rat sepsis model was reproduced by cecum ligation and puncture (CLLP). One hundred
and forty — four rats were randomly divided into normal control group, sham operation group and 2, 6, 12,
24, 48, 72 hours after CLP groups. Terminal deoxynucleotidyl transferase — mediated dUTP nick end
labeling (TUNEL ) was used to identify neutrophil apoptosis. Results In early period after CLLP, neutrophil
apoptosis in peripheral blood was limited with a positive rate of less than 5.00% . The positive rate rose to
(48.33412.53)% at 48 hours, and it began to lower, approaching the normal level at 72 hours after CLP.

Conclusion Death is the main pathway of loss of neutrophils which are produced in the acute phase of

sepsis, and apoptosis is the main pathway of loss of neutrophil in the later phase of sepsis.
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in systemic blood at every time after CLP
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Figure 1 Immunohistochemical staining of Fas protain in cells
transtected with NHE- 1 ribozyme gene (DAB. x 400)
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Figure 2 Immunchistochemical staining of FasL protein in cells
transfected with NHE-1 ribozyme gene (DAB, x 200
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Figure 3 Normal group of PMN apoplosis
by TUNEL stain in systemic hiood It
was seen that few cell nuclears of neutrophil
were stained red colour. the positiv
rate was 6.17%(TUNEL, x 400)
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Figure 4 Normal group of neutrophil
apoptosis by TUNEL stain In systemic
blood.I1's sean that the stained site
was on one side of cell nuclear
(TUNEL, x 1 000)
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Figure & Neutrophil apoptosis in systemic blood was accelerated

obviously 48 hours after CLP. more cell nuclears
of neutrophil were sained red colour,ihe postive rate
was 48.33% (TUNEL, x400)
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Figure 5 neutrophil apoptasis in systemic
blood was restrained obviously
12 hours after GLP,the
positive rate was 4.83%
(TUNEL, x400)
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Figure 7 Neutrophil apoptosis stain in systemic
blood 48 hours after GLP
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