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[Abstract] Objective To study the pathogenesis of kidney injury in early-phase of endotoxic shock.
Methods Eleven macaques were anesthetized and randomly divided into two groups: an experimental group
(n=16), receiving a dose of 2.8 mg/kg lipopolysaccharides (LPS) by intravenous injection, and a control
group (n=75), injected with normal saline of 1 ml/kg. The animals were sacrificed 120 minutes following
endotoxin injection. With immunohistochemical technique endothelium nitric oxide synthases (eNOS) and
inducible nitric oxide synthases (iNOS) protein of the renal tissue were determined. The ultrastructure was
studied with electron microscope. Acid phosphatase (ACP) was also assayed. Results One hundred and
twenty minutes after LPS challenge, damages to the glomerulus and renal tubules were found, and lysosomes
were increased in the renal cells. iINOS was positively expressed in vascular endothelium of glomerulus and
epithelium of renal tubules in the experimental group, but not in the control group. eNOS was positively
expressed in vascular endothelium of glomerul; and peri-vascular region in both groups. Cenclusion The
present findings indicate that NO contributed to the pathogenesis of renal injury in the early phase of

D000 http://www.cqvip.com|

° 421 -

- -

endotoxic shock in primates.
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Figure 1 Comparision of BUN between two groups
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Figure 2 Expression of eNOS in kidney
In experiment group (immunohistochemisiry, x 400)
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Figure 4 Expression of INOS in kidney
in experiment droup (Immunohistochemistry, x 400)
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Figure 6 L kidney by electron P
in experiment group(uranyl acetate-lead citrate, x 4 000)
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Figure & Activity of ACP i kidney by electron microscopy
in experiment group(cytohistochemistry, x 8 000)
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Figure 3 Expression of eNOS in kidney
in control group (immunohistochemistry, x 400)
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Flgure 5 Expression of INOS in kidney
in control group (immunohistochemisiry, x 100)
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Figure 7 Ultrastructure of kidney by electron microscopy
in control group(uranyl acetate-lead citrate, x 6 000)
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Figure 8 Activity of ACP in kidney by electron micrascopy
in control group(cytohistochemistry, x 10000}
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