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ZOETIVIIMERAIRIB I T2, 24 FFRLANIZ 50% LA E &V 9 BWBBER 2~ T 23, B OFH
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WFZER S OBEEE (353C) : The mouse bilateral hind limb tourniquet-reperfusion model can
be considered as an experimental animal model of crush syndrome. By using this
model, we investigated mRNA expression levels of various inflammatory cytokines in
the kidney, a damaged organ distant from the ischemic hind limb. So, we found that
the expression level of kidney IL-6 mRNA increased and that of INOS mRNA decreased
after reperfusion. In contrast, survival rates 24 h after ischemia-reperfusion were in
the order of iINOS-deficient mice=C57Black/6J wild-type mice>IL-6-deficient mice.
These results indicated that IL-6 plays an ameliorative role and that iNOS play a
deteriorative role. This model shows a high mortality rate in mice, but morphological
changes in the kidney, such as nuclear concentration of tubular epithelial cells and
infiltration of inflammatory cells, were minor.
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(1) ~v 2ABEHT g9 v 7T
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C | T3 | TR1 | TR2 | TR3 | TR12

WT 10 | 11 11 8 8 8
IL-6KO 10 | 9 9 9 8 8
iNOSKO 10 | 9 9 9 9 9

(2) FRREREL : VBRI T2 Do lseER ifn 1% A B2
BHKCTMEERL, B2MH L.
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TNF-a (Mm00443260_gl)
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