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Effect of propofol pretreatment on cytokines and protection of renal ischemia/reper-
fusion injury in rats
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Abstract: Objective To explore the effect of propofol on tumor necrosis factor-alpha ( TNF-a) , interleu-
kin-6 (IL-6), interleukin-8 (1L-8) in rats following renal ischemia/reperfusion and the protection of propofol
on renal ischemia-reperfusion injury. Methods Seventy-two adult SD rats were randomly divided into three
groups : sham operation group, ischemia/reperfusion group (I/R group) and propofol group (n =24 in each
group). All the indexes of the last two groups were detected on 1, 4 and 24 h after reperfusion. Five minutes
before ischemia in propofol group, propofol was infused by vein and isometric physiologic saline to the other two
groups. The concentration of 1L-6, TL-8, TNF-a in serum and renal tissue, BUN and SCr in serum were meas-
ured. Hematoxylin and eosin staining for the renal tissue was processed. Results The concentration of 1L-6,
IL-8, TNF-a in serum and TNF-a in renal tissue in propofol group within 1 h after reperfusion was significantly
lower than I/R group (P <0.05) ; The concentration of IL-8 in serum and renal tissue in propofol group within
4 h after reperfusion was significantly lower than I/R group (P <0.05) ; The concentration of IL-6 in renal tis-
sue within 24 h after reperfusion in propofol group were significantly lower than group I/R (P <0.05) ; The
concentration of blood urea nitrogen and serum creatinine in propofol group were significantly lower than that in
group I/R (P <0.05). Under light microscope, the cellular structure remained intact in propofol group, while
the cells of I/R group showed swelling, karyorrhexis and karyolysis. Conclusion  Propofol can effectively sup-
press the production and release of inflammatory cytokines and therefore protect the kidney from ischemia and
reperfusion injury.
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