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Effects of intestinal ischemia-reperfusion injury on pulmonary phospholipid in

rats
XIA Pei-yuan, TU Wei-feng, ZHENG Jiang, ZHOU Hong, WANG Pei, WANG Xiang, CHEN Jun, XIAO Guang-xia,

LI Ao (Institute of Burn Research, Southwest Hospitab Third Military Medical Univessity, Chongging 400038, China)

Abstract. Objective To observe the changes of the componenis of pulmonary phospholipid after
intestinal ischemia-reperfusion injury (ITIR) in rats. Methods Rat model of intestinal ischemia-reperfu-
sion injury was established. The components of pul-monary phospholipid was determined with micellar
electrokinetic capillaty chromatography (MECC). Results Significant changes of percentages of pul-
monary phospholipd components occurred after IR injury. Among them, phosphatidylcholin and phos-
phatidylethanolamine were decreased in the period of reperfusion and phosphatidylcholin was 35.1% low-
er than its preischemic level 72 hours after ischemia. Phosphatidylinoside was increased by 29.0% in the
48th hour and phosphatidylserine was increased by 37.9% in the 24th hour after ischemia. Sphingomylin
was increased to the peak in the 6th hour after ischemia and then declined and restored its preischemic
level 72 hours after ischemia. Other components of phospholipid was increased nearly by twofold after
reperfusion as compared with the preischemic level. Correlation analysis showed that the changes of phos-
phatidylcholin showed no correlation to other components and those of phosphatidylethanolamine and phos-
phatidylserine were negatively correlated to those of sphingomylin. Conclusion The percentages of the
components of pulmonaty phospholipid can be changed with IR injury, which may play an important role
in the pathological mechanism of acute lung injury.
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Tab 1 Effects of IR on components (%) of pulmonary phospholipid

Components of

Time after of reperfusion(h)

R Control
phospholipid 3 6 % 48 7
FC 10. 66+1. 54 8.32+3.70 7.30+4.62 7.1345.74 8. 14+4.01 6. R+3.174
PE 60. 4849. 80 45.824+15.93 43.45+17.83 48.39+3.37 49.274+6.33 56.1943. 44
PI 3.314+2.39 3.44+2.39 3.36+3.34 4.26+1.17 4.271+1.43 3.17+1.35
PS 6.94+3.16 8.22+2.7M 6.82+5.08 9.5741. 49 9.09+5. 68 7.58+3.20
SM 13.954+7. 83 22 77+12. 24 30.45+27.474 24.0247. 744 24.89+5.53 16.07+2. 50
Others 4.65+1.29 11. 44+1. 664 8. 2+2. 24 6.6312.31 8.3445. 07 10. 06+ 1. 564
*, Prior to ischemia. £ P<C0.05, & P<C0.01 w contwol; PC: phosphatidyl choling;
PE: phosphatidylethanolamine; Pl: phos phatidylinositol; PS: phosphatidylserine; SM: sphingomyelin
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Tab 2 Correlation analysis of contents( %7) of pulmonary
phospholipid components

PC PE P1 5] SM Others
PC 1
PE —0.2187 1
PI —0.021 0.1070 1 L
PS —0.0304 0.420" 0.0585 1
SM 0.21 —0.9411" —0.172 —(.499 * 1 (2
Others —0. 1447 —0.0537 —0.1010 —0.2573 —0. 1418 1
*, P<<0.001
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