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ABSTRACT: Objective To set up a method for the drainage of lymph fluid and explore the change of
active materials in lymph fluid and serum after rat ischemia-reperfusion injury. Methods The method of the
drainage of lymph fluid was well established. Sixteen healthy male rats of SPF grade were selected and randomly
divided into 2 groups: intestinal ischemia-reperfusion + drainage group (I/R + drainage group) and drainage
group. All the rats were subjected to superior mesenteric artery occlusion for 60 minutes, followed by 120 mi-
nutes of reperfusion. We compared the change of high mobility group box-1 ( HMGB1) protein, endotoxin,
tumor necrosis factor a (TNF-a) , interleukin (IL) -18, IL-6, and soluble vascular cell adhesion molecular-
1 (sICAM-1) by draining lymph fluid and collecting serum in 2 groups. Results The drainage of lymph fluid

was successfully performed. The HMGBI1 , endotoxin, and cytokines in serum and lymph fluid were significantly
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higher in ischemia-reperfusion group than in drainage group (P <0.05). Conclusions

The method for drain-

age of lymph fluid is simple and feasible. Endotoxin, HMGB1 , and some cytokines in serum and lymph fluid

may mediate the ischemia-reperfusion injury.

Key words: intestine ischemia reperfusion injury; drainage of intestine lymph fluid; high mobility group box 1
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Table 1 Levels of endotoxin, HMGB1, and several cytokines in lymph fluid and serum in rats of both groups (x £s, n=8)

4340 Group

W7 Z Endotoxin(EU/ml) HMGBI1(pug/L)

TNF-a(ng/L) IL-18(ng/L) IL-6(ng/L)  sICAM-1(pg/L)

WRER Lymph fluid

5194 Drainage group

I/R + 5134 I/R + drainage group
ML Serum

5174 Drainage group

I/R + 5134 /R + drainage group

0.0077 0. 0051
0. 0289 +0.0107*

0. 0207 +0. 0025
0. 0241 +0. 0026*

5.4395+0.9731 31.623 + 6.479 65.479 = 7.992 20.012 +5.623
6. 6971 +1. 0526 53.706 +20.202* 148. 393 +28. 042" 30.326 +7. 989" 116. 666 +10.936*

2.9635 £0.9965 12.329 + 2.357 23.414 + 3.574 13.554 +4.137
4.9058 £0.5517* 25.381 + 9.281* 65.829 +10. 888" 19.204 +4. 136" 48.401 + 6.547*

54.073 + 8.082

34.670 + 8.125

HMGBI: WM ZIEE I 15 TNF-a: MBIRIEHE F o; TL-18: A2 18; 10-6: AN 6; sICAM-1. FIEHEANM BRI 2> 715 U/R: Sl

PHETE; S5lM4l, =P <0.05

HMGBI1 ; high mobility group box 1; TNF-ac: tumor necrosis factor a5 IL-1@; interleukin-13; IL-6; interleukin-6; sICAM-1 ; soluble intercellular adhesion mol-

ecule-1; I/R; ischemia-reperfusion; * P <0.05 compared with drainage group
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