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The effects of gut — origin lipopolysaccharide translocation on the apoptosis of lymphocytes in scalded rats
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[ Abstract]
mesenteric lymph nodes ( MLNs) and gut — origin lipopolysaccharide (LPS) translocation after severe scal-
Methods Wistar rats inflicted 30% TBSA Il degree scalding were employed as the model.
Serum LPS levels in portal vein and vena cava were determined by limulus amebocyte lysate(LAL) test. Ap-

Objective To investigate the relationship between lymphocyte apoptosis in spleen and

ding in rats.

optotic lymphocytes in paraffin —~ embedded spleen and MLNs sections were detected with TdT — mediated and
dUTP nick end labeling (TUNEL) and peroxidase (POD) staining. The images were taken by cooldccd cam-
era system,and the count and optical density (OD) value of apoptotic lymphocytes were analyzed with soft-
ware Spot and Imagine proplus 4. 10a(IPP4.10a). Results Serum LPS levels in portal vein and vena ca-
va increased sharply in rats post})urn ( P <0.01) and reached a peak value at 6 postburn hour(PBH). LPS
level in portal vein was higher than that in vena cava ( P <0.01) in the period of 3 to 48 PBHs. The results
of TUNEL - POD staining and the count of apoptotic lymphocytes showed that the apoptotic cells were few in
normal MLNs, but increased obviously postburn ( P <0.01), especially at 3 PBH. On the contrary, apop-
totic lymphocytes were concentrated in spleen cortex before injury and decreased obviously postburn (P <0.
01) ,though a slight recovery was found after 24 PBH. Optical density of apoptotic lymphocytes was signifi-
cantly reduced in spleen at 24 PBH, But the OD value of apoptotic lymphocytes in MLNs increased signifi-
cantly within 48 PBHs when compared with that before injury ( P <0.01).
dotoxemia in rat could occur in early postburn period. The LPS translocation might induce lymphocyte apop-

Conclusion Gut - origin en-

tosis in MLNs. The decreased apoptotic lymphocytes in spleen implied abnormal immune function in spleen.
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Fig 1  Comparison of the LPS levels in portal vein and in vena cava
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Fig 2 The observation of apoptotic lymphocytes in spleen and MLNs
in scalded rats TUNEL - POD staining x 400
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Tab 1  The counts of apoptotic lymphocyte in spleen and MLNs of the scalded rats ( The positives/2000 total cells, x + s )

A R ik}

i J& B E(h)

3 6 12 24 48 72

W 42 499,00 12.83 19.33 12.50 100. 33 123.00 226.67
+186.12 +8.57" " £15.41" " £7.94" " £15.96" " £25.51" " +26.64""

MINs 42 3.17 546. 83 285.17 149.50 58.83 36.33 33.17
£1.72 +83.01* +39.61" +30.38" +10.96" +11.79% +9.43"

e SOATHE, TR B E WA, » « P <0.01; SGATHA, W40 8 E 5, ## P <0.01

F2 EORMMTMHC A TUNEL R EROEREHELE (1 £s)

Tab 2

comparison of the optical density values( transmission light) of TUNEL positive lymphocytes in spleen and MLNs from

the scalded rats( x + 5 )
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MLNs 42 0.24 £0.06 0.83 £0.16" 0.96 +0.25" 0.62 £0.16* 0.45 +0.04% 0.35+0.07% 0.29 £0.04
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