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The release level of TNF-a and IL-6 and the effect of dexamethasone in the acute lung

injury rats of which induced by different injuries
HONG Xin, GUO Zhen-hui MAO Bao-ling QIAN Gui-sheng (Department of Respiratory Diseases, Daping Hospital, Third Military Medical University,
Chongqing 400042 China)

Abstract: Objective To explore the effects of tumor necrosis factor-a (TNF-a) and intedeukin6 (II:6) on acute lung injury (ALD and the
therapeutic value of dexamethasone. Methods Two acute lung injury models were replicated by intravenous injection of lipopolysaccharide (1PS)
and by cecum ligation and puncture (CIP) in rats. The changes of arterial blood pressure (Pa02), wet (W) and diy (D) ratio (W/D) of lung
weight, plasma levels of TNF-o and II-6 and the effects of dexamethasone on the changes were observed. Results  In the groups of treated with L.PS
for 12 h and CLP for 24 h, Pa0; was significantly decreased and W/ D ratio was markedly increased. The lung injury were more serious in LPS treat-
ed groups than CLP groups in the same stage. Dexamethasone could abate the decrease of Pa0; and increase of W/ D ratio. In the o models, TNF-
a levels in plasma were increased at first and then decreased but I1-6 levels were increased gradually. In LPS treated groups the peak levels of
TNF-a were appeared earlier and 1156 levels were higher than in CLP groups. Dexamethasone could decrease the TNF-a peak levels and 116 levels
significantly. Conclusion The time of peak level of TNF-a and 116 level may reflex the severity of the acute lung injury. Glucocorticoids have an
effect for protecting acute lung injury and may be used to treat ALl in early stage.
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e cIp
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Tab1 Changes of PaO, and W/ D in LPS treated groups(x )
Crarp W Pa0, (kP W/D
Control 8 12. 23+1.48 4.46+0. 37
LPS
1h 6 12. 25+1.30 4.56=+0. 31
2h 6 11. 77£0.78 4.7610. 26
4 h 6 10. 781.06 4.95+0.34""
6h 7 9. 2+0.97 ** 5.4440. 54 %>
12 h 6 8 12+1.14 ™ 5.88+0.43""
LPS—+Dexamethasone
1h 6 12. 31£0.85 4.4110. 32
2 h 6 12. 07+0.92 4.61+0. 21
4 h 5 1. 36111 4.77£0. 39
6 h 6 10. 25+1.19 ™ 4.9940.37 "
12h 6 9. 56+1.03 "4 5.1740.41 %%
%%, P<0.00 s contoly 2 P<0. 05 vs LPS group
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Tab3 Changes of TNF-o and IL-6 levels in LPS treated groups
and the effects of dexamethasone (pg mk x *s)

Graip n TNF- 116
Control 5 36. 0522.4 521. 31167.4
LPS
1h 5 659. 14163, 1 680. 47-205. 1
2h 5 44, 0121, 9 842. 9-184.7
4h 5 369.34+89.5 %% 1030.2+218.7 **
6h 5 265.6+83.4*% 1 281.8+177.3 **
12h 5 131.9447.7*" 1 620.04256.7 **
LPS-+Dexamethasone
1h 5 431.4+124.5 A 622, 1+142.8
2h 5 312.14102.6 **A 751, 5-166.5
4h 5 219.7+70.1 A& 814. 1£+138.2
6h 5 176.6 +61.7 ** 989, 1+181.3 **4A
12 h 5 112.5444.2 ** 1159. 44229.0 **A

%%, P<0.01 s onro; A P<0.01 vs LPS goup

4 TNF-a. IL-6
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Tab4 Change of TNFo and IL-6 leves in esch groups of acute
lung injury rats induced by cecum ligated puncture and
the effects of dexamethasone (pg/ mk x +s)

Graup n TNF-« IL-6
Sham operated group 5 74.3128.4 616.2+196.8
CIP
1h 5 113.1+55.2 669.9+258.2
3h 5 297.0493.9 ** 786.8+150.9
6h 5 534.14166.7 " 977.84205.5 "
12h 5 363.7+121. 17" 1366.4+323.8°"
24 h 5 143.6+38.3 1468.7+171.4 %%
CIP-+ Dexamethasone
1h 5 93.4+51.3 642.8+187.8
3h 5 141.71+64.8 686.8+156.9
6h 5 317.44134.8 * A 867.5+211.3
12h 5 189.5+81.6 " 967.5+203.7 * A
24 h 5 121.1455. 4 1167.6-182. 2 * *A

*, P<0.05 *%*; P0.01 vs sham operated group;
A. P<0.01 vs CLP group
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