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[ Abstract] Objective To observe the effect of the antithrombin ~X (AT - L) on cytokine levels in
multiple organ dysfunction syndrome (MODS) in rats. Methods Seventy Wistar rats were randomly divided
into three groups: normal control group, MODS group, and AT — X treatment group. The rats in MODS
group and the treatment group were given lipopolysaccharide (LPS) two times to replicate systemic
inflammatory response syndrome (SIRS)/MODS model. One hour after the injections of LPS, the rats in the
treatment group were given AT - K (25 U/kg, 0.5 ml/100 g) intravenously. Four hours after treatment,
blood samples were collected in rats. The tissue samples were collected and preserved in formalin. By use of
radioimmunoassay and histopathology, the effect of the AT - I was observed in rats with SIRS/MODS.
Results Endotoxin (ET), interleukin—1 (Il. =1),IL - 6 and tumor neerosis factor ~a (TNF —a) levels were
all increased significantly in MODS animals (all P<C0.01), and they were decreased after AT ~1 treatment
(all P<<0.01), though still higher than those of the normal controls (all P<{0.01). The pathologic changes
in lung, kidney,and liver in the treatment group were milder than in the MODS group. Conclusion These

data suggest that AT - X could inhibit systemic inflammatory response and it might be used in the treatment
of SIRS/MODS.
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Table 1 Levels of plasma ET and serum IL - 1, IL - 6,TNF - « in each group(x=+s)

ay) YD ET(ng/L)

IL - 1(pg/L)

IL - 6(ng/L) TNF -« (pg/L)

AT -0 R974A 25
[ %k 27
R A 10

233.472+ 97.203* 4
363. 907+ 101. 683°4
118. 287+ 28.162

0.47140.229* "848
1.26040. 39944
0.07410.038

467.708+136. 651 * &
793.407 1426. 54584
170.137% 68.306

0.934+0.735" =84
1.6341+0. 6230848
0.27310. 084
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