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[ Abstract] Objective
mobility group box 1 (HMGB1) protein in septic rat. Methods Cecal ligation and perforation (CLP) method
was used to establish septic rat models. One hundred and five rats were randomly divided into three groups:
sham operation group (A, n=235), CLP group (B, n=35) and CLP+ UTI group (C, n=35). Group
A received sham operation and the others underwent CLP operation. In the C group, after the model was

To investigate the effects of ulinastatin (UTI) on the plasma level of high

formed the rat received intraperitoneal injection of UTI 20 kU /kg, once every 12 hours for sequential 3 days,
and in the other two groups, similar amount of normal saline was intraperitoneally injected. Five rats in each
group were sacrificed on the Ist, 3rd and 7th day after operation, respectively. The concentration of HMGB1
protein in plasma was assessed by Western blotting. The remaining 20 rats in each group were observed for
the mortality in rats at the time points of 1st, 3rd and 7th day. Results Compared to those in A group, the
plasma HMGBI1 protein levels were increased obviously on the 1st, 3rd and 7th day after operation in group B
(P<0. 05 or P<<0.01). Compared with group B, the HMGBI1 protein levels were markedly reduced in group
C at different time points after operation (P<<0. 05 or P<<0. 01), but they were slightly higher than those in A
group on the 1st and 3rd day (both P<C0. 05). Furthermore, the rat mortalities in group C were much lower
on the 3rd and 7th day in comparison with those in group B (3 d; 30% vs. 70%, 7 d: 50% vs. 85%, both
P<C0.05). Conclusion This study shows that UTI injection may markedly inhibit the later release of
pro-inflammatory cytokine, plasma HMGBI protein, thus it may prolong the time for treatment in septic rat.
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