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ABSTRACT Objective: Investigate the effect of Caesalpinia sappan on the levels of serum superoxide dismutase (SOD), tumor
necrosis factor (TNF-a) and monocyte chemokine (MCP-1) in diabetic rats with macrovascular disease. Method: 24 male rats were ran-
domly divided into 4 groups, 6 rats in each group, the control group, the model group, the «-lipoic acid group and the Caesalpinia sap-
pan group, respectively. Except the control group, STZ50 mg/kg was injected intraperitoneally in other three groups. The control group
was injected with equal volume of citric acid sodium citrate buffer. After successful molding, the Caesalpinia sappan group was given
0.15 g/kg/d of Caesalpinia sappan, «-lipoic acid group was given alipoic acid of 20 mg/kg/d, the drug was given 1 times a day for 8
weeks. After 8 weeks, the changes of SOD, TNF -, MCP-1 in serum of two groups of rats were detected and compared. Results: After
treatment, the contents of serum SOD in Caesalpinia sappan group anda-lipoic acid group were higher than those in model group. (P<0.
05), there was no statistical difference between two groups yet (P>0.05). The level of serum TNF -a and MCP-1 were significantly lower
in the Caesalpinia sappan group and a-lipoic acid group than those in the model group (P<0.05), but there was no obvious differ- ence
comparing with the control group (P>0.05). Conclusion: Caesalpinia sappan can increase the content of SOD and decrease the con- tent
of TNF-a and MCP-1 in the serum of diabetic rats with macrovascular disease.
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Table 1 Comparison of the serum SOD, TNF-a and MCP-1 levels before and after treatment between two groups(ng/L, xt )

Groups Amount(n) SOD TNF-a MCP-1
Control group 6 77.95+ 8.494 127.76x 15.2044 178.47+ 48.4744
Model group 6 63.15% 7.79* 180.45+ 20.42%* 294.53+ 41.20%*
a-lipoic acid group 6 7541+ 10.804 135.52+ 23.2244 195.31+ 80.084
Caesalpinia sappan group 6 73.17+ 10.49* 132.10+ 13.3544 196.70+ 72.06*

Note: compared with the blank control group, *P<0.05, **P<0.01; compared with the model control group, 4P<0.05, #4P<0.01.
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