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Abstract Objective: To investigate the role of fructose-1,6-diphosphate on coagulation function and inflamma-
tory cytokines in rats with sepsis. Method: A total of 60 healthy adult male rats were randomly divided into 6
groups. They were Saline control group (NSc), CLP group, FDP group (FDPO0. 33, FDPI. 65, FDP3. 30) and
FDP control group (FDPc), respectively. The animal mode of sepsis in rats was made by using classical cecum
ligation and puncture (CLLP). NSc group underwent sham operation and saline injection. CLP group underwent
CLP operation and saline injection, FDP group (FDPO0. 33, FDP1. 65, FDP3. 30) underwent CLP operation and
FDP injection. FDP group was divided into 3 groups by the different concentration, including the injection of FDP
concentration with 0. 33g/kg (FDPO. 33), 1. 65g/kg (FDPI1. 65) and 3. 30 g/kg (FDP3. 30). FDPc group under-
went sham operation and FDP injection with 3. 30 g/kg. The time of injection in each group was 3 hours after CLP
operation, TNF-a, IL-6, PT, APTT, Fib and Thrombelastogram (TEG) were measured at the 6 hours and 12
hours after operation in each group respectively. The survival rates in each group at the time of 6 hours, 12 hours,
24 hours, 48 hours and 72 hours were compared. Result: Compared with NS¢ group, the concentrations of TNF-«
and 11.-6 were increased significantly( P<Z0. 01) in CLP group and FDP group (FDP0. 33, FDP1. 65, FDP3. 30) at
the time of 6 hours and 12 hours after operation. The concentrations of TNF-a and 11.-6 in FDP group (FDPO. 33,
FDP1. 65, FDP3. 30) were less than those in CLLP group ( P<{0. 05). The concentrations of PT, APTT and Fib in
FDP1. 65 group and FDP3. 30 group were less than those in CLP group at the time of 6 hours and 12 hours ( P<<
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0.05). There was no significance between FDP0. 33 group and CLP group( P>>0. 05). At the time of 6 hours and
12 hours after operation, the values of R and K in FDP group (FDPO. 33, FDP1. 65, FDP3. 30) were less than
those in CLP group (P<C0.05). At the time of 6 hours and 12 hours after operation, the values of MA in
FDP1. 65 group and FDP3. 30 group were less than that in CLLP group ( P<0. 05). The values of « and CI in each

group at each time point had no significance( P~>0. 05). The survival rate had no significance between each group

at the time of 48 hours. Conclusion: FDP could inhibit the inflammatory reaction in rats with sepsis and improve the

coagulation function in the early stage of sepsis.
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12 h 10 42.69+7.13 43.35+1.89 3.1840. 54
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