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Abstract ;[ Objective | To detect the effect of pioglitazone on nuclear factor kappa B(NF-«kB)in patients
with severe acute pancreatitis and explore its clinical efficacy. [ Methods ]A total of 94 patients with severe
acute pancreatitis who were hospitalized from July 2012 to October 2016 were enrolled in this study. All pa-
tients were divided into control group(n=47)and observation group(n=47)by envelope method. The ex-
pression of inflammatory factors(P65, TNF-« and IL6) of the pancreas was detected by ELISA. [ Results ]
There was no significant difference in P65, TNF-a and 11.-6 between the two groups before treatment( P>
0.05). After treatment,P65,11.-6 ,and TNF-a expression were significantly lower in observation group than
those in control group(P<C0. 01). The recovery time of intestinal function,amylase recovery time and hos-
pitalization time of the observation group were 3.48 £ 0.86 d,6.05+1.53 d,and 13.46 & 2.43 d, which
were significantly lower than those of the control group(5.68+£1.73 d,9.37£2.04 d,and 19.4944.15 d
(P<C0.05). The effective rate of clinical treatment in observation group was 89. 4% (42/47), which was
significantly higher than that of 70. 2% (33/47)in control group(P<C0. 05). The incidence of complication
in the observation group was 12. 8% (6/47) , which was significantly lower than that of 31. 9% (15/47)in
control group(P<C0. 05). The mortality rate in the observation group was 8. 5% (4/47) ,which was signifi-
cantly lower than that of 19. 1% (9/47)in control group (P <C0. 05). [ Conclusion ] Pioglitazone can inhibit
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NF-«B signaling pathway in severe acute pancreatitis patients to reduce inflammation, with significantly clinical effi-

cacy.
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