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Effect of Rosiglitazone on the Blood Glucose and
Pulmonary Inflammation in Septic Rats

ZHOU Lingzhi ,ZHANG Yi,KANG Ting,et al
( Department of Pediatrics ,the First Affiliated Hospital , University of South China,
Hengyang 421001 , Hunan , China)

Abstract: Objective To explore the effect of rosiglitazone on the control of blood glucose and pulmonary inflamma-
tion in septic rats. Methods The model of septic rat was established by ligation and puncture on the colon. 36 SD rats were
randomly divided into three groups,they were sepsis group,sepsis with rosiglitazone intervention group ( ROSI 0.3 mg/kg)
and sham-operated group,12 rats in each group. Blood glucose was tested 12 and 24 hours after intervention. IL-6 , TNF-o ex-
pression level in lung tissue were detected by quantitative PCR. Neutrophil aggregation status was observed by HE staining and
myeloperoxidase (MPO) activity detection. 6 rats were executed in each time. Results Compared with sham-operated
group , TNF-a and IL-6 mRNA expression level in sepsis group were obviously increased. The permeability of lung microvascu-
lar, thickness of alveolar wall, edema of interstitial and activity of MPO were significantly enhanced in sepsis group (P <
0. 05) ;Compared with sepsis group,the inflammatory cytokines expression level and the degree of lung inflammation in rosigli-
tazone intervention group were significantly reduced (P <0.05). There were no differences in blood glucose level between
three groups. (P >0.05). Conclusion Rosiglitazone can inhibit the expression of TNF-a and IL-6 and reduce inflamma-
tion response in septic lung tissue without influence on blood glucose. It has certain effect on septic lung injure.
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