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Inhibitory effect of simvastatinon on inflammatory

response in rats with smoke-induced lung injury
Yang Ronggiang' Cui Zhengjun' Liu Jianhong® et al
(' Dept of Burn and Repair Reconstruction Surgery The First Affiliated Hospital
of Zhengzhou University Zhengzhou 450002 ;> The Rockets Army General Hospital of PLA  Beijing 100820)

Abstract Objective To explore the protective effects of simvastatin on inhalation lung injury by the mean of re—
straining the inflammation reaction in rats. Methods 18 healthy standard SD rats were divided into 3 groups ran—
domly which were normal group saline group simvastatin group with 6 rats in each group. Simvastatin solution
(50 mg/kg) was given to the rats in simvastatin group via anorogastric route at 30 min and 12 h after the establish—
ment of the model. Rats in saline group were given equal volume of normal saline and the rats in normal group were
fed normally. The rats were given intra-peritoneal injection of anesthesia 24 h later. The pathological examination
was performed on the right lung and the pathological changes of the lung were scored . The whole arterial blood was
centrifuged to take the upper serum. The bronchoalveolar lavage fluid (BALF) was collected from the left lung and
the levels of interleukin-6 (IL-6) and tumor necrosis factor-oe (TNF-e¢) in serum and BALF were measured by
ELISA. The expression of nuclear factor-«kB p65 (NF—+«B p65) in cytoplasm IL-6 and TNF-a of protein extraction
was detected by Western blot in the lung tissue of right lower lung. Results Under microscope observation shows
the alveolar structure of normal group was normal the alveolar septal edema and the neutrophil infiltration in alveo—
lar cavity in saline group were observed. Compared with saline group the above symptoms were reduced and the
pathological score of lung tissue was decreased in simvastatin group(P <0. 05). The levels of IL-6 and TNF-« both
in BALF and serum of saline group and simvastatin group were significantly higher than those in normal group(P <
0. 05). Compared with saline group the levels of I1.-6 and TNF-o in BALF and serum in simvastatin group were
decreased (P <0. 05). Same results were emerged in the detection of IL-6 TNF-o and NF —«B p65 in the extrac—
tion of the proteins of lung tissue. Conclusion Simvastatin plays a beneficial role in smoke inhalation injury by the
mean of inhibiting the production of inflammatory mediators and the infiltration of inflammatory cells and restraining
the inflammation reaction to some extent.
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