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Alleviating effect of atorvastatin combined with cyclosporine A on pulmonary fibrosis in paraquat poisoned rats
SHI Jie', LIU Wei’, ZHOU Lian>, LIU Wei-hong®, GENG Xiao-kang’ (1. Department of Pharmacy, Ministry of Western
Medicine, Central Hospital of Enshi Tujia and Miao Autonomous Prefecture, Enshi Hubei 445000, China;2. Department of Radiology, China
Resources WISCO General Hospital, Wuhan Hubei 430080, China; 3. Department of Pharmacy, Women and Children’ s Hospital of Enshi
Central Hospital ,Enshi Hubei 445000, China)

Abstract: Objective To investigate the curative effect of atorvastatin combined with cyclosporine A on pulmonary fibrosis in paraquat
poisoned rats. Methods A total of 50 Wistar rats were randomly divided into 5 groups,with 10 rats in each group. The Control group was
intragastrically administered with 1 mL of normal saline, and the other 4 groups were intragastrically administered with a single dose of
paraquat 20 mg/kg for poisoning. Then,the model (PQ) group was intragastrically administered with 1 mL of normal saline. The atorvastatin
(PQ +STN) group,the cyclosporine A (PQ +CsA) group and the combined medication (PQ + STN + CsA) group were respectively intragas-
trically administered with atorvastatin 20 mg/kg, cyclosporine A 10 mg/kg and atorvastatin 20 mg/kg + cyclosporine A 10 mg/kg,once a day
for a total of 7 days. HE and Masson s staining were used to observe the pathological changes of lung tissues. The wet weight/dry weight ratio
of lung and hydroxyproline content were measured. The enzyme-linked immunosorbent assay ( ELISA) was used to detect the contents of
TNF-o,IL-18 and IL-6 of lung tissues. Western blot was used to detect the protein expressions of TGF-§, Collagen | ,Collagen Il ,MMP-2,
MMP-9 ,E-cadherin, Vimentin and «-SMA. The kit was used to detect the indicators of superoxide dismutase ( SOD ), malondialdehyde
(MDA) ,and glutathione (GSH). Results The results of HE staining showed that compared with the Control group,the alveolar wall of the
PQ group became thicker, with the accumulation of immune cells and alveolar rupture. Masson’ s staining showed obvious fibrosis of lung
tissues. Compared with the PQ group,the PQ + STN group and the PQ + CsA group both alleviated the lung injury and fibrosis to a certain
extent,and the PQ + STN + CsA group showed the most obvious improvement on the lung injury and fibrosis. Compared with the Control
group , the wet weight/dry weight ratio of lung in the PQ group was increased (P <0.05),the lung hydroxyproline content was increased
(P<0.01) ,the TNF-o,IL-1B and TL-6 were increased (P <0.01) ,the MDA was increased (P <0.01) ,the SOD and GSH were decreased
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(P <0.01) ,the fibrotic marker proteins TGF-B, Collagen 1 and Collagen Il were increased (P <0.01) ,the MMP-2,MMP-9, Vimentin and
a-SMA were increased (P <0.01) ,and the E-cadherin was decreased (P <0.01). Compared with the PQ group,the wet weight/dry weight
ratio of lung,the lung hydroxyproline content, TNF-a, IL-18,IL-6, MDA, TGF-B, Collagen I , Collagen I , MMP-2, MMP-9, Vimentin and
a-SMA in the PQ + STN group,the PQ + CsA group and the PQ + STN + CsA group were decreased (P <0.05) ,while the SOD,GSH and

E-cadherin were increased (P <0.05). Conclusion Atorvastatin combined with cyclosporine A can effectively reduce pulmonary fibrosis

caused by paraquat poisoning,and control the oxidative stress and inflammation. The mechanism may be related to the regulation of proteins

related to cell mobility.

Keywords : atorvastatin ; paraquat ; pulmonary fibrosis ; cyclosporine A ; matrix metalloproteinase ;cell mobility
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Mechanism of dexmedetomidine in alleviating acute lung injury
LI Jie' ,HE Feng-juan2 ,FAN Guo-hua' (1. Department of Thoracic Surgery,People’ s Hospital of Wuhan University, Wuhan Hubel
430061 , China;2. Department of Breast and Thyroid Surgery,People’ s Hospital of Wuhan University, Wuhan Hubei 430061 , China)

Abstract ; Objective To investigate the effect of dexmedetomidine (Dex) on acute lung injury (ALI) in mice and its potential mecha-
nism. Methods A total of 32 C57BL/6 male mice were randomly divided into the blank control group (Sham group) ,the dexmedetomidine
group ( Dex group) ,the lipopolysaccharides (LPS group) and the drug intervention group ( LPS + Dex group). The mice of the LPS group
and the LPS + Dex group were injected intraperitoneally with LPS (10 mg/kg) to establish the mouse ALI model. The mice of the Dex group
and the LPS + Dex group were injected intraperitoneally with Dex (40 pg/kg) ,and the Sham group and the LPS group were injected with
equal doses of normal saline. After 12 hours of LPS injection, HE staining was used to compare the lung injury status of mice in each group;

qRT-PCR was used to detect the mRNA expression of pro-inflammatory cytokines including IL-18, TNF-q, IL-6 and MCP-1 in the lung tissue
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