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Matrix metalloproteinases expression and permeability of blood-brain barrier in septic rats
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[Abstract 10bjective: To investigate the role of matrix metalloproteinase-9( MMP-9) in the pathogenesis of sepsis-associated encephalopathy. Methods:

Seventy-two healthy SD rats were used to develop sepsis models by cecal ligation-puncture( CLP) procedure and then randomized into control group( C)
CLP 24 h model group( CLP24 h) CLP48 h model group( CLP48 h) and CLP 72 h model group( CLP72 h) ( n =18 in each group) from which 6 rats in

each group were randomly selected to undergo examination of the blood-brain barrier permeability using Evans blue infiltration technique. Six rats were

used for measurement of the serum TNF-« using ELISA and cerebral cortex tight junctions protein occludin using Western blot and another 6 rats were

used for detecting MMP-9 expression in the cortex using immunohistochemistry. Results: TNF-o and blood-brain barrier permeability were increased at 24

h after model establishment( P <0.05) and peaked the highest at 72 h as well as upegulated MMP-9 expression yet decreased occludin expression at 72

h after model establishment compared to control group( all P <0.05) . Conclusion: Increased MMP-9 expression and decreased occludin level were seen in

rats in the advanced stage of sepsis suggesting that blood-brain barrier permeability may be the pathogenesis of sepsis associated encephalopathy.
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Expression and significance of FOX04 and nNOS in astroglioma

QI Min LIU Xilin ZHAO Jian WU Feng SUN Lean ZHENG Lanrong
Anatomy Experimental Center Wannan Medical College Wuhu 241002 China

[Abstract 1Objective: To observe the expression of forkhead transcription factor 4( FOX04) and neuronal nitric oxide synthase( nNOS) in astroglioma and inves—

tigate the mechanism of malignant degree of astrocytoma for potential target in following drug therapy. Methods: Twenty-seven wax specimens of astroglioma were

obtained from the pathology department of the First Affiliated Hospital of Wannan Medical College. Immunohistochemistry and immunofluorescence were

performed using double-blind method to detect the expression of FOX04 and nNOS in astroglioma tissues. Results: FOX04 was positively expressed in as—

troglioma of grade ] — IV and gradually down—egulated with increase of tumor grade( P <0.05) . Contrarily positive expression of nNOS tended to be

higher with increased grade of astrocytoma( P <0.05) . Conclusion: Decreased positive FOXO4 expression yet increased positive nNOS expression may be

related to malignant degree of astrocytoma. Regulating abnormal expression of FOX04 and nNOS might be one of the new therapeutic targets.
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