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Histone deacetylase inhibitors down-regulate hepatic expression of adhesion

molecules in septic mice
WANG Bin,et al
(Department of Anesthesiology, the First Affiliated Hospital , Chongging Medical University)

[ Abstract JObjective: To investigate the effects of histone deacetylase (HDAC) inhibitors on the expression of adhesion molecules in liver
tissue and the infiltration of leukocytes in liver tissue during the progression of sepsis. Methods: C57BL/6 mice were pre—treated with two
structure unrelated HDAC inhibitors, Trichostatin A or sodium butyrate,and then sepsis was induced by cecal ligation and puncture
(CLP). At 18 h after CLP,hepatic expression of adhesion molecules,including intercellular adhesion molecule~1 (ICAM-1) and
E-selectin, were detected by immunohistochemical analysis. The formalin—fixed liver specimens were also stained with HE routinely for
morphologic evaluation. In addition, myeloperoxidase (MPO) activity in liver tissue and serum aminotransferases levels were measured.
Resulis: Treatment with HDC inhibitors down-regulated the expression of adhesion molecules. This was accompanied by reduced
leukocyte infilatraion in the liver tissue,decreased MPO activity in hepatic homogenates as well as suppressed elevation of serum
aminotransferases levels. Conclusion:HDAC inhibitors effectively suppressed the expression of adhesion molecules,thus significantly
attenuated the recruitment of leukocytes and alleviated hepatic injury induced by sepsis.
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Role of CDH12 siRNA on invasiveness of salivary adenoid cystic carcinoma

cells
SU Bo-hua,et o
(Department of Prevention ,the Affiliated Stomatological Hospital , Fujian Medical University)
[ Abstract JObjective: To study the effect of CDH12 on invasion and migration of human salivary adenoid cystic carcinoma cells in vitro.
Methods : The highly metastatic human salivary adenoid cystic carcinoma cell line SACC-M was transfected by CDH12 siRNA to silence
CDH]12 gene.The protein expression of CDH12, before and after siRNA transfection, was examined by Western blot.Cell growth rate was
determined with Cell Counting Kit-8.At the same time, the invasive capability and migration capability were evaluated by tumour invasion
assay and migration assay, respectively. Results CDH12 siRNA transfection specifically down-regulated the CDH12 protein in SACC-M
cells.The downregulation of CDH12 supressed the invasive capability and migration capability of SACC-M cells. Conclusion: CDH12

obviously promotes the invasion and migration of SACC cells in vitro.These results suggest that CDH12 may play an important role in the

malignant progression in salivary adenoid cystic carcinoma.
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