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pression of miR-443 on migration and invasion of CNE2Z cells were detected by using Transwell cell migration and
invasion assay. Results The expression level of miR-443 in CNE2Z was significantly lower than those in NP69
and CNE- ( P <0.01) . The miR-443 over-expressed CNE2Z cell was successfully established. The cell viability
in CNE2Z/ miR-H43 group was significantly decreased compared with CNE2Z and CNE2Z/miR-NC ( P <
0.01) . Overexpression of miR-43 inhibited cell migration and invasion of CNE2Z cells significantly( P <0. 01) .
Conclusion miR-143 might inhibit cell proliferation migration and invasion in human nasopharyngeal cancer
CNE=27Z cells indicating its important role in diagnosis treatment and prognosis of nasopharyngeal cancer.
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Effects of hepatocyte growth factor on aortic M1 M2

macrophages and plaque composition in atherosclerotic rabbits
Zhang Liang Hu Zeping Sheng Bo et al
( Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the influences of hepatocyte growth factor( HGF) on blood lipid the expres—
sion of inducible nitric oxide synthase( iNOS) as a marker of M1 macrophage arginase [ ( Arg [) as a marker of
M2 macrophage and atherosclerosis( AS) plaque composition of AS rabbit model. Methods Twenty four four—
month-old male New Zealand rabbits were randomly divided into normal group AS model group and adenovirus
HGF( Ad-HGF) group respectively received normal diet high cholesterol diet and high cholesterol diet for twelve
weeks. Ad-HGF group injected with 1 ml of Ad-HGF(5 x 10° PFU/ml) intramuscularly at fourth fifth and sixth
weekend respectively normal and AS model group injected with 1 ml of normal saline at the same time. At twelfth
weekend rabbits were sacrificed then blood lipids the ratio of aorticintima-to-media thickness( IMT) the con—
tents of aortic collagen fibers vessel smooth muscle cells( VSMCs) and macrophages the expressions of aortic
HGF mesenchymal-epithelial transition factor( c-Met) i-NOS and Arg [ were detected respectively. Results
Blood lipids the expressions of aortic iNOS IMT aortic collagen fibers and macrophage cotents of AS model group
were significantly higher than those of normal group( P <0.05) while the expressions of aortic HGF c¢-Met and
Arg I the contents of VSMCs were significantly lower than those of normal group( P <0.05) . By contrast blood
lipids of Ad-HGF group had no significantly difference with those of AS model group the expressions of aortic iN—
0S IMT and macrophage cotents were significantly lower than those of AS model group( P <0. 05) while the ex—
pression of aortic HGF  c-Met and Arg [ the contents of collagen fibers and VSMCs were significantly higher than
those of AS model group( P <0. 05) . Conclusion HGF might promote the stability of plague and inhibit the pro—
gression of AS by inhiting the infiltration of M1 macrophage inducing the differentiation of M2 macrophage and in—
creasing the contents of plaque collagen fibers and VSMCs.
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