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siRNA-Navl. 5 interferes HSC-3 cells and changes

in biological behavior in vitro
Dai Yongzheng Qian Chengwei Xu Xiaoli et al
( Stomatological College of Anhui Medical University The Affiliated Stomatological Hospital of
Anhui Medical University Key Laboratory of Oral Diseases Reasearch of Anhui Province Hefei 230032)

Abstract  Objective To study the expression and biological effects of voltage-gated sodium channel 1. 5 subtype
( Navl.5) on oral squamous cell carcinoma cell lines and tissues transfected with small interfering RNA ( siRNA-
Navl.5) and analyze its possible regulatory mechanism. Methods Oral squamous cell carcinoma tissues and nor—
mal oral epithelium tissues were selected from clinical immunohistochemistry was used to detect the expression of
Navl.5. Confocal microscope showed intracellular expression of Navl.5. The expression levels of Navl. 5 in HSC-
3 cells were transfected with siRNA-Navl. 5 lipidosome. Transwell and CCK8 were used to detect the invasion and
proliferation of HSC3 cells. Western blot and RT-PCR were used to validate the expression of related protein PC—
NA MMP-=2 and MMP9. Results Immunohistochemical results showed that Navl.5 was positively expressed in
oral squamous cell carcinoma but no significant expression was observed in normal tissues. Immunofluorescence
results showed positive expression of Navl. 5 in HSC3 cells. The invasion and proliferation of HSC3 cells trans—
fected with siRNA-Navl. 5 were significantly suppressed. The expression of PCNA MMP-2 and MMP-9 protein was
decreased in HSC3 cells after transfected with siRNA-Navl. 5. Conclusion Navl. 5 can promote the proliferation
and invasion of oral squamous cell carcinoma by regulating the expression of PCNA MMP-2 and MMP-9.
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Tetrahydroxystilbene glycoside alleviates oxidative
stress injury after acute cerebral ischemia-reperfusion

in mice and its effect on autophagy
Zhang Qilong' Xue Wei' Xu Bohan® et al
( 'Dept of Pharmacology Anhui Medical University Hefei 230032;
*The Second Clinical Medical College of Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effect of tetrahydroxystilbene glycoside( TSG) on autophagy and its neuro—
protective effect after acute cerebral ischemia—reperfusion injury( CIRI) in mice. Methods 100 male swiss mice
were randomly divided into sham group model group and TSG(3 mg/kg) group TSG(6 mg/kg) group TSG( 12
mg/kg) group. The model of acute cerebral ischemia—eperfusion was established by bilateral common carotid artery
ligation. The mice were given ischemia for 2 hours and reperfusion for 24 hours and TSG was injected into the tail
vein once before ischemia and reperfusion. The brain water content of brain tissue was detected by decapitation. The
activity of superoxide dismutase( SOD) and malondialdehyde( MDA) in serum were detected by kit. The pathologi—
cal changes of brain tissue were detected by HE staining. The expression levels of autophagy-—related proteins were
detected by Western blot. Results Compared with the model group the pathological damages of the cortical neu—
rons in the TSG group were lighter the number of neurons increased the morphology improved and the nuclear
pyknosis was relieved. The water content of brain tissue and the content of MDA were reduced by 6 mg/kg and 12
mg/kg dose groups of TSG significantly and the serum SOD activity was significantly increased( P <0. 01) . The ex—
pression levels of autophagy-related gene Atg6( Beclinl) and microtubule-associated protein 1 light chain 3( LC3-
I/ 1) proteins were also significantly inhibited by 12 mg/kg dose groups of TSG( P <0. 05) . Conclusion TSG
has a good neuroprotective effect on acute cerebral ischemia—reperfusion injury in mice. Its mechanism may be re—
lated to the inhibition of autophagy activation in cerebral ischemia—reperfusion injury.
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