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Abstract Objective To provide the basis for the study of HPV16 ES5 gene inthe pathogenesis of oral squamous

cell carcinoma by constructing three lentiviral vectors expressing HPV16 ES

E6 or E7 oncogene and transfecting o—

ral epithelial cells with the vectors. Methods HPV16 E5 E6 or E7 oncogene was amplified using PCR and liga—
ted into the lentiviral vector pLVX-AcGFP-N1 respectively to construct vectors pLVX-AcGFPES pLVX-AcGFPX6
and pLVX-AcGFP-E7 then respectively cotransfected 293T cells with packaging plasmids viral supernatant was

collected to respectively transfect oral epithelial cells. Afterpuromycin screening oral epithelial cells with HPV 16

ES E6 or E7 oncogene transfection were constructed then reverse transcription PCR and western blotassays were

performed for verifying HPV16 E5 E6 or E7 expression. Results

pLVX-AcGFPE5  pLVX-AcGFPE6 and

pLVX-AcGFP-E7 were successfully constructed oral epithelial cells expressing HPV 16 E5 E6 or E7 oncogene

wereacquired HPV16 E5 E6 or E7 expression was confirmed in oral epithelial cellsthrough reverse transcription

PCR and western blot assays. Conclusion Three lentiviral vectors expressing HPV16 E5 E6 or E7 oncogene can

successfully infect oral epithelial cells.
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Nobiletin post-conditioning attenuates myocardial cell apoptosis

following myocardial ischemia-reperfusion injury
Chen Cai Wu Jixiong Wang Liang et al

( Dept of Cardiovascular The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract
injury and the possible mechanisms. Methods

Objective  To investigate the effects of nobiletin post-conditioningon myocardial ischemia-—reperfusion
Forty-eight healthy male C57BL/6 rats were randomly allocated into
sham operation group( Sham group) ischemia/reperfusion injury group( I/R group) nobiletin post-conditioning
group( NOB group) and nobiletin post-conditioning group + LY294002 group( NL group) . Myocardial I/R injury
was established by occlusion of anterior descending branch of left coronary artery for 30 min followed by 120 min
reperfusion. The infarct size and the area at risk were measured by double-staining of Evans Blue and TTC. Myo-
cardial apoptosis was detected by TUNEL. The concertration of MDA was measured by thiobarbituric acid( TBA)

and xanthine oxidase was used to measure SOD. Western blot was adopted to detect the expression of the Akt Bel-
2 Bax Caspase-3 and ratio of Bcl-2/Bax. Results

of I/R group was significantly increased the expression of Bax and caspase-3 was up-regulated Akt and Bel2 were

Compared with the sham group the infarct size and apoptosis

decreased and the ratio of Bel-2 /Bax was decreased the concertration of MDA was significantly increased but SOD
was significantly decreased ( P <0.001) . Compared with the I/R group the infarct size and apoptosis of NOB group
were significantly decreased the expression of Akt and Bcl2 was up-—regulated while the expression of Bax and
caspase-3 was down-regulated and the ratio of Bcl-2 /Bax was increased the concertration of MDA was significantly
decreased but SOD was significantly increased ( P <0.001) . Compared with the NOB group the infarct size and
apoptosis of NL group were significantly increased the expression of Akt and Bcl2 was down-regulated while the
expression of Bax and caspase-3 was up-regulated and the ratio of Bel-2/Bax was decreased the concertration of
MDA was significantly increased but SOD was significantly decreased ( P <0.001) . Conclusion Nobiletin post—
conditioning attenuates myocardial ischemia-reperfusion injury and apoptosis the mechanism associated with PI3K/
Akt pathway activation reduces oxidative stress.
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