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Construction of EEF1D stable knockdown human ovarian

cancer cells and exploration of its drug sensitivity
Wang Shenyi Xu Qia Ruan Xin et al
( Dept of Biochemistry and Molecular Biology Anhui Medical University Hefei 230032)

Abstract  Objective  To explore the effect of RNA interference eukaryotic translation elongation factor 1§
( EEF1D) gene expression on the sensitivity of DDP and PGPIPN in human ovarian cancer resistant cells. Methods
According to human EEF1D gene design and screen the best siRNA which can down regulate the gene expression
and construct the shRNA expression vector pLJM1-shRNA. The SKOV3 and SKOV3/DDP cell lines stably trans—
fected with pLJM1-shRNA-EEF1D were constructed by lentiviral expression vector. RT-PCR and Western blot were
used to detect the expression of EEF1D gene in stable transfected cell line. MTT assay was used to determine the
inhibitory rate of PGPIPN DDP DDP/PGPIPN on the proliferation of stable transfected cell lines. Results The
results showed that the recombinant lectiviral vector pLJM1-shRNA-EEF1D was successfully constructed. RT-PCR
and Western blot confirmed that EEF1D was knockdown in SKOV3 and SKOV3/DDP. Moreover MTT results show
that compared with control group and nonspecific transfection group the proliferation of DDP/PGPIPN group was
significantly inhibited ( P < 0. 05) . Conclusion  The sensitivity of human ovarian cancer SKOV3/DDP cells to
DDP/PGPIPN is significantly enhanced by interfering with EEF1D gene expression.
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Effects of long—term inhalation of nicotine by gas—purge on cardiovascular

function oxidative stress and inflammation in rats
Cheng Pan' He Qing’® Zhang Xiaoyu "’ et al
( 'Dept of Pharmacology Anhui Medical University Hefei 230032;°Combustion & Pyrolysis Study
of Key Laboratory of China Tobacco China Tobacco Anhui Industrial Co. ILtd. Hefei 230088;
*Anhui Key Laboratory of Tobacco Chemistry China Tobacco Anhui Industrial Co. Ltd. Hefei 230088)

Abstract Objective To investigate the effects of inhalation of nicotine on cardiovascular function oxidative stress
and inflammation in rats and its mechanism. Methods Forty healthy male SD rats were randomly divided into four
groups. The experimental group was inhaled nicotine by air-purging. The rats were exposed for 1 h 2 h and 4 h
daily respectively and were determined as low medium and high dose groups. The control group was housed un—
der standard conditions. After 90 days aortic reactivity and blood pressure were measured. The levels of endotheli-
al NO synthase( eNOS) interleukind ( IL4B) tumor necrosis factor-« ( TNF-) and interleukin40 ( ILH0)
in heart lung tissue and serum of rats were measured. Serum nitric oxide ( NO) content malondialdehyde
( MDA) content superoxide dismutase ( SOD) activity and glutathione peroxidase ( GSH-Px) activity were meas—
ured respectively. Results Compared with the control group the blood pressure of the experimental group was sig—
nificantly increased. NO eNOS and MDA content were significantly decreased. GSH-Px activity was significantly
increased. The levels of ILAB TNF-o IL-0 were significantly increased in heart lung and serum respectively.
Conclusion lLong-term inhaled nicotine by air-purged impaired cardiac function and caused high blood pressure
induced oxidative stress and cardiopulmonary inflammatory reaction. The mechanism may be related to endothelial
dysfunction and simultaneous activation of sympathetic and parasympathetic systems.
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