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The PI3K/AKkt signaling pathway involved in the expression

of RACKI1 and racl in the rat pulmonary microvascular endothelial

cells induced by lipopolysaccharide

You Qinghai' Wang Jinmei® Sun Gengyun' et al
( 'Dept of Respiratory and Critical Care Medicine The First Affiliated Hospital of Anhui Medical
University Hefei 230022; > The Affiliated Hospital of Jining Medical University Jining 272300)

To explore the effects of phosphatidylinositol 3—kinase ( PI3K) /protein kinase B ( Akt) sig—

naling pathway on the expression of receptor for activated C kinase 1 ( RACKI1) and ras—related C3 botulinum toxin

substrate 1 ( racl) in rat pulmonary microvascular endothelial cells ( PMVEC) induced by lipopolysaccharide
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( LPS) . Methods Cultured rat PMVEC in vitro were divided into different groups of LPS dose-dependent group
LPS time-dependent group IGF- time-dependent group and LPS + LY294002 group. (1) For LPS dose-dependent
group PMVEC were cultured with 0 1 5 10 mg/L LPS for 12 h. (2) For LPS time-dependent group PMVEC
were cultured with 10 mg/L LPS forO 3 6 8 12 24 h. 3 For IGF- time-dependent group PMVEC were cul-
tured with IGFd forO 3 6 8 12 24 h. @ For LPS + LY294002 group PMVEC were cultured with 100 ng/ml
LY294002 for 1 h before the treatment of 10 mg/L LPS for an additional 12 h. In addition blank LPS and
LY294002 groups were set as references. After intervention the levels of RACK1 racl and p-Akt were detected
with Western blot. Results (1D In LPS dose-dependent group the relative expression levels of RACKI racl and
p-Akt increased in a dose-dependent manner and there were significant differences among the groups of RACKI
(F=120.455 P <0.001) among the groups of racl ( F =165.813 P <0.001) and among the groups of p-Akt
(F=309.346 P <0.05) respectively. @ In LPS time-dependent group the relative expression levels of
RACKI and racl increased in a time-dependent manner and there were significant differences among the groups of
RACKI ( F =454.034 P <0.001) and among the groups of racl ( F =423.630 P <0.001) respectively. The
relative expression level of p-Akt raised at 3 h (0.460 £0.089) peaked at 12 h (2.022 £0.244) and it was
still higher at 24 h ( 1. 264 0. 074) than 0 h ( 0. 237 £0. 063) . There were significant differences ( F =137. 726
P <0.001) among the groups of p-Akt expression. 3)In IGF- time-dependent group the relative expression levels
of RACK1 racl and p-Akt increased in a time-dependent manner and there were significant differences among the
groups of RACK1 ( F =188.293 P <0.001) racl ( F=115.071 P <0.001) and p-Akt ( F =60.175 P <
0.001) . @ In LPS + LY294002 intervention group the expression of RACKI was lower than that of the LPS
group (0.732 +£0.137) ws (1.498 +0. 167) P <0.001  the expression of racl was lower than that of the LPS
group (0.758 £0.084) ws (1.384 £0.170) P <0.001 the expression of p-Akt was lower than that of the LPS
group (0.492 +0.148) »s (1.106 £0.219) P <0.001 . Conclusions PI3K/Akt signaling pathway partici—
pates in LPS-induced PMVEC injury by interfering with RACK1 and racl expression.

Key words pulmonary microvascular endothelial cells; activation of protein kinase C receptor 1; ras-—related C3

botulinum toxin substrate 1; PI3K/Akt signaling pathway; acute respiratory distress syndrome
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Effect of TET1 overexpression on the proliferation of cervical cancer cells

Zhou Junyang Yu Li Chen Xiuying et al
( Embryonic Stem Cell Research Key Laboratory of Hubei Province Hubei University of Medicine Shiyan 442000)

Abstract Objective To investigate the effect of TET1 gene on the proliferation and migration of Hela cells.

Methods The overexpression plasmid of TET] was constructed by transcription activatordike effectors ( TALE) —
vp64 system and transfected into cervical cancer Hel.a cells. The proliferation of Hela cells was monitored by thia—
zolyl blue tetrazolium bromide ( MTT) the migration ability of HeLa cells was detected by scratch test and the in—
vasion ability of Hela cells was detected by Transwell. Results MTT assay showed that the proliferation ability of
TET1overexpressed cells was significantly lower than that of wild4types ( P <0. 05) . The numbers of Hela cells pas—
sed through the matrigel were ( Clone 1 21 +5) and ( Clone 2 22 +6) in TET1 overexpresed cells and (38 +7)

in wild-type Hela group the difference between the two group was statistically significant ( P <0.05) . The migra—
tion rates of HeLa cell in TET1 overexpressed ( Clone 1 Clone 2) and the wild-type group at 24 h and 48 h were
detected by scratch test the latter was significantly higher than the former ( P <0. 01) . TET1 overexpression could
restrain the ability of proliferation invasion and migration of Hela cells. Conclusion  Overexpression of TETI
gene can inhibit the biological behavior of cervical cancer cells.

Key words TET1; cervical cancer; invision; proliferation



