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nase in 6-hydroxydopamine toxicity to SH-SY5Y neuroblastoma

The process and signal pathway of eliminating 3-amyloid protein

by Polygala Tenuifolia extract
Zhao Huan' Chen Xiaoyu' Ji Feihong® et al
(' Dept of Histology and Embryology Anhui Medical University Hefei 230032;
*Shanghai GenHouse Technology Co Ltd Shanghai 201203)
Abstract Objective To discuss the way of eliminating B-amyloid ( AB) protein by traditional Chinese medicine
Polygala Tenuifolia extract( PTE) as well as its possible signal pathway. Methods MTT assay was used to observe
the toxicity of different concentration of PTE( 100 40 20 10 5 0 pg/ml) on SH-SY5Y cells. AR peptide level
in the supernatant of CHO cells overexpressing B-amyloid pro—protein ( APP) and B-secretase( BACEL) after trea—
ted with PTE was detected by ELISA method. Autophagic vacuoles in SH-SY5Y were observed by MDC staining
and microtubule-associated protein light chain 3 ( LC3) was detected by Western blot. mTOR p70s6k Raptor
Akt AMPK as well as their phosphorylated protein were tested by Western blot to investigate the possible signaling
pathway of autophagy which induced by PTE. Results MTT result showed that PTE had no significant toxicity on
SH-SY5Y. After treated with drug CHO cells had significantly decreased the secretion of AR and with dose inde—
pendent. We observed that autophagic vacuoles boosted in drug treatment group by fluorescence microscopy in ad—

dition LC3 I /LC3 1
via enhancing AMPK/Raptor pathway and inhibit mTOR phosphorylation as well as p70s6k

the marker protein of autophagy also increased. Conclusion PTE may induce autophagy
then strengthen the
capacity of cellula to eliminate AR and decrease its secretion.
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Effect of microRNA-45 on intimal hyperplasia of vein graft in rat model
Ye Yan Zhang Chengxin Zhang Shibing et al

( Dept of Cardiac Surgery The First Affiliated Hospital of Anhui Medical University —Hefei

Abstract Objective
Methods

Eighteen male SD rats were divided into three groups: lentivirus treatment group

230022)

To study the function of miR-445 on intimal hyperplasia in autogenous vein grafts rats.

lentivirus control
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group and untreated group. Every group has six rats. Before transplantation the graft which was from lentivirus
treatment group was treated in a solution of miR-45 lentivirus ( virus titer was 1 x 10’ pfu/ml) at 15 min the graft
which was from lentivirus control group was treated in a solution of lentivirus ( virus titer was 1 x 10” pfu/ml) at 15
min the untreated group was treated in saline at 15 min. The vein grafts were collected two weeks after transplan—
ted pathological changes of intimal hyperplasia were detected by HE and Masson staining. The expression of mono—
cyte chemotactic protein- ( MCP-) proliferating cell nuclear antigen ( PCNA) a-smooth muscle actin ( a-SMA)

and vascular endothelial growth factor ( VEGF) in vein graft were detected by fluorogenetic quantitation RT-PCR.

Results The thickness of intimal and the degrees of restenosis of lumen in lentivirus treatment group were signifi—
cantly lower than that in lentivirus control group and untreated group the expression level of MCP4 PCNA o -
SMA and VEGF was also significantly lower than that in the lentivirus control group and untreated group. Conclu—
sion miR-45 can effectively inhibit the proliferation hyperplasia of vein graft.

Key words microRNA-45; lentivirus; vein grafts; gene therapy
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The regulation of the proliferation on activation of TLR7 in Hela cells
Li Lei Cheng Fengwei Wang Fang et al
( Dept of Biochemistry and Molecular Biology Anhui Medical University Hefei 230032)

Abstract Objective To explore the expression of Toll like receptor 7( TLR7) on Hela cells and the effect of
TLR7 agonist-Gardiquimod on the proliferation of activation of TLR7 in Hela cells and related probable mechanism.

Methods Firstly using Real-ime PCR to analyze the expression of TLR7 on Hela cells. Then the cells were
treated with different concentration of Gardiquimod for different times. MTS were performed to detect the impact of
Gardiquimod on the proliferation of Hela cells. Using Western blot to analyze the variation of phosphorylation of
ERK1/2 and AKT when Hela cells were treated with Gardiquimod. Results The constitutive expression of TLR7
on Hela cells was weak. The activation of TLR7 by its agonist of Gardiquimod could promote the proliferation of He—
la cells apparently and existing dose and time dependence. The protein level of phosphorylation of ERK1/2 and
AKT enhanced after provoking the TLR7 in Hela cells. Conclusion The TLR7 ligand Gardiquimod can promote
proliferation through excitation protein level of phosphorylation of ERK1/2 and AKT of the signal pathway MAPK-
ERK1/2 and PI3K-AKT in vitro.
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