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AB142 oligomers into right lateral cerebral ventricle. Methods After screening with Morris water maze 60 rats
with escape latency less than 60 s were randomly assigned equally into four groups: the naive group PBS control
group and AB 142 fiber group and AB1-42 oligomers group. The rats in AR oligomers and fiber group were infused
AB1-42 oligomers or AB1-42 fiber into right cerebral ventricle to establish Alzheimer’s disease( AD) rat model; PBS
control group received the same volume of PBS; naive group received no treatment. Four weeks after modeling
Morris water maze were performed to detect the changes in the ability of learning and memory in rats. RT-PCR as—
say was used to detect the expression of cortical Bel2 mRNA and Caspase-3 mRNA in AD rats. Western blot assay
was carried out to investigate cortical Bel2 protein expression and activity of Caspase-3 protein. Results Com-—
pared with naive and PBS control group the escape latency in AB142 fiber group and AB1-42 oligomers group
were prolonged than before modeling ( P <0. 05) the escape latency in AB142 oligomers group was longer than in
AB1-42 fiber group; the cortical Bcl2 mRNA expression in AB1-42 fiber and oligomers group were decreased( P <
0.05) and the Caspase-3 mRNA expression and activity were increased ( P <0.05) . The above-mentioned chan—
ges of Bel2 and Caspase-3 mRNA expression in AB1-42 oligomers group were more prominent than that in AB1-42
fiber group. Conclusion AR1-42 fiber ABR1-42 oligomers can all lead to cognitive dysfunction up-regulating
Caspase3 mRNA expression increasing the activity of Caspase3 protein and inhibiting Bel2 expression in AD
rats but the effects of AB1-42 oligomers on Caspase-3 and Bcl2 mRNA expression are greater than in AB142 fi-
ber.
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L.Y294002 targeting PI3K/AKkt signal pathway

inhibit the proliferation of K562 cells
Geng Yinghua' > Wu Wenjuan’ Yu Beikai® et al
('Dept of Hematology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Hematology The First Affiliated Hospital of Bengbu Medical College Bengbu 233004;
* Dept of Biochemistry and Molecular Biology * Research Center of Clinical
Laboratory Science Bengbu Medical College Bengbu 233030)

Abstract Objective To explore the inhibition effects of LY294002( PI3K/Akt inhibition) on the proliferation and
correlated regulatory factors of chronicmyeloid leukemia cell line K562. Methods The effect of LY294002 on the
proliferation of K562 cells were evaluated by MTT assays. K562 cells were cultured with 10 20 pmol /L LY294002
for 36 h. Flow cytometry analysis was used to determine the cell cycle. RT-PCR was applied to measure the expres—
sion of S phase kinase associated protein 2 ( Skp2) mRNA. Western blot was used to analyze Skp2 phenotypes. Re—
sults  Administered with 1LY294002 the proliferation of K562 cells were inhibited the inhibition was in dose and
time dependent manners( P <0.05) . The GO/G1 period rate of K562 cells gradually raised and S period obviously
decreased( P <0. 05) . The expression of Skp2 mRNA down-regulated after K562 cells treated by LY294002 for 36
h. Compared with normal control group the expression of Skp2 protein was significantly lower. Conclusion
LY294002 can inhibit proliferation of K562 cells induce GO/G1 period arrest which possibly through the regula-
tion of Skp2 expressions.
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