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used to detect the cell viability of gastric cancer cells BGC823. The PI3K/Akt/mTOR signaling pathway protein
expression was detected by Western blot. Results Compared with SGC7901 cells BGC-823 was not sensitive to
paclitaxel. After treatment with 0. 3 wmol /L paclitaxel combined with 0. 5 pwmol/L mefloquine for 24 hours the ap—
optotic rate was  (33.00 +£2.83) % wvs (15.75 £0.64) % and the proliferation rate was (44.00 +0.07) %
vs (72.00 £0.09) % (P <0.05). Western blot analysis showed that the expression of phosphorylated protein of
PI3K/Akt/mTOR pathway was decreased markedly after treatments of paclitaxel combined with mefloquine. Con-
clusion Mefloquine can inhibit the PI3K/Akt/mTOR signaling pathway phosphorylated protein expression and in—
duce BGC-823 cells apoptosis significantly increased the sensitivity of BGC-823 cells to paclitaxel.
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Effect of N-stearoylserine on learning memory and

exercise capacity of APP/PS1 mice
Liu Sha' Zhou Yi* Zheng Qixue' et al
('Dept of Pharmacy Chengdu Medical College Chengdu 610500
*Chengdu Rongsheng Pharmaceuticals Co. Ltd. ~ Chengdu  610041)

Abstract Objective To study whether N-stearoyl serine ( NSS) could improve behavioral abnormalities in APP/
PS1 transgenic mice through CB, receptor. Methods The APP/PSI transgenic mouse was used to study the animal
behavior through open field test rotarod experiment and Morris water maze The levels of B-amyloid ( AB) ,, and
AB,, were determined by ELISA and the expression level of CB, protein was determined by Western blot. Results
NSS (2 mg/kg and 5 mg/kg) could increase the coordinative movement and the ability of learning and memory
decrease the level of AB,, and AB,, and increase the expressions of CB,. The CB, receptor antagonist AM630 could
reverse the above phenomenon. Conclusion NSS could improve spatial learning and memory impairments and mo—
tor dysfunction in APP/PS1 transgenic mice and decrease the levels of AB,, and AB,, in the hippocampus and the
mechanism may be achieved by regulating the CB, receptor signaling pathway.

Key words N-stearoyl-serine; APP/PSI transgenic mouse; animal behavior; CB, receptor
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Effects of lactate dehydrogenase inhibitor Galloflavin on the proliferation

migration and invasion of the A549 of the human lung adenocarcinoma
Zhu Ning Shu Jun Zhang Mei et al
( Dept of Respiratory Medicine The Fourth Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effects of different concentrations of lactate dehydrogenase inhibitor Gal—
loflavin( GF) on proliferation migration and invasion of the A549 of the human lung adenocarcinoma. Methods
Lung adenocarcinoma A549 cells were cultured in vitro and divided into control group( no GF treatment group) and
experimental group( GF treatment group concentrations were 12.5 25 50 100 pmol/L respectively) . CCK-8
wound healing assay and Transwell method were used to detect the effects of different concentrations of GF on the
proliferation migration and invasion of A549 cells under different time. Lactate dehydrogenase activity assay kit
and lactate quantitative kit were used to detect the effects of different concentrations of GF on lactate dehydrogenase
activity and the amount of lactic acid production. Results CCK-8 results revealed that GF had a concentration-de—
pendent and time-dependent cell proliferation inhibition effect on A549 cells( P <0.05) . The results of wound
healing assay showed that the cell migration rate of the experimental group was lower than that of the control group
(P <0.05). With the increase of GF concentration the mobility decreased gradually( P <0.05) . Transwell re—
sults showed that the numbers of invasive cells in the experimental group were significantly lower than that in the
control group( P <0.05) . With the increase of GF concentration the number of invasive cells decreased gradually
( P <0.05) . The detection of lactate dehydrogenase activity showed that the activity of lactate dehydrogenase in the
experimental group was significantly lower than that in the control group( P <0.05) . With the increase of GF con—
centration the activity of lactate dehydrogenase decreased gradually( P <0.05) . The results of lactic acid test
showed that the amount of lactic acid in the experimental group was significantly lower than that in the control group
( P <0.05) . With the increase of GF concentration the amount of lactic acid was gradually decreased( P <0. 05) .
Conclusion GF can inhibit the proliferation migration and invasion of A549 cells in vitro. The mechanism may
be related with inhibiting the glycolysis of lung cancer cells by inhibiting the activity of lactate dehydrogenase.
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