S : P N N N
* 33143% fz . MW E ¥ K ¥ &K Vol.38 No.?2
F4A JOURNAL OF GUIYANG MEDICAL COLLEGE 2013, 4

GLP-1 % Bl /R 3% it BR 9 20 AR 4= BY 4R 47 1E A B9 4K S
.

AR, HAEK, B BT, REE

(L7AREE B M m Rt R e M2 NEE, J7ZR BRI 5180525 2. g - R b M2 AL, WImg Kb 410008)

[ ZE] BEy: HIPBERE MM ZAER | (GLP-1) X APP B L5 A8 A R Y b 782 () Bl JK 2 T 5006 ( AD) 48 ffg
BRI PR3 R AT BEBL o 735 M NS B2 A R HEK293 43y X BRAL L e\ GLP-1 T, % B4R
TALA AL B, oA P LA 3 APP Bty LS AR (A ORE 4% Y 19 AD 4 AR RY , GLP-1 T4 43 i in A AS [R) MR (5,10,
20.50.,100 wmol/L) ) GLP-1;3 Z{IYFERTFRAT S IG 7% 612 .24 48 F 72 h WA I ¥E W, ELISA Kl 8 J& ) 2
H(AB) & i, QDs-SA 4iififg fsig s Y kil AR (9481 , 32 F§ DCFH-DA Kl 4ii i A G40 (ROS) . &5 R : 5%
TR L B e gl AR 7 ¢ ROS 7K B T (P <0. 05) ; GLP-1 T-HAIA [k B ) GLP-1 FIbE SRS (A1 ¥4 fig
/0 AR ErEF ROS /K, 4518 : APP BRMLSSARRTURIEL Y () AD ANBHI 2 AR &8 B TR, =4 Sk
BB , GLP-1 gl i AR AL DL s /D AN Py AR SREE , LA VR 3 - [RIAK A

[ RBRIR ] BT/ s 5 e I A K s ARV T e

[hESES] R742 [ XEHRIRAE] B [XE4HS] 1000-2707(2013)02-0126-04

The Protective Effects of GLP-1 on AD Cell Model in vitro
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[ Abstract] Objective: To study the protective effects of glucagon-like peptide 1 (GLP-1) on Alzhei-
mer$ disease (AD) cell model constructed by transfecting APP Swedish mutant plasmid. Methods:
HEK293 cells were divided into control group, transfection group and GLP-1 groups. The control group
didnt accept any treatment, and the other groups were transfected with APP Swedish mutant plasmid to
construct AD cell model. GLP-1 groups were treated with different doses (5, 10, 20, 50, 100 wmol/
L) of GLP-1 respectively. B-amyloid (AB) content was measured with ELISA and QDs-SA immuno-
fluorescence staining, and ROS level was detected with DCFH-DA. Results: AR level and ROS level
were higher in AD cell groups than those in control group (P <0.05). GLP-1 at different concentra-
tions, and with the increase of culture time could reduce AR contents and ROS levels. Conclusions:
Transfecting AD cell model with APP Swedish mutant plasmid leads to increase of AR level and oxida-
tive stress injury. GLP-1 can decrease A accumulation in dose and time dependent manner by reduc-
ing oxidative stress injury.
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NA3. 1/APP Jikif% 4t HEK293 20 g, 15 5% YL 20 iy
AT R G I FERE IR, 4% 1 SRR B R
60 mm $EFRMA, B 37 C .5 % CO, FEFEFM LK.
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Fig.1 QDs-SA cellular immunofluorescence staining showing the expression of AR protein

observed under laser scanning confocal microscope in the 3 groups
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Fig.3 The effects of GLP-1 at different concentrations

on intracellular AR content
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Fig.4 The effects of different treating time with
20 wmol/L GLP-1 on intracellular AR content
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<0.05) ; Y 41 40 P ROS 7K SF- HH &5 38 o, 3k —
BAEILAACRIAE AD i i o b 1) BB A
GLP-1 FiAbPR G ROS /KT R, DT R AIG 410 i Y
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