B I RN A s 5 5 APC L2 SB35 1 S F I

REZ™ R w' BAFLF RURAVEWE,ZRE L FEF(LBPEAREASR BT
5300012 R P EAAFHF I, EH 210023; 3 TR AT AR, L HM  221300)

hESZES R741.02 XHEFRER A XEHS 1001-0408(2017)07-0881-04
DOI  10.6039/j.issn.1001-0408.2017.07.05

W OE B ARSI S B (GP) 3 B A FE Ik 25-35(APusss) 35 5 dPCL2 2 I AR 45 04 B 32 AE R, A 2L 8 T 1T R 2 i % 0%
(AD) #3657 JAEAE . F ik i 2 & X B F (NGF) % -5 PCL2 2 i 41t b LA Ab 22 7 Mt APCL2 B )s , % dPCL2 2 i 4 A iE.
AT AL (DMSO 35 78 25 ) | APuss AL 2228 (DMSO 3% 7 25 ) = GP X Ba 28 (4514~ 25 .50 ,100 ,200 ,400 pug/mL GP # DMSO 3774 ),
IR 24 WG | APusas A Z2 40 A GP X6 48 2 0,35 Am N 25 umol/L APus.s 35 -F 28 B34 (B S AD s B AR ), 24 h G £ A MTT k) &
A E R, B I A B %t R4 (DMSO 377 ) | APusss 48 32 20 (DMSO 32 37 2 ) A= GP X 3528 (4 %] 4 25,50, 100, 200
pg/mL GP #) DMSO 3& x4 ) , Bl ik 4L 22 5 # i 4m I 3% F ik SLAR L £.8 (LDH) % A (ROS) . A =8 (MDA)K-F, 4% 5
AR A B4R PG AL, 50,100,200,400 pg/mL GP X340 dPC12 20 fe 9 5% 5 8] 25+ & (P<0.05 2% P<<0.01),100,200 pg/mL GP &
3540 4m J0.3% J ik P LDH ROS F» MDA 7K-F A& 50 ng/mL GP X 34 48 4w L33 7 i ROS /K-35 B % Ak (P<<0.05 5% P<<0.01), B
2R AR EARBIME . 2596 GP X APusss L APCL2 4845 A — T a9 BR3P VR A, A —FP 269 AD W& 97 254 .

KR B AT BOXM B PR ARk 25-35; APC12 #m i ; SUER JBL U8 ; 76 PE L 7 =%

Study on Protective Effects of the Polypentenol from Ginkgo biloba Leaf on A B s-induced Damage in
dPC12 Cells
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ABSTRACT OBJECTIVE: Study the protective effect of the|polypentenol from Ginkgo biloba leaf (GP)on Apus.:s-induced dam-
age in dPC12 cells ,and to provide refetence for the'tfeatment of Alzheimer’s disease (AD). METHODS : After PC12 cells were dif-
ferentiated into dPC12 cells with neural activity by incubating with never growth factor (NGF), the dPC12 cells were divided into
normal control grotp, (DMSOsmedium) , AB.s; treatment group (DMSO medium) and GP test group (DMSO medium respectively
containing 254 503,100,200,400 pg/mL GP). After 24 h cultivating, cells in A5 treatment group and GP test group were added
25 pumol/LVA Bss25 to induce cell damage (AD cell model), MTT method was used to determine the survival rate after 24 h. Other
cells were divided into normal control group (DMSO medium), Apssss treatment group(DMSO medium)and GP test group(DMSO
medium respectively containing 25,50, 100,200 pg/mL GP), the lactate dehydrogenase (LDH), reactive oxygen species (ROS),
malondialdehyde (MDA) levels in cell culture medium were detected after the same treatment. RESULTS: Compared with A ;.
treatment group, the survival rates of dPC12 cells in 50, 100, 200, 400 pug/mL GP test groups were obviously increased (P<<0.05
or P<<0.01); LDH, ROS, MDA levels in 100, 200 pg/mL GP test groups and ROS level in 50 pg/mL GP test group were signifi-
cantly reduced (P<C0.05 or P<<0.01),showing a certain concentration-dependence. CONCLUSIONS: GP has certain protective ef-
fect on APssss-induced damage in dPC12 cells, and it’s a potential drug for AD.

KEYWORDS Ginkgo biloba leaf; Polypentenol; AP:.zs; dPC12 cell; Lactate dehydrogenase; Reactive oxygen species; Malondi-
aldehyde
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Fig 1 Morphological changes: of  PC12 cells before
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Fig 2 Determination results of LDH, ROS and MDA
levels in cell culture medium in each group
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