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Protective Effects of Polysaccharide from Vifis vinifera L. on AB25-35
Induced Injury in PC12 Cells

YUAN Fang, ZHANG Jingping, MA Long
College of Basic Medicine, Xinjiang Medical University, Urumgt 83001 I, China

Abstract In order to investigate protective effects of polysaccharide from Vitis vinifera L on B—amyloidprotein 25-35(AB825-35) induced
neurotoxicity in PCI2 cells, PC12 cells were treated with AB 25-35 in vitro for 24h to establish an Alzheimer’s disease (AD) model.
Control group, model group (20pmol/L. AB25-35), and different concentration of VTP groups (20, 40, 80pg/mL) were set up, and cellular
morphological change was observed by using the inverted microscope. Cell viability of each group was assayed with Cell Counting Kit—8
(CCK-8) method; the penetration and completion of the cell membrane were detected by means of lactic acid dehydroge—nase (LDH)
method; the level of antioxidant enzymes (SOD) and malondialdehyde (MDA) were evaluated by using chromatometry; and apoptotic rates
were detected by means of Annexin V-FITC and staining with PI. The results show that comparing with the model group, VTP groups
could improve cell injury, the cell numbers of the VTP groups raise obviously, the morphological change of the cell improves
significantly, the survival rate of PC12 cells increases; LDH percolation activity decreases, SOD activity increases, MDA level decreases,
and the apoptotic rate reduces. In summary, VTP has the protective effects on both oxidative damage and apoptosis of PC12 cells induced
by AB25-35.
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Fig. 1 Cellular morphological changes of PC12 cells for different groups (200x)
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Fig. 2 Effects of VTP on cellular viability in PC12
cells induced by AB25-35 (x+s, n=5)
. SR AME P<0.01; * 5#EAI AL P<0.01,

Notes: " is compared with control group (P<0.01); * is compared
with model group (P<0.01).
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Fig. 4 Effects of VTP on SOD activity in PC12
cells induced by AB25-35 (x+s, n=5)
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Fig. 3 Effects of VTP on LDH release in PC12
cells injury induced by AB25-35 (xxs, n=5)
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Fig. 5 Effects of VTP on MDA content in PC12
cells induced by AB25-35 (xzs, n=5)
. SxRAMEL P<0.01; " 5#E A4 L P<0.01,%P<0.05,

Notes: " is compared with control group (P<0.01); *is compared with
model group (P<0.01), *P<0.05.

Fho B AL A T BN 2 4 IR 2430 U 5 A DR B 2
— o AD FRAILEI B A R A B O S B E R AR EE TR R

49 IEE



] jcmik

538 32 (Articles)

M S 2012,30(04)

SCIEACE & TECHNOLOGY REVIER

ot e A

0
IRl BRI VTP{RHIEL] VTPl VTPRf 4

6 VTP xf AB25-35i% 5/ PC12 A AT X
EEMRM (xs,n=3)
Fig. 6 Effects of VTP on apoptotic rates in PC12
cells induced by AB25-35 (xts, n=3)
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Notes: "~ is compared with control group (P<0.01); * is compared
with model group (P<0.01).
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