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Pigment epithelium-derived factor alleviated Ox-LDL-induced endothelial injury in an
experiment
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Abstract: Objective To investigate the inhibitory effect of pigment epithelium-derived factor (PEDF) on oxidized low density
lipoprotein (Ox-LDL)-induced endothelial injury. Methods A cell injury model of human umbilical vein endothelial cells (HUVECsS)
was induced by Ox-LDL and intervened with PEDF. Cell viability of HUVECs was evaluated with MTT assay. Cell apoptosis
of HUVECs was detected with MTT assay and SYTO-13/PI double staining. The expression of [ -catenin (non-phosphorylated-
(3 -catenin) and disheveled-1 (Dvl-1) were analyzed by western blot. Results The Ox-LDL-induced HUVECS cell injury model
was successfully established. Exposure of HUVECs to Ox-LDL led to a decrease in cell viability (P < 0.05). Ox-LDL-induced
HUVEC injury and apoptosis, the up-regulation of {3 -catenin and Dvl-1 expression were suppressed by PEDF pretreatment (P <
0.05, respectively). Conclusion PEDF can ameliorate Ox-LDL-induced endothelial injury by down-regulating the expression of
B -catenin and Dvl-1, which may be mediated by Wnt/ 3 -catenin pathway.

Keywords: pigment epithelium-derived factor; oxidized low density lipoprotein; vascular endothelial injury; 3 -catenin
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B, Wnt/ B —catenin {5 5l S5 AS kA . BE,
H5 AN 20E . AL . A 5E L)
F i 5 FE ¥R AR DA G P 5 PEDF REAEAM ] W/
B —catenin {55 ", ABFFEHI A Ox-LDL i
NJBFE KN B2 419 (human umbilical vein endothelial
cells, HUVECs), >kH PEDF {##* HUVECs, 141
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B

R E

1 B HUVECs( H E MR 52 ) R o )
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Y (b A2 M A FE ) 5 BCA 8 HE i i
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Kigt. b3 24 W5, BFLIA 5 mg/L ) MTT 20
wl, BOEE IR 4h, FEIHR IR, HFLINA 150
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(P 570 nm) P WA .
4 MR T IR ML ¥ HUVECs Ji 5 T 6 1L

BN S b, RISy AL B, sk
6 & F R KU SYTO-13, PLY: (5, il /PBS
B R e THOCIRE B T WS REL R
Image—Pro Plus JX AT TTEL, 43I P8 T
A (LLEZO0) SARM T4 (S EIO0 ) B,
a1 O 17 /= WA R G 1) 0k Y QAR O S
LROANEEL ) x 100%

5 Western blot ¥l 45 [ ¢ 15 B HUVECs 1% %
T 6 fLEEFRMN, RIS TR B S,
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K (8% ~ 10% 47 B K ) Jo L ¥4 B 2 PVDF I, 5%
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Chemi Q4800mini %! ) #F7EI5 R, KM Image-
Pro Plus 2431125 FH 45 JKEEAE. (integrated optical
density, 10D), LAHHAYZEH 10D/ B —actin 10D Y Lt
(RS H 598 F AR R Rk

6 Stk RHISPSS17.0 G T3 T,
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et o

% X

1 Ox-LDL X} HUVECs B /736 R W MTT %4
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L Ox-LDL &b ¥ HUVECs 24 h A] B i & 5% 48 ffd 35
P, FIL R ALIE TIREAK, 4300 R I X R
78.4% . 69.8% F1 49.0%(P < 0.05)( &l 1), J5 £ i
ik 7 2R 100 mg/L Ox-LDL #E1755, 40
3G S35 50% VIR o

2 PEDF #i4b 2 J5 X F Ox-LDL % 5 HUVECs f7
TEARAPE TR MTT B 40 )y, 45
7R, 400 wg/L PEDF 7] A4 100 mg/L Ox-LDL
755 1 HUVECs f£1 £ 25 17%((P < 0.05)( & 2) ;
FIH SYTO-13/P1 XL G4 ik LA L P8 12, 400 g/
L PEDF il &b ¥ GE %A% Ox-LDL i S () HUVECs
TR 19%(P < 0.05)( &l 3), ] PEDF REAZURGE
Ox-LDL i3 HUVECs #i4Ji

3 PEDF Hikb¥ Fi# Ox-LDL %S B —catenin Fll
Dvl-1 %35k  Western blot Z5 5 7R, 100 mg/L Ox—
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Fig.1 Effect of different concentrations of Ox-LDL on cell viability
(*P < 0.05, vs control group ; n=6)
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Fig.2 Effect of PEDF pretreatment on cell viability of HUVECs
treated with Ox-LDL(*P < 0.05, vs control group; "P <
0.05, vs Ox-LDL group ; n=6)
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