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Oxidized low density lipoprotein-induced expression of transforming growth factor beta 1 and production of
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[ABSTRACT] Objective: To investigate the effect of oxidized low-density lipoprotein (ox-LDL) on expression of lectin-like
oxidized low-density lipoprotein receptor-1 (LOX-1), transforming growth factor beta 1(TGF-8,), and secretion of extracelluar
matrix (ECM) in cultured rat glomerular mesangial cells (GMCs), and to investigate the influence of LOX-1 inhibitor
polyinosinic acid (PTA) on the effect of ox-LDL. Methods: Rat glomerular masengial cells were cultured in vitro. RT-PCR was
employed to determine the LOX-1 mRNA expression in GMCs incubated with different concentrations of ox-LDL (0, 25, 50,
100 pg/mbD. The expression of LOX-1 and TGF-g; mRNA was also determined by RT-PCR in the blank control group, ox-LDL
(50 pg/mbgroup and PIA(50 pg/ml ox-LDL~+250 pug/ml PIA) group. The contents of TGF-; . fibronectin (FN), and collagen
IV (Col IV) in the supernatants of the above 3 groups were determined by ELISA. Results: RT-PCR showed that LOX-1 mRNA
expression in 25, 50 and 100 pg/ml ox-LDL groups was significantly higher than that of blank control group(P<C0.05), with
the highest expression found in the 50 pg/ml ox-LDL group; the expression of LOX-1 and TGF-8; mRNA was significantly
higher in 50 pg/ml ox-LDL group than that in the other 2 groups (P<C0.01). ELISA results demonstrated that the supernatant
contents of TGF-B;,FN and Col [V were significantly higher in 50 pg/ml ox-LDL group than those in the other 2 groups (P<C
0.05). Conclusion: Ox-LDL can upregulate the expression of LOX-1 and TGF-8; mRNA and the secretion of extracelluar matrix
in GMCs. Polyinosinic acid can antagonize the above effect of ox-LDL, suggesting that LOX-1 may participate in ox-LDL-
induced GMCs damage and is involved in the development and progression of glomerulosclerosis.
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0.01),50 pg/ml 4 I W (& 1),
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Fig 1 Effect of ox-LDL at different concentrations
on LOX-1 mRNA expression in GMCs
M:100 bp marker; 1: 0 pg/ml ox-L.DL;2:25 pg/ml ox-LDL; 3:50
pg/ml ox-LDL;4:100 pg/ml ox-LDL
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300 — i
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f-actin

B2 PIAXMARBENKRIRAEME LOX-1(A),
TGF-B, (B) mRNA 3 i% i 5
Fig 2 Effect of PIA on ox-LDL-induced LOX-1(A) and
TGF-B, (B) mRNA expression in GMCs
M: Marker;1:Control group;2:ox-LDL group;3:PIA group

2.2.2 PIA X B /N2k & i 40 fe 2 3 TGF-B, .FN,
Col N8 %% 50 pg/ml ox-LDL 41 /NER R B 41
M35 5% B TGEF-B, & & W] & T 25 10 B 20
PIA 20 (P<C0.01);50 pg/ml ox-LDL ZH'H /NEK R I
YA 3R LW R PN & & B B A 0 BR LR
PIA ZH(P<C0. 05 8{0.01),Col IV &% 78 & &
T FXTIRAL A PIA 41(P<<0.0D), #EWLE 1,

F1 PIAMKRE/NKRRMM
43 TGF-p, .Col IV .FN B 220
Tab 1 Effects of PIA on TGF-, ,CollV and
FN secretion by GMCs treated with ox-LDL

(n=3.x=%s)
Group ( /TGF?Bll—l Col IV ~1 N —1
0p/Pg s m ) (pB/ng-ml ) (pB/ng-ml )
Control 34.22+1.04 26.23 £0.72 103.15+8. 14
ox-LLDL 41.2241.32" " 30.0540.96" 262.65+1.63" "
PIA 32.254+1.7544  19.184+0. 7744 71,6540, 7944

* P<C0.05, " * P<C0. 01 wvs control group; %~ P<C0. 0lvs ox-LDL
(50 pg/mb group
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AR ox-LDL A 5 09 9 Bz 20 M 45 095 5 3 1 400 1 2
Jok s B R A 1) A T
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