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[ ABSTRACT | Aim To explore whether rosiglitazone, exerts beneficial effects on injuries of endothelial cells in-
duced by homocysteine thiolactone (HTL) and to investigate the potential mechanisms. Methods The cultured hu-
man umbilical vein endothelial cells (HUVEC) were respectively preincubated with rosiglitazone, and other interference
factors including apocynin, captopril, pyrollidine dithiocarbamate (PDTC) and antagonist of peroxisome proliferator activa-
ted receptor-y( PPARy) GW9662 for 1 hour, and then sequentially incubated with HTL (1 mmol/L) for 24 hours. The
cell viability, the level of reactive oxygen species (ROS), the activity of nuclear factor-k B(NF-kB) , the concentration of
soluble intercellular adhesion molecule-1(sICAM-1) , the expression of PPAR'y mRNA were examined. Results HTL
decreased obviously the HUVEC viability, enhanced the level of ROS and activation of NF-kB, the concentration of sICAM-
1 and down-regulated the expression of PPARy mRNA.  Preincubation of HUVEC with rosiglitazone (0.001, 0.01, 0.1
mmol/L) , apocynin (0.1 mmol/L), captopril (0.03 mmol/L), PDTC (0.1 mmol/L) for 1 hour reversed these effects
induced by HTL, compared with alone HTL group (P <0.05 or P <0.01) .  Further, co-incubation with PPAR+y antago-
nist GW9662 (0.01 mmol/L) , abolished the protective effects of rosiglitazone on HTL-treated cells. Conclusions
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Rosiglitazone has protective effects against injuries of endothelial cells induced by HTL, which is related to PPARy-mediar-

ed suppression of oxidative stress.
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Figure 1. The influences of Rosiglitazone in different con-
centration and GW9662 on endothelial cell viability induced
by HTL in HUVEC cells

2.2 HTL X4BAER ROS 7k F B &0 K 5 1% 51 R %

HTL 5 HUVEC L0 5 24 h, BB T E TN %
YRR ROS 7K -5 % A 1) i 7] Sk 40 36 4 s 410 o) T
HTL 51/ ROS 7K F-Ft 55 ; PPARy FF 5 2 45 il



552

ISSN 1007-3949 Chin J Arterioscler, Vol 23 ,No 6,2015

GW9662 FI HUTH 4% 51 B (4 FH 5 e T BE R 2% L R 3E
R PDTC X HTL 512 ROS KT &5t A5 B i

AR 5 B A 2 A S B X ROS 7K 2 5%
Wi ([ 2) o

ROS Production(OD)

g

S0P 9B P oP $P P 2P P o

R
% S F D
$E S EX LS E
\7 X

RO RCRS <<\Y<\V

&
J K & L

2. AEIKEFHFIEF GW9662 Xt HTL S8 A R AMEHESERBIFM (v +5,n=3) A N ROS FPEXIRAL, B N iEH %
W4, C i HTL #5440, D 2 HTL + RSG (0. 001 mmol/L) AbEE4H , E 24 HTL + RSG (0. 01 mmol/L) Z4bH4H , F 2y HTL + RSG(0. 1 mmol/L) 4b#H4H ,G Hy
HTL + RSG + GW9662 AbHI4] | H iy HTL + Apo AbBEZH |1 4 HTL + Cap AbHE4 ,J S HTL + PDTC 4bPEZH K i RSG XFHRZ, a A P <0.01, 5 IE# X}
WA LL# ;b A P <0.01, 5 HTL #3145 40t 4 ¢ A P <0.05, 5 HTL + RSG (0. 001 mmol/L) AbFHL L4 ;d 2 P <0.05,5 HTL + RSG(0.01
mmol/L) AbBRA L4 ;e 4 P <0. 01,45 HTL + RSG(0. 1 mmol/L) ZbBHLH A%,

Figure 2. The influences of Rosiglitazone in different concentration and GW9662 on the generation of reactive oxygen species

induced by HTL in HUVEC cells
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Figure 3. The influences of Rosiglitazone in different concentrations and GW9662 on NF-kappa B activity induced by HTL in
HUVEC cells
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Figure 4. The influences of Rosiglitazone in different concentrations and GW9662 on PPAR gamma mRNA expression level

induced by HTL in HUVEC cells
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