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Fig 1. Effects of homocysteine (Hcy) or lysophos-
phatidylcholine( LPC) on endothelium-dependent re-
laxation in isolated rat aorta. Aortic rings were incubated
for 30 min with Hey 0.3 (&), 1 (@), 3 () mmol-L~" or LPC
1(A),3(@), 10 () pmol-L", and then endothelium-
dependent relaxation responses to cumulative concentrations of
acetylcholine were measured at the plateau phase of 1 pmol + L™!
phenylephrine-induced contraction. ¥ + s, n=5. * P <0.05,
** P <0.01 compared with the control group(QO) .

Tab 1.  Effects of homocysteine or lysophospha-
tidylcholine on the maximal relaxation(E,,,,) and half
maximum effective concentration (ECsy) values for
ACh-induced relaxation in rat aortic rings

Group ACh E,./%  ACh ECsp/nmol-L""

Control 96.2+2.4 92.9+1.4

Hey (0.3 mmol-L™!)  84.4£6.6 131.51.1""
Hey (1 mmol-L.~1") 59.8+10.0"* 275.0+1.5" "
Hey (3 mmol-1.~1) 39.2:11.6" " 319.7+1.2""
LPC (1 pmol L") 80.2+6.7"  158.5+1.2""
LPC (3 pmol L") 63.8+7.0" " 218.8x1.4""
LPC (10 pmol-L~1) 46.8+13.3" " 281.8+1.9""

ACh: acetylcholine. x + s, n=5. “P<0.05, “* P<0.0l,

compared with the control group.
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Fig 2. Effects of captopril on the impairment of en-
dothelium-dependent relaxation induced by homocys-
teine or lysophosphatidylcholine in rat aorta. Aortic
rings were pre-incubated for 15 min with 3 ([]), 10 () or 30
(&) pmol * L™! captopril and co-incubated with Hey (1 mmol *
LY or LPC (3 pmol « L™ 1) for another 30 min. Endothelium-de-
pendent relaxation responses to cumulative concentrations of acetyl-
choline were measured at the plateau phase of 1 pmol*L~! phenyle-
"P<0.05, " P<
0.01, compared with the control group (O ); * P <0.03,
##p<0.01, compared with the Hey or LPC alone group (@), in
which aortic rings were incubated with Hey (1 mmol - L") or LPC
(3 ‘umol'L’l) for 30 min.

phrine-induced contraction. x + s, n=35.
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Tab 2. Effects of captopril on the E,,, and EC;s,
values for acetylcholine (ACh)-induced relaxation in
rat aortic rings after exposure homocysteine or
lysophosphatidylcholine

ACh ECs
Group ACh E,,./ %
/nmol - L~!
Control 96.2+2.4 92.8+1.4
Hey (1 mmol*L~1") 59.8+10.0" " 275.0£1.5" "
Captopril (3 pmol*L™") + Hey 65.6+7.4 247.9+1.7

Captopril (10 pmolL™') + Hey 84.0+11.8%% 167.9+1.5%#
Captopril (30 pmol-L~") + Hey 93.8+5.5%#% 108.5+1.9%#
LPC (3 [J.mol'L_l) 63.8+7.0"" 218.8+1.4""

Captopril (30 pmol-L™") + LPC 89.8+7.6%#% 123.6+1.5%*%
" P<0.0l,

x+s, n=5. "

compared with control group;

## P <0.01, compared with corresponding Hey or LPC group.
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Protection of captopril against homocysteine and lysophosphatidyl-

choline induced endothelium damage in isolated rat aorta

FU Yun-Feng, XIONG Yan, DENG Hua-Fei, FU Si-Hai

( Department of Pharmacology , School of Pharmaceutic Science, Central South University , Changsha

Abstract: AIM  To investigate if captopril can
protect against the endothelium damage directly
induced by homocysteine ( Hcy) and lysophos-
phatidylcholine ( LPC) in witro. METHODS
Aortic rings were incubated with various concen-
trations of Hey or LPC for 30 min to induce en-
dothelial damage. In the captopril groups, aortic
rings were pre-incubated with captopril for 15 min
and then exposed to Hey or LPC for another 30
min in the presence of captopril. After these incu-
bations, the endothelium-dependent relaxation re-
sponse to acetylcholine and the endothelium-inde-
pendent relaxation response to sodium nitroprus-
side were examined at the plateau phase of
phenylephrine-contraction,  respectively.  RE-
SULTS Exposure to Hey (0.3 -3 mmol-L™")
or LPC (1-10 pmol * L™ 1) induced a significant
concentration-dependent inhibition of endotheli-
um-dependent relaxation response of aortic rings to

410078, China)

acetylcholine, but did not affect endothelium-in-
dependent relaxation response to sodium nitroprus-
side. Pre-incubation of aortic rings with captopril
(3-30 pmol - L.~ ") for 15 min and co-incubation
of aortic rings with Hey (1 mmol*L™") for anoth-
er 30 min attenuated the inhibition induced by
Hey in a concentration-dependent manner. More-
over, captopril (30 pamol * L") also reversed the
impairment of vasorelaxation induced by LPC (3
pmol* L' ). CONCLUSION
protective effects against damages of vascular en-
dothelium induced by Hey and LPC.

Key words: captopril; homocysteine; lysophos-
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