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ABSTRACT
Aim  To investigate the effects and mechanism of
ramiprilat on c-myc expression induced by oxidized low
density lipoprotein (x-LDL) in vascular endothelial
cells.
Method After endothelial cells incubated with ox-
LDL (250 mg/L), ox-LDL+ramiprilat (20 pmol/L),
ox-LDL +ramiprilat (40 pmol/L)+N-Arg (100 umol/
L), ox-LDL+ N-Arg for 4 h in vitro. Reverse tran-
scription PCR technique was employed to measure c-
myc mRNA of cultured human umbilical vein endothe-
lial cells (HUVEC). Nitric oxide (NO) and cGMP
were assayed by means of Griess reaction and radioim-
munoassy respectively.
Results In response to ox-LDL (250 mg/L) for 4 h,
c-myc mRNA transcription of endothelial cells signifi-
cantly increase (P<C0.05). In contrast, NO release
and cGMP contents markedly decreased (P<<0. 05).
Ramiprilat (20, 40 pmol/L) inhibited ox-LDL-in-
duced ¢-myc expression and increased NO,cGMP levels
of HUVEC.

abolished by nitro-L-Arginine, a compeptitive in-

The effects of ramiprilat was partly

hibitor of NO synthetase.
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Conclution Ramiprilat suppresses OLDL-induced c-
myc overexpresion of endothelial cells by enhencing

NO release.
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AsU L EYERE ., #KITYME ACEL g5 R
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— & b & (nitric oxide,NO) . KX —B 8B S HF
(cGMP)H c-myc SAEFE R LH .,
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(EDTA), B 0B m#,119 000X g B B L, # K
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3TCEH 24 h,
1.3 c-myc mRNA 28 F14547
AFBRAEKARELIERR PR, £
SE6H.F1AHTEA, RMAPBS: 247 A%k
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4k % F| 8 (20 pmol/L); & 4 4 4 /& LDL (250
mg/L)+ 4 % % A 8 (40 pmol /L) £ 5 H A A &
LDL (250 mg/L)+ 5 £ -L-# 4 % (100 pmol/L); % 6
4 % 4.4 & LDL (250 mg/L)+ 4 % ¥ #| & (40 pmol/
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Table 1. Effect of ramiprilat on c-myc expression in HUVEC (zEs).
Groups n c-myc mRNA
Control 6 10.040.3
ox-1.DL(250 mg/L) 6 21:610, 2
ox-L.LDL (250 mg/L.) +Ramiprilat(20 gmol/1.) 6 15.5%0. 6°
0x-LDL (250 mg/1.) +Ramiprilat (40 pmol/L) 6 10.2+0. 2
ox-LDL (250 mg/L) +N-Arg(100 pmol/L) 6 27.1+1. 00
ox-L.LDL (250 mg/L.) +Ramiprilat (40 pmol/1.) +N-Arg(100 pmol/L) 6 17.540. 4°

a;P<C0. 05, compared with control group, b: P<C0. 05,compared with ox-LDL group; c¢: P<{0. 05, compared with

ramiprilat group(40 pmol/L).

Table 2.  Effect of ramiprilat on the levels of NO and ¢cGMP in the HUVEC treated by ox-LDL (z=s).
G NQO products cGMP
Toups n (mmol/1.) (nmol/L)

Control 6 3.121+0.58 1.15%0. 07

ox-L.DL (250 mg/L) 6 2.2040.31* 0.54+0.03°
ox-LDL +ramiprilat (20 pmol/L) 6 2.96+0. 41° 0.8810.13°
0x-L.DL + ramiprilat (40 pmol /L) 6 3.2010. 58" 1.4440.23%
ox-LDL+N-Arg(100 pmol/L) 6 0.96+0. 22° 0.30%0. 06"
ox-[.DL+ramiprilat (40 pmol/L)+N-Arg 6 1.4940. 28¢ 0.361£0. 06°

a:P<<0. 05, compared with control, b; P<{0. 05, compared with ox-I.DL, C: P<C0. 05, compared with ramiprilat (40 pmol/L).
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