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ABSTRACT

MTT assay, we observed that cultured bovine aortic

By means of cell counting and

smooth muscle cells (SMC) incubated with oxidized
low density lipoprotein (OLDL, 0. 2 g protein « L)
for 12 hours and xanthine (X, 100 gmol « L) plus

xanthine oxidase (X0,100 U « L") for 2 hours showed

multiplication o.{ bovine aortic smooth muscle cells and
that the effects of OLDL and X-XO were significantly
inhibited by probucol.  Synthesis inhibitor of nitric
oxide (NO) N®-nitro-L-arginine (N°-L-Arg, 100 pmol
+ L?) could not abolish the effect of probucol. Our
data indicates that probucol could contend with multi-
plication of SMC induced by OLDL or X-XO.
KEY WORDS

teins Oxygen free radicals; Probucol; Vascular

Oxidized low density lipopro-

smooth muscle cell

BE A M taitfd MTT teit b 8t ¥ ik
AR ANF EANK-EFEMmp A5 E Ly
KERBEQR A TSR 25 ELNGLPRALE . W

» EHEHRHEESWEHIRB(39200151), The Japan
Foundation of Cardiovascular Research %R iR .

# P B (P<0.01), £ 4R T8 (100 gmol -
LR ¥ LAY KE R IRE G fkEb-%rEd it
M E A M It AE A — ALK S A e R
NC- 3K &L 2883 8 & (0F % Wiw e 3k 69 A A
B o, Bl AL T 4k PRI ) T R &9 e ) 0 TR
WA X~ ERT, A THREHELDEERARE
GARSBELEAQERFAMmpRE, X—~HRT
ELTERMmB T — LR OIS RABHLE,

E 34t EURKERNES, RAGL, AT
& A Mg

I UL 4 M (smooth muscle cells, SMC)
& sh bk #: 1 4k (atherosclerosis, As) B
HNEBHR EANFAEASERTPRAFEE
B, AReR. S AL H IS E A (oxi-
dized low density lipoprotein, OLDL) M4 H
i # (oxygen free radicals, OFR )] 0] {i& #F IfiL
B SMC " . WTEHEREMIES, LAHHR
SUAL1E A, T Ik LDL 9% Ak % 4505 490
MRMBIE RS, M THESTME OLDL M
OFR {& % SMC HYM5 , A HERE . RMNHS
E KPR ER L, W T R T Bt —
BHERTFEUAMREHEAGZWE,
1 ®HHEF0AEE
1.1 M

# T B (probucol, PBC), # "§ % (xanthine, X),
# % %4 £ 1 % (xanthine oxidase, XO),N%-# %-L-#
£ % (N®-nitro-L-arginine,N°-L-Arg), M ¥ % %, =
F oMok F &AL 9 4 [3(4, 5-dimethylthiazol-2-
y1)-2, 5-diphenyl tetrazolium bromide, MTT] 3§ #
Sigma A8~ &, HERKM B 408,
1.2 REEEZEOHERBSH

BAH S EDTAG R . ZBLE, X Bt



034-

o [ 5h Bk B8 1L 22 F (Chinese ] Arterioscl), 1895, 3(1)

FEXREREE Y, K% LDL,% PBS X4 #%47.
# 545 LDL E 4 10 umol - L" Cu’* % PBS #,37C &’
#12h, #4585 LDL £ 4 EDTA # PBS $ # 47 24
h4C) . BARERF.
1.3 #EEET

KRR AWK AR, 4 f € ,0LDL 4 4 F
LDL &kt HEH 2.1,
1.4 HZ bk FiRILAEMITSE

¥ MR ERASMC, REBMEH KE T D-
Hank's B, Z4 R A a2, AT EHPEY
lmmXlmm ZEA LR, AHFEER A
0% F I Mo AR U ETRBAGHEHRL T
BHE| 24 L4 96 FLE R B F,37CHE K.
1.5 3L344

AR Z¥ x84, OLDL(O. 2 g protein = L) #;
OLDL /v T 8 (100 pmol « L") 41; OLDL fu N°-L-
Arg(100 gmol » L") #; OLDL.N®-L-Arg i 5§ T &
#M; 2 BH; X-XOX,100 gmol - L?,X0,100 U -
LH#; X-XO w & ® 4; X-XO /w N°-L-Arg 4 X-
XO.N®-L-Arg i T8 # 10 4, 5 4% 4~6 L.
1.6 AR

HEIRMENBEE 2X10°SMC - L' H &
AR AT At . BUL LA &R
M.37TCRAMSEZFL2hESERK2hE,. &
AAmAS0mg« L'"MTT,37Cak & 12h, —FF
BALRE ABEXRNESTOnm EHEXTHME, L
Bowes s A .
1.7 4Rt

BERARBANBRZAXI0OSMC - L' EAH
HE 24 IEARP FUL A MAE KN, 37CH
Fl2hR2h G, £ 8L BHA 448 K. KETH,
ZOIKEHERTEHAREE AT HAMHK.
1.8 LR BAIE

LRBERU s RTABERAF EFRE M
B RARE: H/E,
2 &
2.1 ARTBHMEAREKBEEZCERTEN
{HAER A AR

Figure 1 /5, FZ B} 0. 2 g protein « L™
OLDL &5 SMC HITL W] 12 h }5.SMC it ¥
MTT &8 {5 87 6 9 1 (X 09 s 45 %8 B AL )
.2 AR B FEE X (p<o o, 15 H]

OLDL H{&i# SMC B ER. WHETH
N THBFEN,OLDL 5§ SMC ME{ER 12 h
Je AT RAICEEEA R M (P>0.05), 178
AT B % OLDL {g SMC ¥ HEFMM{EH. B
N¢-L-Arg LA A T B2, OLDL {& SMC # 5 &
YEH B 24 N°-L-Arg 179 T 8y 6 B F7 45
FiEFE P ,OLDL & SMC WHMER R
HAEAE:X W, AT HiWE OLDL & SMC 3
W ERMIE S N°-L-Arg 8%,

(0D

B d 0

AA\NNNNN N aph
iR

MTT assay

cellular count (1X 15 cells, L)
%

0.5 -

}_g
NNNNNNNNNNNNEES %
&

&

/

control  OLDL ~OLDL+{ OLDL—2:0LDL ~@:

Figure 1. The effect of probucel on multiplication of

vascular smooth muscle cells induced by oxidized low

Zhs, a=4; AAP>0.05. * » P
<0. 01 compared with control group. () =probucol, @=N¢-
L-Arg, ® =probucol+NC-L-Arg, similarly hereinafter,
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Figure 2. The effect of probucol on multiplication of

vascular smooth muscle cells induced by xanthine plus

ks, n=4; AN: P>0.05, * = P<

0. 01 compared with control group.
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