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S{¢ 181 HDL R #E 3 A £ 30k T8 L 48 e 1 35

oW xFExY
(T ER KRB APRE, RHE 610041)

BE FRUZEM (smooth muscle cell, SMC) HFTESHBKMHERELL (atherosclerosis, AS) ERPEEEEEH.
S AL HDL (oxidized HDL, OX-HDL) AT RIBCH-TdR B AEF A Sk SMC & DNA, {2 SMCI4#H. LI
FEEAME: (MTT) B EZEWE OX-HDL X8 3% A sh Bk SMC M ARBWEWE. FRER, XK HOL
(native HDL N-HDL) %t SMC ¥R W, m OX-HDL | B Z /% SMC#7 (P<0.01), N-HDL &l #
OX-LDL % SMC #m/EM (P<0.01), i OX-HDL I 5% OX-LDL ¥ SMC ##/EM (P<0.01)

x@R BREEREA, A0EH, FENGEKR, 8E

#HaES Q51, Q28

SIBKBEER UM (SMC) 23K HEaE{L
B BRSBTS KA RELL
HITE BT R o R I L E L. Burden %Y
RN REW,; MREREERES (low
density lipoprotein, LDL) I HI#3% 5% - 18 WL 48 fd
DNA & B3, AZEENEPHagnR, £k
B ZEEIEE H (oxidized high density lipopro-
tein, OX-HDL) A HI#>H-TdR # A3 A3 bkF
B UL4 B DNA, {23 SMC # DNA &8, #H
OX-HDL 7l il sh k SMC #58. T3k SMC,
JoHRE NS SMC RS EFEMEFRE, FHX
Sk SMC FIBFFE TAEZ BIMRS. RITERLAE
ik SMC RSN EFR L ER £, F MTT &0
£ SMC 40 Ha%, W T OX-HDL X85k A SMC
T B

1 MRS5HE
1.1 AIl¥ HDL BIHl&. EXBHRETE

AR B D 4 A L3 HDL B 7 BR

55, ¥ HDL (2g/L) & 10 pmol/L Cu** #) PBS #
ICHEF 24 hE, NEH A H, RABLZER
A Bt (thiobarbituric acid reaction substances,
TBARS)S R AT B S 2B L Ik
1.2 AEzhhk SMC ByiE5F
AEFIK SMC 8 17~22 X, &EHEITHR.
DMEM ;323 (Gibco 4 d, BRL), CO, ¥

# 4 (QUENE 2 7, USA), 96 L 3% 3F #

(Becton Dickinson Company, USA), MTT (Sigma
A A ,DG-3022B B M E N (R FE

), Aot B i a.
1.3 MTT bt &% ME SMC 4R

MR R AR, 96 FLIEFAREILM S g/L
MTT# 10 pl J5, B37CIRE 6 h, AREM50%—
A5 P Bk 20 % SDS 100 pd, 37C/RIE 3 h, AT
ERNEEETE (formazan) AR, 7E DG
3022 F X 4 8 K6 94X _E 2 570 nm &b B O6R UK
8. FI570 nm AbHy A EFRRIE A
1.4 OX-HDL Xti%3F ABhBk SMC HEEEIF MR

B 96 fLFEMR, BALMA 5 X 10°/ml SMC
200 pl, B 96 LT CO, 48 37CHEFF 24 h, F
B3, A Hank RBEHKZ=K, S0 DMEM
BEFRE 200 pl. BKEEIESE 24 h, 3F DMEM 5E4
43 Bl im N-HDL. OX-HDL. OX-LDL %4 & & K
50 mg/L#J 3% A LPDS JCIfl #5557 2 100 pl, XF
FLHAUHN 3% A LPDS JoIfl #5355 5 100 pl, FHH
324 h. ¥ MTT EBRNE, F570 om T,
WEEILE A E, DREAEELT 'EE %
®»2~3 K.

2 5 R

2.1 OX-HDL % OX-LDL HJ%7E

2.1.1 HUSHEEER Ik WA 1.

CEERHEERE LR A S TR SRS REEA Y P RESE
WD

VERBERA.
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1 TRARHEEERG Ik iE
I: E# NI 2: N-LDL; 3: OX-LDL; 4: N-HDL;

3

5: OX-HDL.

4

2y

fHE 1AW, N-HDL, N-LDL 5 iF % A
HDL & LDL HiKIE % —3, 1fi OX-LDL, OX-
HDL DB 5 54 i, #58 OX-HDL . OX-LDL &

TAEAE .
2.1.2 TBARS X A {H%2 W4 1.

e 1 FE 1A W, OX-HDL 7£ 234 nm 4t

MWl (A) J¢ TBARS iy @ #FWm (P<

0.01), HDL & 7 % 415 1, 3L A 1 &
TBARS {314, HILHLIKIT R B 8AH MR SR s

HEK, RUIASLE P OX-HDL #F45 205K.

#F 1 OXHDLA TBARSE A H¥E

TBARS/ nmol*mg™ '

A2y (ﬁ%ﬁ'ﬂﬁ”fﬁ)

N-HDL OX-HDL N-HDL OX-HDL
1 0.79 3.45 0.72 1.95
2 0.72 3.38 0.67 1.91
3 0.75 3.51 0.71 1.98
4 0.78 3.40 0.79 1.96
5 0.83 3.52 0.68 1.89
6 0. 84 3.6l 0.70 1.94
T ts 0.785+0. 046 3.478 +0. 086" 0.712£0.073 1. 938 0. 033"

2.2 OX-HDL, OX-LDL % N-HDL 315 5F A &Pk

U5 N-HDL tb#%. P< 0.01.

& MTT 7%, ERERCE, WS A sl

SMC 78 R 22 ). (%2).
%2 OXLDL, N-HDL % OX HDL X 53 A bk SMC 1878 89 % i)
o i OX-LDL OX-HDL OX-LDL+ N-HDL OX-LDL+ OX-HDL
1 0.27 0.53 0.39 0.42 0. 69
2 0.28 0.54 0.41 0.43 0.70
3 0.26 0.51 0.37 0.46 0.73
4 0.27 0.52 0.38 0. 44 0. 67
5 0.29 0.55 0.39 0.44 0. 68
6 0.27 0. 54 0.39 0. 45 0.72
7 0.26 0.53 0.40 0. 42 0.71
8 0.29 0.54 0.38 0.45 0. 69
i Es 0.27 0. 01 0.53%0.01" 0.39%0.01" 0.43%0.01"% 0.69 +0.02"

VR LEEE, P< 0.01: 25 OX-LDL 4ltb4%. P< 0.01.

M# 2 n] WL, OX-LDL % OX-HDL 7] i 3%
R SMC B4 (P< 0.01); N-HDL 1 & 2 F#A%
OX-LDL Rll# SMC 35i/EH (P< 0.01), &KWIN-
HDL 17 4] OX-LDL %} SMC ) 34 %5 ff ; O0X-

HDL 7] & #4590 OX-LDL #l3#% SMC #5i1EH (P
< 0.01), FW OX-HDL Y5 OX-LDL 43 &% Jin 4 #%
SM C 45 %M.



MTT JERE WK 7% N3k SMC 4 5 FL A7 HE
AJEE, EIUMELF, BAERIEE, AR R Rk
AN AL AWFRA A MTT 3%, HENEET
OX-HDL X} A SMC 455 41 Jia £ (1) sE . A< % LA
fiE1? ) N-LDL, OX-LDL J% OX-HDL ¥ 5 3 #
WOH-TAR B SMC DNA, HI#1 SMC 5. A
W5 %W, OX-LDL+ N-HDL 41 SMC 4il Jiig £ 1% T
OX-LDL 41 (P< 0.01), #£75 N-HDL %} OX-LDL
e SMC 5 A E4EH. OX-LDL+ OX-HDL
A1) SMC 4% s 7l 2 1 OX-LDL 4181 OX-HDL
411 SMC 41 in % (P< 0.01), #&75 OX-HDL 5
OX-LDL 7E{¢#E SMC 845 F RA W RAE R, 1Xw)
et T N-HDL 5 OX-HDL, OX-LDL i it 44 Jitg
JIBE (18 AN [0 52 A 117 2 44 AN T3] 1 A 400 27 2. ox-u)l,
& OX- LDL 1 4% 40 i fi55 b % 375 18 K 52 4R 15 531,

ﬁLP"HH ‘:"fé&%—@tfﬁ&?ﬁ:ywj{tuh‘ju I K] Iﬁ]%u#&
DNA & /&3 int*® [K gk OX-HDL #] 3 i 0X-
LDL 3% SMC 8451 f45E . 1ff N-HDL W] j i ik
70 M HDL SZ A5, mT g @ ik 49 4% 9 DNA
IS AR RGP OX-LDL H¥ SMC 1451
MIERT. NS 5 FR (AL, R4R HDL X SMC 1
SATCRC W, ARG ibisthifG, WA BEM
HOAS EHP . BOE AR O CAER, 16
IEL 2] 1 1R < S R0 P 5 v b == 7 i A R A
W, AMUAT OX-LDL, OX-VLDL (4745, 1 HAL
4 OX-HDL [ fFfE. AWFIRIREH OX-HDL 5
OX-LDL — ¥ FE47 % i SMC 5455 i/ . Rk,
ATV R LEWEIE B B RE AL R IR LI, AN
7R OX-LDL . OX-VLDL [F4EH, 1 Bl 3V i e
OX-HDL [EH.
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Effect of Oxidized High Density Lipoproteins on
Proliferation of Cultured Human Arterial Smooth
Muscle Cells. JIANG Yu, LIU

( Apolipoprotein Research  Unit,

Bing- Wen
Institute of
Biochemistry and Molecular Biology, West China
University of Medical Sciences, Chengdu 610041,
China) .

Abstract The proliferation of arterial SMC plays an
important role in process of atherosclerosis. Oxidized
HDL (OX-HDL) can increase "H-TdR incorporation
to DNA of cultured human arterial SMC, so promote
proliferation of SMC. A study on effect of OX-HDL
on proliferation of cultured human arterial SMC with
MTT method was made. It was showed that native
HDL (N-HDL) has no effect on proliferation of SMC
but OX-HDL significantly stimulated the proliferation
of SMC (P< 0.01); N-HDL significantly inhibited
proliferation of human SMC induced by OX-LDL (P
< 0.01) and OX-HDL
proliferation of human SMC induced by OX-LDL ( P
< 0.01).
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