CN 43-1262/ R 1 EH 3 kgl 4 & 2005 56 13 &5 1 # 17

[ZEHS]  1007-3949(2005) 13-01-0017-03

55 IR0 NS kT LA B 3 e T iR 2R B A B

Ioa', X

47, BRM', AR, MRE' EEB

(FZZEXF | AMIREDRFESTEDFHAE, £RT 400038; 2. #H4FEKoikft, £RT 400037)

[ KA
A BT B L 4
[ E]

AR bR R A

AR, mpaE

BEOLEHE MG EE ANAREIARLEEN T LANRKE LR R MR T, AT LYK EEN
EREQWRATENYD LS. TR ALXSTEREOLSAFGKRFBIMBLRIEAR48hE, 5ERE
feZ i, Lo RS EH T LA M ARKCHERA SRR AT ENDGEETHRIARZE

BHRmMAAE TS E AR

B RiTHEEBREAOAMSFREGNE . FE A RAKRIPERGADIR-FRINL LS A
BMBEAEBEOLRBEE, AEBERERERTEAAUEGEEABEOLREIBE, B LS ALEZMRE &
2

&

S

| aANE; ZROERIBE, FEE

I

2
Pt
B
W
=

R

=
b

oW 3o B
P A S

& IEE(P<0.01). i KRINEFRAFNRF B 0EAE D FENE O R L AN,

[hESEES] R363

[ XERFRIREG] A

Oxidative Modification of High Density Lipoprotein Induced by Cultured Human Arteri-

al Smooth Muscle Cell

JIANG Yu, LIU Hong, PENG JizHe, YE Zhr Jia, HE Feng Tian, and DONG Yamr Lin
( Department of Biochemistry and Molecular Biology, the Third Military Medical University, Chongqing 400038, China)

[KEY WORDS] High Density Lipoprotein;
trophoresis Mobility;  Thiobarbuturic Acid Reaction Substance;
[ ABSTRACT]

tured human arterial smooth muscle cell.
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Agarose Gel Elec

Conjugated Diene

Aim To observe the mechanism of oxidative modification of high density lipoprotein induced by cul-

Methods The oxidative modification of high density lipoprotein was identi

fied by agarose gel electrophoresis mobility change, absorbance at 234 nm by ultraviolet light, level of lipid hydroperoxide

by visible light and fluorescence of thiobarbuturic acid reaction substance of human plasma high density lipoprotein.

Results The electrophoretic mobility of high density lipoprotein was increased and absorbance at 234 nm, lipid hydroper

oxide and thiobarbuturic acid reaction substance of high density lipoprotein incubated by cultured human arterial smooth

muscle cell were significantly higher than that of the native high density lipoprotein.

Conclusion Oxidative modifica

tion of high density lipoprotein could be induced by cultured human arterial smooth muscle cell.
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Figure 1. Agarose gel electrophoresis
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Table 1. Identification of ox HDL of CD, LOOH, TBARS
with SMC culture

CD LOOH TBARS
a H

(/mg HDL) (Mmol/g HDL)  (Hmol/g HDL)
gl 0. 636 7.152 0. 476
LA 1.230° 13. 194 1. 100

a: P< 0.01, 5xHALE.
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