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Studies on Kinetic Changes of Several
Products Produced During Oxidative
Modification of Low Density Lipopro-

tein in vitro
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ABSTRACT

Aim Oxidative modification of low density lipopro-
tein (LDL) has been proved to play a crucial.role in
atherogenesis. In this paper, we studied the kinetic
changes of several products produced during oxidative
modification of LDL in viiro.

Methods
ated by Cu’* and kinetic changes of lipid hvdroperox-
ides (LOOH), conjugated diene (CD), thictw:ruriicic

acid reactive substances ( TBARS ), relative elec-

Oxidative modification of LDL was initi-

trophoretic mobility (REM) and fluorescence of LDL
were determined.

Results The content of TBARS, fluorescence in
LDL and REM of LDL increased with the modification
time, but the changes of LOOH and CD were differ-
ent.  Their kinetic changes showed three different
phases: lag, propagation and decomposition.

The values of TBARS, REM and flu-
orescence of LDL could denote the extent of modifica-
tion, but that of LOOH and CD could not.

paring the lag time, the susceptibility to the oxidative

Conclusions

By com-

modification of LDI. from different donors and the in-

hibitory effect of antioxidants on the oxidative modifi-

cation could be studied.
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Kinetic changes of LOOH (a) and CD(b) during LDL oxidative modification.
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Figure 2. Kinetic changes of TBARS during LDL ox-

idative modification.
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Figure 3. The pattern of agarose gel elec-
trophoresis of LDL after oxidative modification.
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Figure 4. Kinetic changes of REM during LDL oxida-

tive modification.
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Figure 5. Emisioln fluorescence spectra at 360 nm ex-
citation of LDL after oxidative modification. From bot-
tom to top are native LDL modified for 3, 6, 12 and 24 h.
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