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ABSTRACT

man low density lipoprotein (LDL) were systematically investigated by two different oxidation systems.

dation of LDL was induced by adding Cu®" or azo compound.

Antioxidants; Copper; Electrophoresis,Agar Gel; Thiobar-

Aim The antioxidation effect of resveratrol, a polyphenolic compound in red wine, on the oxidation of hu-

Methods  Oxi-

The extent of LDL modification was assessed by measuring

the formation of thiobarbituric acid reactive substances (TBARS) and the relative electropherosis mobilities (REM) to native

LLDL. Results

copper ion or azo compound was delayed. Conclusion

Treatment of LDI. with resveratrol (50 pmol/L.) reduced the production of TBARS and REM of LLDL
during Cu®*"-induced oxidation by 70.5% and 42. 3% , respectively (P<C0.01).

The lag phase of LDL oxidation induced by

Resveratrol could protect LDL against both Cu*"-induced and azo

compound-initiated oxidative modification in vitro, which might be contributed by its free radicals scavenging capacity.
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Figure 1. Effect of resveratrol on TBARS (Panel A)and
REM (Panel B)in Cu’"-induced oxidation of LDL.  Oxida-
tion with and without resveratrol was for 18 h. Results are ex-
pressed as z+s from 6 separate experiments. 1: n-LLDL; 2:
Cu?t; 3, DMSO; 5: RES 50 pmol/L;
6: RES 100 pmol/L;  7: RES 200 pmol/L. a: P<C0.01,com-
b: P>0.05; c¢: P<{0.01, compared

4: RES 25 pmol/L;

pared with n-LLDL group;

with Cu®T group
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Figure 2. Effect of resveratrol on formation of MDA in
Cu”'-induced (Panel A) and AAPH (Panel B) oxidation of
LDL. Panel A, oxidation of LDL from normolipidemic individu-
al, with(A, the same below) and without(@, the same below) the
addition of 50 pmol/L resveratrol;  Panel B, AAPH-induced oxi-
dation of LLDL from the same individual, with(A) and without (@)
the addition of 50 pmol/L resveratrol. Each point represents the

means of two experiments
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Figure 3. Effect of 50 pmol/L resveratrol on the REM of
Cu’' -induced oxidation of LDL
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