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Abstract

Lipid per- oxidation in the body is suggested to cause the various bodily injury, on the other hand the some
known anti- oxidants will act cooperatively in vivo, so as to provide greater protection against clinical
damage, than could be provided by any single anti- oxidant acting alone. However, very little is known
about the total anti- oxidant activity in vivo. So the aim of this study was to investigate whether the total anti-
oxidant activity of serum contributes the bodily lipid per- oxidation. Total anti- oxidant activity was
measured by the biological anti- oxidant assay i.e. an autooxidizing system against which the inhibitory
effect of serum can be measured. The assay described in the present paper is based on the spontaneous
auto- oxidation of standard ox- brain homogenates. We compared the total anti- oxidant activity with the
lipid peroxide levels of serum, which might reflect the lipid per- oxidation in the body.
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Fig. 1

Time course of lipid auto- oxidation in a standard ox- brain
homogenate with and without added serum. To 5 ml volumes
of a standard ox- brain homogenate were added : 50 | of normal
human serum (@) or 5 y | of phosphate- saline buffer (H).
Incubation was at 37°C. MDA : malondialdehyde
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Antioxidant activity (AOA) of normal human serum in
the 20 and 40 to 50 year age groups and the sexes. AOA are
shown as mean+SD.

* p<0.05

miEBEILEEOHE TRERNORFTIZBVT,
AOADFT R & #2205 4812 B2 T4.19+ 1. 70nmol
/mlOEERL72DZx LT, 40—-50:% 4% Ti36.85
+2.76nmol /mlE BEIBMHEER L. & 62T
TORFHZ BV TIIFIZ40—-50F I BV TAOA L
EE LD LIz B VT5.01+2. 31nmol /ml & BiED
7.66+2.59nmol / mlC B L THEEICEEELRLA

(Fig.3)o

ERRFERFBLE F1% £15 1998

(o mol/ml) "_—;
m -
? |
8 .

LPO

Mde  Pemale  Mals  Femals
— ) —— e 40=B0 —— Ags

Fig.3

Lipid peroxide levels of normal human serum in the 20 and 40
to 50 year age groups and the sexes. Lipid peroxide levels
are shown as mean *+ SD.

LPO : Lipid peroxide
* p<0.05
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