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The effect of the food contaminants 3-MCPD and glycidol on immune
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We determined the effect of the food contaminants 3-MCPD and glycidol on immune

responses.

concentration of 0.3 % may potentially affect immune responses.

Our results indicated 3-MCPD and its derivative glycidol at or above

Although the food

contaminants at low concentrations in foods in usual might not affect human health,
accidental contamination of the compounds at high concentration might affect immune

responses upon its intake
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Table 2

Toxicity of repeated intraperitoneal

Table 1 injection of 3-MCPD to mice
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Figure 1 The effect of single 3-MCPD
exposure on anti—OVA IgGl production in
mice.

Mice were i.p. injected with 100 pg of
OVA with or without 0.003, 0.03, and 0.3 %
of 3-MCPD (day 0). On day 21, anti—-OVA
IgGl antibodies in sera were determined by
ELISA. Values are expressed as mean +
S.E.M. of 5 to 6 mice.
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(Figure 2),

exposure on anti—OVA IgGl production in
mice.

Mice were i.p. injected with 100 pg of
OVA with or without 0.003, 0.03, and 0.3 %
of 3-MCPD (day 0). The same doses of
3-MCPD were administered 5 times per week
for 3 weeks. On day 21, anti-OVA IgGl
antibodies in sera were determined by
ELISA. Values are expressed as mean +
S.E.M. of 5 to 6 mice.
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Figure 3  The effect of single glycidol
exposure on anti—OVA IgGl production in
mice.

Mice were i.p. injected with 100 pg of
OVA with or without 0.1 and 0.3 % of
glycidol (day 0). On day 21, anti—OVA
IgGl antibodies in sera were determined by
ELISA. Values are expressed as mean +
S.E.M. of 5 to 6 mice.
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