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Conclusions and
Recommendations

Methyl mercury is a compound worthy of
scientific and societal concern. It is clear
that MeHg is a widespread environmental
contaminant and a potent neurotoxicant
that adversely affects the developing ner-
vous system. Mercury continues to be

released into the environment by both nat-
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Examination of the results of human stud-
ies on the effects of MeHg indicate that
maternal hair levels of 10 to 20 ppm may
result in adverse effects on fetal outcome.
Making the appropriate assumptions and
calculations, a level of exposure not
expected to be hazardous (RfD) would be
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Given the current state of knowledge
with regard to MeHg exposure, the follow-
ing recommendations are offered:

e reduce environmental release of all
forms of mercury;

« consider restricting the global produc-
tion and sale of mercury;

- strongly advise pregnant women and
women of child beating age to limit
their exposure to sources of MeHg;

« establish an RfD (reference dose) for
MeHg 0of0.025 to 0.06 ug/kg/day;

* continue research to determine a level
of MeHg exposure that would not
harm the developing nervous system;

*« continue research to understand the
underlying molecular mechanisms of
action of MeHg;

- assess the long-term neurodegenerative
effects of developmental MeHg
exposure.
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