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Human milk as a source of methylmercury
exposure in infants. Env. Health Perspect 102
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Human Milk as a Source of Methylmercury
Exposure in Infants

Phiﬁppe Grandjean, ' Poul J. Jorgensen, ? and Péal Weihe’

'Institute of Community Health, Odense University, Denmark Departmem of Clinical
Chemistry, Odense University Hospital, Denmark; Landssmkrahumd Tdrshavn, Faroe
Islands

In this study, however, the concentration in the child’s hair at 1 year of age
was only about 25% (geometric mean) of that of the mother at the time of delivery.




Intra-uterine Methylmercury Poisoning in Iraq
Laman Amin-Zaki, M.D., Sami Elhassani, M.D., Mohamed A. Majeed, M.D., Thomas W.
Clarkson, Ph.D., Richard A. Doherty, M.D., and Michael Greenwood, B.5.

From the University of Baghdad, Baghdad, Troq, and the University of Rachester School of Medicine, Roches-
ter, New York
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Fic. 2. The concentration of total mercury in infant blood

(open circles) and in maternal blood (solid circles) and milk

(trigngles) over the period of April to September 1972. The
date of birth was February 11, 1972 (approximately),
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