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Figure 26.1 Relationship between industrial activities and
environmental releases.
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Figure 26.2 Patterns in environmental fate of trace pollutants.
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Figure 26.3 Annual worldwide production of selected metals from
1700 to 1983, Data from Schmitz 1979 and Minerals Yearbook 1984,
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stic demand for minerals
creased at an astonishing

rate. More metal and mineral

products have been used in the
past 50 years than were used in
the entire previous history of the

world.

Examples

of Occupational Diseases in Miners andior Smelter Warkers

Arsenic: Excess lung cancer among smelter workers exposed
to arsenic trioxide

Asbestos: Mesotheliema, a rare form of lung cancer. The risk
is much higher in miners who smoke, as these two

i act in a sy gistic manner.

Also, "asbestosis™ (pul y fibrosis)

Chromium: Lung cancer with exposure to the more insoluble
hexavalent Cr; not with trivalent Cr

Coal: Pneumoceniosis and silicosis ("Miners' Asthma")

Lead: Lead poisoning, with colic, kidney dysfunction_
anemia, neurologic effects (e.g., peripheral
neuropathy, insomnia, irritability, etc.)

Mercury: Mercury poisoning, with neurologic and renal
dysfunction

Nickel: Nasal cancer in refinery workers

Uranium: Lung cancer from its dechy products, including

its, polonium and radon "daughters.” The risk is
higher among miners who smaoke.

THE THIRTY-N1NE DIsASTERS®
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FIGURE 1. Black lung rally on the Capitol stcy, 1977, (Phatograph © Earl Diatter)

- WHAT BLACK CONSERVATIVES WANT
Clarence Thomas and the Court

to Their Health

How Jo Protect Them -
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- . 1o Leaded Gasoline

Public s
Health Then and Now e

A 'Gift of God'?: The Public Health Controversy over
Leaded Gasoline during the 1920s
David Rosner. Ph. I, MSPH, and Gerald Markowitz, Ph.D.
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FIGURE 3-8 U.5. mean blood lead vs. lead used in gasoline. Source: Schwartz and Pitcher, 1989;
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PB CONCENTRATION (ug/l

PORT WINE PB CONCENTRATIONS AFTER
STORAGE IN PB CRYSTAL DECANTERS
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PB CONCENTRATIONS OF BEVERAGES
STORED IN DECANTERS

HOME BEVERAGE YRS PB (ua/L)

1 BRANDY S 7746
2 MADEIRA S 1402
3 SCOTCH >3 2587
FORT .9-1 203
ARMAGNAC .5-1 472
4 BRANDY S-10 19220
ERANDY S-10 21530
ERANDY 3-10 8390
=] GIN - | 13
BRANDY >1 68
GRAND MAR. >2 173
EOUREON 1.5 17
TEQUILA 1.5 300

VODKA 1 11




American Journal of Diseases of Children
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LATE EFFECTS OF LEAD POISONING ON MENTAL
DEVELOFMENT

RANDOLPH K. BYERS, M.D.
AND

ELIZABETH E. LORD, PaD.
BOSTON




The New England
Journal of Medicine
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DEFICITS IN PSYCHOLOGIC AND CLASSROOM PERFORMANCE
OF CHILDREN WITH ELEVATED DENTINE LEAD LEVELS

Hewnear 1. Nernpvan, ML, Cuanies Gossor, Eo D, Avas Levres, MDD Rosser Rees, Pu,
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The Yugoslavia Prospective
Study of Environmental
Lead Exposure

NIEHS R01 ES03460
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Figure 2. Associations between Concurrent Blood Lead and Bone Lead

Figore 3. Covariste-adjusted 1Q Means by Quartiles of Tib-Pb and BPb'*
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DEFINITIONS OF CHILCHOOQD LEAD POISOMING
Before the mid-1960s: A BPb level of below 60 yg/dl was not considered dangerous

enough for interventian.

1975: CDC defines level of toxicity in children at > 30 wg/dl.

1985: CDC sets threshold for action at a BPb level of 25 pgidl.

Intervention level revised downwards to 10 pa/dl largely because of the

results of four ongoing prospective studies,
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2,3-Dimercaptosuccinic Acid: A New Agent for
the Treatment of Lead Poisoning’
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Decline in BPb in Men Treated with DMSA or EDTA
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Dose-response study of oral
2,3-dimercaptosuccinic acid in children
with elevated blood lead
concentrations

Joseph H. Graziano, rFhb, Nancy J. Lolacono, meH, and Patricia Meyer, MPH

From the Departmants of and Pediatrics, Columbia University College of
Physicians and Surgecns and Bobies Hospital, New York

MEAN BLOOD LEAD CONCENTRATIONS BY GROUP
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Fig 1.—Blood lead levals for persons aged 1 to 74 years: United Slates, second Nabonal Health and Nu-
trition Examination Survay (1976 to 1980, lop) and phase 1 of the third National Health and Nulrition Ex-
amination Survay (1988 10 1991, bottom).




