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ABSTRACT.—Human consumers of wildlife killed with lead ammunition may be exposed to health risks
associated with lead ingestion. This hypothesis is based on published studies showing elevated blood lead
concentrations in subsistence hunter populations, retention of ammunition residues in the tissues of hunterkilled animals, and systemic, cognitive, and behavioral disorders associated with human lead body burdens
once considered safe. Our objective was to determine the incidence and bioavailability of lead bullet fragments in hunter-killed venison, a widely-eaten food among hunters and their families. We radiographed 30
eviscerated carcasses of White-tailed Deer (Odocoileus virginianus) shot by hunters with standard leadcore, copper-jacketed bullets under normal hunting conditions. All carcasses showed metal fragments
(geometric mean = 136 fragments, range = 15–409) and widespread fragment dispersion. We took each
carcass to a separate meat processor and fluoroscopically scanned the resulting meat packages; fluoroscopy
revealed metal fragments in the ground meat packages of 24 (80%) of the 30 deer; 32% of 234 ground meat
packages contained at least one fragment. Fragments were identified as lead by ICP in 93% of 27 samples.
Isotope ratios of lead in meat matched the ratios of bullets, and differed from background lead in bone. We
fed fragment-containing venison to four pigs to test bioavailability; four controls received venison without
fragments from the same deer. Mean blood lead concentrations in pigs peaked at 2.29 g/dL (maximum 3.8
g/dL) 2 days following ingestion of fragment-containing venison, significantly higher than the 0.63 g/dL
averaged by controls. We conclude that people risk exposure to lead from bullet fragments when they eat
venison from deer killed with standard lead-based rifle bullets and processed under normal procedures. At
risk in the U.S. are some ten million hunters, their families, and low-income beneficiaries of venison donations. Reproduced with permission from PLoS ONE 4(4): e5330.6
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LEAD HAS BEEN IMPACTING the health of humankind since the Romans began mining it 2500 years
ago, and despite early knowledge of its harmful effects, exposure to lead from a wide variety of
sources persists to this day (Warren 2000). Government-based guidelines for acceptable degrees of
exposure prior to the 1970s were based upon
thresholds of overt toxicity and on apparent acceptance that norms in lead concentrations in a society
enveloped in lead-permeated exhaust fumes and
lead paint must somehow reflect organic tolerance.
Medical science has since concluded that virtually
no level of lead exposure can be considered harmless in consideration of its many sublethal, debilitating, and often irreversible effects (Needleman
2004). Lead quantities formerly regarded as trivial
are associated with permanent cognitive damage in
children (Lanphear et al. 2005), including those
prenatally exposed (Schnaas et al. 2006). Lead is
associated with impaired motor function (Cecil et
al. 2008), attentional dysfunction (Braun et al.
2006), and even criminal behavior (Needleman et
al. 2002, Wright et al. 2008). Release of lead stores
from bone exposes fetuses during pregnancy
(Tellez-Rojo et al. 2004), and adults late in life
(Schwartz and Stewart 2007, Shih et al. 2007).
Lead is implicated in reduced somatic growth
(Hauser et al. 2008), decreased brain volume (Cecil
et al. 2008), spontaneous abortion (Borja-Aburto et
al. 1999), nephropathy (Ekong et al. 2006), cancer,
and cardiovascular disease (Menke et al. 2006,
Lustberg and Silbergeld 2002).

lead concentrations of subsistence hunters in northern Canada, Alaska, Greenland, and elsewhere to
consumption of shotgun-killed birds (Hanning et al.
2003, Levesque et al. 2003, Johansen et al. 2004,
2006, Bjerregaard et al. 2004, Tsuji et al. 2008a,
2008b, 2008c; see Burger et al.1998, Mateo et al.
2007). The hypothesis that rifle bullet fragments are
an additional source of human lead exposure is
suggested by radiographic studies of deer killed
with standard lead-based bullets, which show hundreds of small metal fragments widely dispersed
around wound channels (Hunt et al. 2006, Dobrowolska and Melosic 2008, Krone et al. 2009).
The possibility of inadvertent lead contamination in
prepared meat consumed by hunters and their families is noteworthy, considering the millions of people who hunt big game in the USA (USFWS and
USCB 2006) and the thousands of deer annually
donated to food pantries for the poor (Cornatzer et
al. 2009, Avery and Watson 2009). In this report,
we test two hypotheses: (1) that fragments of lead
from rifle-bullets remain in commercially processed
venison obtained under normal hunting conditions
in the USA, and (2) humans absorb lead when they
eat venison containing bullet fragments.
MATERIALS AND METHODS
Ethics Statement.—Nine licensed hunters provided
the deer carcasses analyzed in this study, and obtained them during the established hunting season
and in accordance with normal practices as permitted under the authority of the Wyoming Game and
Fish Commission, Cheyenne, Wyoming. The latter
institution also granted permission to the authors to
convey the processed meat from each carcass to the
Washington Animal Disease Diagnostic Laboratory
at Washington State University, Pullman, for analysis. The Washington State University Institutional
Animal Care and Use Committee approved the lead
bioavailability experiment involving eight swine.

Ingested residues of lead ammunition are a recently
identified pathway of lead exposure to human consumers of gun-killed game animals. An analysis of
North Dakota residents showed that recent (≤ 1 mo)
consumers of game meat had higher covariateadjusted blood lead concentrations than those with
a longer interval (> 6 mo) since last consumption
(Iqbal 2008). Studies have linked elevated blood
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Deer Collection.—Hunters used conventional center-fire hunting rifles to kill 30 White-tailed Deer
(Odocoileus virginianus) under normal hunting
conditions in Sheridan County, Wyoming in November 2007. All bullets were of 7-mm Remington
Magnum caliber and of identical mass (150 grains,
9720 mg); cartridges were of a single brand reported in local mass-market vendor interviews as
the most widely sold to deer hunters. Bullets consisted of a lead core (68% of mass) and a copper
jacket (32%); lead was exposed only at the 1.7-mmdiameter tip of the bullet. Reported shot distances
averaged 116 m (range = 25–172 m). All deer were
eviscerated according to the hunters’ normal practice. Weights of 29 eviscerated deer averaged 33.8
kg (SD = 7.1). We recorded the positions of bullet
entry and exit wounds; 26 deer (87%) were shot in
the thorax, and some portion of the projectile exited
the animal in 92% of shots. We removed the skin
and head, and we excised from each animal a ≥4
cm section of tibia for isotope analyses and a ≥30 g
sample of muscle (shank) along the tibia to determine background lead levels in each deer.

Radiography of Processed Meat.—We used digital
radiography (EDR6 Digital Radiography, Eklin
Medical Systems, Santa Clara, California) and fluoroscopy (MD3 Digital Fluoroscopy, Philips Medical Systems, Best, Netherlands) to scan all the
thawed ground meat packages (N = 234); we
scanned an additional 49 loin steak packages from
16 carcasses in which radiography had revealed
fragments near the spine. We unwrapped every
package showing visible radiodense fragments in a
subsample of 13 deer, flattened the meat to c. 1-cm
thickness on a light plastic plate, and rescanned.
We marked the vicinity of each visible fragment
with a stainless steel needle and then used a 2.8-cm
diameter plastic tube as a “cookie-cutter” to obtain
samples of meat with radiodense fragments.
Analysis of Metal Samples.—Each of the fragmentcontaining meat samples was weighed and then divided into approximately 5-g subsamples, each of
which was completely digested in a known volume
of concentrated nitric acid. Inductively coupled
plasma (ICP) analysis was then used to measure the
concentrations of lead and copper in each subsample. The lower detection limit for both metals was 2
µg/g. The analysis was performed commercially by
the Analytical Sciences Laboratory, University of
Idaho, Moscow, where quality management conforms with applicable Federal Good Laboratory
Practices (40 CFR Part 160); the Laboratory is accredited through the American Association of Veterinary Laboratory Diagnosticians, which stipulates
ISO 17025 quality assurance measures.

Carcass Radiography.—We radiographed with
conventional veterinary equipment the area of the
wound channel (lateral view) of eviscerated deer
and adjusted exposures to maximize contrast. We
included along the margin of each radiograph a
strip of clear plastic tape containing arrayed samples of lead bullet fragments (obtained by shooting
through light plastic jugs filled with water), comparably-sized samples of bone fragments, and locallyobtained sand and gravel; only the lead fragments
were clearly visible in the radiographs at the applied settings. We scanned radiographs into digital
format and counted unambiguous metal fragments
under 400% magnification. We did not attempt to
distinguish between copper and lead in fragment
counts.

Lead Isotope Analysis.—We analyzed bullet, bone,
and meat samples for lead isotope compositions.
Bullet fragments were cleaned in dilute (1M) HCl,
leached with 2 ml of 7M HNO3, and then removed
from the acid leachate. The leachate was then dried
and treated with 2 drops of 14M HNO3. Bone and
meat samples were digested in 14M HNO3, dried
and treated with 2 drops of 14M HNO3. Lead was
separated using standard HBr and HCl on an anionexchange column (Bio Rad, AG 1X8). Isotope
compositions were determined with a ThermoFinnigan Neptune MC-ICPMS at the Washington State
University GeoAnalytical Laboratory. Reproducibility of the lead standard (NBS-981), run before,
during, and after the samples, was <0.012% (2 SE,
n = 4) for Pb206/Pb204, and <0.018% for Pb208/Pb204.

Commercial Processing.—We transported each
deer carcass to a different commercial meat processing plant in 22 towns throughout Wyoming and
requested normal processing into boneless steaks
and ground meat in 2-pound (0.91 kg) packages; we
retrieved the processed, frozen, and packaged meat
usually within 4 days.
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samples at 4oC until testing. Lead levels were determined by inductively coupled plasma mass
spectrometry (ICP-MS) with a lower detection limit
of 0.5 µg/dL; we assigned all values below the detection limits as 0.5 µg/dL. We compared mean
blood lead concentrations between control pigs and
test pigs on days 0 through 9 using 2-way ANOVA
with repeated measures and restricted maximum
likelihood (REML) estimation; we performed linear
group contrasts for each day. A single outlier datum
among control pigs on day 4 (6.8 µg/dL) was an
order of magnitude higher than a retest of the same
sample (0.54 µg/dL); the latter was consistent with
all other control samples. We omitted both results
from statistical analysis, resulting in a sample of
three rather than four control pigs on day 4. We
used JMP (SAS Institute, Cary, NC, USA, Vers.
7.0.1) for all statistical analyses.

Lead concentrations in the procedural blanks
were negligibly small.
Bioavailability Experiment.—We tested the
bioavailability of ingested bullet fragments by feeding processed venison known by radiography to
contain radiodense fragments to pigs. The latter
were considered a good model for the absorption of
lead from the human gastrointestinal tract (USEPA
2007). We used eight female Yorkshire/Landrace
and Berkshire/Duroc cross-bred pigs, 70–82 days of
age and weighing 28.2–32.7 kg (mean 30.3 kg) at
the termination of the experiment. All were initially
fed 1.36 kg of standard pelleted pig grower ration
divided into two meals per day, then acclimated for
7 days to consuming cooked ground commercial
beef patties mixed with the pellet ration. We gradually increased the amount of ground meat from
113 g per meal to 500 g, as pellet amounts were
correspondingly decreased. We withheld all food
for 24 hours prior to the venison feeding trial.

RESULTS
Bullet Fragments in Venison.—Wound radiographs
of all 30 eviscerated deer showed metal fragments
(median = 136 fragments, range = 15–409) and offered a measure of fragment dispersion, albeit twodimensional. Extreme distance between fragment
clusters in standard radiographs averaged 24 cm
(range ± SD = 5–43 ± 9 cm), and maximum single
fragment separation was 45 cm. Radiography revealed visible metal fragments in the ground meat
of 24 (80%) of the 30 deer. At least one fragment
was visible in radiographs of 74 (32%) of 234
packages of ground meat; 160 (68%) revealed no
fragments, 46 (20%) had one, 16 (7%) had two, and
12 (5%) showed 3-8 fragments. An average of 32%
of ground meat packages (N = 3–15 packages,
mean 7.8) per deer showed metal fragments (range
= 0–100% of packages). The ground meat derived
from one deer showed more fragments (N = 42)
than counted in the radiograph of the carcass (N =
31), and two ground meat packages (2 deer) each
contained a single shotgun pellet which had not
been detected on the carcass radiographs. No relationship was apparent between the number of metal
fragments counted in carcasses and those subsequently counted in ground meat from the same individual (correlation coefficient 0.06). In the aggregate, we observed 155 metal particles in the ground
meat packages, 3.1% of the 5074 we counted in the
carcasses. Of 16 deer carcasses with metal frag-

Ground venison and venison steaks from four deer
were used in the feeding trial. Each of the eight pigs
consumed 1.26–1.54 kg of meat over two feedings
24 hours apart on days 0 and 1 of the experiment;
no pig consumed meat from more than one deer.
Four pigs received venison containing fluoroscopically visible metal fragments. The total amount of
lead fed to each pig was unknown, but quantitative
analysis of similar packages from other deer in the
study showed 0.2–168 mg (median 4.2 mg) of lead.
The four control pigs were simultaneously fed
equivalent amounts of venison with no fluoroscopically visible fragments from the same four deer. We
assessed background levels of lead in each deer
from shank meat, collected well away from any potential bullet contamination. All venison for the test
and control pigs was either already ground, or
finely chopped if steaks, and cooked in a microwave oven until brown. For feeding, we mixed the
cooked venison in a bowl with small amounts of
pig ration to improve palatability. We verified that
all meat was eaten, and we monitored the pigs for
signs of illness.
We collected anticoagulated blood samples (2 ml
whole blood in EDTA) from each pig at 1 hour
prior to feeding venison on day 0, and on days 1, 2,
3, 4, 7 and 9 after feeding venison, and stored the
4
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Figure 1. Plots of lead isotope ratios in ground meat samples containing radiodense fragments from four
deer. Ratios from lead-in-meat samples clustered with those of unfired bullets but were distinct from bone
lead ratios. Note that there are four meat data points (open triangles) in each graph, but two have almost
identical positions and are superimposed.

ments near the spine, four (25% of selected deer,
8% of 49 packages) showed fragments in processed
loin steaks (1–9 fragments). Additional fragments
may have occurred in 220 unscanned packages of
steaks derived from all animals.

Bioavailability Experiment.—All the pigs consumed all the venison provided to them within 2
hours. None of the experimental animals showed
any signs of lead toxicosis or other illness for the
duration of the experiment; none exhibited vomiting or diarrhea which might have affected gastrointestinal physiology or retention times in the stomach or intestines.

ICP analysis of radiodense fragments excised from
ground meat packages from 13 deer identified lead
in 25 (93%) of 27 samples; aggregate lead fragment
mass per package averaged 17.2 mg (range ± SD =
0.2–168 ± 39.8 mg) or 0.03% of the lead component of bullet mass. Nine samples contained copper
at levels above background values, including the
two samples with no detectable lead. Lead concentrations in unprocessed muscle tissue collected
from the shank and well away from the bullet path
of the same 13 deer were all below the detection
limit of 2.0 µg/g and served as internal controls for
measures of lead in ground meat.

Blood lead concentrations in the four control pigs
ranged from below the level of ICP-MS detection
(0.5 µg/dL) to 1.2 µg/dL throughout the experiment
(mean ± SD = 0.63 ± 0.19 µg/dL; Figure 2). Blood
lead concentrations in pigs fed metal fragmentcontaining venison ranged from below the level of
detection to 1.4 µg/dL on day 0, immediately prior
to feeding venison. The 2-way ANOVA revealed a
significant interaction between treatment (feeding
venison either with fragments or no fragments) and
day (F6,35.32 = 3.413, P = 0.009; Figure 2). Mean
blood lead concentrations in the pigs fed fragmentcontaining venison were significantly elevated
above those of control pigs on days 1, 2 and 3 postexposure (linear contrast: F1,39.79 = 10.39, P = 0.003,
F1,39.79 = 17.76, P = 0.0001, and F1,39.79 = 14.71, P =
0.0004, respectively; Figure 2); the maximum observed value was 3.8 µg/dL. Blood lead concentrations did not differ (P >0.05) between the control
pigs and exposed pigs on days 0, 4, 7 and 9 (Figure
2).

The ratio of lead isotopes 206/204 plotted against
207/204 ratios (Figure 1a) and 208/204 ratios
(Figure 1b) showed that meat samples with elevated
lead levels from four deer, and lead from bullets
from the same boxes (N = 3) supplying the bullets
used to kill those deer, formed tight clusters distinct
from ratios of background lead in tibial bone.
Variation in the bone ratios apparent in Figure 1
likely represent long term, cumulative lead exposure encompassing varied sources of natural and
anthropogenic lead.
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Figure 2. Mean blood lead concentrations observed during swine feeding experiment. Mean (± SE) blood
lead concentrations (µg/dL) in four pigs fed venison containing radiographically dense fragments (Fragments) compared with four control pigs fed venison without visible fragments (No Fragments) on days 0
and 1. Asterisks indicate days when means differed significantly between test and control groups.

DISCUSSION

commercially-processed deer will consume bullet
lead.

Our findings show that people risk exposure to lead
when they eat venison from deer killed with standard lead-based rifle bullets and processed under
normal commercial procedures. Evidence includes
a high proportion (80%) of deer showing at least
one bullet fragment in one or more ground meat
packages, a substantial frequency of contamination
(32% of all ground meat packages), a majority
(93%) of assayed fragments identified as lead, isotopic homogeneity of bullet lead with that found in
the meat, and increased blood lead concentrations
in swine fed fragment-containing venison. Considering that all the carcasses we brought to the processors contained fragments (15-409 fragments
counted in radiographs), the high rate of removal
evident in the ground meat implies meticulous care
on the part of the processors to avoid contamination, but an apparent inability of 80% of them to do
so entirely. We conclude that, in a majority of
cases, one or more consumers of a hunter-killed,

We interpret the absorption of lead into the bloodstream of all four test pigs as clear evidence of the
bioavailability of lead from ingested bullet fragments (Figure 2), and we infer that human consumption of venison processed under prevailing
standards of commerce results in increased blood
lead concentrations. The rate of bioavailability cannot be calculated from our experiment because the
exact amounts of lead in the meat packages were
unknown. Rather, we directed our test at the condition experienced by human consumers of venison
from rifle-killed deer of variable amounts of lead
patchily distributed as fragments in ground meat or
steak.
Depuration of lead in blood does not imply its excretion, but rather the sequestration of a substantial
proportion in soft tissues and ultimately in bone
from which it may eventually be mobilized, as dur-
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ing pregnancy (Tellez-Rojo et al. 2004) or in old
age (Schwartz and Stewart 2007). The observed
elevations in blood lead concentrations, while not
considered overtly toxic, would nevertheless contribute to cumulative lead burdens, and would be
additive with further meals of contaminated venison. Observed blood lead concentrations of up to
3.8 µg/dL, and daily means of 2.3 and 2.2 µg/dL in
the experimental animals, do approach what is considered significant with respect to adverse effects in
humans by contemporary assessments (Gilbert and
Weiss 2006, Levin et al. 2008). Whereas the CDC
advisory level for intervention in individual children is 10 µg/dL in blood (CDC 1991), studies now
associate as little as 2 µg/dL with increased risk of
cardiovascular mortality in adults (Menke et al.
2006) and impaired cognitive function in children
(Jusko et al. 2008). Hauser et al. (2008) detected an
impact threshold of 5 µg/dL on male maturation
rates, and Lanphear et al. (2005) concluded that
“…lead exposure in children who have maximal
blood lead concentrations <7.5 µg/dL is associated
with intellectual deficits.” These latter values would
appear attainable with the repeated consumption of
venison possible among deer hunting families, especially those incurring additional exposure from
other sources.

in recent years, there were 10.7 million big game
hunters in the United States in 2006, the majority of
whom still use lead-based bullets (USFWS 2006,
Watson and Avery 2009). Many state wildlife
agencies annually issue multiple deer harvest permits to individuals, effectively offering venison as a
year-round protein staple for some families; game
meat is the principal source of protein for a considerable proportion of Alaska’s population (Titus et
al. 2009). Hunter-donated venison to food pantries
and shelters for low income families in most states
produced an estimated minimum of 9 million venison meals associated with the 2007/08 hunting season (Avery and Watson 2009). With these concerns, we anticipate that health sciences will further
examine the bioavailability of lead from bullets and
shot, the epidemiology of exposure, and the possible consequences among hunters, their families,
and others who consume venison.
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Factors that may influence dietary lead exposure
from spent lead bullets include the frequency and
amount of venison consumption, degree of bullet
fragmentation, anatomical path of the bullet, the
care with which meat surrounding the bullet wound
is removed, and any acidic treatments of the meat
that would dissolve lead, i.e., coating the hanging
carcass with vinegar or the use of acidic marinades
in cooking. Exposure to lead from spent bullets is
easily preventable if health-minded hunters use
lead-free copper bullets now widely available and
generally regarded as fully comparable to leadbased bullets for use in hunting (Carter 2007). The
potential for toxic exposure to copper from these
bullets is presumably insignificant because little or
no fragmentation occurs (Hunt et al. 2006), and
there is no meat wastage from having to discard tissue suspected of contamination.

LITERATURE CITED
AVERY, D., AND R. T. WATSON. 2009. Distribution
of venison to humanitarian organizations in the
U.S. and Canada. In R. T. Watson, M. Fuller,
M. Pokras, and W. G. Hunt (Eds.). Ingestion of

Fragmenting lead bullets have been in use for hunting since the early 1900s (Stroud and Hunt 2009).
Although hunter numbers have diminished slightly
7

‐ HUNT ET AL. ‐
Lead from Spent Ammunition: Implications for
Wildlife and Humans. The Peregrine Fund,
Boise, Idaho, USA. DOI:10.4080/ilsa.2009.
0114.
BJERREGAARD, P., P. JOHANSEN, G. MULVAD, H. S.
PEDERSEN, AND J. C. HANSEN. 2004. Lead
sources in human diet in Greenland. Environmental Health Perspectives 112:1496-1498.
DOI: 10.1289/ehp.7083.
BORJA-ABURTO, V. H., I. HERTZ-PICCIOTTO, M. R.
LOPEZ, P. FARIAS, C. RIOS, AND J. BLANCO.
1999. Blood lead levels measured prospectively
and risk of spontaneous abortion. American
Journal of Epidemiology 150:590-597.
BRAUN, J. M., R. S. KAHN, T. FROEHLICH,
P. AUINGER, AND B. P. LANPHEAR. 2006. Exposure of environmental toxicants and attention
deficit hyperactivity disorder in U.S. children.
Environmental Health Perspectives 114:19041909. DOI: 10.1289/ehp.9478.
BURGER, J., R. A. KENNAMER, I. L. BRISBIN, JR.,
AND M. GOCHFELD. 1998. A risk assessment for
consumers of Mourning Doves. Risk Analysis
18:563-573.
CARTER, A. 2007. Xtraordinary. Shooting Illustrated Magazine, July 2007. National Rifle Association Publication. Fairfax, Virginia, USA.
CDC (Centers for Disease Control and Prevention
USA). 1991. Preventing lead poisoning in
young children. [Online.] Available at
http://www.cdc.gov/nceh/lead/publications/prev
leadpoisoning.pdf. Accessed 2008 November 3.
CECIL, K. M., C. J. BRUBAKER, C. M. ADLER, K. N.
DIETRICH, M. ALTAYE, J. C. EGELHOFF, S. WESSEL, I. ELANGOVAN, R. HORNUNG, K. JARVIS,
AND B. P. LANPHEAR. 2008. Decreased brain
volume in adults with childhood lead exposure.
PLoS Med 5:741-750.
DOI: 10.1371/journal.pmed.0050112.
CORNATZER, W. E., E. F. FOGARTY, AND E. W.
CORNATZER. 2009. Qualitative and quantitative
detection of lead bullet fragments in random
venison packages donated to the Community
Action Food Centers of North Dakota, 2007. In
R. T. Watson, M. Fuller, M. Pokras, and W. G.
Hunt (Eds.). Ingestion of Lead from Spent
Ammunition: Implications for Wildlife and
Humans. The Peregrine Fund, Boise, Idaho,
USA. DOI 10.4080/ilsa.2009.0111.
DOBROWOLSKA, A., AND M. MELOSIK. 2008. Bul-

let-derived lead in tissues of the Wild Boar (Sus
scrofa) and Red Deer (Cervus elaphus). European Journal of Wildlife Research 54:231–235.
DOI: 10.1007/s10344-007-0134-y.
EKONG, E. B., B. G. JAAR, AND V. M. WEAVER.
2006. Lead-related nephrotoxicity: A review of
the epidemiologic evidence. Kidney International 70:2074-2084.
DOI: 10.1038/sj.ki.5001809.
GILBERT, S. G. AND B. WEISS. 2006. A rationale for
lowering the blood lead action level from 10 to
2 µg/dL. NeuroToxicology 27:693–701. DOI:
10.1016/j.neuro.2006.06.008.
HANNING, R. M., R. SANDHU, A. MACMILLAN,
L. MOSS, L. J. S. TSUJI, AND E. NIEBOER. 2003.
Impact on blood Pb levels of maternal and early
infant feeding practices of First Nation Cree in
the Mushkegowuk Territory of northern Ontario, Canada. Journal of Environmental Monitoring 5:241-245. DOI: 10.1039/b208220a.
HAUSER, R., O. SERGEYEV, S. KORRICK, M. M.
LEEM, B. REVICH, E. GITIN, J. S. BURNS, AND
P. L. WILLIAMS. 2008. Association of blood
lead levels with onset of puberty in Russian
boys. Environmental Health Perspectives
116:976-980. DOI: 10.1289/ehp.10516.
HUNT, W. G., W. BURNHAM, C. N. PARISH, K. K.
BURNHAM, B. MUTCH, AND J. L. OAKS. 2006.
Bullet fragments in deer remains: Implications
for lead exposure in avian scavengers. Wildlife
Society Bulletin 34:167-170. Also DOI:
10.4080/ilsa.2009.0123.
IQBAL, S. 2008. Epi-Aid Trip Report: Assessment
of human health risk from consumption of wild
game meat with possible lead contamination
among the residents of the State of North Dakota. National Center for Environmental Health,
Centers for Disease Control and Prevention: Atlanta, Georgia, USA. [Online.] Available at
http://www.rmef.org/NR/rdonlyres/
F07627AA-4D94-4CBC-B8FD4F4F18401303/0/ND_report.pdf.
Accessed 2009 March 23.
JOHANSEN, P., G. ASMUND, AND F. RIGET. 2004.
High human exposure to lead through consumption of birds hunted with lead shot. Environmental Pollution 127:125-129.
DOI: 10.1016/S0269-7491(03)00255-0.
JOHANSEN, P., H. S. PEDERSEN, G. ASMUND, AND
F. RIGET. 2006. Lead shot from hunting as a
8

‐ LEAD BULLET FRAGMENTS IN VENISON ‐
source of lead in human blood. Environmental
Pollution 142:93-97.
DOI: 10.1016/j.envpol.2005.09.015.
JUSKO, T. A., C. R. HENDERSON, B. P. LANPHEAR,
D. A. COREY-SLECHTA, AND P. J. PARSONS.
2008. Blood lead concentrations <10 µg/dL and
child intelligence at 6 years of age. Environmental Health Perspectives 116:243-248. DOI:
10.1289/ehp.10424.
KRONE, O., N. KENNTNER, A. TRINOGGA,
M. NADJAFZADEH, F. SCHOLZ, J. SULAWA,
K. TOTSCHEK, P. SCHUCK-WERSIG, AND
R. ZIESCHANK. 2009. Lead poisoning in Whitetailed Sea Eagles: Causes and approaches to solutions in Germany. In R. T. Watson, M. Fuller,
M. Pokras, and W. G. Hunt (Eds.). Ingestion of
Lead from Spent Ammunition: Implications for
Wildlife and Humans. The Peregrine Fund,
Boise, Idaho, USA.
DOI: 10.4080/ilsa.2009.0207.
LANPHEAR, B. P., R. HORNUNG, J. KHOURY,
K. YOLTON, P. BAGHURST, D. C. BELLINGER,
R. L. CANFIELD, K. N. DIETRICH, R. BORNSCHEIN, T. GREENE, S. J. ROTHENBERG, H. L.
NEEDLEMAN, L. SCHNAAS, G. WASSERMAN,
J. GRAZIANO, AND R. ROBERTS. 2005. Lowlevel environmental lead exposure and
children’s intellectual function: An international
pooled analysis. Environmental Health Perspectives 113:894-899. DOI: 10.1289/ehp.7688.
LEVESQUE, B., J. F. DUCHESNE, C. GARIEPY,
M. RHAINDS, P. DUMAS, A. M. SCHEUHAMMER,
J. F. PROULX, S. DERY, G. MUCKLE, F. DALLAAIRE, AND E. DEWAILLY. 2003. Monitoring of
umbilical cord blood lead levels and sources assessment among the Inuit. Occupational and
Environmental Medicine 60:693-695.
LEVIN, R., M. J. BROWN, M. E. KASHTOCK, D. E.
JACOBS, E. A. WHELAN, J. RODMAN, M. R.
SCHOCK, A. PADILLA, AND T. SINKS. 2008. U.S.
lead exposures in U.S. children, 2008: Implications for prevention. Environmental Health Perspectives 116:1285-1293.
DOI: 10.1289/ehp.11241.
LUSTBERG, M., AND E. SILBERGELD. 2002. Blood
lead levels and mortality. Archives of Internal
Medicine 162:2443-2449.
MATEO, R., M. RODRÍGUEZ-DE LA CRUZ, D. VIDAL,
M. REGLERO, AND P. CAMARERO. 2007. Transfer of lead from shot pellets to game meat dur-

ing cooking. Science of the Total Environment
372:480-485.
DOI: 10.1016/j.scitotenv.2006.10.022.
MENKE, A., P. MUNTNER, V. BATUMANN, E. SILBERGELD, AND E. GUALLAR. 2006. Blood lead
below 0.48 µmol/L (10µg/dL) and mortality
among US adults. Circulation 114:1388.
DOI: 10.1161/circulationaha.106.628321.
NEEDLEMAN, H. L. 2004. Lead poisoning. Annual
Review of Medicine 55:209–222.
NEEDLEMAN, H. L., C. MCFARLAND, R. B. NESS,
S. E. FIENBERG, AND M. J. TOBIN. 2002. Bone
lead levels in adjudicated delinquents: A case
control study. Neurotoxicology and Teratology
24:711-717.
SCHNAAS, L., S. J. ROTHENBERG, M. F. FLORES,
S. MARTINEZ, C. HERNANDEZ, E. OSORIO, S. R.
VELASCO, AND E. PERRONI. 2006. Reduced intellectual development in children with prenatal
lead exposure. Environmental Health Perspectives 114:791-797. DOI: 10.1289/ehp.8552.
SCHWARTZ, B. S., AND W. F. STEWART. 2007. Lead
and cognitive function in adults: A questions
and answers approach to a review of the evidence for cause, treatment, and prevention. International Review of Psychiatry 19: 671–692.
DOI: 10.1080/09540260701797936.
SHIH, R. A., H. HU, M. G. WEISSKOPH, AND B. S.
SCHWARTZ. 2007. Cumulative lead dose and
cognitive function in adults: a review of studies
that measured both blood lead and bone lead.
Environmental Health Perspectives 115:483492. DOI: 10.1289/ehp.9786.
STROUD, R. K., AND W. G. HUNT. 2009. Gunshot
wounds: A source of lead in the environment. In
R. T. Watson, M. Fuller, M. Pokras, and W. G.
Hunt (Eds.). Ingestion of Lead from Spent
Ammunition: Implications for Wildlife and
Humans. The Peregrine Fund, Boise, Idaho,
USA. DOI 10.4080/ilsa.2009.0109.
TELLEZ-ROJO, M. M., M. HERNANDEZ-AVILA,
H. LAMADRID-FIGUERUA, D. SMITH, L. HERNANDEZ-CARDENA, A. MERCADO, A. ARO,
J. SCHWARTZ, AND H. HU. 2004. Impact of bone
lead and bone resorption on plasma and whole
blood lead levels during pregnancy. American
Journal of Epidemiology 160:668-678. DOI:
10.1093/aje/kwh271.
TITUS, K., T. L. HAYNES, AND T. F. PARAGI. 2009.
The importance of moose, caribou, deer and
9

‐ HUNT ET AL. ‐
small game in the diet of Alaskans. In R. T.
Watson, M. Fuller, M. Pokras, and W. G. Hunt
(Eds.). Ingestion of Lead from Spent Ammunition: Implications for Wildlife and Humans. The
Peregrine Fund, Boise, Idaho, USA. DOI:
10.4080/ilsa.2009.0312.
TSUJI, L. J. S., B. C. WAINMAN, I. D. MARTIN,
C. SUTHERLAND, J-P. WEBER, P. DUMAS, AND
E. NIEBOER. 2008a. The identification of lead
ammunition as a source of lead exposure in
First Nations: The use of lead isotope ratios.
Science of the Total Environment 393:291-298.
DOI: 10.1016/j.scitotenv.2008.01.022.
TSUJI, L. J. S., B. C., WAINMAN, I. D. MARTIN,
C. SUTHERLAND, J-P. WEBER, P. DUMAS, AND
E. NIEBOER. 2008b. Lead shot contribution to
blood lead of First Nations people: The use of
lead isotopes to identify the source of exposure.
Science of the Total Environment 405:180-185.
DOI: 10.1016/j.scitotenv.2008.06.048.
TSUJI, L. J. S., B. C. WAINMAN, I. D. MARTIN, J-P.
WEBER, C. SUTHERLAND, E. N. LIBERDA, AND
E. NIEBOER. 2008c. Elevated blood-lead levels
in First Nation People of northern Ontario Canada: Policy implications. Bulletin of Environmental Contamination and Toxicology 80:1418. DOI: 10.1007/s00128-007-9281-9.
USEPA (United States Environmental Protection
Agency). 2007. Estimation of relative bioavailability of lead in soil and soil-like materials using in vivo and in vitro methods. Office of Solid

Waste Emergency Response 9285.7-77. [Online.] Available at http://www.epa.gov/super
fund/health/contaminants/bioavailability/lead_
tsd_main.pdf. Accessed 2008 November 3.
USFWS AND USCB [United States Fish and Wildlife Service and United States Census Bureau].
2006. 2006 National survey of fishing, hunting,
and wildlife-associated recreation. [Online.]
Available at http://library.fws.gov/nat_survey
2006_final.pdf. Accessed 2008 Nov 3.
WARREN, C. 2000. Brush with Death: A Social History of Lead Poisoning. Johns Hopkins University Press, Baltimore, Maryland, USA.
WATSON, R. T., AND D. AVERY. 2009. Hunters and
anglers at risk of lead exposure in the United
States. In R. T. Watson, M. Fuller, M. Pokras,
and W. G. Hunt (Eds.). Ingestion of Lead from
Spent Ammunition: Implications for Wildlife
and Humans. The Peregrine Fund, Boise, Idaho,
USA. DOI: 10.4080/ilsa.2009.0117.
WRIGHT, J. P., K. N. DIETRICH, M. D. RIS, R. W.
HORNUNG, S. D. WESSEL, B. P. LANPHEAR,
M. HO, AND M. N. RAE. 2008. Association of
prenatal and childhood blood lead concentrations with criminal arrests in early adulthood.
PLoS Medicine 5:732-740.
DOI: 10.1371/journal.pmed.0050101.

10

