found 480 of 98,328 (0.49 percent) U.S.
children living in high-risk areas to have
blood lead concentrations in excess of 85
ug per 100 ml, indicating the possible
magnitude of the present health hazard.
This hazard may be complicated by a
lack of overt symptoms of lead poisoning
associated with these blood lead levels,
rendering early diagnosis fortuitous in
the absence of explicitly directed screen-
ing tests.
PHILIP J. BUSHNELL
RoBERT E. BOWMAN
JAMES R. ALLEN
RICKEY J. MARLAR
Wisconsin Regional Primate Research
Center, 1223 Capitol Court,
Madison 53706
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The Capsian Escargotiéres: A Clarification

D. Grébénart of the Université de
Provence, Aix-en-Provence, France, has
asked us to point out that, in our article
““The Capsian escargotiéres’’ (1), we ne-
glected to properly cite his work. Grébé-
nart’s publications (2, 3) on the region
provided us with the map coordinates
and brief descriptions of most of the
Capsian sites shown in our figure 1
(I, p. 911). His suggestion that the depos-
its exposed in Wadi Hamaja represented
two distinct periods of occupation origi-
nally triggered our interest in the Ain
Misteheyia escargotiére.

To avoid confusion for those readers
familiar with the literature, we also wish
to point out that the Ain Misteheyia is
identified as Ain Messaia (site number
36) by Grébénart, who followed the no-

menclature used on the French topogra-
phic maps for the region. After extensive
discussion in both 1973 and 1976 with the
local inhabitants, who all insisted that
the correct name was Ain Misteheyia,
we elected not to use the apparently
incorrect Ain Messaia.

Davip LUBELL
Erindale College,
University of Toronto,
Mississauga, Ontario L5L IC6, Canada

References

1. D. Lubell, F. A. Hassan, A. Gautier, J.-L. Bal-
lais, Science 191, 910 (1976).

2. D. Grébénart, Libyca 19, 172 (1971), figure 2.

3, , thesis, Université de Provence (1972);
Le Capsien des Régions de Tébessa et d’Ouled-
Djelle, Algérie (Editions de I’Université du
Provence, Aix-en-Provence, 1976), p. 38, figure 4
[entire book cited as reference 5 in (1)].

25 October 1976

335



