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ABSTRACT

Dental enamel hypoplasia is a putative marker of childhood morbidity (nutritional
or infectious stress) which can be analyzed by age-of-occurrence using a calcifica-
tion standard. We have recorded age-specific occurrence of (a) minor linear hypo-
plasias, (b) pits, (c) major growth-arrest lines, and (d) combined hypoplasias in 103
specimens of 17-19th century Caribbean slaves. This population is probably unique
in terms of environment, nutritional deficiency and other severe environmental
stresses, and (especially) association with historical resources that might allow more
specific correlation of stresses with hypoplasia chronology.

Barbados slaves have a clearly defined central age tendency of 3-4 years at
formation of hypoplasias. The lateness of the mode, the percent concentration
between 3-4 years, and the residual occurrences at 4+ years are relatively pro-
nounced compared to other reported populations (notwithstanding differences in
counting techniques). The age of first hypoplasia occurrence per individual is also
probably later in slaves than in other populations. The 3-4 year age range encom-
passes the year following the historically-documented relatively late time that slave
children were weaned (at 2-3 years). Other non-industrial populations show a
hypoplasia peak at 2-3 years following a presumed weaning at 1-2 years. Thus the
weaning hypothesis and other historical factors (such as periodic food shortages and
famine conditions) help explain the mode and the residual distribution of hypo-
plasia. The historical sources also support the general expectation that the post-
weaning period was one of high risk.

Following studies of extant populations (Sarnat and Schour, 1941; El-
Najjar et al. 1978; Infante and Gillespie, 1974, 1977; Moller et al. 1972;
Ainamo and Cutress, 1982; Gruenwald, 1973), dental enamel hypoplasia
has recently become popular as a marker of childhood morbidity in exca-
vated remains (Goodman et al. 1980, 1984; Schulz and McHenry, 1975;
Cook and Buikstra, 1979; Hillson, 1979; Black, 1979; Clarke, 1980; Cor-
ruccini et al. 1982). Although precise causes of this interruption in enamel
deposition are multiple (Pindborg, 1982; Fraser and Nikiforuk, 1982; El-
Najjar et al. 1978), much of the hypocalcemia leading to hypoplasia forma-
tion is generally assumed to reflect metabolic stress, temporarily disturb-
ing amelogenesis, due to malnutrition and/or infection.
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