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Abstract

Some epidemiological comparisons of congenital oral
clefts, particularly relating to the Asian region, are recorded.
There is need to extend such studies to case control and
cohort studies in order to be able to better determine
etiological factors. Studies of different populations have
shown variability of genetic constitutions and variability of
outcomes of their interactions with suspected teratogens.
Examples of risks of occurrence in the development of oral
clefts and other birth defects through interactions of gene
and environmental factors are noted. Experiences in a few
industrialized countries, so far, indicates that obtaining in-
formation about the nature of such interactions in popula-
tion groups requires the establishment of central birth reg-
istries, including surveillance of human abortuses, linked
with environmental monitoring.
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Ethnicity and Location Period Source of Total Births *Recorded Cleft per
Ascertainment Surveyed Categories 1,000 Births
of Total Births
Japanese - Whole country* 1957-61 Hospitals 334,529 LS A 0.85
Japanese - Whole country* 1957 - 61 Hospitals 280,828 L S A 1.65
Japanese - Hawaii* 1948 - 66 Multiple sources 67,068 L 2.65
Chinese - Taiwan* 1955 - 62 Hospital 14,834 L, S 1.92
Chinese - Taiwan* 1965 - 68 Hospital 25,517 L, S 1.45
Chinese - Hong Kong* - Hospital 9.876 L, S 1.62
Chinese - Singapore* - Hospital 39,665 L, S 1.74
Chinese - Singapore* 1985 - 94 Hospital 474,542 2.07
Chinese - China 1986 - 87 Hospital 1,234,284 1.60
{Xiao, et al. Plast Reconstr Surg
1990,86:1248)
African Black- Nigeria 1976 - 80 Hospital 21,642 L 0.37
(Iregbulm. Cleft Pal J 1982,
19:201-5)
African Black - Nigeria 1977 - 79 Hospital 56,637 L 0.46
(Ogle. Cleft Pla Craniof J 1993;
30:250-1)
Filippino - mixed Asian 1989 - 96 Hospital 43,969 L 1.94
(Murray, et al. Cleft Pal Craniof
J 1997;34:7-10)
Thai - mixed Asian’ 1993 Hospital 6,016 2.49
Thai - mixed Asian® 1990 - 96 Hospital 30,326 1.62
Caucasian - Denmark 1976 - 1981 Multiple Sources 358,730 1.89

(Jensen, et al. Cleft Pal J
1988;25.258-69)

* Vanderas. Cleft Pal J 1987;24:216-25.

* Categories of total births: L = Live births; S = Still births; A =
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