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Abstract

Chemical mutagen-induced chromosome damage was analysed in cultured peripheral blood lymphocytes from
B-thalassaemia traits and healthy individuals. This was prompted by the fact that B-thalassaemia trait is present in
1-17% of different population groups in India. To study mutagen-induced chromosome instability, G, lymphocytes
were exposed to bleomycin, ara-C or gentian violet in 48-h cultures. Spontaneous chromosome aberration frequen-
cies in lymphocytes from B-thalassaemia traits were found to be in the normal range. In all three clastogen-treated
lymphocytes from B-thalassaemia traits, there is a degree of hypersensitivity, when the results are averaged over a
number of individuals, but some individuals overlap within the normal range. The heterogeneity in chemical
mutagen sensitivity observed in B-thalassaemia traits is discussed in terms of the oxidative damage consequent on
the genetic and biochemical features peculiar to the B-thalassaemia trait cell.
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1. Introduction from pB-thalassaemia homozygotes, the chance

finding of a B-thalassaemia trait in an occupa-

Earlier we observed a heterogeneity of chro-
mosome damage in lymphocytes from B-thalas-
saemia traits in the cytokinesis-blocked micronu-
cleus assay and chromosome aberration analysis,
after y-irradiation in G, and G, phase (Krishnaja
and Sharma, 1994). Reports on the increased
chromosomal aberrations in lymphocyte cultures
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tional exposure case in our laboratory, as well as
the fact that the B-thalassaemia heterozygote fre-
quency encountered in some communities in the
Indian population is as high as 17% (Sukumaran
and Master, 1974), prompted us to undertake this
study. With such a high heterozygote frequency
present in certain pockets of the population, the
chances of encountering B-thalassaemia traits in
radiation-and chemical-related industries do exist
and the present study is an attempt to determine
sensitivity of B-thalassaemia traits to chemical
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