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ABSTRACT

The toxicity of zinc to genetic material of lymphocyte culture was reported in this article.
It acted as clastogen and mitotic poison. In clastogenic effect, both chromatid gaps and breaks
were noted with a high incidence at 0.03 mg/ml dosage. The mitotic poison effect, indicated by the
reduction in nuclear division, was first detected also at 0.03 mg/ml and was extremely exhibited
with the increment of zinc. Zine should, therefore, be declared a dangerous element from which
genetoxic effects could not be estimated provided that tests are conducted in other systems as well.
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Numbers of chromatid aberrations

Dose Percentage of Total
* leti ¢ B 1
{mg/ml) %Ml abnormal cells Deletion Fragmen breaks reaks/ce

scG®  scB®  iscge  iscmd

Control 100 10.0(10/100) 9 1 - - - 12 0.12
0.01 99.94 12.0(12/100) 10 2 1 1 - - 16 0.16
0.02 91.0 36.3(37/102) 12 7 15 3 5 2 62 0.61
0.03 17.0 76.0(57/75) 43 34 17 14 - - 139 1.85
0.06 0 - — — — - — — - MIn®
0.1 0 — - — — - - — — MiIn
0.2 0 - - - - - - - - MiIn
0.3 0 - - - - -~ - - - MIn
0.4 0 - - - - - - - - CMInf
0.5 0 - - - - — - - - CMIn
0.6 0 - - - - - - - - CMIn

mitoses per 1,000 cells of treated
mitoses per 1,000 cells of control

Hnene : * = Mitotic index = x 100

= Single chromatid gap

= Single chromatid break

= Isochromatid gap
Isochromatid break

= Mitotic inhibition

= Complete Mitotic inhibitior
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