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Study of the cytogenetic toxicological effect of petroleum operation on habitual abortions”
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[ Abstract] Objective

tions in women engaged in petroleum operations. Methods

To analyze the relationship between sister chromatid exchange (SCE) and habitual abor-

20 women with habitual abortion and 20 normal women at

childbearing age were selected,and randomly divided into observation group and control group. SCE incidence rate in

peripheral blood cells was analyzed. Results

than that in control group (P<C0.05). Conclusion

The incidence of SCE was (8.43+1.65)% in observation group,higher

The occurrence of SCE might reduce the stability of chromosome

structure,and might be associated with habitual abortion in women engaged in petroleum operation.
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