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Analysis on chromosome aberrations and micronucleus rate in peripheral lymphocytes in workers
exposed to low power impulse microwave radiation
ZHANG Tian-xuw  YIN Jirlingg YANG Shuya
(Spaceflight Central Hopital, Bejjing 100049, China)

Abstract To study the effect of low power impulse microwave radiation on chromosome abemrations and micronucleus rate of perph
eral lymphocytes then provide a reference data for the health monitoring on occupational exposed workers. 42 workers exposed to high
power impulse microwave radiation were selected as © high power group’, 60 wotkers from element post were exposed to low power im-
pulse microwave radiation were selected as  low power group’, 51 workers without microwave radiation exposure were selected as con
trols. Their chromosome aberrations and micronucleus rate in peripheral blood lymphyocytes were observed. Result  The detection rate of
abnomal micronucleus individuals in both exposed groups and the micronuleus rate of high power group were significantly higher than that
of the contwol group (P<<Q 01). The detection rate of chromosome aberration positive individuals the incidence of aberration cells and
the aberration rate of chromosomal pattern in high power group were sgnificantly higher than that of both low power group and control group
(P< 0 0D, while the chromatid abermation rates were no significant difference among three groups ( P~>0. 05). Afier excluding the age
factor using partial correlation analysis the micronucleus rates and chromosome aberration rates in both exposed groups showed no de-
pendability with service length ( P= 0 451, P= 0.270 respectively). The low power impulse microwave radiation may have some
negative effect on chomosome aberration and micronucleus formation in peripheral lymphocytes of exposed workers.
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