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Therc arc now available plenty of authorative data on the carcinogenic j 1— .'1, 
Id] and mutagenic [1,2.10] activity of vinyl chloride monomer. Increased 
frequency of chromosomal aberrations detectable in peripheral lymphocytes 
of chronically exposed workers has been reported by numerous authors [4~6, 
11,12].

We have repeatedly analysed, using routine cytogenetic techniques 18], .3 
blood samples from each of 9 workers occupationally exposed for 10—27 years 
to relatively high mean annual doses of vinyl chloride monomer (about 20—150 
ppm of air). In the third blood sample series we also used the SCE technique 
[1 ij and compared the frequency of detected chromosomal aberrations with 
the number of SCEs m each sample. The blood samples from 8 healthy persons 
were used as controls and were collected with the 3rd blood sampling from the 
vinyl chloride (VC) workers. The control persons were matched for age and sox 
and they were not exposed to known mutagens during 3 months before the 
time of blood collection.

The results are summarized in three tables. Tables 1 and 2 show the instabil­
ity and non-homogeneity in the frequency of chromosomal aberrations over a 
period of two years. Mostly chromatid and chromosome breaks were detected; 
chromatid and chromosome exchanges occurred only sporadically.

Table 2 compares the frequency of chromosomal aberrations and the num­
ber of SCE per cell m 7 blood samples. There is an apparent increase in both 
parameters in comparison with control levels.

The mathematical evaluation of our results was calculated only for the 3rd 
collection. Conventional aberrations m VC workers were non-homogeneous.
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