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Abstract The induction frequencies of mutation at the hypoxanthine —guanine phosphoribo-
syl transferase (HGPRT) locus and cytotoxicities of benzo—a—pyrene (B(a)P) were exam-
ined in V79 Chinese hamster cells with and without S9 mixture. B(a)P was cytotoxic to V79
cells in the presense and absense of S9 mixture,but failed to produce significant increase in
the frequency of 6 —thioguanine —resistant mutants without S9 mixture. The mutation fre-
quencics induced by B(a)P (with S9 mixture) were dependent on the dose of B(a)P. When
doses of B(a)P ranged from 0. 5—8ug/ml,the induction frequencies were 7—24 mutants/10°
cells/l pg/ml.
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