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WFIEER R OBEEE (F130) : FEE BN AWE Benzene ORI, hydroquinone (HQ) D 4efa iR/l
FLEIME S ~T v AR (LOH) B R M 2 78 L 72, HQ 7% tubulin & OFH AANEM %I LifHE
RTERIZ 1T 5 tubulin A/ fREED /N T o X A L4 Z & X° Hogl-Swel morphogenesis checkpoint
AEMAET D 2 LD, ZENOOMEN LOH FRICHLH T2 LEA N, Elckkx =

FNF—F H(LET)DA A2 B — AR 2 (RN 2 LOH 2% 35 2 L 2R LT,

WFIE R R OB EE (3230) : Hydroquinone (HQ), which is the metabolite of the non-mutagenic carcinogen,
benzene, induced loss of heterozygosity (LOH), through chromosomal mis-segrigation. HQ interacted to
tubulin, interfered valance between polymerization/ dissociation during microtubule formation, and
activated Hogl-Swel morphogenesis checkpoint, suggesting that LOH induced by HQ is implicated in
these characteristics of HQ. By using the LOH detection system, various iron beams with different LET

also induced LOH through homologous recombination.
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