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The principle investigator’ s group has revealed that the histone chaperon is required
for inducing the acquired tolerance in human cells. When acquired tolerance was induced
by low-dose stress (hereafter, called priming stress), they found that the histone
chaperone is recruited to a stress—responsive gene s promoter. Moreover, they
demonstrated that the gene was expressed at a higher level after lethal stress following
priming stress, compared to when lethal stress was applied without priming stress. The
co—investigator’ s group has generated mice deleted for the histone chaperone gene
specifically in skin epithelial tissue. They carried out mutagen—induced skin
carcinogenesis experiments using the mice. They found that tumors showed higher
frequency of spontaneous regression and lower frequency of malignant progression in
knockout mice compared to control mice. These results warrant that the histone chaperone
is a potential target for a novel anti-cancer therapy. They have collected tumor samples

in these experiments for further studies.
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