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Establishment of model system including human ABCC11 transgene
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Human earwax is a secreted material from ceruminous apocrine glands, consisting of wet
and dry types. Previous analysis demonstrated a SNP (c.538G > A,rs17822931) in the
ABCCI11 gene is the earwax-type determinant. Body odor is sometimes one of the nervous
matters for human. However, the chemical constitution for the odor was not yet clear. The
human body odor is mainly discharged from apocrine glands of persons with G allele.
Curiously, rodent has genomic deletion of the full Abccll gene that might be evolutionally
advantage to escape from enemy by means of no body odor. Thus, the mouse 1s a natural
model system as dry type of ear wax.

Previous analysis demonstrated another polymorphism (A27) of the ABCC11. As the first
project, we detected new two people with A27 from Japanese. One is a homozygote of A27
and AA, the other is a heterozygote with A27 and GA. The second project was how
association of breast cancer with the ABCC11 polymorphism. It was possible that the dry
type could be associated with reduction of frequency in the estrogen receptor negative
breast cancer. We have previously found a supplement which might reduce the body odor.
However, scientific evaluation had not yet performed. As the third project, we analyzed the
effect of the supplement against the human axillary odor for the people with ear wax G
type. We detected significant difference between the people who took the supplement
against the no supplement. As the last project, we have interested if the mouse has the wet
type ABCC11, how the secreted material was increased or newly discharged. The mouse
cell including the ABCC11 might also useful for a study of drug resistance. We constructed
the transgene including the human genomic DNA of the ABCC11. However, the adequate
expression was never observed in the mouse ES cells. Now we are ongoing to generate the
model system for analysis the function of the ABCC11.
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