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Functional analysis of steroid hormone receptor superfamily gene of sea snail (Thais Clavigera)
OTakako Kurokawa, Ken-ichi Kato, Masaaki Kajiwara, Hitomi Enomoto, Yuji Takahashi, Takashi Miura
(Environmental Molecular Physiology, School of Life Science, Tokyo University of Pharmacy and Life Science)

In order to gain further insight on molecular mechanism of endcrine disruption of sea snail (Thais Clavigera) by
exposure to tributhltin (TBT), we cloned a steroid hormone receptor superfamily gene (tSHR13) from the snail ganglia.
To examine a function of tSHR13, we constructed two chimeric receptors (tSHR13-DBD and tSHR13-LBD) with
human ERa, and assayed transcription activity using COS-1 cell. tSHR13-DBD chimeric receptor, containing the DNA
binding domain of tSHR13 and the ligand binding domain of human ERa, activated transcription in response to
17B-estradiol. But tSHR13-LBD chimeric receptor, containing the ligand binding domain of tSHR13 and the DNA
binding domain of human ERa, did not regulate transcription in the presence of various compounds in the steroid
hormone biosynthetic pathway. These results suggest that tSHR13 could bind to target DNA elements, which are

similar to human estrogen-responsive element, and activate transcription of the target genes.



