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WHFER R OMEEL (33C) : Thalidomide, a sedative originally used and now used for the
treatment of multiple myeloma, is one of the most famous teratogen that causes birth
defects such as limb truncations in humans. The teratogenic effect of thalidomide is
strictly species specific, i.e. mice and rats are resistant upon thalidomide exposure

In order to seek the molecular mechanism on this species of the
thalidomide—induced phocomelia, we attempt to examine three point—time series of
comprehensive gene—expression analysis for 1, 000 mg/kg thalidomide—exposed mouse embryo
in the case of both the whole embryo at 7.5 dpc and the hindlimb bud at 10.5 dpc, As a
result, two candidate transcription factors were identified, and the teratogenicity
experiment using the activator and/or inhibitor of the related signal network are now
in progress, in order to verify these candidate genes
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