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Postnatal carcinogenic risks of fetal stage exposure to
environmental pollutants and its epigenetic molecular mechanism

MEREL (EX)

MERKRE
KB F—B8  (OHSAKO SEIICHIROH)
RRKF - REREFRHARH - £HR
MREES : 00274837

FRIEE R OBEE (Fns0) -
BABOBRERFNFELLE BITIIRA LT ORFEICHE X D HENRSSN TN D,
JEAEINC A AV NTBRE S NAEETNTZEZEREY TIL, XY VLR EOERRFEYEICK
B RS DAL SRR N E £ D, AWFFETlE~ T A2 AW T, ZREWE OREHEE %
H DI CYPIAL B TIZBIT D DNA A TF ML EOZE P =R T 4 v 7 AF V=0 BEHD
AAFF VBB TENTDHZ L, BEOREOSFHEED 25T LT,

fFZERC R OBEE (B530) -

Recently much attention is focused to the hypothesis that the fetal stage environments
can influence health and disease after birth. Laboratory animals exposed to dioxin in
the fetal stage are prone to cancer when they are administered carcinogens such as
benzol[a]pyrene in adulthood. In the present study using mice, we demonstrated that the
epigenetic memory including DNA methylation of the gene for CYP1Al enzyme responsible
for metabolic activation of carcinogens was altered by perinatal exposure to dioxin and
revealed a part of molecular mechanism causing this alteration.
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