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We investigated a possible strain, difference between in Sprageu-Dawley (SD) and Holtzman (HLZ) rats in terms of
fetal death and placental dysfunction caused by TCDD. Pregnant SD rats exposed to 0, 2, 5, or 10 » g TCDD/kg on
gestational day 15 (GD15) did not exhibit fetal death on GD20 whereas HLZ rats exposed to 1.6 1 g TCDD/kg did. In
addition, the placental disorders, including the alteration of glucose kinetics and the vasoconstriction of capillaries
detected in HLZ rats were not observed in SD rats. Next, we tried to study a possible change in the induction of
CYP1A1 mRNA in placentas between SD and HLZ rats exposed to a lower dose of TCDD, which did not show a
difference in the expression and threshold of CYP1A1 between these strains. The present study suggests that fetal death
and placental dysfunction caused by TCDD depend on genetic differences rather than AhR-dependent CYP1A1

activity.



