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STRAIN DIFFERENCE IN TCDD EFFECTS ON FETAL SURVIVAL AND PLACENTAL
GLUCOSE KINETICS IN SPRAGUE-DAWLEY AND HOLTAMAN RATS.
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Possible strain difference between in Sprageu-Dawley (SD) and Holtzman rats in terms of fetal death and alteration of
placental glucose kinetics caused by TCDD was investigated. Pregnant SD rats were exposed to 0, 2, 5, or 10 ug
TCDD/kg on gestational day 15 (GD15), and examined on GD20. TCDD exposure did not exhibited fetal death even in
the highest TCDD group. Likewise, the histological changes of glycogen cells or increased GLUT3 mRNA level in
TCDD-exposed placenta, the effects of which were observed in our previously study in Holtzman rats (0.8 or 1.6 pg/kg),
were not observed. This strain difference suggested a relationship between fetal death and alteration of glucose kinetics
caused by TCDD. In order to evaluate the possible underlying mechanism, the expression of CYP1A1l mRNA in
placenta was compared between SD and Holtzman rats. The expression was found similar between these strains,
suggesting that fetal death and alteration of placental glucose kinetics by TCDD depend on other factors than CYP1A1

expression.



