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Abstract: In order to study the effect of BDE 209 exposure on gene expression of deiodinase in placenta of mothers
and brain of offspring of mice, 75 Kunming female mice were randomly assigned to control and two experimental
groups through gavage for 10 days before mating. Then 8 mice with the similar fertilization day were selected for each
group and continued to gavage through pregnancy and lactation, until weaning. Real time RT-PCR was employed to de—
tect the expression of deiodinase mRNA in placenta of mothers at gestational day 17-8 and brain of offspring at 60
days after birth. Morris water maze was used to exam the ability of learning and memory in offspring at 60 days after
birth. Body weight in pups exposed to BDE 209 was recorded on day 2, 16, 30 and 60 after birth. Compared with the
control group, no significant difference in body weight was found at birth (day 2 and 16). On day 30, the significant de—
crease was found in female pups in high BDE 209 exposure (p <0.05), and in male pups exposed to both levels of
BDE 209 (p <0.05). The escape latency of BDE 209 exposure group in postnatal days was longer than the control
group, both in male and female mice (p <0.05 or p <0.01). Real time RT-PCR displayed that BDE 209 exposure sig—
nificantly decreased the gene expression of three types of deiodinase in placenta at gestational day of 1748, especially
for DI (p <0.05 or p <0.01). DIH gene expression was significantly induced by BDE 209 exposure in the brain of
male pups at 60 days after birth (p <0.05 or p <0.01), while DI-3 expression was significantly decreased in low BDE
209 treated group. No effect in deiodinase gene expression was observed in the brain of postnatal 60 days female pups
(p >0.05). Together, these results indicated that BDE 209 exposure in utero during pregnancy and lactation might dam—
age learning and memory ability in pups, possibly through manipulating the gene expression of deiodinase (mainly in
DI3) in placenta of mothers.
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Table 1 Parameters of GAPDH, DIH, DI2, DI3 genes
(6'-39
Gene name Accession No. Sequence of the Primer (5'- 3')  Amplification efficiency Sizes
-3- NM 0080842 - F TTGCTGTTGAAGTCGCAGGAG 102% 1o
(GAPDH) NM 008084.2 - R TGTGTCCGTCGTGGATCTGA ’
NM 007860.3 - F GCAGTTGCACCTGACCTTCA
I (DI- 1) 109% 122
NM 007860.3 - R CCGGATGTCCACGTTGTTCT
NM 010050.2 - F CACGTGGCGTTGCTTCTG
I (DI- 2) 104% 112
NM 010050.2 - R CACTGGAATTGGGAGCATCTTC
NM 1721192 - F CACCCTGGCCTCTCTCAAAG
il (DI- 3) 106% 168
NM 1721192 - R CGGGTCCCTTGTGCGTAGT
2 BDE 209 (g
Table 2  Effect of BDE 209 exposure on the body weight in the offspring mice
/d
/n
Postnatal time/d
Group Sample numbers/n
2 16 30 60
8 1.8+03 11.0 04 33043 32716
Control
8 1.7£0.0 8.6+23 298 +1.0 33028
Female Low group
8 1.6 £0.0 8918 275+14" 34412
High group
8 24+0.1 11913 38635 393 +43
Control
8 22+0.1 10.1+2.9 338+1.7" 387 54
Male Low group
8 23+0.0 102 1.1 290=18" 38528
High group
L* p <0.05;** ,p<0.01.

Note: * compared with the control, p <0.05; ** compared with the control, p <0.01.
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