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In order to study how transthyretin is involved in the mechanism on PCB-altered retinoid metabolism, we administered
TTR-null (TTR-/-) and wild type (TTR+/+) mice (13wk-old) a single oral dose of 2,3,7,8-tetrachlorodibenzo-p-dioxin
(TCDD; 10 or 20 pg/kg bw), PCB77 (3,3',4,4'-tetraCB; 50 or 75mg/kg bw) or PCB126 (3,3',4,4',5-pentaCB; 1mg/kg
bw). Mice were sacrificed 7 days post-administration and sera and livers were collected. Retinol, retinyl palmitate and
other seven retinyl esters in both serum and liver were determined by HPLC. TCDD and PCB126 significantly reduced
the liver retinoid levels both in TTR-null and wild type mice, suggesting these effects were mediated via AhR. PCB77
significantly reduced serum retinol levels in wild type mice but not in TTR-null mice, suggesting the involvement of
TTR in this reduction mechanism. Liver retinoid was reduced both in wild type and TTR-null mice exposed to PCB77,

factors other than TTR and AhR are involved for this reduction.



