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JRER 1 ngl kg, A9 THUAR ST B 60 ng/ kg BW . AEJERE 28 5 H T VR4 & Bl /i PCDD/ Fs 90 R M
B R M EW( ZHATENED) o BIAES) P56 I A7) ikl nl 0l 52 3 58 2647 5 0N, R K A
SRR B eV L R R I 1 R A T U 8 R e A T N AR LOAEL)Y T BLAT 8 5k WA A7 A B G RN
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