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TNF-o #7451 ( tumor necrosis factor-o, TNF-av)
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TH LT R IR 50 . 76 W9 00k 7 B 98 b 4% A
16 i85 BT 1A T B85 TR 52 PRI I Fik
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WARLSSEESEAGE 2023 4R 529 % B2 M)

Avacopan JRY71ESS 26 JH I 22 J5 1H AN 45 T AR
TR e ML A RAESS 52 JRl A FRESLZE M ) AR
TR o LRSS W Avacopan X
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