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A v — ORI RERBEICHERZAEEHR
LTWAZLBRELEZLNRS, BWE
5L, ESEBKEH’A TIZRKOMAE
OR72HER2-/HER3- /3 # — TRz <,
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BEMNLRET S MALT U 3 liZ 38R
HHohT, BT EE MALT U o EiC %
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