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(3) ELEFE ( Urticaria Activity Score 7; UAS7)
UAS7 & [FBEDEHDFEE & (0 =none, 1 = mild, 2 = moderate ,3 = severe)E5 DK
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FEF LTz, 30 R RICHEL., WPOEEAREI Y FO—ILEY 15mmUEHD
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