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SR A I PRI IT F W X TNE i 50 5 B AR RA
B H242 Tofacitinib BEA& MTX JY7 5 » ACR20 H 43 tb B i
LA R YAl [ 45 5 5 48 4 i 26 (HAQ-DD W95 1 2l JE (DAS)
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