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PRI ORENRD HILD, 2 b OMIfEIZ X Y EA XD tumor necrosis factor alpha
(TNF- o) - IL(interleukin)-1-IL-6 - IL-17 - macrophage colony-stimulating factor (M-CSF)
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Z OO FRIN Z T HK & LT, ORADHCHIKTH DI MY oAb x v o3y
B PR (anti-citrulinated protein antibody: ACPA) OB A LaEELEH N 5 s L 72
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R OB L 72 Ca 1349 30-40% L 2MAPIZIRIN & 49, Ca DM & B A R L 2 e+
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WiTENTT AV BV U~TFFEZEDO AT aA REEHERIE (glucocorticoid-induced
osteoporosis : GIO) #A K74 > Cix, 1 H 1000-1200mg @ Ca & 600-800IU @ & #
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