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B 8 624 92 29d Frolgs #AY, ASANAYEES IE w3 prednisolone, methotrexate,
mesalazine$ A A o2 EL&3H a2 109d #A4" = HolHE F422 AAHGgN BEF
A8 F AARF d3tH gy A Wz oF =l ojghy AAA F= AP REH
& Anpy] Qo= AgxAolh HAAE AR B2 104 g/dL, dAvtEAYE 306%, BE
T 5900/ul, ¥ATF 185000/ulfith. 87AAME ®]F 1.025 pH 55 ¢H9W ++++, HEF 0-1/
HPF, B8 0-1/HPFE 2™ 24413 a9k M8 55 g/day 2 AZF T &0l 3 2414 A¢
AgeteldAE 27 164 mg/dL, 0.4 mg/dLR R, FH2HEL 154 mg/dl IR A5 B9 7
7+ 4.4 g/dL, 19 g/dLI o IgG 702 mg/dL, IgA 275 mg/dL, IgM 44.70 mg/dL, HBs Ag(-), HCV
Ab(-), VDRL(-), ANA(-), ANCA(-), C3 844 mg/dL, C4 333 mg/dLZ =5 A4l RA factor
94.90 IU/mL, CRP 11800 mg/LE Z+7t F7F Hol AUt W71 AAM 2 42U E 23
3 M-spike®= @## HA FUch Hries BHGES HS AGeE FAU 23 " wgAbd @
e FACINUL SFRAE 36 g/dLE YAdHoz NARY FAE 24 H2 g . AHFH
AH A B3 AolE HAA 949 AFTAS 178 global sclerosis® Holx YW A ALAE
AU zte} NEFZNE BQY WA & A5l SAANINELS gk A depR AR
W4} 2]-& W nonbranching amyloid fibrils®] &< o NFGHEZow A3
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