Potential treatment, ustekinumab in psoriatic arthritis and conconmitant chronic hepatitis C
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A|(Golimumab)& AH&-3F o] 3 Al FA| W3t IgA AFHZ 165 A7 0 o] & Buslaral et S 344 Ex} #4171 20149 119 2.4, 3A1 %
& T2 Yttt 20089 A HFAS 2T AAZIEA, A 02 HuA), 28| Ro| =5 B85t F 20141 8YRE IWHE, 250185,
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2 kg itk A8 2 Golimumab F-o1& Fdatal, @A EA& Ao e W75 o] A 02 3551 = d3olct ZA A5 3 YA
EwhE= AR 3o 2 75 Z (amyloidosis) THS- 0 2 TgA A1HZFo] 9l on] gt AL/ F8 4 0 2 B iw|o] gk, FAgke] WA e]sts] gt
WAE FEEaht TEIRIAH(TNF-a)7} #3o] & AoZ BT Slv}. Jeuh FUIARIAAAAZE 23812 Helper T cell type 1 (TH1)eIA
Helper T cell type 2 (TH2)Z 9] 73+ freste] Al A4 2 W B8 3495 fdate] [gA A S-S W AIzIth= Bt glolch d#E 2 A48k
A B 5H 02 AMg-etAdalimumab (Humira)oA] IgA A5 o} B e Qlglovt 2 Zeof Z9-olr A IgA AF o] gl ZAA 25 AskAjol|A
Golimumab A3l IgA 21 Z9] BA& ©&7|d Fe| X E 3}E vlo]tt.
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