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RIEE JK (inflammatory bowel disease, IBD)
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HEEA KBHFEIRE IBD B 78 RAiEEE
B A & & R VE o IBD BB (AN 78 1 S )
B, SSBAMRRMEEFI™4, WEHEN
% (interleukin, IL) -1, IL2, IL-6., IL-8. A& If%E
HF (tumour necrosis factor, TNF) -o £, TR
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vator of nuclear factor-kB ligand, osteoprotegerin, RANK-
RANKL-OPG) i@, fnf RANKL #1 RANK 454,
W 2 B 40 B o0 AL R HE T S BUE R ks n . B
# RANKL 1 OPG 454, N|FH B RANK # RANKL &)
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F*XEH 5 (low density lipoprotein receptor-related pro-
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(XHEHYE B4 (American Gastroenterological
Association, AGA) KA T X T HEH —IHLA R
K 19 IBD 835 I XAE X 45 % X (dual energy
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