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2 T R R 200 D 08 5 (20 10 A AR A e 20 M 1 4 A AR 3 5
(3) 7 B Y & 1 S I 2o 82 e R 37 A0 B P A0 PR 858 A AR 5 (4) 2
i 96 2 e 1 2E K 5 I S A 0 SR e 1 TR R e A R 4 i
ARAT AL T Pk L AT 3T bR A L 4R 22 00 5 (5) 5 S A 24
7 A0 PR i 3k BRI BE (1 ng/mL) W] g #F 1E 8 A 2K/
T 240 i A K 5 (6O FE R PR O R IR R .
2 wWFAE

H A1l 2 % FH it 56 4 9% W B K 36 (CELISAD kil CP & &,
L ELISA AR Y OB IR Je 0 i) He T 2 15 B W A A3 11 %
AT AN [R5 A< W06 B AR A9 0 A2 o X 4 0 A U O vk AT LA 2D
— B AN ERRAER A G BOR T
3 CP 5&FEREXY
3.1 Bgpi HPhrn &L &3 CP({aecal CP,FCP) 5
A E VE 95 (inflammatory bowel disease, IBD) ¥ 48 5 1 .

IBD J2& — 20 J5% PR 2R B 19 18 2 M0 0 98 R P 5 » 2 0 366
B Ve 45 i R A0 v B S, HLg FEIE AL N gl et R . H
Tl » 22 5% JT VA B8 R0 20 PRS2 55 4R AN D7 VR R 5 AR RE TR K
F R AR E K G A R RS S A R A BB BR T
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HHEAT T 13 WUHESE, Hoh 6 UER XS B (n = 670) B BIEFEFN 7
WX LE AT DA (=37 55 M A4l 4 N B 7
IBD #1823 3200 . JLAL N 61% . AL FCP A il it fUk
PR S 43004 0. 93(95 % C:0.85~0.97),0. 96(95%CI
0.79~0.99). % A JLAL 43 5] K 0. 92(95%6 CI:0. 84~0. 96)
0.76(95%CI:0.62~0. 86) , FIALHE S#HE LB % S A F it ¥ &
M (P=0.048), H 5 N Bk & B A BB A5G0 I, FCP
FESHy— 3143 T 1 IBD 4 B A 2 51 B . 7T LA A0 R 0 21
RAER A, 5 E SBT3 T TR SRR T
TR 5 2 R ARG T 5 s 1) T Bl L S 02 T

81 T A — Rl L A Hy A s R G112 I 4
RAE » I AE 1 AT R D I, 8 B 10 B A G DU 4 AR A5 TR N
FE, Montalto %t 61 44 2141212 W7 18 M 1 42 1 28 %
T4 AR B FH AT TTST L A R R B B A K R ok
YUMIRE , 5% R AL L IR G 41 FCP YR 7R 8 8 % A8k, T
Bealer Al Colgin™ ff) — 38 & JeBF 58 T 41 A i CP /K F 5 %
P B 48 9 AH G O ST T X — AR AR A AR S S B R 42
2 W AR G BRI AR 4R
3.2 BYILEWmE B4 IU R T A R SRR IR I R R
AR 5 BN A i), Savino Fil Castagno'™ il i % % i £ 5L
(breast fed, BF) filfit 75 #} (formula fed, FF) M2 55 (1 228 )L (AE % .
13~90 d)FCP K & B, BF 41 FCP H {3 ¥k - (555. 00
ng/@) W 5 T FF 20 (206. 60 pg/g). % W13 7 X 5% m
FCP (1 & o {5 J2 3 52 mi L A7 o SE R AR BIESE . 10— 300
YR AR AR 1A A B4 JL FCP i sh 46 T & 31, Tk J2
A T B 32 A AR A 2R — A H i FCP I8
AR A K T B . FCP AR o A2 LS 9=
T2 W bR R W I R R BT Rt T LI E
RKF 2k FCP 5 3 41 B 8 A ™

FE AR DF5E B . IR B FCP X3 5 JL % 1BD 7 % 1)
BRI S PE . Sipponen F1 Kocho' X JL # iifs FR # 11 ] IBD & %
IR A R FCP 5 583 19 I R AE IR 55 1 PR A 9 A7 26 1 2
25 ABJ2TE IBD (B3 536 97 I E] . R FCP Rk Ik, U
TE B 5 B — 47 5825 AL T I DR 22 i 1 4 T Re AR G T Sl me 1k
[ 93 8 FCP /K P AE IE W B Z N,
3.3 OUEEZE O LA BE R O LR Sk PEIRAE . FE R R
AR KRR R R E I, Katashima 20 % 55 4] 200k O JLAS
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2 K 5675 K (rheumatoid arthritis, RA) & —Fh & UL 1 &
R B BOR M Y A I A B A 9 L SR B D 1 e
R AL LT 2 BB R RO T R . RS I RNG T
FEBH 1k 975 17 R R A D BUR AR B . PR R BB D)
BT RA B2 Wi H 8 9% 150 755 995 15 32F Je L WL 28 97 %0 Y G
BIESC R S fe b . 20 tHad 40 4R % H %85 7 RA B4 1
W kBT FEXIE A F (rheumatoid factor, RF), #£ 5] T2 W
RA G br ™ B, JE S 45 %, 40 N & R 1L 2 11 5L & Can-
ticitrullinated protein antibodies, ACPAs) &% ) & ¥ /& RA £
Vi €50 35 7 ) HL R
1 RF

RF Z X} TeG Fe BHUER AN —2K A B, 7 RA
PR 38 75 06 AH JRE S k22 L AE A B B G g5 P
MR GAPELLTERA T LR A AL L 2 R P i L E % A
L3 A ARG 0 3 gk R A TREBR PR 300 ~5 00, B AFE N 1025~
3020077 Kl RE B HEAS e HERR RA . BH M 00 25 & i PR A IR
AT,

RF 4 1gG.1gA.IgM %95, TgA RF.1gG RF 7£ RA %
L P A — i LHE L TgA RF . 1gG RE AR B0 i B,
Stk 1gM RE &M mt . 3 Fh RE [ i 8 4 2 — 7Y
Fhr 0B NN I L IE RA 261 % BB H 1gM RF IgA
RF W& 5 RA BH KT BT 1gM RF . IgA RF KF
B AR IE A G L 5 A0 24 R L% T [ B A & & 1gMRF,
TgA RE I, H 15 ik & DR By O A A8 bt R A O T UL 48+
IgM RF.IgG RF 5 5 R824 8 W 2 iU A Ry R,

FINRBRALK & ik
CERAR IR D : A
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Bobbio-Pallavicini & 8 57 % Bl RA B & 16 2 K )
BTG KGR 25 B 5 R 9T I TeM RF . IgA RE i 2 12 3 3
FFELH TG RF %4 454k Bos %50 3£ 1L 188 4 RA M ff
FABT R A AHLHEATIR T . 45 2R B . 1gM RF i B2 T R 0% £ B
L 20 W % T C- I 2 1K T K B TR0 1gM.RE ] £
RAETE AR EY .

2 ACPAs

B M 1964 FIESLHLAZ T (APE) & RA (9455 H: b ik
I 0] A2 B 0BG , R 2% e BB A TR A PR (AKAD JHiE
BMEAMLZEAVA (AFA) LKL Sa HLik# 4 RA 2B
BA B m e, ERBUARTE AL A 54 B B ARG AT Y
FALH S A N Ok 2 A Ht N AR AL R BBk 72 RA
RN B SR R AE . B & B ACPAs 338§ 3 N & R
KU (BT CCP B Hi R AR AL £F 4t 2 1 R 01 (ACF) 4t
S A N R AL 8 LB (BT MCV Hi 40 4

2000 4F- [E 4h 15 WK 4 18 AR 4 2R 22 & A (filaggrin) [ ¢cDNA
O B — & & N & IR 119 36 Ik (cyclic citrullinated peptide,
CCP)HF+ ELISA #:l, Z B HXT RA Wi 700 98% .
R 6820, P RA 37 MW I ¥ 45 B4 . B CCP A BH
PR AR M 5 0 B — A B bR AR e SE B R R TR A A
IgM RF R CCP HU ik REHE 2 /5 RA M2 WK P . BF 5 IE
S CCP Hu X RA 12 Wi A % i 19 45 57 1, U FL7E 952 o 12 10
o RF Pk RA B3 . BT CCP Uik B 7 9112 Wi 5 x5
BTG PEAG A B X, Nishimura 25 78 H &k 09—
T Meta 43 A4 H - 91 CCP Hii k5 IgM RF A lL X} RA 2 Wi





