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ANIE] TNF 06 908 TR 97 IBD, A 45 B s Bt 14
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FEAS 255 XT TNF 77 A2 F 0 WA 428 B AN [R) 3 A
2 Infliximab

Infliximab J2& % A T 72 2l 1 19 Bl—— A IgG1 ik
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i AE 8 JA 45T 10mg/ke, BTG 48 J, 53%4E +5 2%
fife, R AL 20% 4k F5 2% ff 0 Bl U5 11 1] K 22 4
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od BARIEBIE KB AT RE, X 40k
A E A VEH . Natalizumab 2 5 4 TgG4 Ak
I RESLR, BRI ad G F RS
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RWNRIT %S I R LS I RA R, AWM CD %
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YT MR CDALE PR 2, ImIKRZE M E N 39%,
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Zelaltit, $U IL-18 HLiRIAYT CD BIRCRA TR IIE
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G P S AR A 1 AR Y — R4 o IR B, EE4H INF—y
B T 38 o I 4 X 4 T 1 o I BE D AR YT A8
WZER PR . Hie ik, 45 CD &1 INF—y &
T AL . SR, ANERF R AR I, BRI
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T LA INF—y B4 338 1 nl DL 2R 97 CD, sh¥
BEAIRF S &2 B, JRYT TNBS 25 1 R0 IFN—y PR 5L
PUIL-12 Hrdkae2E . 1L IFN—y HLiRIGY7 CD 19
WFIEIEAEHEAT
11 1L-10

IL-10 J& Th2 40K 7, Thl B 40 A W 11-12
FUIFN—y DA Sk 20 B 40 A i 1L-12, TL-10 &k
B BLPT AP ARG M I A . — T DM 300550 3 — 7 R AT
FEHGHE, 46 B KT CD BE ML 0S5, 1, 5,
10 3% 25pg/ke B9 7 & 28 Pk fH A &= 40 A IL-10
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. 15 94 %% 2 h B2 TR S UC B3 B 0T K i
AR AT LA, e RS R R
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MG —, RIESIPAE RN, DR TR AR
o A T 006 4 Jm B 85 TL—10, A7 5 /&5 1) 485 Mg 8 i
IL-10 ¥ B2 A A6 i 8508 . Cong BIF 5T 40 T 45 5 1
Tel 40 ML A 1] IL-10 3697, #k A AT GE7E CD 5t UC
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TL—11 2 ph ) 5 40 6 4 VB 1) 40 i 7= A= 11 40 Jit 181
T, BAZHAEYFIRE, WA T 0N A B
VE FH R0 5 fi T8 G A B BRI BE . IL-11 7ER YT
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FY N IL-11 (vhIL-11) #H FIE97 CD, {H 2R
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BAW R, A NEEAEBURER B EH T UC
MAEFREIRYY, WS T 5BV R 1.2g/d AH LAY YT
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FEERE A S T REE — W | 45 A TR O A DA
FAMLEI 2 — 25 MW, A B X S U5 b 58 i VR T A
HITEAR

BEAh, R 5E IR T T 400 58 0 S I Y
e, WRA M, EARERY, FHRIBYT
MR, (UIEBEIR —BREE (PDED) ., BN ¥ (NF-
kB) #lI AR, BUREA R AT

X 43 F KO0 & BLRI 9 0 i i, (AT
REWS 8% IBD M K SRR iy R0 . ik s, 5
T BRI 258, BR TG 3 RIRIT 254
(5-ASA ., W Rz oo 25 [ B A G e 1 7)) 24, H
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