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ol k. AR, fEeiE. BITSFER, M
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Gipm, FERUEREOKESEG. RS
BEER, HCERKERR., HEMAEH LS CD
FEHAM, BAREEENME R, A6 200
BIRER LR, FIBTHR,
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FRF MEF AEHE (EEEER)

#iRE, CDE—KFARE 14, 60% ~80% K
WABHNEFE R, 10% ~20% FIKIER, 5% H
BRFEAREME" . ZRERETRE, CHMER
JRILRE . RVDHIE ., SREMA . BRI FFHEER
ABEZMAYIARIT, FEZ2RGTFRIAIT, RREY
TR, VIRE KRN, ATH BT
3.1.1 Infliximab & —Ffh iz & Bl A 7T (&

Infliximab
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Pk, WT§E CD RRHLE 2 mEEIEH MR R A
FAMERIERF - o (TNF - a), Infliximab if i
SEWMEFR T 40 R E A TNF - o 54 W #5
TNF - o B4 PiE . IR B7~, Infliximab &
ITRAMFPEEE CDBAAR, ilE#ABHEER
SRR Infliimab H K ZH& % CD KT 259
EYORE, HAYWAR KM /N, HEFENE Smg/
kg, 2h NEREKEE, ATEIRR 8 I ER A UBRE
&,
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JERE, REH FZRAITRES 4%, Wikl
BHBEAKESR, WHEBMAREMHIF, o Ta-
crolimus (FK506) , FK506 ZFH T, BRMEE
HIHERE SN, (EA Hi B 2% W0 R HEHE A M8 1 1
RAEVE B 75 A SL Ao Baumgart DC % 4 35 F
FK506 JA¥7 31 {538 R MR s R HEh 4 2 AE T M i
(H+H 6 fi CD) , Tacrolimus 0.1 mg/ (kg - d), H#Fr
Me5HEFEFFE 4 ~6ng/ mL, ST 12 A, 458
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3.1.3 BAEmMTHEBE AIREXELE CD A
17 Ak TR o

3.1.4 MIAEBRRSME FEEEY, R TFHIBHAYT .
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Y, RERFEEMR. MRS HE, 2003 485 Hbt
Jor (5 BT A5 357 2 b [R) 5 P9 5 R 5 sk T 4 AL [RVR T
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3.3.3 SRMRY  RIBITPEE CD W—KHY, &
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MEE, BHEO~8H (F¥3.1H), BXatk
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(kg - d) ) T EHEESIME CD AW BECR, WA
BEA SO AERRIRYTY, X — B9 20 42 90 AE4URK
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EEI CD AR CD IR A A — AR, PEE
CD 5t KA CysA B9 BABERAR 61% o HBHI
i CysA J5, 3 ~7d MAEIRA VI B BR, REiLER
i, fESTRE K. FYI CysA AT LIHH A S %
Z A CD BERREM, (B KBIN g ER ST
MIVERAR, SEAEROSEE—B. H CysA
BETHER CD gyt BEWRIT Y, K AZA. 6 - MP %
BRI YRR B ], (O AE AT %9 b5k
HYTFHIZ 17 LG A R IERMITH, BRTAN
CysA EBFIAM AR F 4 A, Fib, ZREE
WBIT R CysA Mkt R AIFTHY, (HERMAE
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NG AE U
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R — IR, RS AR ZE W T 22 00 A B 3
FrFB,
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FF I RSN T - B PR 4 31— ot 25 W M > S5 R S - = R R
BT EHA~ET AR -H ALY, AKE
HAAE R RERELLE R I KRBT

- 1058 U5 -

£

new biological drug

NEBEE AR S, BFIFHES DNA FEREHZ 5, B
AR P A A T PR R 3R 1 R T 4 R, 3 U K AT I
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Mg -2 %,



