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PEEEAEHITTAMOER, BRTEEEN
W R, BV, RAEYEGRBIRIT R ETELE
HIBITEN, YN REEN I, B
HZE RIS S - ERKME. KREERMEE.
GRE MR, B3 % 40 A B B Bk S A W R R
NITRETH AN S, NYEE, HTRIEER
RV EARE, Bt AN E R EEE
Bik ., MR eE R, PURE T EAREEA,
XEYE—EBRE LRAMN, EREXE%Z
fREER IERGL, EREIERBRRIBITARRE—EPRA
5.

1 HABYEE

1.1 FKHEKHEEL (Aminosalicylates)

b 1it42 30 SEARAK, Svartz FRHEHE BRI IE 5K
FRLE A HFE B A BE LM BE (Sulfasalazine, SASP),
RIZST I RAE HHRITR, WORHHES) T &
IKGRREIFAIT RAEVE AR IR . A HIXE
HYE RN GT A S - BEKEER (5 - Aminosali-
cylic acid, 5-ASA), SASP 7EZ5#) - REEREMEE S
BEAKREBAEME, WREEHEHRBER
HIERHEF T /M, 5 - ASA TE4E 1 RYERNE, T
AR (AFESERN ., FEEEE) FEHH
REMLIE TR, 5 — ASA JAFT SAE MR AL IR M A 58 &
ARG, WTRESOMHRE MBS, B H =4 B4
(LB4) & %; QMEIAEAR, FBEIRHSIRR PR
S5 RIER N A KPR A B OWERE A R
@M PR AR SRR, WA IRIIAESEA K.

EEEFFR B EDHIE (Mesalazine) |
B, OREHEZEHBRBERUIKBIES B LK
W, AREAEE BN RS R R A BORE, WA
BRI RIFR T LT T ADE S, SR Al
FiRsy 3 2. OS5 - REKBGBR W ATIAS ZRIK,
Ho RV 3% M T8 400 A 1 U D R A PR RR IS T AL
X KL T SASP, 0 Sulfasalazine, Olsalazine ( B
¥YbHiEE) (Dipentum) . Balsalazine ( EHIE) (Cola-
zide) , Ipsalazine 45; QW EFHRE MBI Z M IE
pH S B9 2 BE AU, 40 Asacol, Claversal, Mesasal,
Salofalk (f4%%E ). Rowasa &; Q@ZHELGHE/MF
B L B, 4N Pentasa (BIGELZE), RO
IR EIFILASS, Rowasa 77, Pentasa iR &k — %
gt E A TR RS AR E. BN HERTRL
ATFERMEDREHFALEY ., BER%E, B
IR BPAE A

JUFH 5 - ASA HIAIFF R EAEREL, £2,

— 98 —
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R®1 JLMS - ASA HIFRE S

SAT  WE GEsiE PR 4 %Ekm
% pH
Salofalk  fUBEH A HENR: Eudragit L >6
) FERMH 11
Claversal FILBREFN  HERHE: Eudragit L >6
LR 1:1
Asacolitin B HF  FEFAKE: Eudragit S >7
HEERME 12
Pentasa ZEAHE Surelease *
Balsalazine 4 - FHIEHE-B -
AR (4 - ABBA)
* s BRI ORI
F2 5-ASAFISE
sk w4y R ER AL s
(g/d)
(%
LEART i BEEWE 45 3~6
+5 - ASA (S
2~4
(HERE)
RYhk 5ASA = 1~3
ZRE
EAIR 5ASA + 2407 6.75
4ABBA
532l SUETL:
ASACOL 5ASA Bl 2.4-~4.8
(FEEH)
CLAVERSAL
MESASAL
B% 5 SALOFALK 5ASA FpESE 1.5-~3
FEE RO U hI R
LEEY S 5ASA EEX1 2~4

SEVDRIGR I A T TR YT e v BE AOAE 1 1 o5 B A
THEHITH, RZ M Z 0 X BT ERA B T
Fo A BUEYE , Sninsky 47E— T 2 H.OBUE X RBER
Frst 158 fii UC 283 i A Asacol 1.6 ~2.4¢g/d,6
G, BAERCRBEN R, REN—HL ORI
HREFF LA 7 3 v (Etiasa) 5 SASP, 1697 4 & .8
ARG R BRRE RN ELAL S L&, IEAN
R BHEYBER TR,

1.2 FRREERMERRE
B ERRE SRR B SR AE G, R HLE
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TR AL MBI A B EITRL, 20 4 40 FAK
B I 25 [ i 2K R 0] 2 T 46 1R e R T 4 AE P T i
HINEYT , TR NP EE IBD fE Rz, T4
M EFEIESACTT A AT b TR e IR B TE
FR LS TT BAS | H BETR R AL e, DL R i b ZE K
5. [RIRE, Hoa Ul T BOUL I BR R 24 i A B,
RAGLR Skl s R £ BT R I, 08 KR K B B R
WS HE RIS, HAEH T4 DNA F B
FRREERS AU, B DNA Bl 502, s &
PR S AL B LT BB , W82 R AE A1 BRI, AT 15
B RAE 5 S IR

FEN FH B R BRI R 255 18, T RAEHE S
TR B A 4ERRAYT , B A R T A A B A
F LG8 SRgibs e I B BB A, R X e Bl Ve A
H R WG R () R = B IE AR F IR &, Hrid
B B 300 B B A 45 YR T I IR S it R BE D
Y 53 P40, 35 77 M 23 75 ( Budesonide , Entocort ) L 3R &
AR IR ORI 55, b M s RIS B R T
PR BIRRLNE AL, B R & 9mg / d, O R AR s
R RE = 5 IR e A AH ) R 8RB Bl B
(ELFE T BR AR B RS HIAE ) B RIS AN

Kane S57E—T1 201 = W B X BT RA VL&
TEHI s B, T M s TR AR T8 B0 B4 (RR
1.82,95%CI 1.15 ~2.88), kt. 5 — ASA 7 % & (RR
1.73,95% CI 1.26 ~2.39), 5164 k¢ Ei 2K B BEE
L

Mayo BERE—WBIR BN, A EE UC BE M
R E 30d,84% K155 2 F %, H—F /5 e 4k
REX R BH 49% o
1.3 SN

REMHRNFLER TR PEENRKERRR
MAERIMEATERIEVE T . Bean 3T 1961 5 #
6 — FiFLIE M ( Mercaptopurine 6 — MP) FlTI897 5t 4%
WK, BRTRZMHHNESEREZHIHE 6 -
MP FiBE R IZ RS ( Azathioprine , AZA ) , &5 BB 08 04 hf
PR HRIE

EERS A2 W) AR A DL R R K 6 - i S R RS
ARSI A DNA SRIHIH e & BT & HE A
(4, 3R 1BD ML R 6B 5401 T 40 A A 385 58 A0 40
RIENEH R, BRAREHE, PR3 ~
6 A, #12/3 MBETERA 6 - FiEIERS f5 r] & Wi
1Es B W R E RN . Y EEESE
Mo WHENG6-MP S0mg/ d 2= 2mg/ (kg * d),
AZA 50mg/d £ 2.5mg/ (kg - d) . XTHEEYE UC K
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RITARERL 60% ~70%

HHIBEER A(Cyclosporine CSA) R H —FEK
Beauveria nivea, ¥ 1E J 25 B BAH P R 1 254
R, A3 11 K /ERT Th 40T (it 72 M9 748, B
WUk B R B B R 5%, 20 B TRAERT A R IR R
CSA BAERFE RN 68% , Ak CSA B RAL,HE
OB ( Neoral ) 11 AR UK R 5F , %8843 18 & 4E R IR T
B

Assche GV S7E il B 5¢ iR 38 # %F 73 5] IBD
BENHFMER A 2 BAHTIRIT, 4318 2mg/
kg 1 4mg / kg, X497 4d, 8d BHE R E 50N
85.7% F1 84.2% , L A4 B F R R K 8.6% Fi
13.1% , MFAEZE A FEHWE R (237 £33) ng/ mL
F1(332 +4)ng/ mL,4mg/ kg 20 5 I & A4 R B E 1

(=]

®o

i 77 31 7] ( tacrolimus , X.FR FK - 506 ) B K HIH
HIEH, X JLEMEIATE IBD AT /NGB E
WITAR, BN RRNARDN, MBI E LR REERN
GEIMHIE S 10 B 100 5. ZEBERE (F 4
BRAR) BTHOHI A E A0 L R BRI L N S
FARERR , AP B A B A0 T ZHARIG5E &% B 40
MG =42 . 500mg bid, B 15mg/ (kg - d) , T
IBD (8, G R R AT R ek, 25 9 T Ui 5 i 32 4 38
B

— 2 b S RV T VA PR Bt MRS I R BT Y
BAREHR S, 14 5 # 5 0.01 ~0.02mg / kg 158
BEE] 1 A4z AR 1 3,10 H1F 14d Em1IENEE.

2 RITHPHERAGRNEE R E
2.1 RZHHE

RIT RAEVEIR 2 W) iR %, A R
X IAYT BRI R & A MR, B TR YT 5 SR
Mk, BHFIA R LERNET RN, B B
FE UC W] 3% PN ZURE iR L RE (SASP) & 5 - EAEKY
FR(5 — ASA) #iI 7], IRV PLRBB VR R, HE:
SASP 4 ~6g/d . EWHIZE 4. 8g/d BIHhiZE 3g/d, &
H3~4 k%%, WARRTEMB B BHE, I
FI5 ~ ASA BFIZEAL,0.5 ~ 1g, B H 2 IRAZY, ZMR
ik 93% , WEFHAR R UC A S - ASA, #4537 il
FBEGIR . R 30 ~40mg/ d, B UC KA
R E A S AL AL 300mg / d, SREY AL 40 ~
60mg/ d, 5] Fi§ ACTH, fnJCAK , ] 25 1 hn Fl S e 4 il
Mo BHFUHERTHFRBEER A,2 ~4mg/ (kg *
d), EEHAEH. ZMPEAL. Z04RS - ASA
—FEHL k., EE ACC #:#: OIFT B BBt

— 29 —
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HYES I R, AIREDHIR 2 ~4. 8g/d, RYPHIEE 1.5
~3g/d,SASP 4 ~6g/d BEVHEHEG | ~4g/ d; %
BPELERRAOREDIIE2 ~4.8g/d, Y
B2 ~3g/d,SASP 4 ~6g/d,KJEH 40 ~60mg/d,6 -
MP 8f AZA 1.5 ~2.5mg/ (kg - d), $EFFIRIT LB
ZEip s EVHIE AR 1.5 ~4g/d,SASP 2 ~4g/d,
EVHEER 2 ~4g/d, B3 R—K. QIRITEEN
St EE i %, A B Bk A B Jo 2% ], Sk T B AR
300mg/ d =k FF 33k FE AR J 48mg/ d 7 ~ 10d, I 3L,
#HIKFAAHE R 4mg/ (kg « ), B FARIER,
BRI RN 6 - MP,
2.2 CD Az

/NG CD # URE BB ENE KA, TS
- ASA IR T4 % CD, T ZERAL S - ASA
WERAF/MIRIET . REMHAYHTHEESE
JoE , Pu TNF B F Fmi[E v CD A3 ETE A7
RE T TR
2.3 HAAES

Rz N EERRERE R R REE, 45
BELIR SRR G E MW BA TR, B
BB BRI, EEBANEEE, TR
A, WAMEHINR] , AR EE ARG 1 2 S 4% — s s U ) 2 T 2
A R E S, RN BTSN AR R, MR EE
ANEIHR,S5 - ASA AR ORI S 08, Fe s 1 390 By
TRAEE, M3 ~6 H. BERAWFER.
GATERIT AR E R PSS HE OB R R
7o 1RITHY BRI AR R Z 45 G 4 22 Rl PR B
LG, B S &R LA Truelove B R 434% , T CD W
PAE PR CDKI 318, L E, T UC LU N
¥, 5 ARG URRIRIT F B LB, T4 CD &
X YT AR AT

Hnsm B4 I 2 W B & B P ) B
W R, A e RETBRERLEHEREZ
BE ARSI, #lin &4k vT A 5
FRENELHE AWK 100 ~200 mg ,FBE 1 IR
2.4 JLERR

OEAMZGRIFER (1 ~1.5 FEAR%), A2
VIREREER, QAYEE BAFX(BK. O
IR JER) MR EMEBRE N ERERERE. @R . F
ER— B EFERER, BEAFEYHES A
MATHAE, @HEE IBD A HLE . ORRAT
YREE LT YIAS B S
3 HBEYSFITE

M 20 48 90 RGBT Y F1ERIAEN:

IEPRZGHIATT A4 2003 #4551 3R 4 1]

i T BURAE VLI 18 R 28 A Y I RNe I 7
RIEWEHRIT . 5 BHY 70 RFEDHIHIXA
FIBIT o 20 4R 90 FARA), i 2 S H B 56K INF - a
BAGT AT o0 [ P CD B R R ST AL, T ITRE T
CD EVNRITRIBLIT, 124 2R FE N 15 0002
K, 40t 10 FERFFTESE H A X TNF - o X— 2R H
FRBABHEEM, ITRAE 70% U . BTAA
FREEES S AW, st CD M5, ERAIE
WAL AL T 16412 {7 L1 NOD2 / CARD1S %
REEEZR, &£ Arg702Trp, Gly908Arg, Le-
ul007fsinsC, [l UC W] % I, ICAM - 1, TNF, EBI3,
IL12.CD4 MDR1 % ZH LM, Nz UC # LIS R
WAERE, GHBERENS L, BT TIRT 4
AP h A U E AR, BT &, Y
FUXT CD yFRBF5T L, B F CD BE A 20%
SR S AEEI H YIRS R, A 20% BEE
HEER, X B TEF R R
3.1 FHZ R
B RFREE HRREA R R RS Tk E A
faFEAEREAR -1 (IL-1) BAE-6 (IL-6)
AR RSEE F - a (TNF - o) KF-5 00, 85 e
A TE St . A AME: Th, B+ (40 TL -
4 1L -10) &% Th,/ Th, 2 (A4, IL — 12 |IFN
-y HE B, AT S G R, R PR GE , B IEIA
A IL-4.IL - 10 755 BRI s & 2 b ff
PR, BRTETRIZEYH R B xR T 4 3%
LB 51 R ) R AE IR R o
3.2 TNF Hfp K Foilis RN A

Infliximab ( CDP571 | etanercept . onercept ) : In-
fliximab ( cA2) £33 [FH FDA #tHERKE—NHF IBD ¥4
STEIEDIRIR, i 75 % AWM 25 % RIEH(&H
254 TNF - o [ Fab) AR [gG1 BITREHIA,
Al BRI RE A 45 & B IR BT TNF — o, 284
A FRBTEKB AR R ARBERAES T H
EEL 490 ) T T A S R T A

Infliximab 2R, BH 2 FNBEAEER, K
WWIT SR PUR AT 4E5E 30 JH. (HEXZHEOBATETUAN
MFFHERS ~12 FERE K. EFR 8 A Inflix-
imab W] DI4EIRITROEEAE] | FF24#%, Infliimab 2 ME
— BB K] Crohn’ s HREEHIZY), (ERIESE 3 K
BWE(HO0 2 .6) BRI, & &K 8t H
K12 [,

5 B Infliximab 3897 CD i+, 4 8 A4
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10mg/ kg, 4 1K ,36 B} 49T 5 TC W93 s CD &
BRI R G, UG ACCENT I #f
FH,573 BliEZN A R TTIE 4 T Smg/ kg B{ 10mg/
kg,2 JEJG 58% Hy % CDAI /& 70 f5,50% My B
TTRRE4E S 30 J&,35% 445 54 &, 10mg / kg 4HFF R
HAETF Smg/ kg 4,

Feagan 2%t CDAI >220 3 H F GCS j457 TLaemy
Crohn’ s Ji 8 & 44 CDP571 1697, &5 R IAIT A G IR
SER M BRE(44% ) HE B TREMA(22% ,P =
0.05) , Sandborn WJ % Jij ] CDP571 (48 H 10mg/ kg
X 20mg/ kg) 1KY 169 B EFE P BIK, 1657 2 A
J& 45% B M B RE AT ARt R 24 &, &%
M,

AIREM 5 ~20mg/ kg Infliximab 7657 8 Fl#17
VIR R ELE UC B, 5514 S Bk RAER 15 2

A%, Chey & H Infliximab 357 T 17 BiR A, Kb 7

B SRS I V) BR WA Be e A, Smg / kg AT 6d,
A 16 G A I R 22 I AT 445 2 ~ 10 J§, R

-BHMBEITHR -

1R ARG T EBYIBRAR .

Baert FJ Infliximab 847 13 4 72 % B %, FEI8IT
HiJE 7 DI EE I 1E R 0T 4, B A SUR B 27
HHEMREER, SR A AR FEENE LT
EREAL, Rkt P HRL g R LT 2R, R
AR 4 F R R AR AR R B R .

Hanauer &7F ACCENT | Rpmtas 58,573 v &
H# Ik A Infliximab 5mg/ d,58% TEFZ 2 Rt r=4
MR ACCENT 1 BF 5% % B, Infliximab F25 8 &,
10mg/ d, — LMK 39% ,5mg/ d K 24% , T LR
FUINTBRLA N 17% o Accent I (5545 oK B K35
REHiiE Infliximab FEEHBEE T EME

00 Infliximab J7 20 19—~ E B JEH E B W
HACA( A &) o

Infliximab %5/ 3 B @I /E I G35 b 0F 0% E R g |
HRRE 2 IR AR S B SRR

Infliximab J&¥7 H 8 B & st CD By R0 3.

#3 Infliimab JRfTHERLEShME CD R EAEFFEMHNE N RITTR

P— BESH hlf‘l::lmjl; & I RA % e R G
g/ ke) 1IN LA INF LRI
Targan 1997 108(4 ) 5 81% 17% 48% 4%
10 50% 17% 25% 4%
20 64% 17% 25% 4%
Present 1999 94 (18 &) 5 68% 26% 55% 13%
10 56% 26% 38% 13%
Hanauer 2001 573(2 &) 58% - - -
5 62% - 34% -
3R
Rutgeerts 1999 73(44 ) 10 62% 37% 53% 20%
Hanauer 2001 335(30 J&) 5 51% 27% 39% 21%
10 59% 27% 449 21%
3.3 HAtbJrm JEL: o

BEE odp7 MK F(Mad2CAM) #E.
YEA, A SRR B4 % . Natalizumab 244
BPLA od B5 R PP X PR S B HEEIA
IgG4 Hilk b, W5 RIFH T iE s CD AR A
i TG PRI IEAE AT o

Ak, I N B IL - 10 (rhull - 10)
BIT 5% BIRBUG 18P 3%, X 329 BiMEIG M
% B 8 & N R R & rhull - 10, 8 K T 5
8mg/ kg thull. — 10 75 £ fE,28 KJ5 46% fm A IR
KRG BN , EL 32 P4 s X 95 B2 | B Bl i
B BASRAST TRUUMBISR , RIEG KIS
5mg/ kg rhull. - 10,28 KJ5 23. 5% B AN HE TR
REBE , HZ2E 2V, BIWER A, B R RN

H A EAERT IS K A W 0 L3R 4
4 BEEFXNREMERETTEOHR

H B 2578 SR P R IR T TR R TR B L R A
18, 75 IBD j B R LR B RS OL T, o Bk i B Y
BRUEREIS , FEA 0] (036 97 IS L2, 3 46 855
R IEIN A BB B R AR, JE R 25 5 51
xBTS R AT IR RAPT, LS £ AR
R T AR Bk AL DR R
B CERB L%

H BRTEX JRAE PRI o B FHIE 70 B A LA T oy
B PR CANRR AR IR BH IR B RS ) R
FELES BH R IR R A L I A 4% R B A R REL
LT ARt
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FZGFB AN R 9 RN B Bt % T2
F4  BHTETER RS

IRPREGINGTT 7515 2003 58 1 58 4
2 HHUESE%. HTREE, RIfERD.

A% wRL 3 FHI R W97 CD 97 UG LR B
fR3t T #kE4pRIE T
Infliximab Remicade A/ B#-&H TNFa Fpgig:r] X BREFATFCDI /M3 UC
Etanercept Enbrel ANE4H p75TNF ZE@E&EA TEL FIRE BRI 7ERF 5
CDP -571 Humicade AT RFLA TNF Hihg Fix AR IH 1 et
CDP - 870 x N RSTA TNF B4 B HikH FigiE AT A BREERR
Adalimumab( D2E7) Humira AP TNF i KIE AHIE I/ MEHF CD
Onercept X AEY pSSTNF R EH BRI A E I# AT IBD
s T B4
IL-10 x HYE IL -10 RIRE KIRE W
Tlodecakin Tenovil EHAIL-10 MEHARAET  FRIH IBD JAFFREE & L
ERRIRYT
Oprelvekin Neumega HAANIL-11 F AR E FAE B SRR RL
IL-11 x FHANIL-11 fEZE T fEZE 18 AR
FHAE T R E 4B B ATHE
Alicaforsen ( ISIS 2302) x ICAM -1 m - RNA I/t AXIH IBD I / TLHBF5E
RUENHR
Natalizumab Antegren AEHEREA B B M
o4 BEE NN
MLNO2 5 ANBHERIIA o4p7 BEFBH Jox 1 A1 &¥7 UC T ImF s

(Buf - AR R 5 = BBt B 3R )

S 3wk
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