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RESEEEMEER,TLUAK IBD B—REMH LK
. B, IBD W25 YIGYT B AR E o B
RIE R ER B2 3045 5@ 1 19 0 5 5 R A
BREENFHRERM, BHRESRERR
HEHEFZERS
1 IBDEFHY

IBD {{IF i T BERBEKHRE . LRER
WE B H 23 K3, B FBE B k& (SASP)
REBAT IBD BITHI KB ERH A, SASP O fR)G
GEBME DRI BFBRS 5-ASA, B I,
SASP & 5-ASA KRBT R Z5Y), H SASP MK B K R
BAEMAZI—-ERHE, ZEREFRERTEH
FTHY 5-ASA BiAZEH X 5-ASA MEBHN. X%
REFREPE UC MRESH CD WERRTY
Y. & LIRE MR M IBD SbEAE R 1
B.XEATHEE UC.HEEE CD MHA /D
B CD KB EBIRTT HEREFIRT R
2 IBDBTHMERENHE

FEsd £/ 20 46, IBD MIATT A E R KK B
FEEAMX BD R BEABEF KT MRFEBRE
MEFLHERZEEH Z. Bk (azathioprine,
AZAM) RETHREBALY ., AZA T 1957 FHEREA
W, E & 3 = % ( 6-mercaptopurine, 6-MP ) 4 fif &
Y, HEKRARE SR ITIERTEER, Bt
RBEMHERILE SRS AR, BPRF ER R
R, L8 2o 4 ) AR V8 04 1 1 4 Y B AR, 3 I
i DNA & B, AT #0096 B2 40 B iy 38 78, B BHLIE 5T
TR SRR B 0 O A O S BE B AR B, 7 AR R
#l. AZA BLFHF IBD MI8S7E 40 RE HEES
ZRFHERE M BD WERFIRTRBOBER
Pitt IBD MiEFEMIAT. BABFINE AZA K
THAR— BERELKBEBITHTEBEAIHE, H
fE IBD T R BB E R EZIAT

Fraser ' 5@ — W KB A (622 f5) K Bt )
(>2F)HBFIEL AZA BT IBD HHLH AR
AKB(TH634d) /I AZA BITHBER 1A 3
ESHEERREBRABLEI S H K 0.95.0.69,

c 17 -

0.65, W AZA |a , Hoyr sEE R4 5 £ L,
B35 FREERFERPOH AR LH IR
0.63.0.44.0.35, FH I, TN NERK AZA BT
B EIRER A SE R E K R . AZA Xf UD 5 CD
WHBRITBR  BRHRTEIEMAXF CD BF,AZA
B UCBREXLRER BEEAREBLFEEN
BAMEY,

URERAIEN BD R EBOBIAFEESR
BBERBENAT . HEASHAREEFHHE,
BEBRLOERGNR ERBEERERERERTAR
RE Gerassimos Z WIBF R LLE T AZA M i
ZE(BUD) X FR R CD BREER BT
A RETE T TR, IR ERNLY
H,5PRAE AZA(2.0 ~2.5mg - kg -d™") # BUD
(6~9mg-d ™) Kik 1 &£ HRLERIEH AL AZAH
WRPBRTEREREHETR(P<0.0001),H
AZAHARBIRR2URILFRL2FEASHEE S
83% ,Ti BUD 41{Y 24% (P <0.0001), B, %t F
BEKmE CD BE AZA EARF R KEBRANFESR
HEAS T EHMR]T BUD,

BREGEZWILTELENHACE N
AESABIMEFRBEBSLFANTE, AL
FFHET R R M AN REMRBBRIE, N
B B, Etchevers 7 2 1 % T % # IBD ¥ H
B BLOFRE MERFUREMHE BT X
FREBRBEENWEBE, FELXFKARAZAE
BEREERIEKERYW I EH N, Rutgeerts
L BIURFTE R A AZA B9 B E R 5 L4945 R
i, T B D'Haens BFR " WA K AZA Xt FEHAA
BERXBENBBEAAFE A EA R KM
Domenech %7 & 1 — T A & # A9 | K 2038 B 4
HREA,AZA TR CD BERFHETRE
WERBEAR, HREMIIGE L AZA (VX R EHER
RWERKBRER, MAETL2MIE
3 IEBDARFHNEENFHIEY

EEX,BD MRKRELHABH EABHE.L
# IBD &% IR @K B &, %L 20% B2 % IBD
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MEEMLE, LEEN-REHRNBEER, T
B ARMEARKREORKPRN 5KWE A
BHEARBERIEE, Markowitz %7 # i —
TiRaHLY BRI 58 & B S e X BT 2 W CD &8 L
KRB BOUEFNBLURTBHERWHE
B, WxiyIiLH CD ¢ JLE B &AM EE N HE
FEMH AZA fiR A AZA, IR AZA 5%
BESEMBIRWYIG A, Jaspers S THIX
R RAEERESH RN AZA U EKY
W 7Bt IH]

MNFILERHE, K EEA G AR R RS
M —NEG, BT KSR EE R
58 BREFIEERY >25% WXF AZA XM &K
BILEMA B BBH BB, Fuentes £ W
RERKFBED 3mg kg™ -d™ (HHAE 1.0~
2.5mg kg '-d ") i) AZA XF TR EEEM IBD B)LE
M T ZHN AROERFRT IR, Faf, 8
RE—WE BN FAEHERE CD Bl EEHBLE
BYILENE AR BRI MINEREERS
wig EEEFESLEA. SHEXNBMHL, 2HF
REERINE T, Grossman %" WIHFEIREMLA,
A1 BLH A B R AZA(2.0 ~3.0mg kg ™'-d ") Rt
<6 FMBILRAEN, MBETHEARNRIRITHE
JLEZENE(>3.0mg kg '-d ™' )AZA B H A
FEKEBRE R T (62% ,P=0.02), fufiltd
BRE-MNUB<6SHMBILEETEHMAEN
EHEKEMBEBIFR . B Fuentes 15 H /M B ¥
RBEANE AZA GHERZ Y CD BILK
BEBTTE,

Rahhal %" & Y7 1BD 8 )L+ B¢ & R A 5 15
MeBERN AZA, R 5 IS P4 R B R RS B0 R B K
V193 EHRESBHBEFBUHR" . &
RXHEFTHEENHERELELE, BEBILHEE
HAREREANR TR EAAMEESELBZD
MBS, GRMBEERS S-H R F B A (TPMT) tH 23] T
Wl BB AZA B 51877 °1 BT I IR X 1t
BEEREFEARMEE AN AREYRIFAT G

.18 -

ARERAMEB L. M TR, KAMEMH AZA H
FBNEX 148. Img MEH X 59. 6mg (JEH E M
60% ), BRFERHME, ZHFTMN 13 MBREN
%, B R P A 8L E o8 4 S BT
( <1000mm ) i A 18 A e 1L BE A 3897, B 0t ) R
MR AZA BAMA S E T ERMATEERR
FIESL,
4 AZA FBRER
BRAAEBD BEERERPEERKE
A ERGYFBEERN—EZBAMNKIEX
E A EER R K AP EMEL
RE%, EREATEEREERS M3 F kKT
Rﬁ&‘]‘ﬂzﬁﬁ EREAYNRRIEA, B e
HMMAZHBARM. BRARE RN EEFE
BMRER—,BRkLERELN, BELAFEE
A EXZERASN, FAHIBEBESHAERZ
BiER, XMMRE AZARBRRMMEEEN
15% ~39% K BERMB R ELEN2% ~14%,
0.3% ~17% M EEREFREABARE. BHO4HER
BMAERBRBERUEAEE2.5% ~1.5% H &
Eh, MBPRRNMBEERER, XM K5 SERE
R EBERMORERDFNH 3% 2% . 10%
EFREEBIRM T, BRAHEETENREHR
B, EERBFET, HEEWE 30 RE| AZA /5T
BE MNSHALAAARKETRE, BEGFERR
KEIEH Kb 2 Bk R G ol 4k 4R F AZA (B Y
W), TPMT RIF P 5mmEnRIEE XN E,
BRI R H AR Y AZA B RN T E M
RITE Yy 6-F 23 2 14 (6-methylmercaptopurine,
6-MMP) , 7] B 68 22w % 4 Qi 7= 2 6-BR 2 I ns %
# # ( 6-thioguaninenucleotides , 6-TGNs ) %5 fi] 4 % o
TPMT JE#5 6-TCNs K F 2R X, BHBRZF
B6-TGNs EF, HHFHMH M REHM, AZA
RWITHRESHBHENBELENTKER, Wein-
shilboum %' 3 i 5% b 5 S8 ¥ 76 25 B9 1 VT RE I
BFAMEZE TPMT EHER ZE R, X 150 51
MERBMME SRR, & TPMT FHHEBE, WS
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BEMNGEAORARRE. EEXEY 9 MR
3t 1309 £ XX KT E 47 LUIF MG TPMT &
HNESHSHESHAYARR KRN 6 XK,
IC4EH OR XU TPMT 5 M5 BHMENZ MK %
BEHEEEE X (OR H5.93,95% CI:2.96 ~ 11. 88,
P <0.00001),7i5 AZA AR M EHE . BREZ
BRI B B X B (OR # 1.51,95% CI1.0.54 ~4.19,
P=0.43 % OR 3} 1.02,95% CI; 0.26 ~ 3.99,
P=0.98), WEXFH R LFE TPMT £ 54
B IBD BEMRABES AT , BT EH BN M E
PE3# 0 B9 XK, 1B 2, Ban %'V i3 Xt B A& IBD
BENFALKRAEOABD AL SHANHS
TPMT AW REHF LA B KB, HERHEN
TPMT, A BE 4R E 6 I AZA B 4%t %2 1Y, I IR
EABEXEBHMMH R LM TR, De Ridder
17T ) MR 45 2 2 A BE XA 22 IBD B L AT R
%, RIN AZA Rt ZHBILE TPMT R EH £ &
ez ia K LB, Winter £ % T # & Xt TPMT
T YRR 7 B AT 07 2 171 R 75 B F SR TR 30 08 24 77
9 IBD BERRRM KL, N THE TPMT &3
HEREEE L REE AW EERE, X 130 &
ZAMEHTT MEEHR, RRERMN ™ ENE
BEH0 I 7 @ TPMT 35 4 W & 7T 848 T TPMT £ H
BEIWIE, TPMT RBFEFMM S H SHIKER
X BENOHRRAR—EEHARE IBD &£,
HFrs " ELXRE 112 ) IBD £ F TPMT %
B A5 H R IS B BF S & B TPMT % [ 28 75 i A
FHETHRAMERA BRI ERERR
(100% ) (BB (23.1% ), B LT R, %
FTARWZZAMBERINNAEEBEES TPMT
ERELSHZEMKR. BZ,AZA BT P EHEM
OB SR EHNH S TPMT £R S5 HH
RXEBEBERHE—EHE,
5 IBD BETHEMEENRKE
HEXBIHBRES,IBD BEPHREE L
AWK SEEABERMN, BEER IHIELER
AZARTF2FEBKRERNEE N, REAH

.19 .

i IBD B & F AZA J5 B B8 1 KUK 1 o, (8
CD B & 74 5 1 3 K ik B8 K fin 18 W 2 8 )2 6 iR
©Lh CD WHRER AZA SHERNERXRZ
BAE, SRBRMAH AZA/FERRITH IBD B
EHPRREEHAREEI T 4 FH—-NEESH
HERAS AL AZA AR, ZHFRSERE
BB AZA/FE 1 IBD B35 5 AWR? Lew-
is 41" @ F T, W] A Y ( Markov model) JE45 T CD
BEARMBRAT A REERERFEHITH,
RAMBIR CD A GF2SBUKRE B XRELHE M,
B2 HRAY AZA B FHOK E 8 B X1 9. 8 fiF
oL, EMMERETATEBENERBITHR.
B CA, AT LAIA R B0 AZA M E s KBS T 4
BEHRASF WAL BD BEFMNE, LHEX F
FREE. AN KERAXNREETS AZAFESA
REBEMHAZA BZNREE X TRNA R Tik—
EHR.
6 ZHFIBD BEEARENHAHINK

ZeiH IBD B E e M 25 0 XU — B 2
AEOH RS, A¥ERRL ER AZA/FIER
WITHZE, 2= ILHHEX ERIEMT 18.5% , 5%
KEGTEEIT 9.7% ™), Cornish %' (% % 43 b7
R B LB H A% B FI4yT IBD MR, 2 A
B AZA FRBR ™ B R KRB B L R L4 51
MT 6% .15% , X5 Francella % fBF5 % B
MR, ITA R R e REE 52 AR A5 SR
EEEXR, REFEHHEL AZA X ERO Y
W EHEARKEDHEG S RILOEEEKRTF
AZA 3F B LB e , U4 F) %, %t 1BD J& 3 oy 22
BAEREEFERBIT R EREKMA AZA
BIT o

& LRk, AZA X} IBD B 997 3 B % B4
AHZEE, EAFEESE. AETREERER
HEYSAPANEBAX, AZAEANEN AR
>3mg-kg-d” HRIIKEHIAEREFEY AZA
FEH1.0~2.5mg-kg-d™', WEHRATH AZA B
EEE , RENHEHRTAENRBE, HE
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MM F 6-F S B (6-TGC) K F B B # N iF
i AZA %t IBD BET RN A RMIER IR, A&
W bk, IRIT FFER AT E TPMT & KF AT AT
PREALIE BRI T LA T B 3 G R B 8 f (], FEZS R Y
EEER CD BE P, I KT 56-TC KF
( >250pmol/8 x 10° 4L 4H ffl ) IE #I % (P <0.01) ,{H
BHEAEALREREHEBEE S, WE 6-TG K
FEITH AZARBRT RS R RO TAA B DS
57 008 LAk B4 B0 RAT AL, T AS 2R A4 H 40 L
PERBREL, HRELAKF 6-TC KFEL
R & ( >250pmol/8 x 10°*) {EL73 %+ AZA HE4K, M 1
BN EEMARERA BN ERENHE, HFR

B
7 AZAETBD BSAM ERAMATFNEE
e

A5 Y IBD I bR MR 5 1 7 19 6-TGNs 7k
EHE™, BAREFRFREXMERL . {H Ooi
%3 Grossman ., Wright 2% Morales %" g5 5%
B HEM Ao Ooi %K I 6-TGNs K V- 7E 15 B s
KERWBILTFHEBRTREDNERB B IL
(P <0.0004), 6-TGNs >235pmol/8 x 10° 41 40 i
WUERSEHATHE. RS ADREL
IR, W AZA B £ 99 7K F 78 % Bl I PR S 4
BIYIR R E T T RN 5
#) 6-TGNs K F A%, Grossman %" B 5% 1 % B
38 B BT B A 5T 305 6-TGNs KR FH B A %,
B A & BT 2 B % 19 6-TGNs K A&, Bt
TA KX <6 B @ BILE K AN BIFR R £, B
6-TGNsACE =4y /b, i B8 JL 4K M o S 5B, o] A%
FEAEFEH I T AN AZA &, Wright @ 0%
FRAK I BE i 6-TGNs 55 7% 1% 30 9 & JB 46 3, Rl B
AR — AR R 4. B ESWE
6-TGNs HFEM — MBI IE R B Y BB 5.
it T4 8% 2 1A 6-TGNs £ S8 K, H §i o g5 iF
TCH # UG PR 66 il o Morales %1° 34 % 6-TGNs 7k
¥ 5 mg/kg FI 2 WA EMBHE G EE XN
BR(p=0.17,P =0.03), MiXEF B A

.20 -

5-ASA {8 #& 6-TGNs K ¥ 5 mg/kg 7| & 2 [a] Y Bk
REMB—R(p=0.24,P=0.01), WHBREM
# 6-TGNs K-, W/5 wTeE 7, WsRMER
B FREHEEMS 6-TCNs K VKT, BRH
MR 5 6-TGNs K F2Z AN EMBHEKR,
fEL{T B £ 7 186 0 5 B2 M4 9 39 B BE 6 6-TGNs K F- 7+
o EXRRMATXHERHRARLARN, Bk
Ahmed Morales # & — /™ B U2 : % W R4 AL
6-TGNsHIB A MM AR, — HXH X MEAAE
B AHEEEMAELHTNERARERE 6-TCNs
K¥o EBEMAFE—SHRRKIESE,
BZ,AZA £ IBD B R R R B EBEAIT
SHEEEFA. BRAZAE—-ENEREM,
HIREHMOGESER Bk LEZLK. &
BIfE R A REKEKERA M, K AR K
HFHG. AZA BT BERBHEER—E LHK
FEIRN, BFENMRER, EHERERELTHM
EEMEERBEHMERABRBMEKHYRX
PR o
(RAPEHAZHER KB ME4ELELS
R¥EMKE)
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