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¢4 1 7% (inflammatory bowel disease,IBD) & 1%
PRt RAE R E R AR , I B LS % (ulcera-
tive colitis, UC ) 1 75 % B %% ( Crohn’s disease,CD), H
BwmplH AT R RS BEFERIERTHBRAR &
BEGRRR RN KL GBS ERERES S
o IBD MIZGEGTT 25 45 B E K B B 3R] 0 2
MR AR SR ML S, P EE KGR EF A%
T PR IBD WEHZY, KA EZ

20 {t42 40 £F4X, Nana Svartz 4§ —$i 4 K (B
MeeE) 5 5-% % K # B (5-aminosalicylic acid, 5-
ASA) 54 1K % BR 90 9B 1% B 0k B ( salicylazosulfa-
pyridine,SASP) , R B HABRT R RB R TR . &
ENH (SN ARREREBLTMEAXRYTR) 5H
REEFMRIR, S H MG R QB EKE, ATHF
AT IBD #3457, 1977 4£ Hanaver Z A T
5-ASA g SASP 447 IBD M EEH B R 4, 5-ASA
55 SASP 731 X4, JE B A AT B R B E , M 7 FF
B S-ASA Hithll, S-ASATBEHERATFHER
B R BB BB AL, {H 4k 5-ASA OV, ZE /Mg L BY
R B 3 R M, B B 3 OK B B oK O B 45 Tl % IE B
fir, EILFERRSEHI 5-ASA WBERE FER
AN G, LB 5-ASA R EHRK:O
RARAFHED (RIS EL UM Z BT E
OB ) 6026 5-ASA B 5-ASA B, LA &R

s B-EAERRARRB - ARERA—-#

-33.

#MBHR, REMEHL S-REKHE, 0

[ XMH#FREW] A

K. QRAIS-ASA IBARSES, CLAEH
REK G RRRTZS B , 7645 1 40 6 18 2 % A G 4 R
TR#MBEER, B S-ASA,SASP hF 1%,

1 BKEKGERWEHN

1.1 4k st "Z (SASP)

1.1.1 SASPZjH% SASP FiFi&sF IBD &% 60
REMFE, B—4F 5-ASA 5—4 FREBEMRELL
BERBHEANASY, ORSELELE—BR
R MEEHE, ER KM S BB
T RTE I 9 40 78 18 %42 iF JF K ( azoreductase ) 1 i
TR BB R K E S BBR YK,
HEAFABEZ B (BB BZRERRRE, R
REFEHRERRKM) G, AU BB . Z B4
BUSHGHEMTEDSEANREL, BY
B 5-ASA B SASP W EBE AR, AW (Y
80% )NBELG  REFBEARERH, HEEHE
FILEI B R R RN N, URMHE=
& BN R-1 BRIEN TR B

1.1.2 SASP ISR #Hahfid~6g-d',5r 4

CRER, A ZERERAET HR R E BRI

BHh2g-d” EFRITR1~3 8, MEGHEHHER
. ERASENBERMAERABIT. SASP 3 UC
WIS R BesF AT F X145 CD M2 S 4 X
CD K657 B0 M AU K ; % B4kl B CD $ %,
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Wa RZERE 53 7 BE 95 R B, SASP FE CD M4 R
BT AT CD REE KW, HF AR T LR,
BARRBEHENEHFERBITHEY . Nikfar
&R R K AT BT 1966—2008 4 ] 20 1Bl
PLA B X BRI, 55 36 U L R R MU BB H R
SASP fLiE RN ER KRERE AR KE
EEAFRMMBARFAH LR ERER; SE
R, BhERKEXZ LR ELER HEAFR
R HZGEBERK. ZBITHE IS SASP fEIRST
UCEHFRAIMZE T M S ZDHE RYHRE
BE XM EAR R BN M E 85T 0 AR R TR
IR, B SASP B BRRIAE R UC MEEIRIT, N8
# A Bk i 52 7 6 B 1o FH B4 5-ASA 5o

1LI.3 ABRM SASPARRMMKELERNA
10% ~45% , SASP FFBUA B R 545 7 B # X 4
REMBHXMERE, ERXEERAGERM S ~
12w, ZEORAE >4g-d "B, B RBHA R KB
5EHRAMIBEREAE X, RAREL.
ek KRB HARR LR MAL A E HT
WA%, RAREES FEEE XSERE.A
MRS BAEERERAND. B S RREERLER
mARNERESE. FEEEAHLSENRND
W, BREMG it # i & B 4h 40 M A i, AT
EHBUATES, W EHEMERS A X, L
BWAP| 2 ~3g-d B, RREM AT B KB,
1.2 A3 3i% (olsalazine,OLZ)

1.2.1 WPBHgEEE K24 FS-ASAELME
R B TR, 1 R XUK ¥ B £k ( disalicylate) 46 &
P ENRERR. XFHGMESREAT LK
Bt e St p B, KIS T AR B AR
FEMIEE, HREHLSGNE 2% BMBHR
I ,98% Hh 45 o 40 P 08 R AR IR NS UK R, T R 4L 2
5F 5-ASA, izl & b SASP W — ¥, (R T4
BEE MEHAABREAR. AMNREATE =&
B T AR, IR 16K o B 0 R o) i B 1, SR T R IR K
W iRV RAE R . OLZ f0 SASP 7] 8 ¥
ENEBAMARSNLRESBHR/DEBG G R
R, BMERTUWERE,OLZ IAE K 40% ~

.34 .

80% B HEH B, H—E 2 ~4w HREST R B
BE 3 SASP & A4 80% B &, — BT i % RUIR
BEWHE, B OLZ 377 1& 3 ¥ UC M7 B &
BIGEHE BIVERESHEMXHEERN,
1.2.2 BYPHGIEKNAE OLZ 5EMAE M
¥ 7B B W, (L SR A0 R A 6 R N i
(EEREHRME) OER, B A Bk,
i [ BEH AL E R ZMGHMERM, Bk, IFRm
HMAFIRIFR, — B 2g-d " AR, EiFH#
#1g-d', Singer %" Br7E it 18 260 fi UC B &,
20% K2 % ,48% KK L5 K ,32% K H IR
REZREH K, 86% WBELTEDY, RYH
BIRIT ow 6 M A ABEN N R 2% F191%,
3% KB E AR RARYRIE, RNRREA AR
1§, B EARRMES. FERNBRDHRIET
PR UC SHERER, M TR ZRAMRE
B, BEmWERL.

1.2.3 BMPHBERRKN K S-ASA # 5 5 H
Ze PR BEHED I BHIBEA R R E
HREERAMUEARRMINEL &R LE,
Lo B BB %S SASP X B BB MEER W
%, RPETENARRMAARR OER.H
iR R CEBEES, BEARRHAMMFAR
A BN, EABERAHA 5-ASA R R,

B8 Y01 /N B KRR A 4 B 38, — R 1
BT, IE %45l B8 E R B o1 o 0 3 L (B
FERESHERRBEVNTHRRERE, Bl
H,>15% BEFARVNBEEREBE, XY
6% 8 # 1 I Fi B U i G 4 R 9T 8 P B LTS T
%, KRRAREMRAHZE LR R & K7k o e
BaER, EEHE UC,AHRT ENHEHRESE
— A TE EN R %4, Bk 2 v 0 3/ B R
MW HET EESINEBRBERERT,
MERFA S, WS ENRAE
1.3 &4 & (balsalazide)

1.3.1 fEfiH EHR(EPh%  HAfGE
colazide, F P N AR R A BB R B 1) dL 2 5-ASA i
—HEERIEFAKLGY, € 2B 5-ASA I—1 3
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WEHB Gk 4- 8 5% P B 8-p-E & W8 (4-amino-
benzoyl-beta-alanine ,4-ABA ) iff i 18 % B2 % 3% 1 A,
EMBEORAGEIREAY TR SEH, E%
At RS TR PR BB T, BRI 5-ASA T
FEEVIRER., BEMR -1 =K &Y (BX661A)
Xtep R L B A MR R, 5-ASA B
BX661A JA57 £ I IEHE#R 4 o
1.3.2 GRMA EMRENEEEMZEE
—EER —BMEBRBHNRERRER, — BN
SUE K K BB B0 A0 5-ASA f 101 4 UC B %
WAERERNE 2. HHAEWE6.75-d' &
5-ASA 2.4g-d™'JAIT 4.8 F1 12w 5 R B E S
1% 70% 1 51% .78% #1 45% .88% #1 57% , fit R
TABEMENIH 38% 1 12% 54% F1 22% 62%
M 37% . W E&EKEHR(10d 3 25d, P =0.004) ,
EMRAMAR KA AL 5-ASA A%, SR
BEBIRIGST 24 UC H 5-ASA BEELAE . K
MERGEHR KEBEEABEEE—ERBC,

X UCERERKBIRIT EREHER XEZ
REBBRAENRRAHALEINF &, EHES
SASPfF MMM, ECEH AR ZHEABHKTF
SASPU"! ,70% /it 5% SASP #5872 L M0 .
Wiggins 25" & 5i 5} 47 PubMed R % M8 X E MR
HISCRR, R BLEHIE 6. 7g- 4 EIESR UC FERE R
FTHBERTEEA HELLESH MO R 5-ASA
EER . ER.FE UCPEMNRERERELE
VREERTEERER, Tusi® BEXIHF
RACEFFEREBHERT LY HIR, HEMRB
EREXVNBEXEENER MECELZNAR
A RERC WA 8 KM 3 90 T R F R R e 3%
RUNRE WITERBHEDHRE,
1.4 XBHEGHMN

EERE K LA M S-ASA £ B8 5-
ASAERER B LRULEHL, B F MM T
A HETE S-ASA Bl H &I RIER , 7T 45 i 3R
5-ASA M IL-18 4+ S ) NF-«B &L BL# . 5-
ASA 5MLEEM MEENMESR HELEH
PRI 5-ASA ; /MR 1% L B F (PAF) #4425 UD-

.35 .

12715 @53 — BB 5 5-ASA %, B T RERKR
SEMER 6 B L 4 50 PAF 15 0> 1 41 32
M L BEE ) MING YRR R R
RBENBBOEEADESHREARERR, H
fo & LA BRI IR Z B 4 < B B B8 5-ASA B,
5-ASA HEMh,5-ASA S EME %, Hp 5-ASA
BB ML (5-ASA-Glu) AT LA A 4K #1 F 08 4= 9 4 18 R
S5 IF M i iE S H pH O I T FE B 5-ASA,S-
ASA-Glu 4 [t SASP A A B r F& i PGE2(31% )
M TXB2(25% ). WA EBFFSEE RiLH, X 28 &l ) AT
BE R B A TR 97T IBD [z ",
2 5-ASA HERHIH
2.1 B

BB 5-ASA BB “RIPT, UERFIE
RSN Bt E RS8R A OpH it
BB/ NE B H ) - 0% BB AT (Asacol) AR MR
WIBEL B S-ASA HAYXRVHRM |, £ P
AR5 B M4 et pH 2 RAE, BRE R, B
H5-ASA, BRI EMBAIEMR. Rt WP /RE
(Salofalk ) . 3 58 # ( Etiasa) 1 Mesren [5] JB 1t 35,
QKB R BRI A B THBREM, 44
WV FE T AL E AT AT B, B B (6] 6 B S T R AL o 0
# ASA R 5>, 40 85 18 47 % (Pentasa) , B3 A&
EVNBBABNZEAERUBR SR, 84
BREN—FEER EHYMTARP, XN
BEEENG RGN R S-ASA, REF
60min A] M /)N K: W 2] 75 #% A9 Pentasa ,280min B )
ELBREE,4h GElPZBAEDRER AR
¥, H RTS8 R AR i R 50% 5-ASA B
AN EEBAESE . URBEENEXHE,
BPET B K eudragit, t 7] I R E 4% 5-ASA B, &
BER] & A A eudragit-s( 7€ pH X 7.0 B M%) X &
WIEVEZGY) M 5-ASA REIR B S5 (BFRRBIER
B [5] 1 B B FF 1 B 1 5-ASA {8 K #3849 5-ASA 3
AR . M TFHiEERRERBEA pH KE R,
Hegu #R%EMERFEA—B, R 15%~30%
M amB N REE, HF A eudragit-L £ 5 1) H
Mo ZEHMpH X 5.0~6.0 HBERELAGY, HLE
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EARE R, EEBRNBN, TEBELRNRES
Rt (PR A 22% ~50% ) [E 6 F A
eudragit-s 5-L B K £ W Hr g, BP“ 308 35 49
FRBEHFREZREMERLL, THRERER S-ASAK
BRGSO, EFREDE, BU R X T AT L
B EMAHETHE ARG SRENEM
W, B R IERBETER",
2.2 BRER

EREVRBR N 2L RFERY UC
MERBEHBERN, BT BHE" B RIET
5-ASA EZ BN, B, i KRBT RIEHR
BB ENT EHREXSH UC MTF UM
WS )R BT S R, B I AR R R
/B CD HfE . 2004 FREERN R KN
BB & (4g-d ™" ) XHPE(K CD H 3h#5 B (CDAD W
BRTFEBM, HibS-ASA HH &4k bt 6F
45% ~55% B E i) CDAI K ( <150 43) . B
—ERE MR R, EE S CD SRR
FE AR ~2g-d” ) MBHR(3 ~4g-d7")
EUHNBRRESERAMLYERELER . W
AREFERTE, BNEEREEAIREZVURE
CD &R EMHMER",
23 FRAR

AR 8 F 42 O L R B 4  Kawasaki FE
SAMRG TR %, VIR KGR BN F
RHEE, BHFEMARRMREED T SASP
—¥ EVNENRE B EEATHIL SASP AR
Kew 24, M ERAERMTH. K Eik
HROFEEFBENES RN, BEENSHR, @
AREMEVDRESIR. BEMERA SASP HEH
RME,BEEBBR FREHR, WAEHNA
EUhE, W EV R AR R R SASP B A
LB H K AE B RO A R B IR, KR
BRS-ASA G, BHETTHERELARY T AKNA
>4.0g MIBNER T, AKBH4.0~4.8g-d7"#
BRABRNEY IR, FEARNFR.
2.4 #HMYMMX %

MMX 3 ¥4 8§ (SPD476, % [ #j & & 4 Lial-

da; BX 7 £ N Mezaant) , R—FhHTEL.1 HAZ
VROERE (B A 1.2g) RU DR H F, KA A
MMX H R R MBS B, MMX &
FEEMEKEES, HNEHER . pH KBQK,
Kamm %' E— T WE £ P 0% BAR P, BE
MMX £WH%IE S8 UC BT e, AR BEA
Mt HFRAA M AER. PEESH UC R
F.HPIAT MMX XY R 2.45-d7 "5 4. 85
d™',qd; REEA 2.4g-d7', 3 KA ATER
M,3897 8 LG R BRES MMX XV HIR 2. 48
d'(40.5% ;P =0.01) f1 4.8g-d"' (41.2% ;P =
0.007) BB EEREBANARELEER
FREMM(22.1%), MEFETH(32.6%;P =
0.124) 5EMANXBERHER,1 H 1 K MMX
EUNBHRITTEARAWRRF. A—IHR
W 7R, 7E 8w P9 R FH 3 00 1 B R 2K AR I K R A 1Y
UC B, S NIRE M & MMX X W 5% 8w 518
RALGABIGRMAEER AR ESLE
WEA SR RET
3 S-ASA RBARA
3.1 AERMNEERM

FARBABERLET S-ASA EEBRBITHR
Bl MODKA| K M i 0 v Bk Bl BBOR T RIZS P &
REBRIERE, AHRHE, HANEOM(4g-d™")
S#mn(1g-d Y BKAWRTRES ENR . P E UC
BFRE T2 0 RMITR. IRA:ATFEER
o HpRIRER, THERERRIEM. S TFI%k
LGB IR R K 6% 0T O R 5-ASA(46% )",

LR, 5S5-ASAZRHANXDNRHIL,
B Rl 25 7E /M R >, I A5 B R B 4
R ERRGHERL. ¥TFEEKGRH A G EE
TERRETHEML.BE MW ZHURTHR/
BALIHE,
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