-mASIE-

R ZAIATT 7475 2003 SE28 1 5 4 1A

PRE VE % 5 B R SRR # A 1KY 7 Bl bt

K&

HE5%KS R516.1 XEkFRIZES:B

RAEVEWH (IBD ) GIEB 4 R (UC) FisE
B BIK(CD) , 2 LME TR M 2 1E AR R i il R
EVEER T (X R R G, G EBANBHEH 2
2., FREARBERNEREANR, /7 R KR
HEE UC 442/10° ~10/10° ,CD 47 6/10° ~ 10
/10°M R E M AR G 5 BRI R H 60
FEREBREHIE L H2 R EHERR, HRIES
HE, “EYmAEEITEhEES

IBD F)1% 4t F 256 48 M0 8 s B ik e ( SASP) Bl H:
AR 5 - BEKGIR (S - ASA) R sl
FIGTRMIZERS (AZA) F1 6 — S EEEERS (6 - MP) (HEH
KRR, mHILEk, B FHAER A(CysA)
1BIT IBD AT T IR RBFIT, ¥ SO R0 B A
& JTRRFE NLVE, B A K CysA F T KB IT
IBD i ARGE , 5k Z A1 B AT,

#®1 76 1BD BEN—HRIEKRTR

( WEEFRER R EBERRFE I NER bR

100730)

X EHS:1672 -3384(2003) -04 - 0046 — 04

A 2000 £E L3k, FN14 CysA LA T IBD H34
7, BAE T IR E, B 7 4R E R R R
Z500F , LAY IBD AT R ALI RO B B
1 HRFE®E

Xt 2000 4 1 4 % 2002 4¢ 12 H oiE FAL st
BEB%, % H CysA JAST I IBD 3t 7 il AT 15 B ok
G W7, A UC IR & R E 1993 R IERITILHT
PR, CD e 4 4 A b 5 UM S B I PR 2 W s
RS WIRED . CD 97 i R B I 4 S 438
SFARIESE, FFARG A EIRE, 2L BEER.
SASP FI( 5 ) B MBI FNE T A RS S B R
BISHERE, ZJGHE% CysA 19T, ML — et
B, WEE 259 BT AR
2 4R
2.1 — BRI A 1

EE Bk fEB R 5
4 I P 1 ‘/2 S ﬁggéc Y
B9 msls (%) PR FiF " 1230 HEIE NEpig it
Bl Cc614341 5 47 24 HEE. 3 2 UC EAY AL EFRARFE  SASP. % 2F11 A
i dfi (5 el 75 E Ik S B E
2 C652170 B 62 324 B4 m >20 3 UC BERY BRI TH A SASP & 108
= EEEHR
B3 C446845 £ 60 134 HIE. 9 5 UC &R Rl EFAR. AL SASPS5 - ASA, 1448
Ji i {5 285 % JtE R W& AZA
B4 C769077 B 30 147H IMfE 3 5 UC & B EFAR. KM SASP.5S - ASA, ES A
L8R iR R HWE AZA
B5 C€726059 & 53 104 JEE. >10 3 CcD AemEl %A 5-ASA ¥E. 9 A
(283 e NIE: S FA
mle* C710293 B 43 34873 HAEJKE 4 3 CD Rl EHRAR AL SASPHE.F ;|
B EH JARERE /1N 8 i AR
F7° CT4734 B 29 124 I, 3 3 CD i A 2HEHE. 2 SASP, L5 A
HE BaEmE HALEKR 5-ASAFR

HJf

* RWABERIH I 54 IR AL
AHBEMAAUTRA . QUCHAEE, 24
W4, 2 /e B SASP(5 - ASA) (B E I (20) AZA 57

EHEWERBRGEE R, B EZFEH KA, K
1 BIEFER, B35 T BRI AR | BB 5 , K



I PREIGTT 75 2003 ££57 1 B3 4 1]

BRI IS KR B AR R A & ; ©QCD BFEABEE Y
RAEENE A2 G ERAELE B 82 FRE
7 ABAREAE BT A R I Rp s BA M S 3R
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FIRIVER, FE MBI RS R F SRR,
AR ILE . & =B IE. B E i E 28
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G PRESIGTT 728 2003 S5 1 B35 4 1

< d) TR TGS CD B —E R, HK B4k +r
BITHR R KBRS, EFEE AT ERTY
Y1, KEAR A CysA B EHAMEIEM, LHEF.
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RERF: £F & (crohn) RA-NMRBAAY, TZEZAXBEOM G ELEHOREXERER, LENMHLEYTRER,
EVBMHSA, ARERHUEM KAKRD KERMZ, BAABA. BB, B3 ak, AARMBFIRS, FHEBIHR
F, AMEEMIF RN, EaAEERE, TAEMILE, RERR,

1 HOIRE
% XBRLL BkF ( embhRER)

I, Bk, 308, RREBRE. HE 13 4,
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BF 1989 FRFERME, HEEMME, 3 ~4 K/
d, TH A aR, Mrerh, Kilsm
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BRI RREE A VIR, A I 1 F R 45 B ddm ) & R
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2001 2 HEHFE R PR BETS . W2, KE
NEOFKEE, 7~8W/d, WE¥EHNTFE 10kg,
EHEKREARERE AL HERZR “WE N /NMa g
BEIE, BHERRER “wPBR", 51X
Ui (1gtd 2 qid) T8 MNH, KEFIH3 ~4
W/d, RE#—B T 15kg, RS H BT ok
it

2001 47 10 A BRI FIBER:, ARk £
H35.9C, 5 178cm, {KH 45kg, LM, &
BEERAR, HERMB, HWBEHA KL 8em
FARBIR, REGHHAERE, BOLFERH B A M
Pekhh. EIMGEK 9g/dL, KREHM: FEREE
T, B4 8 ~12 4, L4 0 ~2 1, M5 Tmg/



