EET IS (G — R K2R 20044F1247

2 T OB R KSR I 9 DAL 1 £ 1 7

FAEVERT AL MR R, BATAA 2P B S e, I1GR B 2R IABA L 2% (ulcerative colitis, UC) HIsg
BB (Crohn’ s disease, CD), PEGM M RIETEAN (inflammatory bowel disease, IBD), IYZEIRIRAIZI%E FRINh i ks R 4
SiEo WK AORE SIABEIN R BN F . Sl R B A5 A OC . b 4t o PR 75 LBD At R S W FHORE £ e s Wb i SEEEVEHT, Th1/Th2
B LA P A7 A M TE R T S e B 3, DA IR oA B AT X RE IR A RE I BIEST, A IBD BT v i B 4 ) 24490 . IBD AR R 5 45 1 iy 1Rl K R
A, M E KA ZE BB T BT 280K R (W IBD 254 B vadT 18 WA AR ST R0 AE B RIE FH A BB o - HROBT IRV R S P AT 0T 9 1
N RSP, IR SHR MM 72 R PR T 1, AEIBD B IR N o A BE . 25 W sk Ik H U BRI R AR TR 2
Yo ZMERAPE. Pk, PrEAART R Thie. Zm R N2 BEHPD TR K% 7B (NF-«B) o TINF-«BJe—Fh iR & Fh 4
SEANLE T B RSB I s R (1] [2] o BTSRRI TR, S5 %ER TR xR 3], TFREMH, ZHE
T g i B ASNE —«B 75 WA LB IS b Ui 38 A5 5 0 A HE O TR R R RV E T (4] o ANBPARI A TNBS 155 K Bl R BEAY,  LASSAE A
TNRE T, BRERZE D FXT IBDAH DG A A4 M DR 7~ AR 8, BT 22 28 30 10 S A 80K UG B2 R R N84k, I TTTHfE BT 22 35 36T TBD 1Y)
IR SN B-

R ZE S S WIRES

1.1 Bhfisra

SEI FFSR 10 £ 12 M B HEYESPF Wi s tar K150 -, 32007250 g. B (0K R ME SR 4F w07 BERL R 22 5l Sz 6 Lo i v it i
EREE . SIRERL > AL : BN HRAL, FHMERIRIAL, R T I IR AL, ZEs s phdl, 2By 4l.

1.2 il ko2

SR FTNBS 5 5 K Rl SO RER . 7 ik R BR B IR AR I50% 422 ml—FUIRERASL, HARKAKIRAS0 mgfb 2 HiRZ45%TNBS
(Sigma AT ¥ T50% L2 ml PRl —FIERg . 223w 5 (LIHE95%) I H 9EEBDHA W] o s S P ALIERITTS d4h2. 0% 3 Dk} (G440,
2.0% CUR-P), & HK AT AINEA G 452, 0% 3 KRl (35540, 2. 0% CUR-A) o ZyHBH X HE 4 S BT S A48 0. 5o URSE e nt i v Al
(55341, 0.5%SASP) « 50% ZEEMIMEXTIRAL (55141, 50%ETHA) RIBHIERETILL (S22, 5% TNBS) 345 Tkl . & A2 A 5 A ZE BT A 11K

1.3 A0

FREA R 0HT, KRR LR 10%48 /R AR e, AR N B EHES (, JETHR AW (5] 04, AL
RAE; T4, R EKM, BEOMRNE, TR, MEENE, AfREEe; %, aHRERE, BEmIN; V&, R
By, G BAER

1.4 NF-BiftE T

Jahh A A% B (AR B AZ IR ORI & 7% (Active Motif A, $REUSIMEA-80 CHAF. HIWKEHBradford b ikl g.

FUKIT B8 28 508 o0 AT TR I RS IEENE —BYE 1, 10 ue B E TR 110 pl VAR [2 ng poly(dI_dC) (Sigma 2AH]), 25%
glycerol, 1 mol/L NaCl, 10 mmol/L MgCl,, 10 mmol/L DTT, 0.2 mol/L Tris-Cl, 10 mmol/L EDTA], XTHRZIIIAL pl 200f% 34
NF-xBI ST ERA 44, BEIR15 nin. 25, MA25 0007 50 000 /min S2PoR¥EARIC INF- BB T MR R4t (57 -
AGTTGGGGACTTTCCCAGGC-3" ; 3’ ~CTCCCCT GAAAGGGTCCGTTGA-5" ; LA TAEM TREA FAH) AR MK R0 min. RNAKRBE A
8% Er TBE MM SR M e Bt ke, TEHL R 130 VERIKS ho FRAMARTIAX G H e B 5% .

1.5 2P ¥ mRNAT % 5 2R 5 g i =X s v 20 A

IL-1B+ IL-4F1IL-10 mRNAY:5E fE M - R A m U N AT, RATRIZOL RN (Invitrogen 2 ) M507100 mgfZk 4R
RNA o KF1 pef) RNAE T 10 pl & SRR TR, s S AR e 5% 0 cDNAJR S AEPCR. SRJT0Tigo dT5I4AINM-MuLVIEAT 1 %6 5% (Promega 24
Fl) o HEATPCRYIY, 1/410 %5510 mmol /LIS M EAZHIRIEATIY) . A&PE95 'C 5 min, 4194 °C 30 s, BK4T C 45 s, 72
C 1 min¥HT30MEHF, FEMT2 C 5 min. 519, TR MCDNAM A, GAPDH Lyff#: 5 -ACCACAGTC CATGCCATCAC-3", GAPDH
Niiif: 5" ~TCCACCACC CTGTTGCTGTA-3" (452 bp); IL-1B_Liif: 5 ~CTTCTT CTTTGGGTATTGTT-3", IL-1B Fiif:5" ~CCTCTGTGA
CTCGTGGGA-3" (325 bp); IL-4_Ljif: 5 -GAGCGTGG ACTCATTCA-3’, IL-4 Fif: 5 -TTGCT GTCACCCTG TTC-3" (344 bp); IL-10_Ljif:
5" =GCAGA CAAACAA TACGC-3’, IL-10 Fyf#:5 —ACTTGCCCTCA TCCC-3" (264 bp). H1/10/% B4~ HI7E 1% TBES AE B i IR AL 208 5% .

1.6 St

KBS ERA MRS . KA 0 AT AR AL S E 5, P<0. 05, HBFEMZER. 2MEdE R4 itSPPsS. 10. 058
o



2.1 FEHFEX RN AT 5

RPN, TNBSIH SR EI A K AR R B N R (2 dJa FBELS%) , A6 RIFUEWIETT, EFE2 B2 AEARS AT . 50%
ZIEBHMEXT AR AT BEE R, 2 AR B SRR 1113, 3%. Fradhzidl, KRMAFENT2 KIFHWE, 5 2714
TR TR B B . 50% Z R4 R AR B B T Al AL (P<O. 05) o« 5% TNBSHERY A1 K B AA 5 B B AR T HoAh 41 (P<0. 05) o 34N FH 25 4b 341 )
KRR %A 535 7 7 (P>0. 05) »

441 TNBS i 3 #¢ N Bl AR 1 78 £k (g, 2es)
Tab. 1 Changes of body weight of rats with TNBS-induced colitis(g, Mean+50)
Days  50% ETHA group 5% TNBS group (.5% SASP group  2.0% CUR-P group 2.0% CUR-A group

0 225 83+14.60% 221.63+10.30%# 226.40+13.66 223.60+£9.85 226.23+13.07
2 225.70£15.32% 188.41£9. 89%* 205.48+13.05 203.60+10.88 205.76x12.90
4 23090+15.23* 187.24+£10.09%# 208.25+14.15 210.86£11.65 209.93+13.56
6 23727+15.59% 193.00£10.78%* 222.16x15.39 222.72+12.22 222.85+14.02
8 241.83+15.93% 204.32+11.21%% 225.96+14.66 224.29+11.82 226.73x14.16
10 246.07£15.46% 210.95+9.90%* 229.26=14.68 229.86x11.50 229.80+13.58
12 249.97+15.99% 218.05+9.14%# 233.83x14.27 231.25+11.13 233.75+14.31
14 256.97+16.46% 218.33+10.02%= 240.70+14.42 238.53+11.65 240.79+15.05

#*P=<1.05, #*P=(.05 ps the other groups

2.2 FEHFENG AR TGRS B 2232 V53 1R 5

FHH FUHE JL IR T 1 B UK Soms BEA SURFAE a1 1 o @ s BE AL G2 VP 0 VAN 2238 S0 I R AR ORI 197 3, VF
SR NR2 . RSSO RIGRE Bk, Z2REAENEHER, A EEWH, B, ZEAMRREAHE RAZUAE. 2
ﬁ%ﬁ%ﬁfﬁﬁkﬁ%ﬁk%ﬁxr,ﬁrﬁhﬁy4,m%ﬁ% SREH B . AEScab Y, 0.5% SASPHI2. 0%3% # AR M3 K R

HEEVES B I SR KRG (P<O. 05) , A BFENMEZER . 50% LB I 0 45 1l A4 LU (P<0. 01), H BFMER.
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Fig.1 Effects of curcumin on histological scores of rats with TNBS-induced colitis (HE staining, original
magnification: X40)
A: Negative control (50% ETHA) group; B: Model (5% TNBS) group; C: Positive control (0.5% SASP) group; D: 2.0%
curcumin prevention group; E: 2.0% curcumin therapy group
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Tab.2 Histological scores of rats with TNBS-induced colitis

Histologic scores

Grou Cases

& 1 T m
S0%ETHA 30 o 17% 3 1* 0*
5%TNBS 18 0 2 4 5 7

0.5% SASP 23 = 6¥* O 6F* 2%

2.0% CUR-P 28 [ ** 14%* g 3% 1#*

2.0% CUR-A 24 (ks T 10%* e 2k

Count 123 10 46 35 20 12
P01, ##P<0.05 vs 5%TNBS group

2.3 U FAPINES I 515 J MK VRS IENE—cBIE ) 500

P2, FEEASRERY SRR A A% S IR HEAT FE VKT RS A e o T e 352 45 T A Wi I 20 0% JBT e PR IR T A% T R L 24 o)
NF-«BILB A, bR EDNAT FAALSORFFE N, %4 R IREN X AL, 2 BT hR e 2004 0Tt VA SR BT I B 88 34l 1K) S BAR 2R
H14A 0% ZIEFAMERT B, Rt A% SR BUYINE —BDNA G5 A3 ML AT UG o BN P TNBS ¢t R 1] S8 318 e AR A A2 S B4 HHNF —B XUBEDNA
LETIERE, WSS, AZAF, TIIRLIO. SYSASPRIZUE I HIA T T HIHINE B XUREDNARGEHE, 4G, 6. T4,

1 2 3 4 5 6 7

K2 2B FON TNBS U5 3 1 2 A5 AR K Bk BENE - B 1 F) 532 i)
Fig.2 Effects of curcumin on NF—kB activity in colonic mucosa of rats with TNBS—-induced colitis
Lane 1: 50% ETHA group; Lane 2: cold probe control group;
Lanes 3, 4: 5% TNBS group; Lane 5: 0.5 % SASP group; Lane 6: curcumin prevention group; Lane 7: 2.0%
curcumin therapy group

2.4 FETEFEN W ST TS I AN R -y 3k 1) s i

K- R A B RE R S N, GBS TR, SXTRAAILL, TNBSE S A B K U024 80 7 TL- 1B mRNA B E 42 o
PRI FIL-10 mRNAZRIA Lot AT, (HNLSH B35 5. 22 ZRISASPIAY T AT B I TL-1p mRNARI i RIA, 10 LT B 4wt
K TFIL-10 mRNAMMESRIA. IL-4 mRNATE &3k Wik,

M l 2 3 4 5 bp M ! 2 3 4 5 bp M 1 2 3 4 5

500 .
3_88 200 - e e e N
300 300 IL-4
200 100

100

I3 223 300 i 2R B oR RS 40 B DR -1~ 338 (1) 5% 1)
Fig.3 Effects of curcumin on expression of colonic mucosal cytokines in rats with TNBS—induced colitis
A: TL-1BmRNA; B: IL-10 mRNA; C: IL-4 mRNA. M: DNA marker; Lane 1: 50% ETHA group; Lane 2: 5%TNBS group;
Lane 3: 0.5% SASP group; Lane 4: 2.0% curcumin prevention group; Lane 5: 2.0% curcumin therapy group
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JAE R BEA B — DB B ds B, A e B R R URG IS B8 00 55 7 T A A4 o I AR R A0 A A e A
HHUSPIT,  IXEC OS5 W B A BERR,  DUSURHE RSN, R B S5 5T H T ARG JEE S 2 19 A AN 505 S o A

IEAERBEAE e s 70 T oL IR A R B RS S e B D RE A TRAE QR o 1o 9 AR A A A 0 Dot el 0SS RIS A 17 SR e B AR
SR RGMANM, HHEREAEETS B AP RE (T helper, Th), W] LS 243 4H M 400 B s 5 JRE SNV o el 1 Bl o 43 Wh 4t e
DR R 2l P DR 7 3 PG A A TR A 0 o PR, 0 B PR P ) i 1 b B 0 s o TSGR S 5 T SRR I . XLk
2 0 PRI A S PRS A sh ROE 2 AL, IR B B 2 A, TR R A R PR TR AR ROBR BN o 5 TR S 4
RAE . MR T G A0 A%/ BV . TANMS . BANME. NKAUMISE) FREE R Gy 40 M (i s i Je AN R B AN, 24 4n i 45)
RN 73 WA — SR AEMRE D) T Thal s LD e 7 AP EAY, Thl14ifsribIL-18. IL-6. IL-8. IL-12. IL-18. IL-27. INF-
y~ TNF-q, JEBCRET, Ref 15 bR a0 M 4 52 44 55 Th BRI 3 B0 BB . Th2.40 0 23 A (14 ¢ BRI 1 TL—4 R0 TL— 10 W ey 4k Th 1 48 i
(V354 5 e, RN IE 2AER R £ . Th/Th240 MR 1747 (JE R 1 T467) & i R fra s L 32

XFTh1/ Th2 40 K717 AR R 8 T IR K o AE R IBD SR (CLFRTNBSRLAY) Mg A AR I Th 1 84 Gaie e By, Thil YEL
R FWIL-18, I1L-6, I1L-12, IL-18, IL-27, TNF-ofIIFN-yhm#ik, Th2RHMAE A FWIL-4, 1L-5, IL-100MKAKFRILEAZK
iBo WA TTCF-B. 1L-4. TL-10%Z HHIHHELE 773 BFECUESE, JoiRrE IBDIK SRR v sl & A5 A S E R I G 2 P Th 1 40
JEBI AR FA, AERGIE SORE T, 2 AT AL IR 1S 2 R R 1 AR, R DR 30T 1 A0 M T R 4 5 R B e NI R S DR JOE S B 6T
IRJIL, Thl/Th240f KA 7ETBD I R AR Rl A o Th1 SR i A CD, 22 A I A0 M P 0t AN B3R P S, DAl e ey
Fo Th2HPENENUC , DRk .

MR TERAEN, TL-1RHHAD SO N 1 3 W B3, TL-1Ra (TL-132AR55H07) 5 SR 0% ™ AR %, (HIFHBILIRa /
TL-1Ef 5 RAERL S 5 2 A . SRR AL, TBDEEFMITL-1Ra mRNAZK PRI (/KT 34045 BT ey, (0 e R fE 5 S R B TL- 1o M TL-
IpHET I, X AR SH RN P & A T 22 . FECDRIUCTE AR A ) Bk A4 2 = 7= AR TL- Ak L4 e, DRI TL -4 4830
NRFR T o TL-10 XHRGIMLA 1A AW 7 o & MBI Th L= 42 TL-2, TNFRITFNy, 5 fit PEL T 2 A% sl 1 I 40 = A4 40 K1 -7 Aot PR s ¢
REMIRRE . TL- 10T (RIE P MR ML KPR T2, A7) T SO0 R A A MM 28, T I A 0] Jm 0T 10 12 0 L PR e

ARSI R PRSI S ATNBS J& ML B R T, BRI S G RO 58 B PUR,  HAE S I R RIE 28 SO T
PGE2, TXB2. LTB4. 6-keto-PGEla. LTC4. PAFRITLAERIAAL 5 NIRTBDIL; Ji BN A A A R B 0 45 Bk vE RAE R, 5 AN
IBDAAL o PRIEASSZIG R T TR . EAR S P B TL- 18y TL-4RITL-10 mRNAZRIA L) FIR[E Py 4h2 4 Bl (42— 50K, TNBS
BAIL-18 mRNAfG KL, IL-10 mRNAMGHIL, IL-4 mRNAARZRGL, NHZERMBIAITE, WIS NI 7 IL-18 mRNA K i TIL-10 mRNA
ML, $ERZEHFONIEThL/ Th2 40 K 7P A AR A, R MR R e AN 7, 2R SO G, R B R T -4
mRNARKS I ], AZI G Py S IR RAE 22U

fE20014FHugot Oguraf[6] (7] [81 AL AAETEN ) Z5 ALK, TBDTEEIRIAE A 4H P i ERIA, "B i —FINOD2ER o NOD2 7 Y
NODI / Apaf-15J&M A . NOD2 cDNAZEH SHIVI AN IK)— K2 500 2 R B R I A AE 3R A SR ARBL, NOR: 24 - R AR
HHAMcaspasefh X (CARD) , #SZ&Tol1-TL1 MBS Z IR FELE A, o (]2 A% FF IR 25 fsk (NBD) FNC— Ay 15 58 B MR 11 104N AHIZE )
52T 5 (LRRs) 2o X FILRRs MBI E 2R P m B T AR 1K, 225900 2 R A= 143 . NOD2IFILRR s FIAH B4 11 i 20 Wit e, Sl I N—"K g
caspase B & JPHIHIRL ck (—Fid 1) /- FRUENF—B. NOD2 3= ik T A by, RI7EWK A B REH 0 AR/ -4k . NOD 2R 17y
AL RUR AR BT RAEVE I 5, AFIBD AR 1A P A INOD 2R [, G AR 11 0T VR 4 R R 1 i 22 W 4 S 4 B A A% 4l 2 T
RICDIAFITOLLFE R 324K (TLRs) , EAT TR SAL LS IR IR SEIN 12 AAR G HR A (TRAF) , A2 B0 % 3 NF—B, - SRR AN A ™ 2 9
DR F (R RIS, AT B TEE I o ERTIGE IR 1) 5 JEk 2 TBD ¥ R i ik R bl T (M o 13 m] WNF—«B & 2 5 IBD IR A K Ji#
R IR B T R e A

WEAE MILEEIE ], EUCHICD HPNF—B2 W 0 (K1 (9] [10] o i 228 AR IR L FIAS [ 10 St M TBD VR T 25 W A R et e 1y«
FEIRMIIR B TS| e 25 SENF— B L M 7)o AT AT SR RO AR DT AR 0 . TP D REIaR . RAR R 55 B . H i i
P67 R EHEARIRI BL. TL- LroaREb FEMEM RS PTIL- 1BINERAE T, JFA RN [11] . FRIKTL-4 AL NSRRI R AR 67 TNBS
FIHMK . MR TL- 1036 7 IBDRCRARAL12] o A NN FIFUR R 237 5 08 BEHUARIR T TBDIRAHALUF T 2. 984F S FFDAHLHEHTTNF —¢
N B APUAR TIBDI13] . Bri, A M IBDIATT S & N FANF B P65 2 SCHERZ T BRAT X ) TS R B I 40 R T3k E2 40 i 6 NF B
(I, IINE B2 (K HE DR 55 9 B A0 M 0 A A7 AT DG (141, AT Seb S5 T JRE o AH SR IR R A S e vy 7 I I RCR I R VAN, JEIE AU B
ORI LA A 70 AR BEAS e B RGEA AR Z I A 4% 1 &5 S AR T 2 IR R

YRR — R e 2, L3R CAERMEE FPN P IIGIT N T LA 4 WFFT 53 O = 50 330 oL 4001 TacB P 4 g 1 EL B 24 i £
TS BINF B (B0 S BRI FII2IK [15] o AENF—BAE BB B, NF-BAZ 40 [ b 3L (30, NF— B s £ M 1 V8 15 2% b 98 i 40 i [~
T BRI RSB T FEAN MR, NF-B AR TTEESS IR KR B T I, WOE S e SR SR A A A AT G (R DR G 2
ek [16] .

FEARSIATF, UESE T LS R AETNBS [l KA FONE—BA A, SRR BRI Th L/ Th2 40 i Ry~ R A - [N IE
ST L T HEE B BRGSO B R ERE G RAE, B P IRR T IBDR AR R I AEAH AR B3 H (153 7L, IR IR T 228
FRAETBD Y HIH 35 o
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