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Abstract

Curcumin is a natural product isolated from
rhizome of Curcuma longa (turmeric). Exten-
sive research over the past five decades has
revealed several important functions of cur-
cumin. Animal studies and clinical trials have
suggested that curcumin has antioxidant, anti-
inflammatory, anti-tumor and immunoregula-
tory effects. Ulcerative colitis (UC) is a chronic,
idiopathic, relapsing intestinal inflammatory
disorder of unknown etiology. In experimental
colitis, curcumin mediates anti-inflammatory
effects by modulating the release of cytokines,
inhibiting nuclear factor-kB (NF-kB) and its
upstream signaling pathway, activating peroxi-
some proliferator-activated receptor y (PPARYy),
and down-regulating the activity of cyclooxy-
genase-2 (COX-2) and inducible nitric oxide
synthase (iNOS). At present, although there are
studies suggesting that curcumin has therapeu-
tic value for patients with UC, further studies
are still needed to evaluate the clinical potential
of curcumin in these patients.

www. wjgnet.com

Key Words: Curcumin; Ulcerative colitis; Cytokine;
Nuclear factor-«B; Peroxisome proliferator-activated
receptor y; Cyclooxygenase-2; Inducible nitric oxide
synthase

Chen O, Li CP. Treatment of ulcerative colitis with cur-
cumin: mechanisms and efficacy. Shijie Huaren Xiaohua
Zazhi 2010; 18(24): 2569-2573

LR

£ R F R EFM £ R, ARG 5
FPRAEEE AR K. WAL, "AIB. %
JERT AR, B g KL — R A R
+éa\/%ééé’a%uﬂ%7r P KR . 3 5 AT
RANE 2 T LB a0 e B T4, 37
# 4% B T «B(nuclear factor-xB, NF-xB)1z 5 i#
B, BOE L BACH B 3G 5K BOE L R (peroxi-
some proliferator-activated receptor y, PPARY)
F KA T IAFREAMNEE-2(cyclooxygenase-2,
COX-2), #H & — AR A RB(inducible
nitric oxide synthase, iNOS)7& M4 % #rix 2 d
Wi % AP SR B T a9 48 R, 8 KIRR R B R 45
W 3P R AR 3i4"?)°ﬂ B AT A 16 KA R ALIE
EES & Sop Sl ) B S R R
21l6 KA 7T 'ﬁ#r#aﬁ& P AEREN vléﬁfﬁ
RAREEETFBREA

XA FEE, BHEEEBR AREF BETF
-k B; I EMUIEETEN E 2 -y, FRAEE-2;
—fMHRAE

FRER, =EW. Z\RWRZIMSBIEMRIBRS EVHATH
fR. HRENJBIEAYE 2010; 18(24): 2569-2573
http://www.wjgnet.com/1009-3079/18/2569.asp

0 31
LW FORIE T LR L TR 2L, 3%
FETHAL pEL EREAEHL, HAA A KR
TR IRE, AR gerb B 2 a4 T <, d
bR 2 Tt PR 2 B 2 T SR S 2 R
ﬁ?d&\ Praaft . I NRCR AR . S i
DU AR, W tE S K (ulcerative
colltls, UC) &P Egs 5 e vE WY, Ja

¥ % %4
oMk
(UC) A —# Jij i&
4 F K E MR
S, Hom B R L R
A r‘vikz )
B, &7 AL
Z#%fﬂ’fl_fi # 2
My, BB A
JAALH), VAR FIK,
W& IT Rk Fe A
Bhah & % A UCHE
50 AR 3R 0 — KK
BB R
EEE LA
Keg EAER, 5t
UCH — R 557
YR, {2 3 KA
B E A, A LTt
RN T2
BER, AR EN
AR KRBT
2, FARIFH A
F) A AR

| ToRER R E
AEE, ST,
MR ESKF
MR B R T 2h R
z



2570

ISSN 1009-3079 CN 14-1260/R

BRENBHRE

20100283288 3188 5245

WAL A 0%
245 ZXUCHH#
KA 8 B R A
HE R e AZR
B AT 7 6 B 2
—, ST Hd KA
# B 57T VA A UC
B IR A B T
RAER S 09 223k
IEYE. T ST A
For 2 A Ve 04 B
n A AN R 5 A
WAL

[ B

AXEERST
AENEHEE
UCF# 3 £4ER
AT, BRT
ES g ek
mp B F. NE-
kB. PPARy &
COX-2, iNOS#&
P R AR B KA
M. Rtk T £
FEREUCTH
BRI

T #RE P79 (inflammatory bowel disease, IBD)
()M, FOE DX SRR AT i ARG 2, K 2 it
FUNA 5 g SN S 37 T gt . BRI
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“F«B(nuclear factor-xB, NF-xB)H7E 4k, sl
EA B ST RO 32 AR (peroxisome prolifer-
ator-activated receptor y, PPARY) A &~ iff
IREAAME-2(cyclooxygenase-2, COX-2), 753!
—% M A A K (inducible nitric oxide synthase,
INOS) I K IEEZ Mg ie KEHRIEM, fEUC
a7 o HAT H A .

1 ZERWUCHIHRNHIRIHR

1.1 220 anfe B T840 4 X7 4 12
RPN F(TNF-an IL-1. TL-2. IL-8%5)A
R PEA ML T (IL-4. IL-10%%), fbfiIfEUCH
1R VE FH CAAF B AN, 1IEH LR E 2 F0
P A M DS A0 TP HRRAS, UCH I %6
0 it DR 7 A T v, 1A 4 A0 1R DS 4 A A R
AL, AERA R AR B 9 R N, 5 ke i
"M, R Ad I TNF-at /A" AITL-2R " B g
BITUCHUAS T — @ AR, TEESE T 40 i K775
UCKIR T II/E . 223 3T DL o 4 il 4 4i
LR 5 184 T4 5 4 M DX - R 2k i 7 i 38 2
R IESIRAER.

JianZG MR I RT-P CRI E = i F: 50 K
(TNBS) 3 1/ &5 W R ) &5 I A 2 IL-18
mRNAFIL-10 mRNARIE, KINEE KRR
97 5 S A 23R IL-1p mRNA [ 34 b 25 gl 41
i, MIL-10 mRNAZIA G N, J3E 1) JERE SNV
B, W0 0T LU JE DR IR R o A
UCH RIEH R AEN]. Arafa i ] 2 8525100
mg/(kged) T /7 12 CRA7 7] 2 B At R 44 (dextran sul-
fate sodium, DSS)F S HI B UC, K IL/N RIIER
TNF-a R IE B 2 W) S 1%, i iR oo Ak 1
P79 % (malondialdehyde, MDA )] 232 /K-
TR, T L2253 AT LU 9RE P TNF-a 256 1)
TR, AL ) S BRI T4, XD SS5
S I¥ RUCHT U P R AR V6 . Zhang 5511l FH
LW ERIRITTNBSTE S R4 %, i an i
ASCI 5 40 M R P s, 2 3 3 FRAIK T Th
A F-(IL-12. TNF-a. IL-1){ZE, 880 7
Th24i A ¥ (IL-4. 1L-10)7E 4Bk ik, H
o3 T R B RS, R R4 R B TR R

H. EpsteinZ:" ok B 1 LIRS A UCTHE KL
WTE RGN S 200 R BT AR R R, AEH]
ELISAMFEIL-1B. IL-10/)38ik, i 5% E1ids
W Fp38 22 A JRU ik Ak B [ Pl (mitogen-activated
protein kinase, MAPK)MAPK T E, & I 55
p38 MAPK 35 E B, TL-10FIAB N, MiIL-1p
PR N B, XU A 22T 0] LUE A
JL PR B AE UCH R AE DR AE .

1.2 %35 Z 47 5INF-«B15 5 i@ 5%

1.2.1 NF-xB5 UC: 4 s Al AEUCH I & i 1
CAF B AN, MIX L f 8135 & A NF-« B 45
A, TNF-on TL-125 0] fiE#ENF-x BIFAL"",
MNF-«Bi% 5 e 2k 2 Fi i 2 K TNF-a.
IL-6+ INF-y25[3RIE, Al 90E [ W BRI FREE,
SECT R JORE RN TE A,
ST UCH &R AEPY. NF-xBIF LT 5 B o0 i
M IKK-y(IkB kinase-gamma)aIKK ) H:Ath IV 3
WIKK-a IKK-BIA6kK MNF-xB p65 1]k S Hf
SSBUNR AR E IS 4 5E . NF-«B
15 5 W B AT 1 1) S e RS T B AR .
AW G i 20 2R 2 e U C R i A 3l e
YIZINF-«k B RIA, KIUCHE MNF-kBEIA
KO A 25 3w, $/RNF-«x BAEUCH K
95 s B . GanZE PR R BLUC 38
B 2V PNF-kB p657K-F B i i T4 H 4,
HIGF A ZUL-1p mRNAFIIL-8 mRNAZK X L
X A TR, IF 5NF-xB DNAZ; Gk
A%, R WINF-kBAZEU CYH PR 1R 51 6 ke
1 EaPSES

1.2.2 2% % 5NF-«BAE 5@ 9% Zp#n LUl
I 0 T B B A S T K 937 1) 308 368 55 5 1 L
W7 440 L R 1 5 -5 N F-ie B IR0 A 35028 R -
RIE, IR A IE 96 0E V. DeguchiZF ™5t
RIDSSTEFM/NRUC, LW ERIT 5%
JELH HNF -k BYE PR A0 T . /) BUA T A
WIS, TG ala g, 4123254000 BEid Aty
BRI R PRI, RIS K M 4R b iR
HOU SRR, FOHLHI T e W R I HIN P BYG M
MR 45 98 9iE. Venkataranganna s Ui 25
50, 100 mg/(kged)Z B FIATT AHIEERFE T
MR G &, RIS 238 2007 i/ R K
FESif, i TR, JF BS 22  # R
ARG, HAEE A b Y (myeloperoxidase,
MPO). JEi4k(lipid peroxide, LPO). B
MR i (alkaline phosphatase, ALP) G PE#S
P EEAR, HrP100 mg/(kged) G VE /e h
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R W3 JAE R 453 . Lubbad 275 {22 2
FIETTTNBSFE S FUC, K Western blotd
AA I 25 i ZH 2 1) TollFF: 52 4R 4(Toll-like receptor
4, TLR-4), MyD88, NF-x B 155 &, KL%
RIRIT AL S5 I RAEA S () TLR-4, MyDSS,
NF-k BHANH] T, 1M 2250 0 9F R4 %A 5%
Wi, Toll#E2Z 4 (Toll-like receptor, TLR)/ -5 NF-
KB5S AL 1%, MyD88/ENF-k B 5 it 4 1%
puibeR e SNINE ;S -SSRV E -y i SNV TiBuk:!]
HITLR-4. MyD8SIM#IHINF-x BIFWE1L, MM
ZE A M3 A AE. Binion 5Pk I 25 0 M
1EAkt. MAPK. NF-«Bf Sl i i 7 1
A1 B A 5 B IRl 7~ 1 (vascular cell adhesion mol-
ecule-1, VCAM-1)TE N2 718 fofifi & 1 52 41 i
(human intestinal microvascular endothelial cells,
HIMEC)H (1315, VCAM-IF) 2 A% IBD [ UL
ARG EEAER, AT R G0 ) 58 R R AT
oA T R Pk T AR A

1.3 %3 %A% PPARyE I

1.3.1 PPARy5UC: VF 250N HPPARyIH K &
FNE R NAG Tl 2 —, PPARyEFE R |-
A s 2RIE, nTHES S T UCHIE R 2
i RE, TLREEHZE T PPARy S HAT R AL
(KI5, PPARyIGAL 5 nl il 40 TNF-o S I 175
FNVCAM-1, 4 f[a %6 HF-1(intercellular
adhesion molecule -1, ICAM-1)[{3&iA, M7EIBD
R FERT A A IR, PPARyHC A4 ] 41051 00 40
WL AGNOSHIE R A1, BTNF-a. IL-1B+
IL-6/1)77 24, #HINF-x BiE1k, #PPARy ] fig &
T R HINF-« B S A i AP A, AT g
FAEVE R HAT VA7 1P, Shrestha:a ik
PCRIllEUCHEF 5 1EH A A PPARy C161T
R 2 1k, 15 HIPPARy C161TIHZ &1
FEUC B Z [AAFEBE .

1.3.2 £3% % 5PPARy: HETHWIIIAN, ik
FZ Ll B IRHPPARYITEE . L 4 4l i
PRl 1 TN F-ou 55 (1) 318 FIRE HOK R AE PR A P
PPARY{EZE AR b 4 o p i 2, DR
LR REE T T PPAR IS MM AEUCH K 4%
T VER. Zhang 5P @R 130 mg/(kged)ff) 2
WRIBITTNBSIE R UC 2 wk, ZoH Lk
TSR AR TR IR LA AR AR
PF43, PPARy. 15D-PGI2HIPGE2ZIA i, Xt
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HEZH Hh ZE KA 19697 3G I T PPARy KA. 15D-
PGJ2/EPPARYMIELAE, nI¥EIEHPPARYIMHIHINF-
kBIG Ak, 2205 % 0] fEIl o IS PPARy [R5 £ K
BT A . A SRR W TNBS 753 K R UC
SEWRIRITIRKRAET -, 4812 s 5
JE ARV 23 BRAR, 45 I 2L 2P PPA Ry IA 1 5,
MNF-x BRI FFAR, B — 0 B 2208 2 v 0
PPARyIf S ML NF-«BRIE, MM b4 A
T WD SR TR, 1T AR B A R
AT TN N 2238 ZASEPPAR Y LA
DRI 22 0 38 2 1l ok 45 TH A PPARY K
FEPURAE N, BUZ 8 A T 052 A os Feat
F IR, FEPPARyFRIL RN MR TR IA
A, W TP

1.4 (3% TiACOX-2, INOSHE’ COX-2, iNOS
PR A BN, R NANRIE, 40
BRI, ITNF-a, TL-1R%1G 35 KR
hn, 2 H5UCH 25 il fE. AR muUC
HH RN COX-2RIPPA Ry ik 1, i 3 H A
K COX-21 A =4 15D-PGJI2 /EPPAR Y]
Bofk, COX-21¥ KA 38 ‘T 81 5D-PGI218 I, ¥
TEPPARY M HIHINF-k Bif AL AIM A PKGHL %, 2111
HICOX-2 K A 4 41 [F 71 iNOS IR 8l 15
ANF-kBN 2 TG, J0E BN I 41 i A7 7K 14
B, BUSNF-«BIE HiINOS A 31 1 Lk R By
F G54, WATINOSIEPE, A TNO ™~ &, 3
FUCH 1.

Jiang%[mﬁﬁﬁﬂﬂ L 30 mg/(kged) A5
HVRIFTNBSE S IIUC, KGR W
BIG A A IR VE 23 & 74 21 435, IF Hal i RT-PCR
FlWestern blotk M7 IEFIRCOX-2KIE, 1 H
RT-PCRAGI 40 J N 721k, 1@ ELTS A%l Hif
5 FZE2(prostaglandin E2, PGE2), &Il 33
FIRIT 5 R IEEE IR A COX-2 RN i [H 1 () 22
I FREMPGE2WKIA BTF, 2535 5 vl fgil ik 41
HlCcOX-21 KIFEHL K AEH. Camacho-Barquero
262 150-100 mg/(kged) 12 8 Z VAT TNBS
%3 RUC, 1§ Western blot % fu i 2H 274k 2%
MRS 2P COX-2. iINOS M 4 i X 7 2
1k, RIMA LW R R4 A2 COX-2.
INOS. 4 ffa Kl 5238 F B, p38 MAPKAE 518 i
REAHI, Ji T8 9 REDRES . 22 85 3 mT Aeal i #fip38
MAPK FIHCOX-2. iNOSHEIA. b4, i
BBEHIJE MR A5 FNF-xB. COX-2. iNOS,
FEWGTE G « PR R R G 950s 55 07 Th AT
RIS I E.
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