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RR=2.8, 2% % RR=14.8) 5B (RR =5 ~19),
B & VERE AL 14 BB 45 4 ( primary sclerosing cholanagitis,
PSC) (RR =9 ~18) Mkt 5 it (RR =2 ~26) %,
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MBEHE(RR =8. 1) B/ T 1965 £ LG LHiK 5 5%
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COX-2 M Ak — MBI FI IR £ A &L, # i
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190 U8 B T 5% ( sulfasalazine, SASP) £ — i 4%
HHESEBERY, ERGEEBRP EMNA,
* B % FF k24 Lashner % 7 & 9 — 5 BA 51| BF
FEFEK SASP A AL ETBfER, B FRAA
THERERETREMN O FLEHLEE L8
RIEX SASP FHMARANBEEATERH
AR (OR=11.71,95% CI.1.65~83.1), EX
AN RRX B 1994 F 5% & Pinczowski
LT R — T B X BB, AT 3112 4
UC, B H AR A SASP B 102 % 45 B B 98 ( color-
ectal cancer, CRC) %% 1 196 B x¢ % B8 , R BL K
MRF SASP( >3 AMNA)AEHEM BRI HMER(RR
=0.3895% CI:0.2 ~0.69) , &R i 5 %m0
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£ >10 £ UC BF, Bk 4 UC B & SASP
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#%31% (P < 0.001),

5-8 B /K% ® (5-aminosalicylic acid,5-ASA) 2
BT &) UC AR AT A9, B A F IBD MIIRIT A S0 REE 7
B ENFIRET 2R G I EEER 5-N-
acetylsalycilate, % [H Eaden %' JF J& #y — 3 %
Xt RS, 6195 102 5] UC 78 B & F B Xt 102 4
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R ER B B R 75% (OR =0.25,95% CI;
0.13 ~0.48,P <0.0001) , X4+ H7 2 —FZ A&
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(OR 0.09,95% CI; 0.03 ~ 0.28, P < 0.0001),
Tang % {R3# >4. 5g M BB 97. 6% 8 5 5K,
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W R 253457 2 & 2011 %5 A% 9 %% 3 ¥ Clinical Medication Joumal ,May 2011,Vol.9,No.3

BEE BRMA=1.2 g5-ASA W B B KRS
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UK EGFR INGEN M B M ABRILTH, At
AR E] 5-ASA 4+ 519 P53 BB {L 5 EGFR 77
TEBE % . Monteleoni %t P 9 % BL % B S-ASA i@ it
144 SH-PTP2 #% B2 G 10 % ECFR @ %™, RPF
AR ,EGFR AR NEELLZ—, Bk
WM 5-ASA MW EGFR B RIHMEAES AT,
HEL b, BE MR S-ASA BEM il & caspase K
BHMERSEENETRE, ZB N5 4 EHE
B (6] A S-ASA KW BE AT B O 0% R 0B A
ZIHLHER S-ASA FESH S HIBLH . Koelink %
RUAS-ASAMFERSEMARMKR N, &
CaCo2 41 g W %% B caspase-3 G . S RBEH =

. BB R A 55 (PARP) ZfEF caspase-8 5 R

EW M — 4 3 5-ASA AT LA H 40
MEFHARALT. EEEAK, cyclin/CDK ##
T R 40 it A S8 4 B T 0 7 B, R b BEL 0BT
LR 35 3 B K 1 % BB (CDK) I 3IE A L R
B Z—,5-ASA At F#) B-catenin M |, M T A
cyclin D1 ,c-met Fl c-Myc, Cdc25A i if#% S
sk ERNANBEE, I—REEER, &
MELGBEHRPE LR 5-ASA ERME S,
5-ASA i # Cdc25A BAER KX, EREHM B
PR, %S IEMKE CHK1 f1 CHK2, i & &1 26S
EOMEERNT N, AENE 4 F KX
M Hl Cde25A 5 1 J5 4% 7 38 i i 3R & EGFR-
MAPK & 2% ¥ & , # i1 90 %) % X B ¥ CREB Al
C-MYC, L & Cdc25A #1 cyclinD1 X F# F &,
3.2 HpiEREsRKKD

S-ASA R—A-EHEABM ROS FHE KX, M A
WE B mEE A, B R MR IE N R
ROS M3, 24 5-ASA [ A F IBD B ] LAA 2 it
iz, BRRIERBEN - M EENEYER
AF HREERERENTERES SHEEKR
EH, 5-ASA R HR P 5-N-acetylsalycilate BF
BER-0; RN, HERKEW(BREE C,
F B AR ABH ) 5-ASA A BE AL 5-ASA,
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MR YA AP AR, S-ASA ML A LIE
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AR RYRAFLE D RIE. BN TFS-ASAT]
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3.3 #%vh TNF-o.TGF-B #= NF-«B i %
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EER. EAEH LK HHH,5-ASA Ml NF-«B
T AT P65 | K ser536 1 S BE ML AL , [F) B i BE 0
HitEF(AARAMNE) BIEH IkB/NF-«B {55,
5-ASA B/ IL-1B 4 & 4 4 % NF-xB %3k . IL-
18 S8 1B ¥ B 8% FIREJ5 A9 1B [& % F1 P65
BEABEY, NFBASHERLRELW
(MMP) X EMBRAEFTRETEEN A G,
5-ASAE it NF-«B 4t % 15 5 & B 10 &1 MMP %
ik, INF-a BRI ABMARFESRERM, FH
NF-«B #y B B F1 COX-2 #( 1%, \ T 7 IBD $i %34
ST RN, 5-ASA FH M COX-2 K #itE fdk 4k
BB AREK, BEWH TNBS ERK
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TNF-o 3} % 3% 1 TNF-o X IL-1B % § ) COX-2/
PGE2 )& o 5-ASA 1% IL-1 #|# NF-xB RelA/
p65 BERRIL!™,

TGF-B KIKR—LEMBIE B+ 1 8 5B A
FHBEREERACHARBF. 0B EH
TGF-BEE H , %K Wk & .75 BMP activins 1 i 49
ik, BE &M 5-ASA T LU H CRC 40 i
TGF-B, {55 9 K Wi ¥ (i i # % ALK-5 FI Smad
B L), T % BMP & 3% X & Wi, [ H: i 0 H
TGF-B £ H PAI-1,

3.4  #%v Wnt/B-catenin & %

Wn fFEBERKEELBRS REREM, Y
REMBER BEAHNTFHEER. XBREHT
LABVGE S T HZ ) Wnt/B-catenin i J§ 3 Hi By
RIGITKBERRE, 5-ASA & PP2A kT
Wnt/B-catenin 5@ #, ZEEH K HRAME Wnt 2
BRK i, B-catenin # £ & H E A 1K (115 GSK3B,
axin ,casein kinase 1 ] APC) B {L G R4 %
£, 3R AR, R, R SE B, Wit
%54 Frizled/LDL Z (k5 &4, GSK3B % i%,
B-catenin 7E il i ¥ 1 38, 5-ASA i if PP2A £
B-cateninBE ML, NI HE B Rk, BLE
H B %M 5-ASA ¥ & E-cadherin & 5t proto-
cadherin {f) ik, T HE K 1% 4 L B & B-catenin,
Wnt/B-catenin 3@ ¥ 8 # ) # £ PPAR-y Ky %X,
5-ASA L i@ PPARy £k, FER FHE® P
L, HEBER,5-ASA,SASP M P 51 B E R
SEMR TC22 KRk, TC22 A ML HN %
PREMEEFENEH EEARPAREREL, hik
Y68 TC22 Jy PPAR-y Frifl#% , H T LUK PPAR-y fE
AFHBHTRES. BAA—TMEEE APC, N
Wnt/B-catenin i ff 8 EZ G £ FHIZE F APC T8
FRFH B-catenin BR, hHBEBRMNBEHE
{4, Koelink %' 7£ 57 #9 FabplCre Apcl5lox /) B
BRI (EMBRESERRE) FiTT 5-ASA Mg HE
J 95 2 B E R 45 R R BL 5-ASA B 3 R A%
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3.5 HALRHAR

BERBEMNIEE R E coli AR T BRHRBR
MEERER, —EHHEE o A BYRBARS
W B, A 4 1 95 , 3% T 8 1% toll — like receptors,
TNF,IL-8 and NF-xB {5 5@ ¥, 5-ASA LIF| &K
LT 0 I B R E. coli fik % B9 MAPK K #t %
ILSBH, AT ABRAD . BR5-ASA
WEE KRS M AT, S-ASA T LT A4
B R R AR 1 18 40 78 th R 5-ASA fE IR .
4 RE

MG SR E , G RH 5-ASA B EAEH B
UCEENT Y MAFBK B, 5%&.%
B — Lo ui e O 5T R 3 — 5 58 B A Bl B
P BT B9 5 s K, MOLBI R R R B , BRI K0
BEERZ KRERBES-ASABHERTEZLHOR
By, UREMNMERE %, B, SRTLUE
VA b7 i ik — 4 W B S YRR TE B RS T R A
REEBBEPREM.
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