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Abstract: Ulcerative colitis is a chronic non-specific intestinal inflammatory disease. Ursodeoxycholic acid

is a kind of hydrophilic bile acid, which has been paid more and more attention due to its roles in cell protection and

anti-inflammatory properties. At present, the treatment mechanism of ursodeoxycholic acid in ulcerative colitis is still

controversial. Thus, this article reviews recent research progress on relevant issues.
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TECs J5 [ 30 1oF 52 458 (14 200 B 43 5 R 58 T2 100 A Wiy 5
ko TEIEW MR SIIE], Wi bR AR IE H R 40
AT, EEGREN T IECs JT- 4] §E S 2805 i
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FH A7 1R 45 B 4 ( dextran sulphate sodium, DSS )
PE R Y SR LE I R ST Y 7R 5 TECs T2/
PIRICER, RN A ps3 HOBURIARAR AL
il IECs P T2, AR T8 hn . 14 58 s/ #R T
AEFECIECs B BRI BERI IR, T {2 2 DSS 75 51
S5l RIENWAE I FARZE . AR/ N T 1
LM, TSN BUR b DSS iS4

AR S TECs 5 7 A 29 15 [ 7 A 5T
KI, IBD fBEFE & A IR G R FE AR
STENMAN %5 ™ 3, /NEZH I 46 P TR B 15
AT BR B K AR OG , MBI BRI /K P 3G in 5 4 i
PEA G, SRAKPERCR N RRTEMA SR T 5 240 2 30
HPTRIMEN, T UDCA i —Fh KRR, P
AR AR AR N BT RS RR RIS, Z2 N TR P IR R
K ME UDCA B H AR R 45 5 T8 i A ik AE 25 42 IR iR
( tauroursodeoxycholic acid, TUDCA ) .7~ LN O
e prar R, (HHAE R A R

1.2 UDCA W&%iETER

LAUKENS % " #f 58 & B, i Bjj # 16 F§ TUDCA
REAZIE /L TECs T DSS XHATEIR 97815, X FhE
T B P LA T S B/ N B A RS (o R AACTIE A, AT
HIET. LAUKENS %5 "6 % 3L, TUDCA fg % 41 il
?;j:u:% éﬂ?l H@ ':F' H*@ﬂ:% ? - ( tumor necrosis factor,
TNF-a ) 5519 Caspase-3 {fifk.

FERBAIE T K B, TECs A R0 40 i 08 T ik % A
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1.3 UDCA iR/ PR J5= ) )iz 385 22 i

P& Caspase-3, TNF-a %5 IECs A R0 -5
F, IEERA TR TR (endoplasmic reticulum, ER )
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receptor=5, TGRS ), WHEFRAE Gpbarl | BT AH V152 57
o GPR131, HJEAZE G HEAMBZIK (G protein—
coupled receptors, GPCRs ) Z—, HAEGAEAL . ik
R rh B ah  7E il LB e B R R,
A S R AR FRE ", IR TGRS 2
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( short—chain fatty acids, SCFAs ) REMSHRAL TECs fgiE
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R
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