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Abstract
At present, colorectal polyp (Colorectal polyp, CRP) has a high incidence and complicated patho-
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genesis. Many factors such as high-fat diet, genetic factors, intestinal inflammation and bile acid
metabolism are all related to the pathogenesis of CRP. Bile acid (BA) is an important part of bile in
human digestive juice. Its anabolism and circulation in the body are closely related to the occur-
rence of CRP. This article mainly discusses the occurrence and research of bile acid metabolism
and colorectal polyps. Progress provides new ideas and methods for the precise prevention and
treatment of colorectal polyps.
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1. 51§

B T AR R B A TKF R E T, B RIS S — ok, B0 s s i A v 5 i & # AL,
eSS I, FR[E S E S R (Colorectal polyp, CRP)FIA i NBGHCRE L, SR AT EFH#%, CRP H
SRR T NAR N8 N 1 R IR, (BRI A I — SRR Bk 1 2. A B S8 7R —— Jii 8 % JE TRl (Colorectal  adeno-
matous polyp, CAP) 2 4% Fi ¥ (Colorectal cancer, CRC) I RIAE . 1947 4F Morson $2H T e - AS s
A - R, MR H AT AR R LA, & CRC R FEMAL —, HAHREIRST
CRC Ji A4 75%52 1 CAP B4k, ST 5 A {5 45 T e ) R ARG 1K 240 8596 [1] [2]. 4
PRGNS TR I AR BRI ER . T SR IR N S B R AR S5 2 R Rl 256 T CRP BRI 51
—E B . R (Bile acid, BAYE A NAAH A I () B ZEAH G 5y, FLAER A (96 A SO 3A
5 CRP MRAAEZEVINIRR, AT BRI TRAE 5 45 B S W I RS ST 7Tk .

2. FEBEA

25 EL i S R AR R T 45 EL R RN B AR, 1y N R RCRE IS, AR HEAT R 2 BES W AT
GiFroN CRP [3]o MR MRAE AN MBI ERERE, 3 DA b Bz AR A (EO AR A/ v AN L R 2 ) A v P2
PR AR (PR PRI IR AS SR8 A B ), AR S M SN B IR . RBIRIRIRE . IR - 2RI
TR AR - LA A BRI, RIS . R TR SRR R VE R A R
P S PR PR A R B A A iR P S PR e LT A 1) XU B K [4], AR 45 EL I 8 R R A R p i Ly
40%~65%, AR MR P B 1A B AR A A Ko AR AR TR, (E AT LAt 22 o s AR YR 4Ly CAP
[5], —MEAJIM CAP K J 2 fs BB L B2 A[6]. I HERIE 2 B O NBUE TS K T4
34%, HEBTERR AR RIS A7), HATRE IR AR 2, (H XIRER ST KT R A TR 55 v A7
AP, BB f AR ARIE BB SE H 5 itk [ SR, T [ i e 2 P L8 S HOAR EAE AN W B
S, MR VAR A ot A BRI EREAT T RS MEAI KB %, i 2 AR 5B Rir A W R 3k
R FEER ARV CRP, W] LA R BRAR B 45 B iR AU, o RO T e A 2 O B e

3. BEERX 5
AR A AT A0 1) B8 B I 43, Y S 7K P R AT 05 15 /K £ P SR ) 2L K
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AR A S 7 NS VERHE, — 7] DR 3ERE R R A4, FEIEA. k. g 5
i, VENEZEMESESS T, ATLOEE 2 M E R AR R .

1) ARAER /2K BA B4 3 BRI LA 55Kk, ARYE BA (45 m] LLoy i g B DA K 25 5 7,
e BA BFEHIR(CA). %8 IHER(DCA). FEIAIHER(CDCA). AMHER(LCA): 4iAH BA A HE
FEER . H 2R ERHER A E R AN A RS Bt SRR o MR BT R 1O SR ST LA 43 AW BB R (Primary
bile acid, PBC)Fl7/ 2 IH 12 (Secondary bile acid, SBA), #JZ¢HVTER L5 CA K CDCA, iEidiziE A [E
PR AL AT I — RIS AL AEEE R, TR BRI DCA J LCA.

2) MEAFRIIA L PR EEAESENFEG, &0d — RAIEHEE RN, AR . HA pusss 3 5
N LB AEMERIER, BA MAEMREZEUKLIIBENE, ZIBEMIETE R SOVEERE 7a-F2 0
(CYPTAL), &k — R 8 Z& (AL £ B S B AE i CA Al CDCAL BAR IR 32 BB L0 K BY 270 $24L
V4B [ B 2 AN 27-FR BRI, 7RI S S WA e 2 23 DA B WG 200 i v ey 5 PR S S AL IS T R
WIZREI IR . Y4k, M8 AN FFIE N B93E CYPAS0 il o i 25 [F 1 25- 214 Bl f2 N\ A4 K v B 74 Fg 26
[ 24- A S nT L B2 5 I R A 5 6 Bud 2.

3) MHHERIIATEIR: BA B T4 &, ZRHTER &4 22 (BSEP) @i /MNE IR HEME, I+ F
ARFE UK, RN BWEITBR WM, (eI T 78 M FIAE 5 0 FRIER,  1E R g b
B EH BRI R T R 542 2R (1 (ASBT) Esh SN, FERC) BAs M THu ik N iy 57 200 B 1) 358 e A MU FEE
Il I B WA LS R A ol 58 R (OSTalp) 551z 2 I BKIG A F , e A0 BB 5 12 Z K (NTCP)
(3 B T HE AR, T S2 A RE BRI Y & 2 o

4. REHHER R I TS E B R AT R 24

KE I TER I AR S HACH S T 45 B R B — € iIXUA R, He— T3 T R % 3 i 41
o3 1 PR B DR i b e G SR I B R R A0 JORE SUSE s 53— TR R S AR P A B iy
A HUERTEAE F AT LA 7 A 30 P A B (ROS) A M U (RNS) B U i b Rz, 4 AT 4 A Py 2R AR,
PN EE R DIRE 2 Z M, AN DNA A, SECE AN = 185, & CRP
Iy A

1) PR e FLAR =t T 45 B S T BRI E A BB, PLZE ARV HE i mT L3 20 o)
JE N PRIETE I F P AR RS A, AELS T IET R 5 4 B R SR S R A A AN FIRE FE eSS, X U] BA AR
i) B M T ) R A S G B TN B, AT S B e X fi B B R I RAE SO . AR FEN ORI, BET R
Lo AU =t BT B & 0 i i AR AR D e, AT e 2 32 % D A v O AR [8] o 22 TR FU
W] DCA Sz LCA FESMfil T8 A RRAER 14 38 5 rHOE 2R KO/ I[9]. CA 5 UDCA thaT LI R B 7K
PERE R ) B TRV R ORAP i b B A, 9 EA] b s A AR T 7 A ) A e RS 7 R /E T . Hess: 8% [10]4E
WA BT LU )%/ DCAJUDCA i, {15 iz 2R K PR R VT IRt — 20 Tk, 383 F i MAPKS 8
B, IS LR R G, FR(K CRP TR XU -

2) BRI IR B At T 45 B B AL O et A E . KEREARMIHH RS CRP RAATHR
MR, i 2 I RE R\ T AL T 14 SR (ROS) AT P U (RNS) B i W 3 4, X 45 B b
e AR EE AR I, 53 e BN 20 0 P9 ZoRE AR BER AR A2 SRR R D RER 2 2 i, Ho
A RN A DNA FIH5477 , 3 K AL A RS E 1 th 52 21— 5 R B AR , ik R RAZ B AR 24 n[11] [12].
CL22A 2 IUT FUIIE S H ARG Mt S IE R RE 6 Wit AR N IO AE KA, R 45 AR 7RI R e mT LUK P 4
PR (B AREEAT IR, SZRIBUR P A A . SRIB R TSR DR R B, AT DU 0 B e 2
AR, BB T RS 5 5 el iy L RSB PRSI, 5y 34 p o BE A it BN T 388 (2 45 [ 131 W TERBLLF- A
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(PR TR AT A B T (2 i3 B K B 7 45 B R 80 M 1 e A, 1T LR R o S ME TR S MR AR I 2B K L ZR ) S 97
B, AENBEREE N TRV RN, oilt— it mae b 4i1[14] [15]. REDDY [16]
FAE 1977 LD AUESE T CRP & CRC & F5{F A IR AR BRIV ~F- 2 & B W] a1 — RO A,
W FEARYT R /2 CRC HIHBI RN 2 . 1 2 1 v I o2 1 PRI 2R B s T ol PR ER £ 02 5 3 CRP R 1Y)
—ANEBEEREE, SBEREAONTR T NEIEH 6 RS 75, 115 PBC 7E/iE N &= AW 5
— D7 T R R B G A A i TE A (R A W TE R IR B S35, i — R AR S R A
13IATE RN SBA B E B SN, K2 DCA HIMREEKT[17]. MiE M mik FERY DCA W] DU I 7 A= %4k
NEAE A B R B b, AT 51 R i b B A4 4%, JF0% EGFR J& WNT di%, #ifilfz bRz i
TG SR AN (1 34 B i 71[18] . DCA o mT LIE i F-H 40 M e bor vk 1105 30 55 07 =X B Bl U 3% R -1« B
(NF-kB)IE i, (2Rt 1 i i SO0 S M ) R, I3 30— L iR T i Re 8 PR R A2 4 il DNA (13 52 52
1, A HOE AT AR R E P RO R [19]. [ Ah—T5 META 20 12 BHIEBE 45 47 5B 3 F1 CRP [ A0 2 ) B
BEVINMN:, XEMIEYIRRE A BN, WRdg B RBRSE A EESHIERANEZ N
DCA, T E 1) DCA £ & CRP (K% [20]. M. Barone Z5[21]45 /) f.45 i b iz 4l i 70 oh L 2 22
TN P IR ER R 25l b R 4E i B ELEE G A= T RE; Daniela S8[22]WF AL 45 SRR, ANHER AT
DU S LTO7 45 7l 40 i o (1) C-fos A1 Cox-2 JE[K i, 1M C-fos J [K] 5 41 i i 55 5 #8582 [ A7-4E
FHHEIEMRFR, Cox-2 P& HME IR 41 AU =4, X780 Ui B 7 DCA 1T LUERS IR 5E 5 T 1n)
AT AL . Zhu 25230178 K I DCA fegiEid PKC HIi21215 SI0E Cox-2, H. Cox-2 HIHE v] LU 3%
I INZE B bR A S I, n R g b e 4 IR . Dianhua Qiao &5 [24]8 5K W], DCA LA
I R R AN p53 FKl, H p53 kDA JE T — S R B A SR R R, e AT
2 CRC M & AE XK 2 & 3 =

5. BB ERZ XS B S AR RIS NG

R BRAE N A v 5 Bl i P AN S2 AR L Dh e, 3 onldik e lie X ZAR(FXR)AT G AR ERSZ 44
(TGR5). LAt AN ZARIINH, 43 Hout CRP JE R 521 o

1) G HEEEART R Z & 1 (GPBARL)R! TGRS (52 14), #& 2003 4 H A3 Kawamata i i K| FH A
FEMFATHY cDNAS, Mt e NSSFE A BRI I [25] [26]. TGRS 1F AR 2 NALIFIE RIE, £
M iE R R IE KRR, JERAE A EE . BA 2 NUEYE TGRS (IRIRELAE, LCA X HSER iR, HiIk
535179 DCA. CDCA. CA [27]. ¥i& )51 TGRS A LUA MWL N REVTH R . FlEE. MR, s
NI IE SORE . dEAPRE bR Bl . AERpAH R R AR BRVE B B VE I [28] . Xia [29]HR H B 7t 506 45 5 43
FrRIL, 0% )5 H) TGRS A LU ZHUEHEA N cAMP 248K HIPUEIR =, cAMP 244 /K F (i HE T
REME A 80 15 2 b K IR T ASBT MIE R FsThae, AN T HUAXT BA FEIRCR, ks
T BA TENUARRIRIER, BUE 1) TGRS o] LU I 7-«B (NF-xB), I8/ Kupffer 41 f ke
RINTF, B4R bR A B AN 205K . Cipriani Z5[30] &3, TGRS e 1k sh 7l LA
IR bR R e B, W LU IR AR I TE I A SR, SEBRTER, TGRS i[RI m bR/ R4S i 4
ZUH IR AN B I 7 A 5 80 1 B0, 25 55 0 WA M 7 = S i I I SRR, 5 e A T I RE IR
N, [ g 35 E B 0 4 1 45 K49 (Zonulin-1 & (AT Occludin & (A) L BLZ E AR, SEU7IE 5
FEPEHEN. Keitel Z5[31]FFE o, BHAER T LT R080E FEAE Y Kupffer 41 TGRS, {3 4H /K F 1) 1)
CAMP &3 ThE, (613 IL-1a. IL-18. IL-6 Z5&{@ &K1 7rilb /b, X4/ TGRS MBS A — & MHiR
R, SRTIAE CAP B R EFEth TGRS M A, 5t —Hi5.

2) 1EJERE X SZARFXR)ZHTER . RERY ORI & FE S 8 YR M EZER R, 8 TR RNR)H
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FIEHIRR G, 7288 NRIH4. BHFACHI FXR ZEH, 435N FXRa F1 FXRA, FXRa & N2 {4
SEHY, T RS F R HAER RNA RT3 80Hz, Hgmg UM FXRa WY, FXR EEEA M NR
SERE, LR L SR i, AL N i AN MR A4 1) % SRS AFL 3, DNA 45 4148(DBD), £k
X1 C s PRl & 8(LBD) [32]. FXR SZAREZ AT/ Ma FHIE. BNEFE ERRSEAHOCH Y, Hrpgy
i f Nz AR R H[33]. AR FXR EAEVRIE R AT LLS BA MHE &, W9 A0 ELAE FH o] LAY [R] v
A PR TR i B R T S5 4E, B BA S UETE FXR HIBCAE . AFEZEELE BA X T 18 FXR HI80E 2
FE WA RAHE, 585 o A 594K CDCAL DCA. LCA, 4k UDCA *t FXR 5244674 535 (31 H .
FXR HHFRN BA FIAR AR, Bl 2] BA 16 K, FHs AR 4ERE BA TE/R P P b e S8/ I [34]
FXR ZREENASEGE G, — )7 B FGF15/19 (/MNRA FGF15, AN FGF19), FGF15/19 281 ]#% ik
FIAFTfE , 3@ HE] CYPTAL BiG 1, WD IR FR I A R, RIS Rz o (o R 7 I8 15 it R I B AR [35] 5
H—TH, HEIERAE FXR G2 ASBT, {21k BA fHHM . B0E 5 10 FXR SARLER 815 ) Lk
BRI, HrpaFs Angl. iNos Fl 1L-18, 2 AliG MY ol LA TR PUEIE, 8 %y b5 b b sz 3
J T8 AL BREIR[36] . SEERIERH, TEZ M2 /N A, B FXR 7] INT-747 17 B B Wil 28 0E
N, OS2 R R BT R, R b R 4 M (03853 s VS R, FXR RBR IR/ BB FXR BEh S
il REARA R . Gadaleta S5[3710F 70 &I, BE FXR AT LAAIH A R I 4H B 730 INF-p. IL-17.
TNF-a SR PER T, HA RS 0 B, 06 bR wE R, MR E T DR . FXR
ZARFIEBR RN T CAP IR AEWH —E & X, £ CAP H1, FXR mRNA FIARIE R FHEHLRE, 1
fE CRC MRkt — byl , FXR PR i 2k A6 /)y BSR4 H 38 . 4R FH 386 K [38]. De
Gottardi Z£[39]%f T CAP J¢ CRC [ FH AT 1 RFEAI X A 78, Horh FXR 722N A () 238 7K1 2
AHAF, {E CAP H1, FXR ] mRNA ik L IE & fBifs A 45 R i N BRI > 5 fi%, 76 CRC BBt FXR
1) MRNA ik FFE TR 10 £%5. 78 FXR i EERB R =8, FXR SZARBIH0E Be 9% A 250
LA ST e bR 200 B ) S i M, R NAR LI T, S IR 1 R RS B R K AR FH [40] [41]. FXR
TEBE b — 573 i o R A Pt B3 IR, R BRI I P AR B b IR S 4R R N RS,
BEAL 22 FRbERa s, HHIEE 20 I 38 1 B0 5 42] [43]. FTRAE H, FXR 4 T 7B K50 40 sy
KT 5 E M BRI R AR 7 T A R .

6. RE

ZREPrIR, BRI B H AU W A 4008 25 L i R (03 B S B B BRI B T IR i b R R B
YERY, (B TP b BOEIE PRI SE AN 57 B AN RBCUR DA K% P B 240 S 5 PR 46 B 26 1 S T A
IR . TGRS Jz FXR P/ BR SZ AR T LA R 1 4 il 20 S5 2, 36 M L Bz 240 B 0 48 5 e ke
SR LR R A S R AT s M, R B AE R AR B DA, BERRUGR AN, B
BHIE N SIS R B, RV IR S FAR = ) 5 BT IR 32 AR AE B T8 e e 1T AE . BRI R AR 5 R )
I A 2 A7 HT A A, TGRS Jz FXR A2 A ] AR 9T VAT BE =i, O CRP IITIRS A iR )7 3R B3 1 75
B
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