L MEESH REI028 | 2025E 58 | EREEMEARFER

Journal of Food Science and Biotechnology

DOI:10.12441/spyswijs.20240318003 [XF %5 ] 1673-1689(2025)05-0001-09

B B2 K H 3K X %08 T Re =2 M B9 i SR i R

& B £RE’ Mmkxe’ BAEZEE' BIEIE"
(LI IEAFAES5EYMITIESME, T HN 310018; 2. #BMN T R YR R ARE RS oy, 35T M
313000; 3. BN RMEXEH 2 AHEF AR S H0L, #7T # 313001

WE . RATRANAAREEERHOEIZAL Y NEAMERFANREEGELARMELA T2 ATHE
Ho MERZFENARKYEIEZRE , CRETREIAT-BBEFROEZEEZH LI E5EAEFTHTFTHRETR
BRESAKMGIAMEIERELEME, XA TROKFAL BN DL AT RTRALTIRALENRA
THERE AR IRURGEMAME T ROER AN, EAEANETRALCIRK E BB EGIX
BRI K E

KHEIR) fe T BR A BR e AR e BR X B i o AR

Research Progress in Effects of Bile Acids and Their Receptors on Intestinal Function

JIN Lu'  JIN Jiansheng’ GU Yongqiang® ZHOU Lulu' HAN Feifei"”

(1. School
China; 2. Agricultural Technology Extension Service Center of Wuxing District, Huzhou City, Huzhou 313000,

of Food Science and Biotechnology, Zhejiang Gongshang University, Hangzhou 310018,

China; 3. Public Service Center of Daochang Township, Wuxing District, Huzhou City, Huzhou 313001, China)

Abstract: Bile acids are the main end products of cholesterol metabolism in the body, playing an important
regulatory role in the digestion and metabolism of nutrients, especially lipids. The intestine is the main organ for
digestion and absorption, as well as an important site for bile acids to achieve liver-intestinal circulation. Its
function is closely related to the interaction between bile acids as signaling molecules and their receptors.
Focusing on the metabolism and regulatory mechanism of bile acids, the author reviews the roles and underlying
mechanisms of bile acids and their receptors in regulating intestinal barriers, immune function, and gut
microbiota. The aim is to provide reference for related research on improving intestinal health by bile acids and
their receptors.
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2 LR A2 B B AR IR AR 7 A, 2 HE ] I 4 A A 1 I
&P W), 4 45 1B R (cholic acid, CA) S fijt 480 IH iz
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WA 456 77 . ERIEAEMIER T W1
PR 1K) 7a- 35 25 Wt S0 AE BOIR BRI IR, 3 B, 955 i 4]
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acid, LCA) I Ho 5 H & IR sl - Wi B 10 45 & 7 W) -
W1 2% R B AV IR R RE v R # 2 5 1E AT LA & T
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B ARV G O AR, A R IRV R 5 IR R T &
1 75%. ZE A, B EHEE 7o- 32 LB (CYPTAD
4 JH [ B 52 BE A0 R T - 35 T, A 7 0 3@ i
i) BOEOE CYPTATL SR A ] 2842 2F JH ¥ IR & R 5
I JE I 8 B 12a-72 B (CYP8B 1) 2 45 4k 26 [
BE 3R [ 12a B Rt , CYPSB1 /& CA f1 CDCA
B % 4R [ 4y 3 s, B PRI AE CYPSBI AR H
TA R CA, W R %A CYPSB1 N 2> 4 B4 B if J5 fify
AL N CDCA™ . CYP7A1 £ i 45 fH 1T R & B
) S Rk 3 %, 1 CYPSB1 I 15 CA 5 CDCA K Lk
B o AE HAth — 2 21 ZUR0 B W A0 i rp o, JE R T
o B AR A A RIE Y R, S R 27- 2 4 Bl
(CYP27A D) & Bl IH [ i 7] 275 5 JH [ B 4% 4k, 72
S Ta-FALEE(CYPTB) I ER 3L AL AE F R = 4
CDCA"™, & J5 £ — R I B AL AE R 8 & Bk
P RE T IR 5 2 i R Bl H S R 45 A T8 &5 & R YT IR
TR B E 3 Y,

S G B R 5 T B R R 2 2 AN IR 45 M g IR
TR . U7 T ER .45 CA.CDCA.DCA fI LCA.
IX LG B R 43 ol 5 H R B A R R 45 & AR A
N 45 A IR R, B0 46 H 2 IH R (glycocholic acid,
GCA) . 4~ 1i# fH iZ (taurocholic acid, TCA) . H & %5 i
S MH R (glycochenodeoxycholic acid, GCDCA) Fl 4 fiff
% i 420 IH R (taurochenodeoxycholic acid, TCDCA).
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A WLV 5T o/B S VR — B A s & O D K, o
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B BH VT R S SZ A% FXR 2 HH IR & R 1) % 4 1
W, 25 AT AR i OC B B &
iz E AR REM . W R R, BT SR
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S 58 R B, PPAR I 81 71l Wy-14643 (Wy) 4b

€ W BEITER R E S0 X A& Th #E 3 W B A ST i R

NG S I3 S BF A CA AT TCA B2 3, X
5 CYP8B1 () LA G I H CYP8BI (i 15 KA
PPARa 1K #i 1% , £ PPARa # A ff & /N B
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S R 1a,25- B 4EA XD, Tl F %
R 5 VDR 4, i 5 CYP3A () R iA I
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TR A1 CDCA 7K P FEAK 5 8] I 1f 5 e iH 3 R AN
LCA 7K F A X 5% & » 3 W] VDR F& R 5 2% 23 52 i
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22 EFHNETERNAENET
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Table 1 Regulation of nutrients on bile acid metabolism
2%
EE5 3 JIE i AR 4 4 1T .
SCHk
Tob ) R £ I I (2 30 MR 19 ) & BN 9 3, A L AE W i v s 0 85 v 7K P o T B i IR A 4 G m JE B B 5 R 1 D 0 B (28]
1B, 12 EEAB A5 Ak 1 fit 5 R 10 2% A 5 DDA 9 T B 5 28 T 1R 1 AL, 32 78 DX MBI R (LC A WD CAD K, 5 SR 36 8L
T8 3k TR € IR 0 R R R A R T S TR T IR J0 2 SR 9 A AL e IR v IR AR A I S e, R IS R T R R R I
P2 AR A IR T 12 D AP RO oty B SO LRI T R R K A I 0T I D A B 8 it A R M I R A v B IR T RO s m T [29]
W ot 2 R 5 fl R R T R RN TR G BRI KT
W B 50 22 AN VMR TR PR SE A6 KT Yk R S RRORF i AR EL L S VAT MG T TR R R AN LRI I U7 TR A R A ik R ek R ST i o
AT AR ARG IEL R 7E 45 1 v 1 SR A, 3 W B R R R AT TE VR 1T M 3 R A W 5 R R U R R TR BT . A R TS O I 1 TR
AR CRF )% C18:0) nJ LI Job ) A I 12 45 AR 4% SRR 5 P 18 m 7 R 11 7= 2B . R A Bl P I T R 2 Ak A s, [30]
B 15 At 5 16 07 AR B MR IR ) W U A S I N . Ak L B C 1822 B BE TR AT I T ik 3 i ek b G B i O i
JEL T AR U ST i [ b 384 o0 485 B LR A A S
v L] 2 v I PR £ R A R AT 3R IR 26 K A s (B SHD Bt g 19 17 308 Bl 2 0 1, A6 85 - MIEL - 2 00 408 006 Ay 25 I 7 02, [31]
it B E S 5 BUIE o DCA I CDCA JK - 57t % Fh e, S 2 175 NI 07 746 400 119 98 0AEE 52 L o
g TN £ B0 2 5 80 6 b 5 IE R A AR DG 1 % 208 O P R R T LR AR R 2 F AT T 5 [ B i TR UE o e [32]
12 ¥ 18 TR 1 M 20k e /b IR P R AR K A U VJFF - 08 B 52 B LS W N A R S A R A o IE IR KT e
Z Wy 1 T CYPTATL Sk i 75 AH [A] i A0 RE v f2 AU, T AR It 2 P& 4%, L4 NF-xB/ERK Al SIRT-RXR-FXR(LXR){F
£ 5 IE I IR VR T B YT A R DG R IR 1 A A L S v IR B 1 0 DL R BB R T K AR 5 22 B o T LAV VS g 1 R T R B is B A gt [33-35]
DA P T Rl A A A, TR SRR R
(8 5 B TR SR TT LAV 7 g T AR P S R I T TE T IR B A s R T R R T DU AR BRI 7 A 60~ A I T I () 41 1 [36]
Je, BN 60~ 32 FE AL I 712 /K ~F  491) 2 42 I 9 R 4 I R I 4%
_— 5683 1T LA BRAR FXR 45 H177) 28 188 B2 -o- I R ( T-a-M C AD 21 T R - - H R ( T-B-MCAD I 7K *F DL K& Tt 75 FXR #3 7) CDCA (1) [37]
K AT FXR-FGF 1515 538 4, 120388 %m0 1 Jg 8 F JEL 1 8 1) W e, T Bl 484 o L 71 22 R ik
L-ZR 8 1 R A5 BSH 3 P4 AH 5% (1 2L B2 AT 147 B 3K T SU0FF B AR00R 2 RO B8R F B B0, AT B IS BSH 3% 1 3
L-ZC R B4 B 45 4 IR R (GCA A LCA) (/K 7, ¥ i 1 FXR-FGF15 {5 5l 8, [ I LB % CYP741 () mRNA fil& (A [38]
FIEM L, UL T IE CADCAGCA FIH & HE it S01E 12 119 43 30 38
i P 24028 T T IR TR (0 AL, R R AR TS A MR RR AR 12-OH RE VTR KT o [R]E fif B 40 /1) [ FXR A5 5
iR AR S AR IR DT IR A R, 0 JIE R R AR T R R T b A i e DA T T T R A, JLRRE R PR A BSH I [39]
BB, 5 7o~ 5 H A S0 B8 0D, 5 A B AR A OG0 1 S
o AR 2 R T I R 1 A ORI I TR KT R BRI < U3 A K MO AT 2 A 0 B I T AR R A R T A R
e . [40-41]

Jei o 5 3 ST R GNE TR AN IR G TR AR

3 TR X i iy RE R 5 e

LERE)ZPENA

HEL R N iy T8 B i 22 18] 47 AE 2 2% (1 30 A5 A B
P F AR XU B 0. 3 4 oK B 0IF 7T 45 SRR Sk, BE YT
W2 5 i 38 Bt Bt T e 8 U0 AH 0% 5 A2 4% ] 52 453 fia T B
ek 56 M 1 O 1. R R X M R B ) R
Wi = IR T B B . JE R A — b O
I35 T4 N 404 R E 55 R Y R K P R 45 R
9% o KM (0 BE R AT DL T AR O 4 R
I T e R T I 5 S 4 I R T A A N
fERM Bl CAFE N —Fh g K VEAR VR , fik B 3%
B IR 1 i I EL kA 5 A S B0 A e
g2t O | I i N R R E e 2

3.1

K o MR TR AH AR R ) AR A 2 SR T R )
WIEE, JEE R EREE AN KRB RN
Ji7 18 Bt B o) REHY . Yao 25U 5T R B, LCA RE B
# TNF-a i 5 B ZO-1. E-cadherin. Occludin fl
Claudin-1 ff K& f 73 A o Rk, IH v R 7E 4 35 W
T8 BRI 5 T R A EEAEA .

JIEC B8 FH O A% 52 A R B0 X T 4E 5 g 08 i B
e v A EER L. NRE AR M
(MLCK) R 5 5 % 7% 452 87 1 1A g 1 Bt [ 2y
BE . LiuZEUT0F 70 2 O, 2% ih 8 55 % B @
FXR /1 5 ) MLCK {5 5 i % 75 3 17 18 BF B 551173 .
¥ i % 75 % B, 2> N i ZO-1.0ccludin A1 Claudin-1
FHOC ) mRNA 1 A R IE , B ¥ 40 B ZO-1 1) 4y
i s fE LI R, FXR B3R I8 N, 1 MLCK 1) 3%
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B B . Garg 97050 K I, PXR Al R I 48
A ¥ 5 5 B9 MLCK 2 38 A INK 1/2 1 3036 K
WRAE MM b B IIRE . Ak, VDR 2
S5 bR Claudin-2 . Claudin-5  Claudin-12
HI Claudin-15 %5 % % % $z 45 M A0 O 2 [ 1) 3% ik Al
e 2 ok B2 VDR FE R B 2k 2 T 8 Claudins (40
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J¥ T8 AF 9 N A R K S A8, 7E A 48
B R DL e NI RS R T K R
HEAEH. RMRERES R RLZ miERE K
MK R E BRI —. 3T RET R %
FTAE FH I 70 0T e 2 A 1 R e, 6 T T Y TE
R B A B =

1% 52 A B I R 28 I Rk RE(E S
I8 % S5 A AR i B 28R o F 7R K I, PXR AT 4T
il A% B 3% IR 7 NF-«B [ 35 M, T o 5 K 5E &
BT, PXR O I 1 NF-«B  Toll B 52 4 i) )& 15t 14
28 DA K T T 9k B 448 1R 55 A DG ML 1) 8 YA 9T 4% 0
Ji 95 v R A R AR A P N SIS AR 4 i R e
Jitd 35 AT v K S 3K Gk B v R A2 MR FXRYY, Vg 4K 1)
FXR #1 i] {i2 % #% 5% [ 7 AP1 1 NF-«xB [) £ % , [
B 4700 41 41 46 40 B IR 7 TIL-1B < IL-6 LA J2 TNF-o ) 43
W, Gadaleta 259 % B, INT-747 (FXR ¥4 5h 7))
A s A ) 25 B R I AS [F] S 9% 4 R AR 4% 4 i
DR 1 7= A, BEL 05 77 58 0 B IR A A0 2, 4, 6- = fiF Jik
IR T 0/ R4 R KA . PPARa S 7
Wy XF %0 t B A v 97 16, o] 38 i 8 4% NF-«xB i@
%P0 e 2 4 B Al 7 IL-64 IL-1B A1 TNF-o [
mRNA Rk R 6 N R BT RAE . PPARo K
DRI 5k 2k 2 15 5 A 22 W S8t % 412 % 4 i IR 7 ot
Feik, #E—ER] T PPARa HIHT R E BT, VDR
TE [ T8 e 9% 40 i rh I8 I 2 5 1 S8 R AN IE
G g% NE L FE . VDR U0 T H0 ] B 48 i 38 55 A1 45
A, $0 ) T 248 o 38 B 1) [0 B 2 5 Thi1 SR 8L ) Th2 R A
FEAR (e HE T AN R B . LA , 3 AT 4000 1) B 41 e 7
A2 TL-1.1L-61L-8IL-12 Fl TNF-a 2 {12 % 20 g K
DL A 3 A 5 R 4T M 174 1 AR e
3.3 B ERSHEMEYNEEER

J 18 Fe A AR 2 R A R, I R R0
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g AR EAER 2 Kb —. lplEh a2
ASFhE A 2 5 R IRV BR A R A A
Wt o ez, BE R B & R 2E A RT DA s i fig
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B AEE £ - CEFE A i A YD bl 8 2
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3.3.1 N2 BR %S v 18 A A A 69 4R R

JEL TR i 1 K /0N R 2 B i) B T A A 11 4
o AE PR RT LLE A R A A T SR I L i 1
AR P AR A, 40 o R TR U B 1 AR K, AT 4
FF 8 B R AR S R g 3 BE B D) RE, BT b 40 B AT
Rt i A 2 I A S A 3 AR A T
H A TS I B 4 e 77, DR ke H ) R R 5 T 1 48
Jfd JIE F0 DNA 453 £ 5 %2 40 B 58 1 2 A 1R 98 1 HE bt
JJo SRR T (A %) BR B I 28 BR B R BR T
SRR R 5 T I B A B SO . CA W]
DA il i b S 2 IR B AR K P SR BE R )
A S G i BELTH R Tar- it 35 A0 T 141 8 1100 AF X = DY
DCA 3= 2L i i U8 20 B I 58 B O 3 A B A
{1 7 A ) A 22 BH P B = A3 R AR B L L
FE A AR AT B SO A K.

[IERA S IR Bu s R ERER i3 -2 1) 7B S
A BB A R . B TR B, ME T R B B
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S 1 2 3 AN I T B B B BT A8 T Re , 4E FE e
Py AR AT o B T RE Y IR 4y 9 B B AR &5 i IR R
PR VR P 2% 5 B0 B 0 B A K DA R b R R Ty e
Z . JiE s VDR Rk D 12 5 8l E
TR AT, 77 AT IR 1) 4 B BCR D, AT A VDR ik
DR i 3% /I BB 25 5 R 5 Tl ke
332 i gk 4 e it B R

JIE 3 B2 W LA S W) g T AR IR 4E R Y TE T
A2 A AT DA T N IR BR A e B AR T
55 Jig T A W A T e 2 T 1 B TR AR R A B TR
TR I S e, DR UG IR R v 2H R 2 R I TE —
SRR P T 1 SR W R AR S Tl
Y ay LLXE AT 2% BH v R 3R AT 8 1, 8 i — R A R A
B B0 I 0 i A 222 o) S ) A i — P AR 9 IR
AR . I, M AR XA FH R 1o 8 1 2R 4 3 ik
H & 1Dy fie : BSH i 7K @ # 3L 50 0 82 7 i
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e B R R A H 'R/ RN . X R & N
KA AE /N iy R i AT i 45 i o 0k BSH [ 9 2% K
BH 14 B 0 5 42 0K 2F 70 B W B R LT 1 R L
B AT B o SR, 0 T 2 25 BB P B, (A 0L AT 1 )
ORI T BSHI AL . AN, BB A= A1
BSH 2> [ FXR 5 U7 T-8-MCA {13k B,

MR R AR R EE WSS 27, nl o JE v R
AR AT A AR KRR 5 T8 B/ B
Eb L B A2 AL /N B RE YT R i 25 B e/, X AT g VA A
T8 AR Y FXR A 5 15 5 113 FH DA Bk
JE R A A A Ye SN S R B, B AR IR
FLOA B AR W 2L M M B AR 98 FE IS T-a-MCA Al
T-B-MCA FIH . 310 22 /% FXR 1) 58 G PE 31,
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