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Abstract

Intestinal flora participates in the occurrence and development of type 2 diabetes (T2DM) through
various ways, leading to insulin resistance (IR) and pancreatic islets # damage to cellular function
and disruption of glycogen synthesis and metabolism, continuing to drive the development of com-
plications in glycolipid metabolism. Bile acids (BAs), as metabolites of Intestinal flora, bind to their
endogenous receptors, including farnesol X Nuclear receptor (FXR) and G protein coupled Bile ac-
id receptor 1 (TGR5), which affect T2DM. This article reviews the internal mechanism and interac-
tion between Intestinal flora-Bile acid axis and T2DM.
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1. BBEEES T2DM

B AR S AL 18R SOEANER 5 ZARPUAT K, XL 5 T2DM IR AT K [1] il v A 2K f m]
W - B AR R G, DR SRR I AUOSRE A, AR RLUE ML, S EUIERE2]. B
BE TR HUNT 11 LE A B85 AR L HE A (BMI) (&N T #5000, A2 L T2DM 6 JialE i A= W0 ) — A B EERFAE[3] o
PTG A B 2 1 22 W K 20, AT S BBOBRE TR B2 25 L A PR/ K T JOE M 7 P 70 % A B (AT 1) F P2 o
fik[4] Li 22 NWA[S], BT T2DM EF AR LM BLAE TR A R B G K SR A R S5 221, &
BUmBHE BRSNS TR, MUARICRE SR, SEEBERESS A RIERN, FEBIRE R .
MUHE T 2 S8 bR 40 MR 2 PR I2 8 1 2 (GLUT-2) 1 lERe S VB R [6], 50 it i P A N 75
REENBIEIA[7], SBOHBERM, FARBREZIRIT, FmREm S G A et RO pom A e8] [9]. XX
BT R WESSHOT R M T A B 0 et A 2 A QO AT R 2 B et b e R 77, OREF
I3 e 14 e B, AR PR i A P SRR [ 10 [10] o BRI I i 38 A A A7 AR 40 T 3 3o 4 81 2 A R
B AR e R A AR RE JOE S A4 B RE 2 T2DM A -

2. BBiERS T2DM

BAS & VT A E AR S, AF R —Flout B A 2 R AR A T E R 1S5 0 7 [12], BA R
245 T2DM B R A A . WHEERM, IR 4 BE Y 208 (OGTT) 30 4085 456 T B =i
PR T2DM B84 5 YT R I 28 T AR T 2 [13]. OGTT IR H & #S M AR BRI, I 523
I 15 2% 5 GRS I o I P (BB A 1 R 4k ) AN K ) (R AR S B AN L 4E) BAS B ) 18 42 7 B P s £ 2
Bt CAFAE, UERH BAs A LASHSZT- OGTT FliliAk PR I K AE 28 . WANG 58 N FE 285 KL W [14], T2DM
B P A IHER (LCA) A AT A R (TCA) w3 » 11 BE 25 U IH IR (UDCA) A% - WA UDCA IR 5 Al UDCA/LCA
POAE 55 0 S R o S A OG, R IRYT I REAT Y IE[15] . A, AR I, BAS K-FREAGHT &
W55 R pE B, EORE A AR R sk = AR IR R R LB 200 30% [16]. BH[EEE 7o ALK
(CYPTAL)GL 8 5T 4 2 1 P A T DA ) b A0 B & 3R L gk, iR 4 8 BA & A2, i CA (IHZ). DCA
(B EIER) S5 CDCA (#8253 SR ER) 1 L3l T vy, @ sk 8B [ i i 5 B0 i 5« B DROE[17], HL S
it 5 AT 2 IEAC[18] . & HCA (JEFHFR)/ 5 CDCA il SR E fa s, Bl s RIRPTHs Bk L i 41 5 A
B AFHK[19].60-F2 A (60-OH) BAs 5 T2DM KA 2 & 7140, 120-F25:4k(120-OH) BASs Fil 12a-OH
54k 12a-OH BAs HI LU 515 8 RIRPTE 9£[20]. M2, BAs Z 5HURACHT. B ZIRPUMaE RN, £
BV RR T LA 2R T2DM KV LE IR T 50 FF -

3. ImEEE - BN S T2DM
i T T (0,45 IEL 1 1 K AR i (BSH) T JIEL Y16 5 5 Tl (BA)) 3 S o 0 R 2 3 A I I A o 29 A

DOI: 10.12677/acm.2023.13122796 19852 I IR = =23t e


https://doi.org/10.12677/acm.2023.13122796
http://creativecommons.org/licenses/by/4.0/

s, K

THRRANRA VTR, IHVT IR 2 1 L4 S 7R (045 FXR. TGRS S2AK)FIRCAR, J0Id 19 % A5 5 i 11 el e 1
W E BIE R A, LR R URE R AEAR-1 (GLP-D) AR YY (PYY), FFAEMESE, WEEGM, AéE
THAEAN I R AR

3.1. BiEERE - FBiTER-FXR BB

FXR HIAZZ AWK IH A ii-4 e gts, FESMTAMME, (R RRI 3 B mHREE, e/
I A i 38 v PR 7 [ B S [ F R BB R A % . 92 IHR(CDCA) 0% FXR 58 20 i U5 R
VEER[21], W] HH AR TE , AT RS ANAS IR, S SO 22 A W R R 1 K A WA [12] o o0 B-HER(MCA)
VE MG ZN P ARV IR, B N FXR $540571[22] [23], SURGHDHIRT R G R, 4ERRIF N T
BRI, DA IR ARV IR M 07,  eFeiiEdds E . RSB ANt A E R I LR W T8 40 1
MW BRIANMB )G, T2, BiEdh BAs KT S8 LR T a4, 20S
B MR AN Y 55 22 UORE[24], AT SO 4 A ) A RIS AN Th 6 2] o

FXR @S RN G, A 2 5 FZIRA 0118 bR % Bas: /N — RAK(SHP) AR AN il 4f 4
A7 19 (FGF19)i& 1% . (1) BAs-FXR-SHP i4%: FXR [ i s 2 — & JF $L AU 1% 57 fK-SHP [25],
BoE FXR-SHP {5 518 8%, 80/ IE Fdd [T ke N, bR BAS 38 Jeb /)N HER 66 JEC /MUl st 17
A i b AN A S, BAs AT LU FXR P24 B BLRE R AR FH B3 Ik, R i iEiE e
WATE T A PR R R RE T4 . AN, BsA FEN—MhARANEI R -, FEAE FXR MB0E N 1 H 3 E SHP 3%
1K[26] i TE A P AE K VT S % ) 28 F RN 5 R R e I Ak R PR i 1Y) FGF 24k 4 (FGFR4)/-Klotho
(PKL) 7 G AW, - L¥aE FiF INK/ERK {55, SHP I8 | FF 2R [FIJE9-1 R % K F-4a
MesiEtE, MM TR CYPTAL AR LR EE 7-2 L EG(CYPTBL) BRI RIE, i BAs & M BE & 1H FEY
Jh[27]. (2) BAs-FXR-FGF19 ilif#: FGF19 # i\ ARV ER /KA &9 e AR S LA SR A 1) S
YATER 7 [28] 0 A FH T JH-H I P 1 200 3 T s 2T A Jf AR A DR 7 32 4K -4 (FGFR4) b, BTl TE T e Wi v]
PSS VT BR A5 M AT 2L 1, e T AR T c-dun n 2R S SR (ONIK) P 348 428 970 S ot 300 ) 400 e £
CYP7AL 3G E[29], W7 1E A A e AR A I P RN 8 AR 1) 2 (R 3R A o AR IE IR AU VE AR WA IR AE Y TR 78
MW, WUEIRA R SR, MR E EARUE AR, QIR IR E R PR A s
1 %0 R 52 14 [30] . W A R v R B K R S PR I N PR T i B-MCA IIFEBLAE 3L, T i
LRI B AT SO 18 8 A R 22 [32], Hi% FGF19 742, LAHMH] BAs & i Bt AFIG3E, s AT
FGFR4 1 f KL L e 2R E 4, WHIPI R LRI RIE, JHATI A IHE EE . BA IR AR %
ik o AR I B 2R Wi FGFL9 (1 b4 FH X B PR3 v 97 B o JE 6 [33]

3.2. BEEEE - B8iTER- TGRS iE %

TGR5 1EN—ME M2, TTZRETFEZNAL, . B, /Mg Bl BESMa RS,
TGRS T AIE I 2 5175 Jlp TE PR 55 (1) A5 5 MR AN U 775 86 4 BE A [34] . (X IR 2 LCA F1 DCA J2 ¥Uis TGRS
A R NIRRT R o Y o AL o AR A 2 Bl T8 R R, S O T 9 0 L A
JERAMUE ) TGRS AW GLP-1 ORI, 11548 J= Jik 5 R ISORN U7k~ [35],  #07k] B HES FI &8k, IF
T GLP-1 1EF 4 b Ji vy L kE K [36]. BT RPN, B GLP-1 55 p 4 L GLP-1 52445 & s 4i
JROJEE b () R E BR ML B (AC), B = IR I (ATP) e A A I 1 (CAMP), #0F cAMP/EE 1T A(PKA)
RS G NS A, W SRR IR AC R T 1 {23k GLP-1 BT semm e i R or i, GBS B
ML TIRE[37], [RII) TGRS 218 o 0 A7y WA Y Ak v HLWE 22 648 0 GLP-1, MR E B 40 1) 55 73 WA E
R, R 5 2 70 wih[38], AT TR AEAT LA R B AR ARSI [39];  JF175 5 40 M SR THD P80y 28 - i 1k RV R i Ak
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(ASBT)#siz, MM IR R BRI, ERRVHIRR, B AR 2 FEEAR D, JERERR 40 K P
FEAR[40], PR ARIERIMRIPE A [41]. PKA FIZZ#t H (EPAC)/BENERE C(PLC)#EHGE, 18I Hi He M it
Ca®"iHiBE 5 FAMA Ca® ftin, Ca® WIHIEL g M/ K. ERERRE, BAs i GLP-1
(1) G H ARRISZ A, BN, S W BURIE G, TR R, 284 5 R0E. EIRIIZHZH, TGRS
AR IS 15 5 FEOIR TR DU 2 284 (Dio2), "B HR cas HUIR R 3R (T4) S Ak v = R IR R =R (T'3)
USRI A A QR (A IR 4L SR AS . 41 cAMP ZKFFHRr, BAS 83 fill FFODR iR i 2R Fid R R (D 2) 34 0
HE AR s T U RE B H RS, T TR AERE[42], 385 R IRBCR /KF, BmA S FEM AL &=
for=iE, B T REREREE S RIRPUA K A2 [43]. "L, BAs-TGR5-CAMP-Dio2 {55 il, RIMTTAEE T
1 Py 2 B L

LR, BAs S5liziE w#EAH AEMH, TGRS Sl R AU 1R F AR [44]: (R ATFRE )5 & i
JE B F RN RS R WA N (R RE VAR, RRARAR GRS LA (e, S8k
FEIRER TR Y IR [45] . IXEEVE TS BT TGRS A3, X atd AT A% T IR R TGRS #3h
FTT BEAZBE R BRI HE A
4. INEE

L ERrF, T2DM &R AN il B S IR BRACU =8 R % V), i FXR. TGRS {5 5l J 4%
il R BRVB 2E AT G S e AIAR U D e, S 2 B R AR AR . Rk, RIS AN 35 i T B A A IV R
(1 IE 5 AR X T2DM 367 AT A B 25 S W R B I R = d s N A e fi B, R HL i
B, WENZMERITOAGYT . Wil 2 2R3 EERE, %8 ASHERNE, ~4 )5 T2DM KIRTT
RUMEZ 22 HUNSH,

SE K
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