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TRk 2,67 NI N, B RS £ KRB RS,
2018 4 3% H B A 2R B E ik 33.9% (3 1 31.0%),
Lk 36.8%), H & A 34, ™ 5 52w AT 1w
AR A 5,
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Jo i R — i B B AR o Y 5T AR
FETR 2H R PR AR S MR, e A i o
5 Z A2 AR (Insulin receptor, INSR) 435 53 P 45
A LA AR )2 D REFINSR 2 — Rl i a2B2 454
(0O SRR ZH ) 5 IR R 1, B R A 1
NIRRT 45 F9 58, INSR 5 A #1 B WAL, B
AUXNEEE & 3 B B M . B WA AR S i
JUE LD IR 17 2 21 b 3k | B A S I B R I R
AR R RS INSR A 2 AN i R 455 5, HoAH
I AAROCSE, B — DR SRS RS
W, o5 — R R, 1AM R 1 HE
% 14> INSR,
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INSR 23 i A7 22 73 R A5 5 MRS 5 X
PIRR 7 BOE T RAE g . A 22 RE S £
B K 2 A i S T DRl A 10 22 LT AR B
il (6 A0 30 L 1 AR Y INSR. B S o 7 S R 1k
Mk A TR 25 5 SO FOR TR e, e o
TRV A, INSR 3 i 45 5 TR 8 2 1k % =R
SEENBRE TGS, MBS 54253t
KW FZ K455 2 (Growth factor receptor—
bound protein, GRB2) [ ¥ X 45 #4) 3k & 1 C (Ho-
mology domain containingprotein C,SHC),Z 51t
WHE 5 18 0 R 5 R Z KK (Insulin receptor
substrate ,IRS)"”, 4 TRS Y PTB (Phosphotyrosine
binding) Z5 43 5 INSR 1) pTyr™” 454 J5 , INSR B
ik 21> IRS B2 R AR, HEMIHH 55T W (55 2%
IV a5 e A 338 R RI R I B 3R A 510, T INSR #9 2 f
iR Ak & i1 A5 R 2 TR FR B (Protein tyrosine
phosphatase , PTPases ) >k S #L (1), JGHJE PTP1B, #4
i J5 1Y INSR Sz B3 of i NAD (P)H A fk i 4
(NOX4) A PTPIB f35 PEM 21,y b n] WL,
PTP1B A Lt 1o 3 4% fif & 3807 5 1) TRS-1 B 241
BRAEWE IR A | DT ) 553 JB &5 3% 15 5 10,

Fi% 22 IR W TR AL 1Y RS &8 1 40 55 & A 08 7 1%
p85 M FE AL PR p110 7 FE (% 8% iR 196 UL BE -3 - 3%
fif (Phosphatidylinositol 3-kinase, PI3K) 5 — {4
Tl PI3K ME i B 55 A5 Y f) AR G AF 58 K& W], PI3K
SRR B RAF 5% T T AN ] D ) — BRI
FR PI3K A& P, U 1 B 3R 0945 5 5 A OC
W ORE . PISK HEALBE AR BEALRE -4, 5- 8 2
(Phosphatidylinositol-4 , 5-bisphosphate , PIP2 ) & i,
Wil WELEE-3,4,5- =82 (PIP,),PIP; ¥ B
PH (pleckstrin  homology ) £ #4 35 1) &% [ #4 5 21| i
JBE b Bl 3R] AL T U AR S 00 S ——WE
Mt LB 14 1 A1 AKT (Protein kinase B). i
R AKT 164 W] /Y D) RE i A2 h B IR AL 1F 2 1 1l
JEY, A H R 19 8 R AR T o SO I O BE Y A
AKT 345 3 FE # AKT1 ,AKT2 F1 AKT3, H
AKT2 7EJiE & R i RHE A R S E2A/EH e
T2 B3 Jo e v LA IR 7 40 v e 2 W 5 18 iR
I (AN GLUT-4) B S 5, 32 117 38 Jom 4 2 47 1 15 HBel
1.2 BRERRNEZFBIE

B RAGE T FAERE AR, X EREA 2R

REAE T EAMS S, BN RS e REGY
A 52 el JB B 3R 9 TE R AR BRAE A 0 BUAR TR B DD
A A AR, (RIS RS 5 e 2
BZODHER, BRA U T ILER

1) ARBT H il = BRA 2 B3 A0 i R 5
U, AN B R i 5 R B R AT
AEEZR, HETFFEOCTE M B A LU 3 MR
JE A3« B H i (Diacylglycerol ,DAG) | #1 £5 B i
AT B B, B AT] 55 U A A LR &5 3R IR A9
FOR AL A &, C A SR A J1 B IEHE 3 W] DAG/
nPKC il 9 800 78 g 575 5 10 Jige 5 R HRpe v i A
SAEH, T LB A= WG U5 3l RN AR DG A 5
PR T BT A P 2% E A PR Summers
SIS 5 e T R 2 I e - B S UL BB B R KB
(A FHAIL T S Ay W A, 77 7 JHF A R 1 €20 8 07 2
241 (White adipose tissue, WAT) H1 [ HL il i A& BH
B A BE AR vh il 28 T AR S T R R R
FIRBU, MINR BT S 0 R R AT A WS
IR, T PG AR TR B A AR 8 A i —
T8, 1B S RIRBU MR AN R B A S
TE T T L AL, I 3 D Bt R PR T T B el ok
PUE B8 R BT 00 AKT BER 1L 15 5 A4 Jn i 4
BRI 2 R AT S ML IR B 2R T

2) RAEH T SAE I R B = P O
Pz —, W5 R IIE RIS S i 02 48 20 i A 1
5 IR % UIAI &, Toll #£3Z 1A (Toll-like receptors,
TLR) ¥ 2 5 A NE JHEAH OC R 1Y B 2R, U H
J& TLR-2 il TLR-4™, TLR J& % R 4 i —Fh 2
A 30 H R SRR OG0 7 (s 2288 0 15
I # ¥ kB (Nuclear factor kappa—-B,NF-kB)i&
BV RAE . MAE IR A Arh R R 40
S E A T VA e 31 2 b 9Rd 3R BE R F- —o (Tumor
necrosis factor—o, TNF—a) . FRAZ 40 ¥4k 8 -1
(Monocyte chemotactic protein 1,MCP-1).C-/Z
N #E F (C-reactive protein, CRP) H1H 41 g/~ %
(Interleukin,IL), ‘EAi1F Eil it . OEIE IKKR/
NF-«B Al JNK 38 ¥, IRS-1 5% 307 fi 22 %% W iR
b, B AR GLUT—4 ()4 15 ; QB 40 M AM s 5 15
V4 1/2 (Extracellular signal-regulated kinases 1
and 2,ERK1/2), M AR TRS-1 () 431K ; D H A
T SOCS1 FSOCS3 ML 7T IRST HIFESE
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3) HeWilAF  Be Wi R 02— 25 il AR s 4 i
A FURE IO BT R R A i 0 oy, AL TR DR
C A 2 AE X BB R 7 IR 2 SR AR
50 Bk FBR B PTG & A R R R DI G, AR
B IR 3R IR 2 2 PR 2 3 SO e A PR IR 25 A
HAEMGLRR, BAERSRRIum L L BAE
FAERERY, Mgkl a5 H 22 & AdipoR1 A
AdipoR2 Z545 % AMPK 3 B% , 3 2 BE S il A
R AV 0 R A LA W S AR AR A M R 4 i
KA A R s pLARRE e, 5 — A
BRIRENT R R R, R IEN A KT
L, BT R I A e LA R OKE ) A
F ., EEG S Janus T 5SS M SN
% B (JAK=STAT) i 72 4% 33612, & 1) 3 24 A
FH 2 300 £ AR, ™ 24 1 5 i R SR AE  BEAIR
K Wl 4 O R 1Dy R AR, Y RIS A
Wi Jil &5 2R AR A AR TP AR R B — i R Y
T T

4) PS5 R R SR AR D RE R AT N M
EEEAR P - EEARS, S 5HEEA
I X 19 5 AR A Y & R AT S AL
EH, I | RN N 2 4 A 2 T
IR P9 J5 I 04 S DR 2, R I A S P9 5 I 0,
G DAY € o W S D = A ol [ES 5 € R =
SPSNSEAE SIS h =& A = D10 A i A (1K i
SNE AR FUHERL, Xt R i R A5 R R A
Y RER B B 40 B Tl B 7 A A7 T R T

ORI A AN MR, 7 L SRR A
1 5 AR 5 A% 1 h i S AR FH, RS AT
LRRMIE R DI RE R CEZ, Bl i f FOX-
O1'/HMOX1? Fl 4 7 26 R & | NAD+/NADH () Lt
R e LR L AL R B ) o2 B PER g AR
V5T 1 A N CEE TR ol 2 S AR R
TR A F LR R AR 2R RS T
X TR NORENEE S LI EPESuR {ORENEIE S
V55 JBE B AR T O BURR B A, R A
LR Z (B BARAE G FR, LRk Rl & s A TF
JBE 5 2% 1 5 B AT T i R B AN R AR,

2 mEER MERESEIRRR
21 EEXmERFHNZNE

Ji £ 2 VA 9 I 1 R A R — S R &R
0T 17 i B > 10 X A i T A AR R R i
B, 5 AT R (32 R AR IR R I T )
KPR B ERFILEML, BHREMEY ZH
(49 A YL 2 1 2 A58 fi7 0 TR R o JSE BE T T KT A
G AFF B T DK (32 2 IR T IR R
Jr /N R R B A7 T8 AT 53R 3 AN TR
Jo Y, B i B oS W) A IR 32 5, WA I
VK U B ER . LA Bacteroides® i E 1 i 5
THE SEARMNY AR EEA L, &HIK
W WAL s S oK eGP A R,
I8 B KA B 5 AT B BUOUE DL X 43, BT
S A RIE TR . DNAR AR A L B i 18 TR R S
TR SCERTFE A B, &% 75 IR S e koK A&
PIREE m BEAROG . SR ARG T (10 d) A
D G NI TR e 8 I i = ) € I
38 35 PR P T TR R 1) 2H Y

i H B KA W B A S 10 28 A6 W] B8 23 78
(] P9 52 Mo R R 25 A TR . B WS I 45 A2 T A A
AT DABG I A AR A rh 5 COA AT B R SUBCAT T 1Y
AR RIFER FERE A IR RN R 25 2E
T AT LA 3G I U AT 5 J | B, T X S i
U5 A A LPS AP BRI C, i & s bt
PEVE R AT LRGN ZE 5 v 5 28 4k 3% K I AH G T A [
Jed ' RN BB EORE IR A OKOE AN IR i R
T LA P B v vE R A IO A AR ), xR
JRE B T 1005 A X PR

¥ 3 R o I £ R 07 o A AR DR e 1, MR
e TR /N AT B T R B s SRR
FVAZ I BT B 5B 4 78 33 A 28 A GG Y
RAETE 24 h WP, 5B AE 38 /)N R AA 04 7R R A
W, ¥ e hE B us S IC R/ B B W R R A 2
T Z /N, i I T 2 R IE e eI i
/I BT R 1) 00 7 AR I 7 ) IS SR D T T
EHE—EMEM, MSB0X—HZ LS A
FE L RE A R B S RO T M TR R 3 PT R A
F AR B — & B TTEk
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fi3 18 B B (Gut microbiota) 5248 HoAg T % 3iE N
PRA W RETE LG AN T 5 B LB | oby A TR R TR
PR o NI 38 B TR i 32 00 2R B Bl iR A G
BAEN B REOT A M E R AR E
XL A R 2 R AR AE S W R v . N B g B TR
Ji 210 1.5 kg, B #EAT BB 2 002 A2 TE 11
150 A0 NS A 41 1Rl 0T 5 e B AR I 32 2211
T A SR T] (Bacteroidetes) JEBE ] (Firmi-
cutes) A2 I # ] (Proteobacteria) L2k 1 ] (Acti-
nobacteria) FPERE 7] (Verrucomicrobia )™, 7 &
Kb R R AINRE S N B 2 20 Ik 1
N BRI £ 2R . O 5 b s iR
PEFE ; QVE i B 5 IR g

¥ 3 T EE 0 4 TR AR R ) 2 R R
W PR AR R AR AR AR A vERR K AL S )
2 B AR SRR R UR, 2B AT AORE
LT T 55 5 A 1A T P A I 5 R 0 B e N
KENAW WAL Z, I BHaete LT A /&
BEAEYRNTE 20 (CINEROE G ER ) , 7 AE
B 10 2 RN BRI 4 1 T A B R AR, I B TR
FE I FT DA i 0 R A A2 A e 3 il 1
TR, GngE e R AFW Ak BRI ) B B
B AR IR R A & AR 2, Eah
JEB 5 AN R 2395 & M T AR S Y el s R R
I A e

i R E R T i, 5 R R 20 A
o T 1) A= 0 o S i A L R G A R R
HEEENA, DRR I E BRI e 0 S B Y,
T B RE AL A HE SRR (A0 R AT T R A
PRI ) 25 25 4, 3k ARG b B A B
(3K, IR M 3 5 s, BN 3R T N R S
PR 32 0 22 GE Ak 98 0E K 18 4 AE 55 AH OGP 1)
KA MR 38 g AR TR A AR TR FT LA E
KA T F -1 (Hypoxia inducible factor—1,
HIF-1) 2035 i L B2 240 14 5 B D BEM, HIF-1 7 4
R 1 5 58 B P vh 4 A SCHEAE IS, Ak, TR
A3 Ao 7 G T B R O 0 1) B PR RO e
i S TH 7~ (STAT3 il SP1) HEAT 8 11 53 4 ke fie ik
bR BRBEDRERT, T MR NG5 I AN A AR A BE i Y
FEORYE, AT AT I R AR X I0E A R T A

A RAFAPE I, TR b R 40 e i B %4k
HFEREEH VTR, Ea/ A MY hiE
ST AT 1) ot SRS ATT B Lk o A 2 9%

Vg 3 TR R A M R 4 B A9 R G ) 9 Y ke
B H B HT T 2 A SC B 2 A | e
ER# A A (Immunoglobulin A, TgA ) ) 43 3 F1 8 %2
PU TR IR B 77 A S S b AN AT A 4 g T R 2R L
237 BV BUM A B AS A73E 0, AR kb 2l S
F G SN 51 R M A A A T BE B A5, [R]
FERY 15 e RG] DL B B B &R (B
MR BEER MR 4 TR A IgA RS
R ORIV RE A AL, DT/ 2% Ao I T
F) A BT

BRI R0 5 1B R REAUA 15% 038 A
&, AH /I BURE B ATY SR S WF 5 i 1 o R DG
o v LEATL ) 9 A ) TS X b WA 5 i T
REAHSC B K B, e/ B AR TR IE e A B
W5 HEAR DG 1Y 1 T8 TR 11 2 A A — Sibs,
23 SEEBERZGTHERMEZEMBEIRERE
BN REBENS

RE AL Z iz shis b, &5 TR
RIEFEDA LI MMER AT N R, TR e
Wy, EIERE RSB E LW EEN
ESRN(1Br S Y AW [P 375N e o N icivke of = I S R NG
LA B AR AR Ak 18 B R X A R R
A HE R HIT, Rabot ZEMWESE A LI C57BLY
6] /N 2 KRR B IR IG5 S RPT, &
L 9 fi 3 DR R ] BB 2335 LA 7= AR TR B R IR
A AT L, o TR = IR NG B 5 S R R A
Uy R AT & SR E BOCEEMIEM . ASC
DL JUAS 75 T 18 1 18 11 R 7R JBE B R AR vh & 4%
YEF g FERLE (B 1),

1) mest Q38 oF S0 0 e A AR 25 B AR
B R, & BUNE R 28 25 i T8 T R A 2 AN AR
I RE & Az 1 RS AR Sk n] fig 5 IE JRE R AR OC
F4) i T TR (R T ) RE B MR B2 b 4 MU 22 e
KU, Ah X BTSSR AR AL S e 3 L R A
JRUAH B H ] 2 42 ] B8 B M FE AN 4777, i 3 1A
FEAE 1 fE A ) D Be AR PT BE A A T )2 BE B 1T 1)
FREESE I, w B AR R KA S Y YRR
PTG R4S BT 5 A RE IS SR, BAT =Z AR FH 9 B
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Table 1 Classfication and character of gut microbes
| & o) At R AF S Sk
J& B 14 17 (Firmicutes) J& B 3K 1A B (Ruminococcus) SR T ekl BEBRERS, F TR [59], [60]
#% ¥ % (Clostridium) HHW (F &%) C perfringens; C. difficile [61], [62]
HAH(FT8).C butyricum
$LAF A B (Lactobacillus) — AR AN A AR F AR R AEEE T LA [42], [63]
FEE MBS, LR BRESEGE
F A1 /2 (Eubacterium) A fe 3K g B e dEIE B AR AR ALAR KL [64], [65]
S, TR
£ A7 & (Faecalibacterium) TR [64]
% K H /& (Roseburia) TR [64]
A H 17 (Bacteriodetes) A AT i /& (Bacteroides) T A OK R, AR AR T Aok iR [66]
B, AR
& & R /% (Prevotella) e fift 4F Y & Ao KA, = AR [42], [64]
K #8328 % (Xylanibac- 4 4 & fm K B A2 [42], [64]
ter)
X & 1A 17 (Actinobacteria) AT ## # & (Collinsella) 5 2% £ g B4 K KRR BR [67]
R H AT W % (Bifidobacterium ) BAH G e shHE Rk e oK EE A [63], [68]
ATP B s 6 o R ML 40 % 48 KR AEAFE R &
Fm & SLide LR
L 11 (Proteobacteria) 3% 4 IN# & (Escherichia) J& R, 7 M& % # (Lipopolysaccharide, LPS) [69]
Fo T B
BLARINE /& (Desulfovibrio) TR 3 K [70]
A H 1T (Verrucomicro- 7 % % # /& (Akkermansia) AR G, = AR [64]
bia)
+ 4 # (Euryachaeota) Y b 42 AF 8 & (Methanobrevibac- 5 #% % 45, = Wi [71]

ter)

PINLHAEAR R AR B AT R w0

2) KA mIRREET USSR E & K2
(LPS) My &4, N SBUMIK LPS ¥ & Tt
e, XA N BE R IUAE 19— KAFAE™), HEFD i
i LPS 755 Toll #3244 4(TLR—4 )3 BT , MM
W B AR (A T A A T AR R o
Jo B 2 570 25 AE ST T IR0RT DA SE a3 AR P K
S L 20 M S 6 A U5 M B e v i A 3R R IR 2
(Glucagon-like peptide 2,GLP-2) >fifi f% 3 fifr 43
FHIHEFD 38 FEAR 7 /2 5 7R 7 R Y
R E A 2 & (Akkermansia muciniphila) 3§,
#i AR T FRUZ R IR B B E RS X FE 2
S PR ORR 3R AR 8 S W A R 1 ) o 2 T
JE R i 8 B R D R Ry A g 1 R AT LA

i 2 P AT R 2 2 A0 5 S R 1 T17 (Th17) 48
L, HEFD J2 38 ik A8 iz 18 0 A A 34 i 38 Th17 48
i B4 25 2, DT AR AR g 3 A [ A R g g P
Th17 4R AR 2 E AE /N B Y, AT 3 AR 14 1]
5 JEERE G T A L A5 R B v 2 B Y T, [ A A
0 0 55 98 g SRR BL, DT ke 52 A 1 A
IRE™,

0 B 5 A B B 32 85 A R G 1Y 43 AR
KW fE FRBZIREE G, G5 W LPS 4561
CD14 FIKER B (Peptidoglycan, PG )& /&4% NOD 1,
SR, 7E w0 5 i &1 5 i AR Bo b, PG i 1
NOD2 3 i 18 57 [ R G 2175 = 1 21 8L 9 1507
DRI, o4 4 i T AT %) 288 RS R 2 A2 1T R Ay T
By sl 2 A ZE AL B A ORI . QN5 2R TR YT N
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SR ARG OB F AR g 2 pRy , vl 3 o 98 1 R A
SR KA R 7 Lk AN B B R RS A 14T
AE MNP & ZRARPU S FIFERY 7RG B T /Y
OB ER SRR rpr | O R IR 2 W 0 4 A oo B
A, AT U BB e e A R RS0 O K 5 A
(PR AP VR FHO, B RE I — B (TRC2E 0 400 L R 1) — o
J 53 ) R AR PN 2R ILE | B AR R ST
i NOD2 1 i 48 R [ AR S I fie f ok 5 R AR 5
¥ Sy AR e,

M LPS Friz B4 8UR , id TLR4 4 %
{34, JF/E TLR2 1 TLRY 2 5T i S &
SR, DT B B A 2 FRDME DR obR 285 410 ) e 5
R S o RS R WA N 75 3R AR S
YR BITEGUE ZU0IT 5 B RAEbr & A 18
25 P A AR T 558, 3 e WA 1k N 2 3R I
Je W B B RE S ST, A, S-S 5K R A5 4t
A A £ 5 B vh BE A 280 9 g 3l TR
B, A R AR S TRL AN A i 3 T A 2 2P i
32 Bl TE JAE /MR B IR AT, JAE/IMA B 8RS AT
SRR RE SR VR IR A PR A B R AR, TS
FETGHRG PR I AT, AL 45 B i 077 728 P | 2R 98 4 A T
Jige & ZRARHL,

AR N 75 38 LT o 23375 5 oA 5 I 7 3, O
VTG 2H 2R 1 ST F Wi p300), B 1 H 5 8 R %
PRI Z 300 35 R 8 3R A5 5, AR MO T TLRS
AR A 3 i, e e O3 20 R S ok 9 i B
A& PO AR B B PR R 2 0 T
W1 [ i 88 (Myeloid differentiation primary re-
sponse 88,MyD88) J& TLR 155 if % 1 i #2215
ST, HREERE, A8V Rk MyD88 ik
HBARRMERA, BARME, BB MyD8s8
1 ok 2k AT REAT B T M 3 R B D REAE WAL, JF LUK
B AR 1) T X s A MR B BE AR, AT DK
/D i 17 A IR S AE I ok A A B AR S, AR
JIT 248 TP s S v MyD88 Y ik 2k mI i 3 i 5 5 I
TR A 11y 8 T 2 LA Ml O i A Qa1 3 2
AR, X e oY W] MyD88 RI A g A
25 Pl A

3) MEVFRRACH  BEEBIRBTRA, BT
(Bile acids,BAs) 5B REA9AH B AE BN N 252
Wi i AR A OCHE N R 22— IRV IR TE AR B Ak

ﬂ miEE R 9

BRI

EL Il Bk BB
i \mi\:u,fw g1 ;,‘.} h\ ;’%*f ‘\ LLLLALARL AR LLLARLLAAS ;’gﬁ YT TS
e
-1 ?go o oo o
(S Y NG &
| ] f FRERRIE
% R i
- emg_/f/
}
(3 ¢ 9N BB BRI IREL 1
RiER

B1 BERHSRBEERR

Fig.1 Gut microbiota and insulin resistance

R OR R OCHEVE AT, HARES A2 il B
i o NETT PR 25 o I PN 5P A 8, R i e ok i 1 T
Ak — 20 . BT R R G e X 2 AR
(Farnesoid X receptor,FXR) FI G & I f# I5¢ BAs
% & (Takeda G protein —coupled receptor 5,
TGRS5) e [F] 3 15 8 B A8 AN 98 0E 115 5 4311
LR VRGN 3B IR 5 WAl s A | B 5 R AR
K&,

3 BERE#H.ETREREDERN
3.1 MEESETERAH

JOELYF T2 2 vy JIEL T P ARG 7 A 118 7P 53 e 25 ] e
53, BTN LUE UK 12 3F 7 18 5 32 9 o s
JBT RN 25 IR T 4 A 2R W FL AR R R s JIE TR
A ot R B 2 0 B 2 /0 17 il i) ek e
DN R R A B A A T AT L o R A i
R (R 2. 2), TEIEH AT i 4 (5
bR iR 2= T T5% M IR IR B 2 i I
fE 7o — 72 4k W (Cholesterol 7a —hydroxylase,
CYPTA) AL IR [E B 7a— 2 5L Ak S R I Bl s
CYPTAT JE PRI NG, &P Bt i R, 55—
AR (B R M ) i 42 2 Hh 18 B 27 - F2 AL (Sterol
27a~hydroxylase , CYP27A1) Jii sl AU JE Wi 1) 27—
0 S IR ] B 4 S BT a— 22 AR T (Oxysterol 78—
hydroxylase, CYP7B1 )it — 25384k o by JIH k] 7 A1 4
B WA Y Ta—FR B A TP IRMA Bl 72 JLAS SOz
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AR TR 22 Py 55 Pt B A RN [ 2 2 AR R 4 S
Sayin 5O 5 2 W | Ji7 i8 0 #F 0T 9855 CYP7AL,
CYP7B1 Fil CYP27A1 ik,

Z MR A B P A JHER  (Cholic acid,CA ) Al
8 2= % L PR (Chenodeoxycholic acid,CDCA) , fij £
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Bile Acid Metabolism and Insulin Resistance
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Abstract In recent years, the incidence rate of Type 2 diabetes mellitus

(T2DM) has been increasing. In 2019, there

were about 417 million T2DM patients worldwide and 104 million in China, which has been a threat to human health

and quality of life. The main symptom of T2DM is insulin resistance

sulin. Excessive intake of high fat diet

(IR) that the body cannot respond normally to in-

(HFD) is the major incentive of IR. Many studies have proved that HFD can

lead to intestinal micro—ecological imbalance, which in turn induces the IR of metabolic tissues. Researches have shown

that the intestinal micro—ecology mainly controls the body’s glucose and lipid metabolism by regulating the body’s energy

metabolism and inflammation. Further research suggests that bile acid metabolism disorder caused by intestinal micro—eco-

logical imbalance is also another important cause of insulin resistance in the body. Therefore, this article will review the
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interactions among high—fat diet, intestinal flora and insulin resistance from different aspects, such as high—fat diet and
insulin resistance, intestinal flora and insulin resistance, and the ‘gut microbiota—bile acid—insulin resistance’. Although
there is no evidence to confirm the causal relationship of ‘high—fat diet—intestinal flora—bile acid’ in the occurrence and
development of insulin resistance, but the mutual regulations between intestinal flora and bile acid metabolism provide
enlightenment for insulin resistance, prevention and treatment of T2DM.

Keywords high—fat diet; gut microbiota; bile acid metabolism; insulin resistance; Type 2 diabetes mellitus



