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Abstract

Type 2 Diabetes Mellitus (T2DM), a globally prevalent chronic metabolic disease, is characterized
by persistent hyperglycemia resulting from the combined effects of “progressive Insulin Resistance
(IR)” and “compensatory decline in pancreatic $-cell function” as its core pathological features. Recent
studies have revealed that T2DM patients commonly exhibit significant “gut microbiota dysbiosis,”
which is marked by reduced microbial diversity, decreased abundance of short-chain fatty acid-pro-
ducing bacteria, and an abnormal increase in the proportion of opportunistic pathogens. This micro-
biota imbalance is not merely an accompanying phenomenon of the disease but also directly con-
tributes to the development and progression of T2DM and its complications, as well as the for-
mation of insulin resistance, through interactions across multiple pathways such as the “gut-pan-
creas axis” and “gut-brain axis.” This article reviews the complex roles of gut microbiota and their
metabolites in T2DM-related metabolism, inflammatory responses, and immune dysregulation, an-
alyzing the mechanisms by which gut microbes and their metabolites influence T2DM signaling
pathways. Additionally, it briefly explores therapeutic strategies for intervening in T2DM through
the modulation of gut microbiota and their metabolites, while elaborating on the mechanisms by
which gut microbiota contribute to T2ZDM complications. This provides a theoretical basis and ref-
erence for T2DM treatment based on gut microbiota regulation, facilitating the diversified develop-
ment of microbiota-targeted intervention strategies. It further highlights that despite the promising
prospects of microbiota-based interventions for T2DM, challenges such as causal ambiguity and in-
dividual heterogeneity persist. In conclusion, gut microbiota represent a novel target for T2DM di-
agnosis and treatment, and research into their mechanistic dissection and intervention strategies
is currently in a critical phase of transitioning from population-level interventions to individualized
therapies. A deeper understanding of the biological role of the gut microbiome in the T2DM network
will open up revolutionary avenues for the prevention and treatment of T2DM and its complications.
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1. 518

2 RIpE KI5 (Type 2 Diabetes Mellitus, T2DM) 0y 2B i 5 3t A E R 2 —, TCHEEEIAH 2
MZ TGP R, S2AS R MR ST, R RFFEEETE, Hiih 3] 2045 Rk G H K
BT[] ARG L, BRI (DM)E — 2 A R R AC 2R EL,  RHE AR PE b, R sy i e
By AE B Fm A 2 B EREE 51 . 2 BUBE R (T2DM) (5 88 FROp 0 B 90%~95%, 475 [k It KA
(IR)$% I HLH A AL B 3R B = AE (2] -

EREBIAEPIONR ML s, B mE N AR GRS 5 2 MR . HiE
IE?L SR E R BiER RS, BiEEE A T E AR EIRRCRIE T A s B,
548 B T HAEEAREER[3]. AIUEERY], WIERHE T2DM A J& ks 2 50 2 E A [4].
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WHTERE], T2DM HE R IE AR, AR R BE R [ HE AR AR, —LEThREVE 4N i e
B2 R SR A B — 47 A pAY 53 3R 010 5 22 R PP 8 P 8 A T A e A 2 140 2 WA P L s ML
A2ME FREEACI[S] [6]. LAk, iR AN e JRE 71 (B Qs 2 (LPS) . Ik SROBEANHE T B ) 7E i o 1Y
BRI LINIE T2DM I RAE[7]. I, BBy 58 — 3 M4 MEH H 22 EM. A
PR M8 P 5E BT AT A, IR BCRIE BN AR B B R 100 i, S8R B2 “ BHE - 15 0157
Z SFEREAM . REET T S R BT . ST FU RN, i IE T 2K 4 (dysbiosis) 5 T2DM KA & e DIAR
Ky AMUEWGITARE, 15 2 BURERIG I ACAE A A R KR . A L5382 4 ) 1R i JE B EAE T2DM Je
HIFFAE P IIE FIALA S 2 R A T TN S B R L FH BT 5%, AR5 00 ST o Wt 7C BB e AL 7

2. [HIEREBRIFTHES 2 BEERFEXR
2.1 INKEERKEHIZLES

FETKS b, REFREY, T2DM E#FKIEREA S Rtk ” , 5 HGEMAER A
AR IR, FET TR Bl Wl . SEREIROW BB A, TR 1A =35 B 5 PRI, T4l
BT IRV T B T TR LA o DRI, SOURF R 1] 5 JELEE B 1T 100 L 3] 5 T 2 PRI 28 S 3 TR A G [6]. 2 2R
PRI B VRHIE R v B B A il s R I AT B ER A R = FE b, &ML 2 P SR A Al
PN, AT B E E A N K [ 7]

fEJ@/KF E, T2DM B H RN “ R BUR R E NG 7 B ERE. 2 K2 7 dr
7R, T2DM B it b2 4 & (40 Bilophila 1 Serratia) &35 19 i0[8], 111 7™ %5 5% N5 17 2 (SCFAS) I A 25 1
J& (I Faecalibacterium. Clostridia_UCG-014 A1 Roseburia) B &y />[9] [10]. 1 Flt b 7 45 44 1) 08 AN AT
TE T W WS R0 A58, CERE SR AT A M 7R e SR R, SR HnT e S 50w A1) “ R T .

22. MEERESRBBRRE

P B R VR AR 73 2 Ak, BE GBI “ ThREMEARI =4 7 K “ARUha@ s ” ek, @
it KEGG 3t i 73 H & L, T2DM 585 1) 7 T A A7 2 S B IR AU W I A % e A U I 1) Y 3 35 L
AR Rk 2 BUBEPR(EOD) g v,  “HARM” « “HIMBERARH” & “ABC $izih” W5 s,
T 3 B3 L A i e L A R S A e R R v L RE [11] o RSB AR ORI, BERRAT AR
U CLRC T2DM (1) “HiI B TUR 77 o KA 220 70 (n = 1, 167) KB 502 Fi 55 ifi #4281 52 4514
R 2R AR W, HoAh 2 1/3 (143 Fi) 5718 R R EAHOC, BT AR U 35 SLAH AR A2 7 1
29.4%, X — LU 2 2 v T R AR [12] . X AR 045 “ = H iz N-SELY(TMAO). T4 H 5y (PCS)
IR ER(1S)” A FY, U RBEA R ERR “ R EENRIIER(SCFAS)” 45[13].

3. ¥ - BEEHEERHLF
3.1 RN SHPERR SR

Jiri P B AR = R 8 T 518 B XE R “AEAER ML, H g EE R R (SCFAS) A2 e i 2
PES 0T BITHESAAELSEEFRE 7, TEAE LR, Wk, TR, L T]RE T2DM
KA A AR F o 9, 8IS A P - AR ) “G R I SZ A4 (GPRAL/43) ™, Il = LK
FFERR-1 (GLP-1)73ih, 3k o3 ok & 2 HUBME AN p e e . IGIRERHR o, T2DM S8 38F rh = TR
Eh Btk Faecalibacterium prausnitzii 13555 2 25 FRAK, 17712 B AR 1) 1 ] A5 v MR AR £ /0 B PR 5 2= iR ek
A 40% [14]. H—J7MH,  “HFEREY” 16 T2DM K IEF AR B . Bosiitsi R, e
REAAERE N BITEIR “D-FUIR” /K FEETH R, 1M D-FLERELH UL L-FLIR 58 AE A R0t AP b S5 & i
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HOH =EEAR R BT . HLEIWEFER ], D-FLERAE AT A T T e AR T ERRR . = FRIRIEIA T 8] 4
AP RTA, RO IREN “ FERER A A IR BRI . I8 4 1 2R 5 40 (PLGS) £ iz it A il 3
D-FLER (T TSRS, T3 25 0 S R/ B P LR 42 ) 0 I s P9 A2 [15]

3.2. [ARRES RIZIAEHLH

Fi T T A AT AL BE R SR PR T RE RS, S 3 “ iR (leaky gut) IR 2 o HE 22 B I RN IS 22 B (LPS) ”
T RN B E R R A (W0 ZO-1)E NTEIR, BE Toll #£524K 4 (TLRA)/NF-xB GBS, 218 i 7 4L 230 4
AT TNF-o A1 IL-6, e85 AR 18 VEAREE SOREANBE &y B A DO RERRAS o X Fh JORE IR 2 B i R AT
OHLHIZ —[16]. ZERE RN 9 (DKD) ML E JE R AE S, “IAEY i Rl ” 19 315850308 . 121w
B piE e R R R B AW Clostridium) & 58, S EURER X H (PCS) BBRWIWERR(1S) Wi & 1X
BeRE gL AR A ORI AT 7 I B A A R

3.3. REIEIE IR

B RS 15 L8 TR IR “ s s e A, b “ll - AR ORD <R - i - IR R Rl AEREAR
PR IO . R AR YRR I AR (NAFLD) R, R IE Be b sz 50k LPS Sl [ 1Bkt ARTIE, 30
Kupffer 451 K #AE. A= PERACH4) “BKPETIREL 7 I8 p38 MAPK JEH TR RE S,
FRONEFE 8 5 AR B <8 7 T [17] 7E “ M - 0l J7TH, TMAO VRN E R IEB I 74, RE
e 2t 20 Mo S8 A8 A0 T SRR Bl S it A IR [18] o e bR Bl Rk B o AN 28145 o 3 B R AH IR B 418 DNA,
UESE 73X — P BRI AR ) ELREE[19] » UAL, Wil 4 B (4 CL R AR R Soma il PR » 7 e i 55 GLP-
173 p 2L AE RREAN 4 B SO 2 5 AR AR S 4ERF [20] -

4. BT RN THRBMARER
41 WEESERBENMMUEZA

ISR, “BWAWTI” M A s A ks ik R % . Akkermansia muciniphila (AKK ) B8 H: 26 1% i
B BAS S THRERA B — R INRE i AL B - 2025 4F T TPIRHIBA I B ZRF Lk I : #h 78 AKK R (AKK-
WSTOL) AR 3k an 5 3 L2 i1l AKK B EH VMG, TEREL/KPIK T2DM B, #hx 12 A
JE P ERE 7o . BEALIMAT AR R R TR KPR B M E B st . X — RPUE “F{EB ML
37 SRIRIE, BOE T “HTIE E AR KT A R MA RN R BrEa[21].  “EREBEFEMT)” F
T2DM JRIT BB “TAEE R 77, RIS LI = IR R SR, FMT3.0 H A B A1)
WA IS T2DM B i o, s RMURTEIR R 40%, LT BRAH SR s (i 9 R e AR ) B &
[12]c [k SR, AN FEE R EORZE (B ZAEME > T0%) 2RI YT 77 S0 vEq, B A =5 g o
PEARTRE . A IR bR S A 22 4 M55 1) [ 22]

4.2. OORRFEREZHEERTE]

W B RE 2 5 A E AR “XUAAHEAER” « 29O R WAL R, T B R S 2T .
FROOUNIAE Jip T A B S 3 v T LR B, m s o % i 7 R (SCFAS) = A 1 (- Akkermansia muciniphila)
TN O R o X PR R 10 PR o AR 1 BB A 2 R A . AR A 2t R B R A
BRBE: o W B0 TR E T ) e o-BE LG, BN FLER AT B ASUE T B A A f s i pR i I
TE B B (0 J ok ARG B 7K - [23] 0 SGLT2 #7710 v A3 Iy v & [RBG =F- B2 177 DPP-4 #7775 — F XU
YT Bt b 3 00 58 A T P Re 55 [24] o (R i T 7T 30, 6,8-MIK R B 25 - £ A7 (GLQ.Crr)
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T RS PPAR 155 8 A 5 B e E M AL SR 208 T2DM /N B FHEAR I = [25]. AR, AN
25 R AT e AR P Rl B BN, G SGLT2 il 73 nxd AR M ASFI ) Desulfovibrionaceae B )&, 1 —
FHUNC AT HEH X —1F 1 [26] -

43. IRB. ETIMEMBGTHEAR

FE & TP BRI T, W BT A G . AR T2DM 58 HbALlc /KPR
0.5%~1.2%, H: A% 545 & Fbk (0 Bifidobacterium lactis HNO19) f##51 5 IEAH 5 [27]. FE T #E - ACH4L
BRI TSI, 65.9%I1HE R A DA AT I A IR B BRSBTS i, (H 5 PRIER $h AR 75 K
TIA RERs, $e/n a2 & A R TR RS AR U@ R . A 2 RIS A B B35 R %, ARk
SERAEL . BN TE R 2 R, (R TR ARG S, RIS sR BRI RE . X FE A T AR iE
T PG R JORE B AT BRI RN B AG 3R LPS /K PSeBi[12]. 78 “H Al T 5ok i, WA
SRR D-FLER T R s FF R T AT U A% . W A= W AH 25 1 T &) PL65 75/l N A 3K D-FLIR, W]
33 SO A /0N B FY IR A 1) I 2 R AN AR 44K, U RE AR DA U S i AR A T BB R YT R [28] . [FIR
“NLEREHB” 2 A5 BEIE MR T T07 B R B2 THLAS 2% ) Bk T T g A - A
FACEE, ML 35 A B PR A A7 =

5. BiEEE SHRRFRTRIE
5.1. KIMEH%IERIEFHE

“TEARFHH(CAD)” & T2DM M L EIELIRA, i BRHIL £ Fhig G2 S IR . AR
L, WERIFAIE CAD 3 i v e 4 v @ (W KB Fr i - SEBTIRE . ki), i BAT Bt 2 A
Roseburia 1 Faecalibacterium B J& & & /b . WEARH2 TMAO TR AR “ O i K E 7
SCB AR A RRE SE BB . I PR 5, 4 LB A1,
PR BRT 1 2 24 TR 1) 7 T MO W PR JB 3 I R DR T 6 S Ifim A S I LA 9 5k D BE(FMD) 2 =i
12 J&J5 HDL-C Fh i E A SO S PR . hoh, BEREG “HHYFRRACHE” (4% thjo i pE B R s, M
I ELR G T HHEE29].

5.2. & H % AR LA FFE

“PEIR'E P (DKD)” BEAAAE R E R R, A sk [30], &G ™ E E E RN E(SP)
T BERERARK/NRMP). FAREY A AR . JEEER [ 1/E SP AL HIEREFRAK, [Fn F2EH
IFRA AR RS EE. X FERER A& HACEA &, ik 7 DKD 1. &5+ TMAO 1)
BN OG, NIl S BUME SRR T AT AL I 45 0 . % T B M S50, B DhREAZS AR 5 52
F| TMAO 1EFH 520 . A OSSN SRIGUESE, B = 38 B A A AL /N BRI A I AS 2 TMAO, ™ AR
WA B 0 B 1) B [31] . ARG IRROR 2 (21 TMAO Hg B ifrh, A5l E AR, T
XoF I S BE R 15 o LPS IR AR e B4 N i A 3% S8 T 52 [32] [33].

“BE RPN B AR (DR) 7 5 i T TR I GBI TEAR R A, ARFHESE IR “ W - IR AFELE.
DR B WpiE ™= LPS BB, TG N 2 R BUE LM I N SR A A, sk i i R 2B K R F-(VEGF)
Fk, MBI B thAh, e oA i T R T s e A ISR A B8, v DR Biva
AL T B ER [34] [35].

5.3. #HE I HIBERHHHE
A S AT S 3 o A A ] [ 4o 2295 2 (DPIN 8 2 R e of HEE 32 () S A A AT v B0 e 20
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I, DPN A= FLF B A AT 1 1 3 B2 B BRI, vl T S A B8 s, UERH DPN 51l 1E M A
FHCIE[36]. A W TR B N 25 R AE 45 DPN BB J, A 204 St i A0 J) A Ao 22995 AR SE IR e A4 IE
BEMEE, PRI ERN, PPN RERD, HIOERNT A R (L-6). MR IRIER T (TNF-a)
FEIRD, R i R AT 2 DPN [37].

Du%%[38]K T2DM 4, T2DM & FHl R H £ A 20545 (GAN) B 2 55 4k BRI 3608 3047700 e R B
GAN B E R L 5 Thae ki, Hh BB RIBTE . KipiRAEEE T2DM & JF GAN & h F %
B, MAAFEE WA FERE G, BT,  FUAT BRSSO B 7R 1T A28 3 55 A dz v A% 15 AN
NS RAFRBEAERT, TR AT B I 2 LR 414 FH[39]. Hooper £ [A0]# UM B A TC R /N IR, 5%
p-2 I TR RIEACEE-33 MmN p-Nah i SRR AN, Wttt SMmES s . B IhiE
VIR, 20U B R N s, BB A N PR RA NS 5 OUE B Bz sh[41]. X
ERIF 5 B 8 R TS B SR GAN i2ERE .

6. AR SHB
6.1 FARMST: NERBIRVA0REHTEE

H R AE YDA T R AR B 2 BARIAE “ R i R 7 A0 <RI C R IHERT” b BARZEREA
HERARCARREES 2 BRI RED YR, B R ZH AT RAE “YFKE” o B RAE
KN RE 25 RATAEARIAE “BPRAKF” , 140 Prevotella copri FRIAS A B bRAE S B IE /R & B AE 11 EAFAE
REESR, RE5RERIMPUEIAAC. HATRI8 T KU K 28T AR S 058 5 B B 7
WT S 2% . BRAR N b RE Q0 (] SRR PR T L S SRR 2 R Y Bk R LR % H
oo B FT L 2 G 0 B DR 20 P AR A 2 A R, IR 38 Wl B Fhan Sellimonas intestinalis 5
FIER R E A, 3 LI I T wkna P 1 R R0 & 75 L AT s s el 5 I 28 (R T E AL
SR, A R 2H 27 50 4 B ) - B3 5 R RS AT AN e, ] AT B i R SR U 2B XU B —
KB B NBIGE YA RS E], 2R B R G PiE =) fEE T %%
PR =R . DHCRE, WEMAE AN EAAE BRI R, XAl RVETE 3 BRI 25 5 .
TR FE AR S VA 1S T R & M A E bR SRR R HE . e Ah, TV R A s BE T R PR AR A
DR AP 9 3 BA AR B P 7281 T DGR 5 | e Pl B A B 1) ) i RIS A R (A8 4, 3X O SRR TR 9
TRIZWSE R ANE ST T T >k 7Pk T B 241 R 2 Eol L A 7o O/ T/ BRABZRY, H/IN RN 2R 1 iz i 1k
EVIH . RERGMREREAEREES . IV R FEAS RN R P ERES . 51 2D
PARAMETL T A 78 B A R . AR BB R B A BOR (Bt e i SR A IR . St
BEFR YRR AR SRR 00 P SR S ROR) IETE R J&, (HX 28 RGUATH SR Mk LA 56 4 52 1) A4 i 1) 52 2 1k
i A 5 e B S A AR 2 R G N AR

6.2. REMEE: MFKSIIEKIFRL

P3N 22 A R 2 AR, B R G KS B A S . “ ISR AE(FMT)” 52
e BRI P07 20, EEEA0 AR I X AR A A R M UATR AR, (E R KR A4
MRS IR AAFAE . WITTRW], FMT JR e 2R mT REtH B “ Wikt ” o B an it 284 o i g g Bl
SRR A . T I T RECCR R AR . PR B BN, SRR
FTRE S A ERAR . AT FUR IS BEUCRHR A T sl R B E AL, S BUS T R R
T B i g S s SEAR S AR G AR P B A o IR AR AR 25 2E B AR REAE A B2 RUE IR 10
EAP RN E . WTE SR FR A A R A . BERRY, iR AR G W Re B R B R
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s sELE, FOE R IR MR R AR S 1 ARG UL, AR B T T S T RERE AR T
T HSWEVRN BAWE . JUFITA & Wi T IO 2 et B A s = .

6.3. ZHMSIRELEE: MEERNFEY

JoE R DR AR YT 72 i, JCHGR IR ARG T RI(LBP), AR IR IR 25 A 1 24 dh M i HE 2 ok
TR B T £ — A A 1 G e SO S R it BT R SRZ 7 WR
R, ISR E A4 B, FMT SHRT EANAFEMAE R . JEAEAAMAED
oy, HAETER AN, AU S GO T R IR AR XA g it 12 2
At BIRE K DAMERZR CRAT CHE B R AR E VRS2 I L 5 I PRI B ERD) 25 30 22 UM
1, FEAWEE R LR R S AR, B M ALIR T S SR e . TR R R
2 BRI (n FMT B2 B R IB 1577 12%) B 18] — BOPE ARG e PR — KHERL. AR S 2267 o Bfx
HIFRAE(UNZERE . Rt A€ TE)IRAE BN A I W) 0T FMT, Wil brditl “6(8” XpoRIEA
B AT TR AN LT ORI 8, RIS 5 ORI BB (0 2 A B sl 22 B R 7, 3L
AP R R N AR T B S BUR AT S AR AL AN D RER B ZE R . H TSR Z VA il T T T
R “ ANBRAEL 537 R “HIbRE 7 AL G0 MBS T AR (U0 HbALC) & SR 328, (BT Tl RESE R A T
BRI RG, P E MG, X B UK, SRR IO SR . i,
FC 1B TR 5 T T HE A S A R AR = ) (K M N R B« B MR T R S5 ) M I AEAR 64, (B ARIB K

S0

N WNo

6.4. AN ST M NS =3 THiHNE kK

Jo 38 TR AR TR A 2 W R KT, ARG TR SR TR e ™R Pk . BB 25 BT R Kok
UL BA BRI FE (o BT 2 B3 R RHAE A I 0 BT« AR 02 A 22 MR B i1 T2 T T
IR At DRAF R S Ak AR LUAL A 25w ), 7 B ORI B DA R RRUE 1, X AR
TR BRI DT VE T RER R ML, R BRI S MR R . SR R R
W7 CREER o XAMAMEIR TR DO A, SRR . 53— 5T, B SROE R
AR AT IR A P AR AR, (E AT RERIAE 1 X 870 S8 R 2, X LRI 2 7 AR SGE 25t i)« —T1 817
LK

6.5. FELSIGARR AR : ARSI SCRR A8

MFRAREE AT . FBEETEAS) . DNA $ZHC. MR e 215 B2 (P A e . R ERE . Thisg
W), A BRZ AL SIANE R AR, A RPN E R U ST . BORCH
— LB FRAE (AT IMGM . IHMS) B 5E FRAEBRAERE T, (H) 2 RN SEREAT I 8]0 36— 2R R AT
o QPR “RTE R XA SRS F AN BRI IR RAT B — KA. H TSR TR R R A
LAt A5 B0 T L2 X R PRI B BEAT I TR R AN 7 WA R b, LA IR 75 R, il
B AP AR “HERET BCCERARY IORE ORI R W RRIRAS T AR T B, B RME R TR, BT
ZITRI “ ZHZREELTYE” Ab, AR RVE . AE R F ISR € 248 a4on. FMT s
29%) T MR 2 FUEAR ST 2 S Jm A DN AR AR, B e M 00 1901 F) T A AR AR A S oz ?

7. B&E

JURE A 2 TR PRI A9 BEA B b Iy A O AR B, LRI R BRI AR RIS I ACRE A0
G, WK IR MG S RPN KA B TRDE IR 2% 2 SRR AL . 2T HOF R A
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Eia%, fRiE

T —— A MR E RN . RS 250 - AV R Y B AR I IR BOR —— B PR
EHITRE TR . ARRWT TR BOD TR AR B 37 KR AR S SRS HEDS TR AL, i sl
BT T RENA ORI B ERE . BEE LT RIRAANNG R AL BR AR RIS R, I TE R R
A OB PRI SR & 8 B AN AT SR AR 7y, N A EREUL B R EAMAL . R L R T ik

.
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