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Abstract

Intestinal microbiome plays an important role in cerebral infarction, and is closely related to the
occurrence and development of diabetes, hyperlipidemia, hypertension and cerebral infarction.
Gastrointestinal tract is known as the second brain, the number of neurons is second only to the
central nervous system, the number of intestinal microbiome is more than 1014, which is 10 times
the number of human cells, and plays an important role in human health. This article will review
the role and mechanism of intestinal microbiome in the occurrence and development of diabetes,
hyperlipidemia, hypertension and cerebral infarction, as well as its potential value in the preven-
tion and treatment of cerebral infarction, so as to provide new ideas for the prevention and treat-
ment of cerebral infarction.
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1. 5]

A rh o S B E e R B AR . i R A S LY 69.6%~77.8%, i AR 32 R R 2
b 0 A T Rl e SR A 2 i SORRIAE S, 41 25 b it X1 P 58000 0 L v P 3 B30 0 i s oL o5 S O
B, i HH A L T B AR ) — SR PR £ Ak, 100 AR FE P st A i 2 o i AL RS, i s K R A AL
FERN A AT BUARATA B £ B i 2 P R A A AR N 12%, AR BE K 125580 /) 35~64 X A1
o EEE T AN[1], X BRI A T AR AR AL, IS RER . SIS BRI LT R
IR AR (2] X R BRI i A o BRI 6 0T T 25 5 L 0 S N R B S 2 36 55 4% 05 T AR AR 2L

B T SRR o 3 — K, PO e R U T R R e R GE, HLAP A e, T A
RIRKH A WA E . AFEHIEL 250~400 “TJ7K, 1M 8 il i gce it 10", Hrh 408 4
MR 2 A SRA IR 1 10 £, TRZEYRE R4S B NJIERAE B9 100 A L[3], Ew#S S
TR TE B R EE AR, URENREE. R MEITNKRE . il bR R Sk
WETESE, HA ST R NRTEIR S AR ZhRE, BT UL il A SOk B AR 28 2 1
“RRIEARE T [4]. AMERE AR S IR RN ol S BRI, AR BT O SRR ST, T
TN TE B REAE N S A b R A AR T o AR B R R AR S SOk, S o] 3 R X B PR L R
re IR MR SR 2, T B SRR i TE B R S BRI PRI 2R I 5C &R, N TE B REVG T S T il 26 h iR ik 5
%

2. FEEESRERRZENXER

Jodl A SR B DA JUAN 7 TSN L R 4% P B I 3R 00, FELBE MR [T R (short-chain fatty acid,
SCFA)™ 4, MHITRRACES, MMl L.

ik
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2.1. BEEESHMEESR

g 84 IR 2% 2 52 i IR 42 41 £ B B KR, e M T AR A R S A S RO
ik S 80 2657 5 5 | P AT A BRERR I 2~3 A% T PRI AR B U A K (glucagon-like peptide-1,
GLP-1). #iI'H ik(gastric inhibitory polypeptide, GIP)%, &I 1k fl Wi 5 3 B 4, (et S = 000,
SR 5 IME 1 4% . GLP-1 A1 GIP 435 FH i P9 203 L 40BN K 40 43, L 40 M 7 /N gaze v ) 40 2 16
T, T K GRS N i b A i, RPN R S A R RN B I R OK AL A 6], GLP-1 BRBE R &
TR, L ARG N B U, (RS B 4, JEORY H 2 B AR E TR gE M B v g, 40
1 JR e TR 2R P il (XS B HEZS (7], AN DA RARAER 18RS DA RR S B A5 8]
A 5T 2 W PRI B3 S A2 W 2 AUBE FR 95 (diabetes mellitus, type 2, T2DM) 2 (1) GLP-1 SN HAK[9],
HA FTRE RS RO BT AR IS Wibn i . TEZNIE B (ORI S, R DLW s 2R TR 2 W5F NO AR, M
M9/ GLP-1 (7=, i )L BELLE 1 P B i ) &/ Jo el PR A A8y, DA o i 2 28 20 W R 18 HE 23 [ 7]

2.2. BpiEE#ES SCFA

SCFA Hy™ 4 FEEENRIIR £ 2 MG L., ERAT IR,  rh il v Aol o x wf v AL i Kk A 5 ik
ITRBEMITEEG EAIEREE NS i AR B RE R, L REIRAR SO SN, 191 AR, pESs . 6
HEARITIR = AW GLP-1 BITHRi[10]. EFRE AT B — IR HLN IRIR R 56, BB 8 AN ol v 46
HAT R BRI R AL S BT AT 553 T2DM 3 A AR AR e RO B, JF HLaT i #e bk fie it — 2 8 LA T
R ER T RIAR, X8 G AT RE A ZE KR 0l B AR AR T 2 2 IR KDOUR 56 R SR M B, ANBOME 14 2t
M H YR 7 B3R, (A FAMEE . FRIIZSRI Rk B R Z 5 3 0 BT A+ U5 i 18 s R A A
FITERADNRAAN, THUG BRACSHE BT AR 0T T FUAT AR LA A /N R [11]. R IIR T2DM X FER)
AR T B2 B AR S R GE A 23 DhREGR BB R O 451, JF Halad MR E FRIE3Eis P SCFA 427
B RONUE R I E AR E BRI, ORI TE AR Y RE AR YT T2DM ALHARE £ 1) 5 A2 57 A 2 1Y
Rk S U D ISR cy R P AR el R N0 R T Vi SR 11U D S S SRS O A PR ) D O 7B N R 24N
APERRACMIREMT, S5 REoR: SIORERIAK 7 KM, 127 RAMGEZERR 7 IUBHTHE. 28
GLP-1 FIMPIRE M FJ, 2% SCFA T Ftm[12]. X L6t 70 3R Wil F & & AN o] AR AT R B2 IRk
KAEY), FIHIINMA SCFA, REMSCNUARARE, o 1w,

2.3. EERSEHER A

R BRI AR . AR B2 T4t it DA [ Ay Sk}, 80t 53 A R4 25 IR R A6 AR A BRI 24 RS 1R [ AL,
GV, RN AR N T AW NI RS BRIV BRZ) 95% i i BE BT ek N LR, 2211
KRB . BEA R B BRI R IS, REAEM /K S ISR T 7K /7, (R e gt /N A, 3
TG 2K 5 e me S e el i AR, (R AR I A, AT B IS AT . ARV BRAEIHIE . g Fn 4t
JARRFEAG T FIER, 8BS 2 AR RS, Wik BERTAEY) X 24K (farnesiod X recepter,
FXR)F1 G & A B EL 24K (G protein-coupled receptors, GPCRs). 718 4H 1 AT i i 52 Wi JE 7 12 0 A stk i 52
MEpKEA RIS FLH FXR AT 15 AR IR 9 AP AORE IS AR, I P RWI R BR ARG . IR AB R AT IR )
MRABRIGE, 5TCEE /N RAHEG, A 201 58 58 /N BRI IR BR AT FRAIR[ 131, 3 B i 4t g my e i s v iE -
BRI A HE T SRR . BRI, FE— I Fi T, ZENRBERAN- TR EE A THER I HE s vl 3515 % GLP-1
SrA[14]. FAN, FEREE A — U ST A, 78 A R IR TR PR 1A A TR B 1) /0N BRI B8 i 1 A R T
AT AL, AFEFLRRE R E FERRAS, BN R DL L FLERAR B T IR G N, Rk,
T B A A/ RS TR /N B B, 58 B/ SRS P RN YRR T 7 R RN 22 ANV AN T R 1 Bl A9 B vy, HLARER
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G TR 5 2R P A, UE B B 5 4 A G E R RO PR i T A S SR S R S A R [15]
AR 2 BORE RS N AT i R U, IR B TE A i v FLIBR AT TR R BLS T BT (AR XS =
B, AR E D, LRI R TR A A R R A IR AT, M G R AR 1 6]

2.4. BBEEHSERALET

NEWTAHZRTT . NEDT S BRI AER Gl 0T, FREOARDT & — P AR, kT iR o
FR ARG AT L 1) B8 BT FEOR T B 4 RR AR ARG, R AR N 7 EEEEEIR, 29 0.5%, FEAFAERA) LK
We TERAT, AEREIESSBIARTREEER, el URIRIEREAER, IR
T 6 K], X et i R R T AR VR 2 AR B R, AR MR AR A L B BT 2 BRI AR 17].
FE— T BEATLAREG R I R SR 11 5 3 11%) S 6 ZFL 5 2 et 7 ot R A mT DAGE B 1 b SO TS AR R, 3R
I 7 1 USRS A S SR N, T S AT B D 2R B gL, S A O HE AR B i T =
Wi 2 25 BRI, o BRI ) L3 ) A B 20 0t S50 25 PR AR 18 ] 0 v DUAT 1 B AR A AT DL 1 L R 4 4 1
R P T 107 ZEL 2R PR It SR A R A R R B A A 2 AT A B PR 2 0 A, R B e JOUFF B EL ZR 4L IR A Hb A Le BH 2
TR BRI 4H, Bk, AR 1R b 26 40 o 6 26 B A Be B AR A i e BE R . 412 1 it £ T8 1 (histone
deacetylase 7, HDACT)FIE & R FE A K F T 2-mRNA 454 2 2 (recombinant insulin like growth factor 2
mRNA binding protein 2, IGF2BP2)FH G EE K ¥4k FH AL I id ik, I8 HDACT H1 IGF2BP2 [)RIE /K-
AT LA EH 7 T8 20 TR AL A2 19] o T8I X8 AR AR P& R i T B R ORI 7T, R S ME PN AR 1 2 R O 1%
A MIATE I F I B, S MBS RIKIE B i 2 T8 2840 w8k 47 1) ] [ AIG f 2
BRI LWL IR, RBRRE SHER /N BRARESGIAACE . R 93 T AR AT R8T T3 4 1
B T REEAN A rh 5 R AR DG R S AR M AIAR I AR AL, 035 22 TR ST B 3 FE 0 B IR I3 75 2 BRI FE IR T v
Y AT Dd s 1) fi T B R R T T (207

3. BER#ESEME

il R AR ) G R Rz —, ORI E RS LR VI DG, SR AL, K
I v L B G AR Y s A 2 R 3 I, S R REIR A A G 1 4 1 a2 - T g AR o 7 1 1K
B R A BRI, & L A2 A Sl A WD A R AR 5 v i R A AR R AR AL, 3 i I s i3
e I (17 2 AR AR S I TE AR A AR S R RS UIAE DG . A, adasd A s il N AR A4 31 T B /) B
(RSB ARLAE, WL 20 it T v ol I8 AR e , I HESE 1 W TE AR M RE R 3 R i B e 21
IEH KRN B R M & R V2R G e KBS, RIS R BE B S AT B L3 in,  BR otk &k B
Adlercreutzia B {EIE R /N R E R FEFEIE N, E R 7% RN B FFR M (epigallocatechin gallate, EGCG)f i
RTINS KB TR AGEE, SN K NO 7= AR JF BRI e AR [ 22] 0 55— S50 R0, R it AN
PR JaB PE A7 0 v L B8 R 8, T R R 1ok AT B 8 T LA B, B RE A b R Al T T R AR AL
TR ER R bR A M )RR R ORYR, IR PP A R0 I b B A B SO o A 1 R o I R AE LR
1231,

4. BER#S SR

i T TR A S e o IS B, i TE BT LR I L O, KIAT R b, ARk, JEEE E
7 BRI IR 22 1 (low-density lipoprotein, LDL)4MIFTA Jlg 88 FH RIALE AR 7>, /&I LDL 32 A MR 5
g & 1 52 /A0 5% B 1 (low-density lipoprotein receptor related protein, LRP)IECAA, 1E 7L BE ROk 7R AR FIARAK
FREMREON AR EZEN. I8RO E BER RS SE S 2507 NS F S 2 I8 bR vk s
AR, @ RHE P I IR EE ) B B DR (/N R b 5 TR B AR /N BRI RS, IR ER ) B R R i
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/N B TSR T TV RVROIR 2 T 1 207 5 (24, 170 JEE B T 1 T AR T 2 T S 01 22 A s ) 25 5 10
HN[25]. fEMCIREFAT BRI, AUFE R A RMR ZE AT T8« P B R 28 PR T 1 A= AR IR 2R Fl AT
BHAE N B = AR RE 5 = B % n-E ALY (trimethylamine N-oxide, TMAO)RIF! B H 5:[26].

5. BEEE SRR

P RS KN Z A DI R, KNG B DhRe, Mt S5 KINETA . DIRe e
RGPS MR, BRIIES ZRMA S, WEMLE. WA, SEAER RAESE, SChs EImE RS
i EORFFE — PRI R A KA LM A 3E A M5 AR [27], BATTRRZ X iy — Wizl o i fiv b £ = 2220 e
MR I BE R R LT 4, RER L RIS R 4, DU RS S N M R GRS
N - A .

5.1. BEERRMENBKREERLEI AR

BNK LA S T8 B B A E H VIR R, WREFERRZ 5T = RS E.o g s)
ks AR AL ke o B AR TMAO & — s i) I /N s 2 AR LA T R 7 P 35028 Jkoks A A AL A 8420
"B L BT I ] i i R AR AR R 4 SR TR B K R R A, O i N AR T, FE 2L A
[ F I SR 38 o vy L 5 35 1) 00 730 - TMAO 7P v (N R AR B ORAS R0 I S RS 389 A [ 28] [29]
Y NEIENE & = ALK 2 T % (tri-methoxy amphetamine, TMA)K& Y, WiREGE, e Mk AE AR AN A 25
B, NWlE RS H 5 TMA 2@ RRIS XS g4y TMA, SR )5 385 i WS v 06 24 21055 JHEE
JE IS AT 3% 2= PN 4BE 3 (flavin monooxygenase 3, FMO3)Ri, H&H# 4 TMAO, T H TN MK TG
Bk 4 HHL30] [31].

B SIS PR TMAO RS i i UK 190 2 o J8 et A I A = R R B 5 v [ vy I e A 7 I
rh XU RS, 22 [ PRI DR B, 1IE SR I TMAO ZK-TR 5 80 IR A KBS B N [29]. S IE 3K TMAO 7Kk
5k /Lo B B K SRR AR A v A7 AT B SZ R0 PR, B TMAO BT RN 3 Jik 545 1 i A, 7 HEURH 52 20 P (1)
Bn32]e HA— MR HIESE T TMAO 5718 W HE AIKOC &, BRI 8% AR L AR 5™ 4= 1Y) TMAO
WIS T Ry A B AR T, 8 I AR IE I TMAO 7K P 5 35 AN R0 I S5 1 2B XU 18 T 9%
133]

5.2. FNZERIMBAERE R

R T ) DAt S M 5 I 4 T R U (340 AT RIT TR, LA KIS A5 B0 A i 24 v R 32 Wk I I A A7
BEAGIERE N RANH, RIEEATEAR 3 DM TFERWE, UAERE. & AR T
&, AR IE BRI A B 2 R, P34, B AU A B TE B0 RSN [35]. £ sk,
4/ B SR R UG AR R A T B, R RS2 1R AR N R AE R . IEH 2 DR S IE
AR/ WAL, BIEE YR PR AR ] JEEER T ST R TR BN 74 9 £ BN
B P IR I A SR BRG] T BT T LU AR R AR AR o I8 I S o b vE R SR RN R AR, A
H 52/ NRAL, TR Sl ik A 28 J5 AR T 3880, A7 o8 R IR, AR T n . A,
U E ARG AR N B DR A L SR T B /N R B B A e, UK b sl ik P 2 J A7 i R 3R i, IREAR
M. IXRWZELEBE AR T RGN e KA T KK [36].

5.3. EESEEMEPTR

5.3.1. It {ERH
i 26 HR 2 B R AR JSRE RN, L FE AN PN /0N R 5 4 B P AN I A R 28 . IR MR e BRI T
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A T SRR ROAE, A (2 R AP TR B SR S /AN R R IL-18 Al Tof-a 5847 9%[37]
W e A L T R 26 b AR . — NIE AL, 5 5 B 7] 8 B St 1A 57 ) TG R Ak 7 B B 4/
RAR B, R I TR 1) 5 A Ok R/ SR PR B3 7K, R WL R TE R R B R AT 1 o I EE AR
T /N B -5 HH R FELAM B AT R/ BRRH L A R R SR T ORI 4 PR Rk BRI B AR T
IR AR ERBE /D R P ANAEAE A A T IR RS 1 F o e R AE(U0 Thi Th17)fedb 22 2 RERT
FoAth B A LR R LI A0 BB (U Treg 400 30) T B8 B AT I R4 1 FH[34].

5.3.2. MEMERERE

SCFAs 12 g it b B 52 i 25 Fh 45 SR S B L, — U 98 R B4R b 23 L SCF As ¥R B FRAIG, 1M
SCFAs AJ Lt i 1 5 N\ AR K 1o 117 96k 2248 it T /0 s Jofi 40 B D RE T s2 M R e 2 ek &2, FFid@ st 3 im &4
H1 SCFAs &8, BG% 7 2AF SR, FEanill 2N h RE T A oh Hoe 2, IS — MRk e 2
B, B LURAEF S RGeS RB38]. T RS SCFAs I—Fh, ERFiE bR rtae sk
P, BRI LR . TR SR - 00 2 WAE LAt g R R RIE K. K
oo 2 A o] BRIE (R TR ShoKF, ARG i G R OCHE T, AT IR AR o S /N BRI e R
e RENE . A, FERE A - SO0 S R T RS R SRR AR AR AL Regly, SFEUMAEMREEM[39]. 7
— AR IEIS B E & SCFAs FZE(H B TP 18 W AR 78 T B A2 VR 7 S I M 1o 28 v 1) 2007 1
[40].

53.3. KS5BEZBNESES

AL ZAE 52 5] — 5 5B B TRIBAE R, BUAP AR RS 5, KR 2 8§ i, 32 208 2%ag
o, 2K - B ERREE RGN R ok - AR - B ERR U, RO R, PR E B REIR
SMAAL, BAGEBAIIRIEI41]. B AL S _E IR USRI 1 1R 2 A, B REE (i
BIORE SEINEEENE . SCRIERA . N IE R RER SR B R . R E BB R BRI R
BRI LR AW, I B R s, i, BRI, oo AT LA 1 38
I 3 2> SN P PR IR I [42] 0 22 B il o R P T R 1 2 Pl ol 2B e 80 ) L R e Ak 4 1
WAL 3B 5 TG [43 ] 7 B b BORS AT fi i T A M 4 P JE AR T G I i) £ EE A R

6. &t

BALIVF, NADZEHTINGE 1 & W AR BRI i R, T8 w5 i 28 AR FUAH S B
BRI o F T A E 9 5 s M A0 TR R X 2 o B R A R R T 22 T 2R AR, (H BRI T i
PR SR AT X 26 v B TR iR T BRI ik — 2B W 7
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