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Abstract

The pathogenesis of cerebrovascular diseases remains incompletely understood, and gut microbi-
ota dysbiosis may play a role in its development. This review summarizes relevant studies indicat-
ing that patients with hypertension exhibit a significant reduction in gut microbiota diversity, and
transplantation of gut microbiota from hypertensive patients into germ-free mice can elevate blood
pressure in these animals. Pro-inflammatory bacteria such as Prevotella and Klebsiella are overrepre-
sented, while beneficial short-chain fatty acid-producing bacteria like Faecalibacterium and Rose-
buria are reduced. Similarly, stroke patients show a marked decrease in gut microbiota diversity,
with an increase in specific bacteria such as Streptococcus and Lactobacillus, and a decrease in ben-
eficial bacteria like Roseburia and Eubacterium. Abnormal alterations in gut microbiota are also
observed in patients with other cerebrovascular diseases. For instance, within gut microbial meta-
bolic pathways, the GBPA-pyridoxal 5’-phosphate biosynthesis I pathway (OR = 1.48) is significantly
associated with an increased risk of subarachnoid hemorrhage (SAH). Gut microbes influence host
physiological functions by producing bioactive metabolites—such as trimethylamine N-oxide, lipo-
polysaccharide, tryptophan, and short-chain fatty acids—thereby contributing to the development
of cerebrovascular diseases. Growing evidence supports a causal relationship between gut micro-
biota dysbiosis and cerebrovascular diseases, and elucidating these microbial alterations may pro-
vide clues for identifying therapeutic targets.
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IR LB A2 — R I H R e B A R BRI PR, Bt A A b 4% . S
Foe NI RACHERE IR BL R A5 7 sU AL 22, 2R I A R 2 8 38 B THE S 1] i if
PRI R AORHLH B A m R R, RGBT/ IR R sl 71 5 e 32 55 2 4k DI 3R I AH BAR
Flo BRI, IRAFRITIIBE B0 B SR, 6 T ARAG Il PRI IG HEnk . - THE T /K7 B B 2R
FHHMEMILELE Lo BHURY], Wl A b3 m T AN E e KR R, 5w, ]
B MR AL AR T E AR S R G (PN RN R, ML S e g OIS AR Y)
XU RAE R R, HEFEE. iy, A Reh e D Bext dERpp LA (@ e e 2 ¢ 2R A (2] Ja4FE
K, BEE N T EOR . AR 2 0 R EWE B TR R R, DR DUEIR AN . RGUHIR
RIEMEM RS S DhE, iz UK R At 7oy AR SR . B Sl R FE AL L B
RMEREAE. B S BV . A ARAT VRO S hE 55 2 RiBomi A R [3] . NI A5 PO 1A A 2E S it F A
05 T8 R R R TR 8 DA G, ELIE 52 FLACUIE S2ad P AU W0 (R 38 o ol A= A A QO 7 4 (o e i A R
RBAITIR « EIERRAT AN B AP 2 s YY) R ) 8 BRI EGR 1R 2 518 ENAE ST R
R A A A SO R, T i L5505 11493 B A B rh R HE O E AT RS R B, I TE e
W B FLACU L I 1 000 R i 2 B A R e kA% T SRR FI[4] [5]. PRk, IR IR TUmIE A &
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ARU P MO FIALAR e8] B SELAE 0 0L B9 o A R R PR B AE ) - i E AR SRR, A B NRIR PR S it
T PR AR T S . ASOR R ERIRBUA BT FUIESE, 2 2 5 0 A0 A5 000 A 56 ) f A T e 3 L
ik, f AT R TE A S AU YA O HERE R RS AE R DB I L5 s 90 BEBL 1) S T A B A2
7T AR PR AR -

2. ShMERREXNEELE
2.1. Rt (Intracerebral Hemorrhage, ICH)EJ®

0 0L A2 i A A3 P S R N I A Y, IR R N2 2, T AR L, e A A R [ i
gEHy, FEAPAEThREE R — A SN L R . TR AR R — R E R, BT AR R )
10%~20%, E AR, HEAE. BOLRMBIRR mER . W psEARZ, 82 & il
I IE R A I/ 95 (CAA) & 2 E B R A 1]

Jing Li &8 [6]8id = BRI A AR 22 0 b, S5 A 3SR M SRR, B RR 1 I IE BRI 5 i &
(0,455 v I T SRR 5 L ) PRI R SR DG R o A AF T R B, v I s 5 38 A 20 1 S 3 PRI, DA R IR R
(Prevotella) 1 5e #5111 B (Klebsiella) Jy A (42 28w ik FE RSB, 110 40 8 i 7 R 1Y) 75 B4 (40 Faecalibac-
terium 1 Roseburia)lii/b . BEHEDIRE M IR, & LK B3 IR 2 08 (LPS) A= & Bt o, 1 2 SE IR AR AN
PLRACE I (U0 3,4,5- = AL NEEIR) kD> . SR RAEIESE, & I 582 1) g v 3 nT 5 3000 B/ BRI
Thimre BEAh, ZWFFCIL AR [T R AU ) e I AR Y (AUC = 0.91), I3 8 &y I Hi A 9
(B P, D YRS 7 3E TR A LR SR TR SR e .

Jielian Luo [71%5#31L 16S rRNA XM FF 4T ICH 3. 760k (CHD) RIS ME AL, K I ICH B
Jig 1 B R 2 AR VE AN P I, RIS 15 S Ak (n Pl K A ) 38 22 AR DR AU (3 35 TR B ) s b o
FERIL, G i (1ICH) & (1 1718 B 7 2 D0 BK B 535 o SR B TR 1R ) S B o (1 R AE , LI ol 2 1A
B 5 ICH MG IR ™ AR AN R IR TS 5 R B O E . WLHIAF TR B, i vl 35 6L mT Rt s o
S B SN, BT NEN ICH R B AR o 12BN S 7s W BR A T VR B AT AR 9 T ICH T (7%
TEREYIARESD, 58 Nl #E  3E E BELAR AL ICH YA TT SRS SR T 35 B B VS A 45 RN BT T TR
Ao Yan Wang 25 [8138 1L 5 T PR BA 51 43 BT i H I (ICH ) 25 3 il s B s S A8 b e LS TS 96 R o X
30 5l ICH & (B 24 /NBF N RJE 3 KA1 7 R)F 30 444 FEXT HE#EAT 16S rRNA 7, H3ETR 5 30
K GOS-E 434 51 1 ICH 23 73 T B IF(GOOD) MR K (POOR)4H, *f LB RE% . 45 R EoR: ICH
B B R M B3 R, BRI (Enterococcus). #2 XI H (Clostridiales incertae sedis X1). J#1k %%
ERTF R (Peptoniphilaceae) /£ 1718 N & £ LT F £} (Bacteroidaceae) . J8 B Bk £H(Ruminococcaceae). &
W2 B} (Lachnospiraceae). 32 EK i £H(Veillonellaceae) MYk b . A J5 &+, [ EK B (Enterococcus)Ftii (7]
BTN B 5 RPUS U, 154U B (Bacteroides) Jk /b ;

Yingying Sun [9]55 FZh ) S 3a: it 58 B R B ICH S B0 B 22 #F 1% (K (Shannon/Simpson 5 %4 T %), J&
BETH ] (Firmicutes)i/b, AT 1] (Bacteroidetes) i i »

2.2. it R EE R (1schemic Stroke) &%

fiZE i (Stroke), SORR “rrRCT B CIIALE RRAN . A T S L R N v b, S B A Ak
S RBE L DRESZ B RSN . B A BRVE ] A BURMBIE R EZR R 2 — o KA 300 BRI
A bR R A A, R A A o el TR R 2, S BURAT T, RSB R, 2
M 51 A A 22 D RE SR (1 Sk IV LS 9 o5 B i 2 H B 70%~80% . WFFER T, 1S S i At
AR I AR FUR WAL A XS A DL G 1 30 0 v IR R v O 5% 380 o Tl A 0 e e A 0 10 A 25 2R TR
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[10]-[12]. BEEMZ, HXEEMAEYIRR SR 2R A2 T 224k Alex Peh 25 [13]38 1 Eb A X
B S g R IR R AL, e 62 A EIRR AR (W EEERE B . LR B . KT &) F1 29 A~ i
WRF(NMEFTEE . D HIREE). JFRIUN AT 85 7IE W 2RISR BRI FERR R . LR A)
W2, A E (W W RE . AP . 53— RIm R A 73 I XS W38 B R 2 ARG, AT B
I'J(Bacteroidetes)id EE 15[ 14]-[16]. Benjamin Y. Q. Tan Z5 il AR AIF 036 /& B F- 40 48 22 G5 A1 N1 e o 38
ok R i 1 EE VAR A s, SRR BRI . XU 38 i b P 1 & (Lactobacillus) Rk B A i
PR 7= A 1 (L Akkermansia) B4Rk [14] .

Julie Jeon Z£[1714% 1) MCAO #ERIEH X 1 K5 H B/ RMAE 2 FetEm b, JEHES =K, AR
S5 ZRER K. SHERME, BRENFEEEM, e TARRE, FTE, £
KRG =RIED . RS ROk B ZR B 1 rh RS S5 7 o A A 2 P T B R H S0 o 454 14D 52 00
Maria Pilar Blasco Z£[18]41 Runzhi Chen £[19]/)3h¥) s 56:F 78 2% B XU $507 B (40 Bacteroides. Esche-
richia_Shigella. Klebsiella. Verrucomicrobiaceae) 512, £ %5 B kb o

Wang % A[20[iEW], 7E T2 D @&, AISJ5, JEZHE(LPS)HI D-FLER(DLA) M ML K -F- I 8.7 i
Ak, Wit R, CIEBIBEEE. MR R E M T RRER BN B T IR AR > . #h R BS JE, D
BRI R AR AP R R AR 1, RIS 2 2 BN R FE AR R . (A A ml i o R 0 i g P
ot L i A 5 A%

2.3. HAthhin & A

SFL At i L7078 . AL FR R X R L L R T . Bl 5

e X JiSE S iz H Ifi(Subarachnoid hemorrhage, SAH) & —Ff & S i ML 50, 5 Fiod JBs 350 i 38 1T ) I
MR, MR BN R T i o LR RN R RIZISRIE, 1T R A BE S DR P0G Bt 42 D R b .
Congzhi Yan. Yun Li Z5[21]2R F 2 20 500 ) A8 R BEAUL 45 & 5 T 1, REERIL T T8 H B
SEREL A K B 1 550k RS st I (SAH) B BRI OGR4 SRR, Wil b BFAR i E %, GBPA-IIERS
ik 5 BERR AP A R | 1B 4R(OR = 1.48) R E N SAH R XK, 17l GBPA-HI & M EY &K | B (OR =
0.68) IR I ORI ERT o [RIIF,  BFF 58 B R LR Wl 2L 11 g S S 0 7K~ T i (OR = 1.17) JRe 58 980
YAV HE(IN CD8O + JEANNEAE I FORANME) 5 SAH KA UIAH 5% .

KBk 5 (Takayasu Arteritis, TAK) & —Fg 4 P 2F b it I8 98, 32 % 52 K Bl ik e 32 243 3 (3t
k. BE Tk EEkEE), SEUMEAE . FESEIIRIE K. R T AR (<40 %), IR
Z W, R CTRKAE” o« WA %3 (Luyun Fan 55) [22]KH 2 288G 0 kes, HIRARSGHHR T TAK &
T R - A 4 R R AR R PR ARRAE o T I MR 11 PRRRE T I T A D (R A SR AT B
NFIRERBE )RS WAL, FIA X 5 TAK B2 5@ E(AUC =87.8%), FHIEMSZ IS HHERIE T H
LWIRRE . RN R, X E A S TAK ML R AT . AOREAR R A I PR 150G B AE 5,
IR I A v e A QA R A S5 O B B 2 5 R ERE . Yusuke Manabe 55 [23]i@ 3 16S rRNA Il
FFHAR, RGN T 76 BIKBHIk 4 (TAK) 2 A 56 i {d BEx RS 1 IiE W BERRAE . BF LRI, TAK &
B R IR N, T BRIy s SRS T (B R v i A0S T R ) B A, X BLRAE
FIEHNHFIPPIE & I A . EAE R R, 25w e (R sl /& Campylobacter gracilis) & 4 5 3=
B kR AE SR PR S (048 T AR TT I A A NVRIT) B A Dok o AR Tk Bl Uy icdls ik — 2BAE s, 1)
T RS 2 R ) R AR R SR IR R B I . (R AR R R, R ERRFEIE AT
JE B BERAAE, FEARSEAXTAMR, DUERAEEAHRAYIRIT SRAF R TI. G ARERA24], 94
58 BB T R AT (B IS AT B S24-7 AR AL 1 £5) 5 GCA KIS A7 5% Bk, t—2
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SEE TR, XSS T eI R4 25 FRER4EAE E D K (A Ee Al 19.95%). fi2iE CD14+ CD16- .
S AL (R A LE B 27.40%) DL K360 CD4+ T 4 # & (A th i 28.51%)%5& 1555 GCA L
o

i IfiL % W5 % (Cerebrovascular Malformations) fixi IfiL &5 B FE 2% $i i 1L 5 % 5 S S 80— 400, BIA
i 3 LA 5 A0 2K L, AT RE SIS L R B A Th RE B . EELEFE LU R IURREAY . BhFKE T (AVM).
AR MR (CCM) F kB (DVA). BANIME Y 5K0E . H 4%t CCM 135 7t BB & B [25], PDCD10
FEDR R B 2R e AR T il E R I D RE, S EUAE W R b S MR IR (R AT i P A 2 IR IV R )
REZ B8 (LPS) 2 ALt N MR AE IR . 1X Sef 3R A (1) LPS 38 3 3 i Aol i 5 P B2 4 M ) Toll #5247 4 (TLR4)-
MEKKS3 15 5 25 [ B, 225 0 CCM ik T IORUR g o (B AR K2, 10 FEat e s H s g i
LAk (i P8O) RT3 it A A iy 8 0 VBRI EE. CCM R FEERE . T B R 2 U2, W R R b 3K
Fis R B S 25 (v R, Ll i W [R] R 42 i 9 B 4 RS 5 A% S Al il b R R B Thag, A i CCM
R . X BRI S L Z T [ B T PDCD10 2875 £ 2 s R R I S N P2 o AR A SR K, 5
9 CCM HIIEPRIGTT J2 4t 7 QU T W s, 8 T i GO S i s I P 48 R 4 I 1 5 YR 97 R T
TEMTH -

3. BAIERAE A B AR N i I B R s O AL
3.1 BEREMRFEA R Pxr £ A m 2 2 e {E A

= HE N-% /L4 (Trimethylamine N-oxide, TMAO) & —Ff i B i A4 5 1 F AL R B = A itk &
¥, TMAO E‘Jﬁﬁiﬁiﬁb?%ﬁ*&/‘\ﬂﬂE)ﬁ(choline) 72 Jig PR (L-carnitine) F1 S5 (betaine) & ) (A0 21 14«
AGEE L WEEE P AE) . X LY FUE I IR S NGB S, BON IS IE AR . 7242 TMAITMAO
HIZH B E 24 Clostridium. Vibrio desulfuricus. Enterobacter #1 Escherichia coli £, TMAO S 4 iiF B 5.0
MAEBIRE YIS, MK TMAO F iy al {2 2 S Ak SR AL T B [26] o 17 20 ik o4 A A 5 P 1t A7 S J2
FH2E, 5 B — T T4 X 1 2009 9 FR AT 7 (2013~2018 4F, n=16,113), i 1 MK A = H %
(TMAO) S Herir AP it (PR JEBR . ESem. = I IR) 5 4 WU I ORIk . B 70K I, TMAO 7K1
Tt 5 B4+ (OR: 1.74, 95% CI: 1.16~2.61) #1125 41(OR: 1.81, 95% Cl: 1.14~2.86) X = IEAHG, H
S AR i A rb KUK 50 S BE (e i DU 202 % OR: 5.75, 95% CI: 1.73~19.1). JF & F TMAO AJ fE & %
(A UG R 2R [27] . = i NS 4640 (TMAO) -5 i L8557 (L o 2 Hh iDL 785737 25 ) ) SR BB 4 SR i
WO TR . DA R B, TMAO W] BRid i 2 R 2 5 i A0 A8 1) R AR AR g, (R AR
FAV R — B U0 o WF 78 R I T8 A d8 i A QU R R 26 A S Ak = B B (TMUAO) B 22 338 55 L /AR 5 Jse 7 1
I AT v A R XU [28] . BRI FRATT AT DA I 2% TMAO ZKSF- T e T N A A% 242 (o JULASE B8 A e
PRI AE AU o AT BIE ST N D3 SRR AIE SE TMAO Sd e (i 3 ML /N PN 85 B8 B JEOM S o 1P3 {5 il i, &4
TN 2 B R . BB scis it — PR, SR BB E AN 2 TMAO 2l iE ik
AR R I AR S I A AR, T BT AR 3R AL B BTG B /) ROV BE PR X — 2808 . A, REEAE RS
TMAO 7K AR ) 25 UIAE G, LI Ik i A= P R AL S B0 F 52 T A XU B A T % # PE[28] . 1T H 3 1
T I T 3 R T 7 A 1) % T B SRR P 2 A AR U 70 SR TR 0 5 T AR T B [29] o 3 6 i T B A AR A
CUBEUE BR324 9 B K AR T B T2 BRI SR, G HP A Y 35 TR B kA 5P R P o I A7 300 1R R L

#1[30] [31].

3.2. FpEEE R AR M E R B ThRE K A AE IR B B2
I AR RS FE O LA AR L PSR B — )2 B2 T L AR e R Ao B R

>n
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MK T BRI SR IR . B SR8 5 KR Ge AR A AR AT R 7 7= A A S R o
o i 3 B BEAT AR 0 2 — 1R 15 £ i (Lipopolysaccharide, LPS) /2 2 % FG 5 1t 40 i 40 i B AP 1 3 B4 2
—, R Z AN, HAEENAEYEIEAEORE . R R K B R T G 2 0 T R S B0 E bt
W T fie 52 43 [32] - AT ASE JIE 22 W (L PS) S Aty 20 T 4 Q3 ™ W3 3 52 458 1) Jo i o B ok AR 3R, ik R 4 B
P S RE B, 368 3 g G 3t T OV P 88 s I RE[33] o 1T P T A i 11 £ S R A B K o 8 SORE A
RSB BEREER, WEEBE AT SR AR Ry, aERAE Y 2l
W12 5 M RRE R, Rl R TES KRR AR AL R AR R eI R i R HE G B AE o I AU = 4 ml i ik s
G AN T BE . (ERE SR A A R T e B S S 4R, N TE Sl ik ok R R AL B B () R i RE[34] . AR IR
R TFERERIERR, 95%iHid K IRARKYN)IRIZMYT, 5%iEid 5-F 0 (5-HT) MR B X (MLT) R4S H. 2
g, KYN FZTE AhR 224k, NREIFHZ 515, H TRP AU 55 5 140 5 FE AN G 1 5 % DA 22 [35] -
QUINA Ji# i ¥ NMDA SZ AR SRR 2845, T KYNA FEE R WA P . Pratbfims
TRy 1EF[36] [37]-

3.3. BEEHEAHYTSEHEINENTEREE

RPN, o I 50 2B 5 B 22 T e VAR 5098 THS I SR dR 2 —,  #P S ThRE A Rt 2 3
Bl R B JRIR, 7 E SRR TR AR R R T S R I T VR R AR — P R B M1 7 1% (Short-Chain  Fatty
Acids, SCFAs)——&—K HH 1~6 Mk A A VUIEIIIR, FEHMEMAEY KR ad4E 4. ©
AR A E . e AT AR P S, W ANRE 2 M EEEH . Hoh TR b
Y, HesmfgiE bR, TIN5 IR (leaky gut), AT AIE pH A, A FE R @D TTIRE . KB ) AEKS
PRRIR/D MR HERR,  PEARIEERES . 2RSSR GRS 2/, CSCE RS = BUSRIE, FEIC 2 U5 R0 X
6. WERRIL, 2R R R RSB SCRAS K FIEAE, TAN7E SCFAS 7= AR B (WIBUBLFF B« 24T
PRI B 2 A2 TG (U058 ) o] 50 i B R DR s SRR R4, JRIE IS g - Bl 2 e 7S [38] - Juneyoung
Lee S5[391WF ALK I, Z4F/NRAEGRIMMEA F G, G0 I RS AE AF 32 /)N BB W 8 B (PR 4% FTG) By & F B NI
T BR (SCFAS) = A T (XU AT B MR ) kA 2 A 02 k), W RECERME R E . F£5 FTG M
SCFAs T Hildid DL FHLHIRFEIEA : (1) apibbebEsee, (2dt5i% E(Muc2/Mucd)Rik; (2) ¥
TG P R T A0 (Treg), IR RIE po T 40M0 B 3 1L-17 433 (3) $2THIIE . 32 AR N 1)
SCFAs (1% IR THR)/K Vo IXELARYMST FRIFEAARRN, 0 A% op fo di ik 75 i1 o 7 2 LA 7=
PIv] G52 MR A SROREFRI DI RE TS . A “ A G BT IR SOt T SRR . WA E eSS, B
fEREIRTFR(ZE G 3 R), FREHFE SCFAs #h il REM 2 /NI AN R TS . Runzhi Chen %5[40]i#
Tok KB A 250 Bk P S A TR HIE 1 T A A A T e L I T TR (SCRAS) AR = 0 78 ¥ 97 i e i 2w X
1B FH o R 0 Gt L 2 5 B30 0 T 2 R R R B I T IR KT RIS, R 3L T R (buttyric acid) (19820 fe o i
. DRAERSC S A: B FE A & & SCFAs IS ERUZEMRE(FMT) o] B35 B & Dh AR B . 3D i iR
TR BARIMAE I B e e e . ME— 2Ry, TRANARESERERR, WA mw
(IFLRRAT ), IR T RUER .

3.4. HAANH

¥ T B R 3 R 7 A FLAR R AT AR A s e A i I s R TS 9 22 Ji% (Polyamines), B —REHZ
MNREMN D T RRITGEWEY), T 2T AN, G355 (Putrescine). VA % (Spermidine). A&
(Spermine). #ukE iZ(Thermospermine). i i 4 i HACHNE B = A I 2 i, & AR 2 kit B ZEAME
PERIE 2 —, X ELBR A MIAT A 1 2 B T BT b R 4B TR SO R N IR, ki gtns 2GR, 5
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52504 Bid AR [41].

LREPTE, HAT, BRI BB FCEIER Y, i b R 5% VA -5 B0 PR A A R F A ARV AE 1) A
SRR, (HAZATIK AW FEATI A TR0 SRR W BLo R R R A B AR ) 532 T 6 D o L7 0 ) 730192 W 2
BAEMbR S, BA EER IR AANE. WA, ST CRIE R 1 B i YA i i g o Ak
A3 e AR R, (EAR SC 25 18 470 7 5 22 JE R SR IR M R it it — P IR e . 2T TSR T i, T
AR R RT TB Wi B RAN S AR R SRS, A R O AR R I
B 6 BRBT 5 ), NI ST A PR BRSO BT IR A i 56

& H
TR T RIT H (2022A14008)

SE
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