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Abstract

Intracerebral hemorrhage (ICH) is the stroke subtype with the highest mortality and disability rates,
yet effective therapeutic options remain limited. The brain-gut axis serves as a bidirectional com-
munication pathway between the central nervous system and the intestine, in which the gut micro-
biota, as a key mediator, has attracted growing attention for its role in the pathogenesis of ICH. This
review systematically summarizes the principal characteristics of and dynamic changes in gut mi-
crobiota dysbiosis following ICH, and elaborates on the molecular mechanisms by which microbial
metabolites (e.g., short-chain fatty acids, trimethylamine N-oxide, and bile acids) modulate neuroin-
flammation, oxidative stress, and blood-brain barrier integrity. Furthermore, we discuss the cur-
rent evidence for microbiota-targeted interventions, including probiotics, fecal microbiota trans-
plantation, and traditional Chinese medicine. Finally, we highlight the challenges in elucidating causal
mechanisms and in clinical translation, and propose future directions such as multi-omics integra-
tion and precision modulation of the gut microbiota, aiming to provide new insights into mechanis-
tic research and targeted therapies for ICH.
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1. 51§

PR ERVE N S BET: SR E B RGN 2 —, WAL T AR RIE R T UCE A 1],
FERTA 25 v i 2 o 15%~20% « 2500 SR, B AR %, SEIISE T FIX 30%~40%.
HRIL 80% K SEA7 3 18t B K AMERN A ThRE SR [ 2] ICH JE #5453 T 73 MR R 45405 5 4k R MR i 5. i
RAEATA LR IR S A BRI R, AR R W S B R S B SN P 51 K (3] [4]. BEAERE ST
KB, AR B ARG B T 9 i 5 AR, T A HH e S R ARG [5]. AR, 324 G iR
B 7 R ] G i LR K BT RE T (6] [RIIE, PRANMENT ICH 4k A M £ 1A% O R AL 5F:
PRIRVEBAE B TG T S 05, A A AT 7T AT i £ A R P S B R 2 L

TR,  “HAEY - % - Wi%h” (microbiota-gut-brain axis, MGBA)FE R (42 HH 5 A B, AL RGK
o AR B TSR i TR . W TE B R AR N e B s DhRe S R AR, Ho g
I BEPR L B2 g NSRRI 2 100 £, BRI CRERR 9 ARG “28 R4 o IiE I #E S TP AR A R4
ZIAEIE A . o S AR AR 2 2 B T B 1 R B m] PR X 48 [ 7] FA7E 20 4K, Gershon
BI$EtH “28 KM ME, 58 7 E R g KN (a3 VIR (8], 2004 4F, Sudo 55 AW FT KL
TEAEYD AT RENE TS T RIBUS N, B PIESE [ IGIE W S ARG IAAFEDIRECH[9]. 2011 4F, HFT
TR P - W - s BER, CRE KGRI AT RE T RTERAR[10].

FER H A0, A B SRR S ICH KA G Wi B R 4540 R LR 3 0%, OB R R AL S a8
SiEFEE S R 25 JR) A AEAR ORI [ 1] e TR P2V E R R BB 5 0 1, W] B s A1 7Y I i B P g
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BB~ /IR A M TG 1 R A B e B, RIS 5 ICH JE 4k R MR RE[12]. 4R, il B ECE ICH A
9 L AAAE AL R S AR B, R AL S N 05 2 1B AR SR DG Ry SR B I R T R B HLAR AT B 1) 36 58
Do AT S A% IRl R 1] IR, 2T TR R 28 ) T TSRO B R 77, (B AT 2 Bl PR e AR i A2 4T
FRFWARA[13]. BBk, ARZRA BERGRBEE RIS ICH A IR A M BOHTIESS, 5L R o A 2
BU TELEVRTTHE RO SR T URNS ,  DUIDZ USRI 705 i R A A PR AR HE 5 77 1 2% .

2. ICH E M EE R
2.1. BB ZHEMSEHNERKT

ICH i B T8 I A% O AA AR DAL 22 R MR R A 51T R ORR SV E RS, AZRHIEAE I PR 3 5 3
YRR 15 31— BRI

2.1.1. Sk

ICH W TRl 8 B AR RS, SRI N BEHE 2 PRI 2 38 PRI S B TR AR e ME T I . Yu S50 ICH FE4/)N
IR N, WG 3 RIELFIERE#E Shannon 8445 Simpson 8RR F ARHH B IEK, WFFEE
S5 E R 2, Bz 5 5E st . b5 R v i B oS [14]. IRREFFEH, Chen 55
XT 31 5 ICH B3 S Ag Rt B S MERE A AT 200, RIUREH > o ZFEMIER LS 2R, B2
FEME DT IE S A E RS MR R 2 0 8, $2R ICH G B UR B S S8 12]. Luo &5
82, RN ICH & A 2 PRI RS e = AR R R IEAH G, HAOZ R 2 R0 f5 30 RATIAR MK
5, BN ICH J& il i i RFAE( 1]

2.1.2. I"VKFEE RS

ICH Ja WiB B BET 17K P 5% 0o FO 5038 JEBE T | (Firmicutes ) = & P& 5 KT 1% ] (Bacteroidetes) = &
T, SEUERERE 1A E I (F/B)EE R E N, Cai AL UIGKREETR L, ICH B 7iE S
[T B R i R N BEPR AR L) 30%, AT T T 20 25%, F/B LLMEM 1.8 +£ 0.3 F£% 1.1 +£ 0.2, %L 518
PE 9 RE PRSI I R BERRAE — 3, $R ICH JG i A TR A A0 2 RS [15]. shpsiciedh, Li R
ICH /NREBER T FE T HIME | REIFFME R, 3 RIAMEA, AR mE 7 X, HERMN
H R RS IEAE DR [14] 6

Ak, AFTEE | (Proteobacteria) A2 407 B 1 2 B34k, 78 ICH B & 5B is R FEE T+
i, KPS MR AR 2 BE(LPS) K FE IEAH G JERIEE | 1(Verrucomicrobia) K Fif b & 14 J& (Akkermansia) J& &
M TFRE, JUERTE T (Actinobacteria) Il 2[R A [16].

22. BIBKEHNHRMEHES

VA G K iR 32— DARBUONRHR KT B IE S 4R 548, L BOW R B 5 A o s 1
BAZ O RHAIE -

22.1. NISBHFRHEESE
1. ¥R J& (Enterococcus) ¥ ICH J& S EARK MM E 4L JE . Luo 55X 64 i =i L& 14 ICH B35 14>
Mriios, %E 8RR TR 3.2 £, 5 Bt NIHSS $F50 I AR F2 A5 s AR e fiti 48 (SAP) & A=
R IEARSE, AR NI TUS 7B AE AR S 1] ShsEae R, Yu ZRE S 3R E = B T S Y TL-
18+ TNF-o &5 98 JiE R - 3RiK 2 IEAH O, S YRR (FMT) if 2 32 PR 1R a8 =5 B IR A 48 8 9 [ 14]
2. B 5% 2 [ J& (Akkermansia) PE A | %0 W8, HEEE ICH B4 b 82w, i B
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R e Bk, 5 N-ABt s @& Rk T R IEAHSC16].

2.2.2. BIREFEIE

1. FHEARWIER(SCFAS) = A kb 2 ICH J& 18 B RF I AL O RFAIE . I IR 78 o, ICH BB aiE i
F5FT 14 J& (Faecalibacterium)~ £ 77 4% [ 4 J& (Blautia) . BT 1 J& (Roseburia) %5 3 5 i & B#(K, 4 Blautia
FEH IL-10 K FRIEMR, 5 IL-18. TNF-a 2RHK[12]. shPsLiid, ICH NRmIE N BB ER
(Lachnospiraceae). 8 B Bk F}(Ruminococcaceae)™s | FREh = AL B F B T B, il T R Ehk B PR 2T 40%
[14].

2. IR G H 8 (Prevotella) fE ICH i3 (1) 3 B W35 FRAIK, S0 ™ AR 2 fiAH ¢, HAEA IF SAP
PEE P T, S5EREBECE TR SAP TR 1],

3. HAhAG 255 71, Gemmiger. Agathobacter. Romboutsia 25 J& =F 5 52— S0 BRI, XUEHT H &
(Bifidobacterium)Z2 {4 [ 78 N S B AR 248 F 85 DUAS [R) T A7 A8 R [ 16] 6

23. EEHEM T SIERRE A XEX
ICH Ji5 i T8 T 3 AR A O S5 00 ™ SRR L IR RORE X TR B UIAE 9%, oIl PRVF Al SR B AR BE A

23.1. RIRTEERESHE

Luo %IESE, Enterococcus F/% 5 ICH £ APt NIHSS 143+ ICH 14> & 90 K mRS ¥4 IEAH K,
Prevotella & B 2 FAHOG; 2 =F R LUME v MO TG0 90 RINRETIS[1]. Jiang S50, FGEHRIAT B8 55
6 P BELH A A X o B B ICH BB SRR, H&HFIsWngE 7],

23.2. FEEXEK

SAP & ICH W KAE, Luo 58K I SAP E&%IE Enterococcus FEHAE SAP 3 F+m 2.8 15,
Prevotella 35 FE1% 50%, HiZo§BH Tl 4R B Enterococcus £ 5 IL-1RA IEAHK, 5 IP-10 1
AR, BRI T B SR VR I O T A IR X i 3k SAP R AE[ 1]

24. PMERSWR—BESH

ARV T o TR AR A AE e s A3 B RIE ICH /N R EBE A, (HER A IR R L 2
PRl e SYMResrE. B AR ES . PR, M SCFA P24 Wis /b fE IR IR 5
I R B8, Akkermansia. Lactobacillus %5 B &AL DI FLABE. FEABAEAE R R, TR
Z L ABIEGIE[12] [16]. Wit B =& sh Mg E A5 A 7 5 8 B IME R o, hFE AR
ICH Ji5 i3 B AL AR 2 T WL SR AN FE AR A (18]

ZE b, i LS P B R (R AE 1 O R I 2 FEE BRI F/B LB E . WL BUR B & 4R OF 26
(JuFLJ2 SCFA P, H PR SUE 55 ™ R . HAORE K TG B VIO . X 2 i I AR ICH
A SR A FATL ) A 1) Ji T A R PR YR T SRS AR A T S0 S PR AR AR
3. FEEFAEHTISH R T RERE S

Aot 1L (ICH) Ji5 i 8 B A O, LA =it 5 A B 2 I —— (R R AR = flg 2 48 . Ffb=H
fey T, AR PER = (R AR R . K OB AW . R . BRI PEAIK . Ik e 5G4k
VST i VR PR B AR A R T K S A A A, SR [R] R 4% U 5 B (BBB) SE B L /NI
YRR AL T 40H 0 K 28 REAIMA TS Ak, 3BT PR 5 TCH i 4k R M i 453 4% B 1
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3.1, REMRE IR EBRIER
3.1.1. BEZHBELPS)

JV 1 P AT AR 1) LPS A0S i H I 5 28 RS S A% M5 5 0 o LPS Sl e 1 45 & S i R T
f) TLR4 5244, &3} NF-«xB @I IZ %, HOKE % K 3K, TR “LPS-TLR4-NF-«B” #GEHM % . [F]HT,
i H IO 9 L= A R B F- 1T 5 LPS W [FIEGE BN NOD A2 AR #0145 WA G B 1 3 (NLRP3) %80
AN, (RE TL-18 BOGARETR, T NLRP3 S8RE/IMAE 5 I E G AE YRS - Ml 2 U1 OCHe,  FO0s n b 2 fiw ) 1
Ja ARG, R NLRP3 D8] ) 5535 el K BUAG Hh 0 5 A i 7K B R A 2 Th RS BRAR[ 1510 b4k, Haie i B
HELIBESAFE S RNA 454 E A (CIRP)AJ1E A TLR4 KT AIIC A, 3E— 30 0% NF-«B 8%, 0 Rk
s, T CIRP @B/ B IR 28 17K 7 & BBB R A2 B2 35 2. 3 FEAIK[ 19

J¥7 T R AR AR AU =) LPS 38 T 475 3 1 A B2 At £ ToAH OG0 1V 4 %2 D (GSDMID) LI «
GSDMD ¥ J5 T i i FLIE AT e EE 28 R T-(IL-158 TL-18)B&A, #E— B R R 5E M, [AIR 3R BBB ‘&
TR R R, IR 2% i A PR A K 201 6

3.1.2. S=HIR(TMAO)

TMAO H 738 B AU AR o A= flo i H I AR 35 13 TMAO /KPR A RE A1 2.3 %, Hnldid
7 MU WA A5 4k 3 /MBS AR, I EE A LS B A 5 4, B TMAO KPS 8% 3 AN AW
P RS 2 EAE DG . AL B, TMAO AT 38 i 0 5 P4 %(ROS)-NLRP3 @ %, JBUK RGE RN, #E— D
A BBB [21].

3.2. RIFERIBTHIREREZRIPER

3.2.1. SGHEBEAFBR(SCFAs, ZBE. TEAT)

SCFAs 2 it 0 T R B IE & 2T 4E A% O r= 9, B I AR 35 R 72 /NS 19 1L i A 3648 b SCFA 7K-F
BEMT RN, H SCFA WKESMK AR 2 FAHK . KA HIHIERE. © BEEAHISNE B4
J AR/ SR A B AR 98 R F-(IL-6 TNF-a) T8, A2 RAE FHIMEHIG: @ @idiEoh G &EaMEk
AR (GPRA1/43)F ] ML P B 4 6 S 2 B e (il s PSR ), B BBB BRI AIRIA,  [RAIK
MmE@EN; @ Widmfl4lE A% ZBHLERHDAC), (LA EA Bk, BISZIKT E2 MIEH T 2
(N2 BB, ] NF-«B #2485 3%, 2 “SCFAs-HDAC-Nrf2/NF-xB” %M %%, 144" BBB 52514 ;
@ PRI S, RGN FERE &4 4E(SCFA A AT B35 32T B3 5 418 . TIRKF, BEEMA TR
TiJE[22].

A, SCFAs M 0% G & EAMBECZA 43 (GPRA)IH/N TN M1 BN Ak, 3 H T 4
GSDMD #i&, /0 % R TR 4E3 BBB K% %8281 (Occludin, ZO-D)IFIfeE Rk, M %
JiE 4 BBB #{I48[22].

3.2.2. XZEASREBZ(PAGIn)

PAGIn J& 718 PR EFRF S PEAR U P2 o 00 HE IS /) BRI B i 423 PAGIn K7 52 35 BRI, AR A
78 PAGIn A5 f2AR 0BT/ R AL 4, NG E JORE F R 2 T AR RS, 2 i
S-S (0 HE AR TR R 23]
3.2.3. BEiHEEFN & MBI~

RGP TR (AR G AE TR N 32 )@ i WO G 2 A BIBAH VT RS2 4k 5 (TGRS), il fisi H 1ML J5 4 22 41
MVBRFET (B B T R O k), sk it i BB 28 TR T2, 6 K RS o m] S 25 440 /IR BT AR

DOI: 10.12677/acm.2026.1672680 1595 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1672680

LIRSS

UEAh, IR B vl HE Uik e B X SZAR(FXR) R Treg 4HMIAE R, %] Th17 4HffiE4L, @ —Dh
PRI RN [21].

IR (W5 We-3-TA R, TPA)E LI/ 0t 0f i 7= 2 0 B ER 3 0N i R 4 it P is 4k, Ok
BRSPS, R AE 0 A R 4EMDRe, BRI SO RS AL 5 808 75 & 8 2 1k
(AhR). #Il] NLRP3 4&5E/IMABE A [21],

3.3. MR - NTERL: REMEZ. HPA 35 BHEIKATRE

3.3.1. REMZRPER REIN @K

TR TE P 48 A2 T TE AR VR 0 L I 280 S N B A A R4 . IR LSS, B T A AR D (LPS
SCFAs) il 4 iz 38 W8 5% 0 B BRI IMLIE 2K p- 3 T R (y-aminobutyric acid, GABA), M ik iE M2t N4k,
G5 AT IR AZAL B 2 P, I AT BRI Z AR, ) 40 & 105 400 B Hh oA /0 e I 20 i g 412
KT (IL-18 TNF-o)Bil. X il 5 i W H N S SRR E VA G, ERAMEHREmE
] 4 (transcutaneous vagus nerve stimulation, tVNS) R {3 [ A ok ) B Jlas H I A8 2 100 2R R i B R+ 1
TNF-o. IL-6 /K, SRS, $&m RIS %24,

3.3.2. HPA HE) N EiFE{ER

Ji50 L L PR I 5 T TR R 2R LT RO AR O e i i S S ST HPA 4
Wl B2 R RE TR N RS AT i P AR SN, AR KT s @) 18RI il A 3 AL (R 2R R
BUp 18 2 ) S BUG IR B ARFEEJE, SO RS HPA RhFrE TRt o BHE B PR 201 Treg 40N RE,
TN BBB SRR T, I RRT AR, I IiE e A (st A2 R AN 78) AT 2508 HPA Fli D) RE
Bl PRI RAE KT, D9l iz S FUS T P Ao s (251

3.3.3. BERRNMERIPSNEESH

Y A A T T B A s S B . © IRZEIAE -8 (CCK-8): N H 1ML 5 [l e A 3%
ELAT NI CCK-8 43ilt, AMEMEANE CCK-8 LMl is Ak 32 44, Jb /N SRS Ak, R ek i
WA KT (VEGF)#RIE, I H /5 1 BB 5 @ b s FEIR-1 (GLP-1): i s BFA R =
PIRT et GLP-1 43, IS 7 I R TR 70 Hh ik S mT e fiod H AL (R Az s s b e A A 12
L) 55 9850075 R A e 03 5 B 3] NF-eB 9805 S AR 5C[26] o

4. BT EEEF AT R

BTG H I (ICH) J B3 TR R 2R S A 3 B e RORE . AU KL AT BEATLA, 0 i g T A 1) i
SRV EGE ICH TG RV AETT Ao 455 WRFRAEPE SR (W0 SCRA PR RIS « WL BUR F E £) KN
B IEE,  ATT PR R R R E A AT R JOEM ], BARLR

4.1. EEREFMT)

FMT i it B AE fg R (R i B i, 7T B 4% ICH J5 R, R OTMFRZ —. SSRRiE
S, FMT BB EAi /N ICH /N R ARER . SR ik i, 845 52 1 B e R % 42 82 1 (ZO- 1 Occludin)
FAL AR IR R, 9D IL-18 TNF-a {2 RN 7R, SGEMATIREVE[27]. IRIRFEAR DT BoR,
FMT W] Hr 5 1 B i Bk 1# 8 25 209 3 £ %, Y= Lachnospiraceae 554 & b € 18, HARY RN 5% Treg
HH b AR ML BRI SR [27] . %R IEE B A AR, BT “BAF R - iR - #ER
il BIEIEIE, NIGIREAL IR A T BRI -
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4.2. wEESHEETTTM

AR AN AT RE R AR A TCE R PRI E A A, IR RO TR . S BB
FLER A 14 28 A T8 RIS T 78 7%, AT 3% PRICEDRE ICH M3 NIHSS V14, T H ¥ A ig 6871, HALH]
SHINIE SCFA LR /NI BAARE M1 R4 . 2 IERh i BURBTAR SR 28], s Eon(insatn . ik
BEFYE)EN SCFA F=AE R RS, fEVKE Lachnospiraceae. EIZH RIS AL, BTG GPR43 21k
] NF-«B S AEIERE, gk i e B A 13]. At w4205 2 AR o B Pl m] 4K ICH 3% 25 Al
FMER R KR, HBCR G EAFZ A B oR i TE % b D ser 5[ 11].

43. PEHNSNERHAT

W 2530 2 H SR I IE R, RO AR A . 3@ E N I T i ] FIB-NLRP3 {55 id %,
WD /N TR AR AR T, AR KA IE R, BRI 1 BRRE R TR, B8
PRI S RERI[29]0 FEIE JEANEH 2G5 77 1] & 4 Blautia 25 218, W BHERE 8 S B0 B e, @
VAT IR AR BRACUAIHI R 22 R AE[30]. IRIRBE U R, W25 e B W PR Tinl i — 2% ICH &
FONENThEE, HALH ST E R SCFAL JEIHR) Sz 4| TLR4/NF-xB JBEAHSS, N uEE L
SR B3],

4.4. BT

B R AR, R ICH R . MR TR R B O TR
% SCFA, #4125 ZBEAGEEYS 1, B Nef2 SUAEES, IR 5 P B SN[ 12]; Hhhifg
e ET AR R A 2 R, BRIK TMAO S8R AR =P/KF, 3800 M 85445 /M SR AR AR o Bt 4t
Omega-3 Z ARG IE AT 5 B BFALAG, smpT R R 1L, SRE a4 FEH Tt —5 427t ICH
BHEMADREE R[13]. B = IR W BRI SO T BERSTE, BRI B R 28RE S I8k, i)
YERF AR AS[12].

5. B SARKAE

T3 - TR R T, (B RS TG 2 B, 22 P TiT, FMIT %37 11 576 B i 2 452
W T AR M N TR 5 R, (LA SR TR M G — W3, R S SRR T, B
FIGE A, BB, BN R PR EASHE SRS LR D E, BE LIRS0 E
Sy RSN PRSRBGIE T, R ERRAS AL 1 TCH 45 45 1) 1) 2B R 55 5% 2R p G 1 3 0 5 R R A 2 1y
PRI AR T, DK RETIUR N2 5 0% it RCT JLIEZE

RKP A O BEEHEEMA. RWASIHRER, &6 N THAWERETARMYS: @ Hiki
Btk SUE . CRFIAERG RCT &it, WA SPRITHG © KBTI AR, Wik s &5
R, HUBE A, @ B MALEREEEGE RS, ST I, R RS, A aek
S ) A S 1 PR V8 M B 2 Sl
6. REERYE

i L (TICH) J5 3 T T R I REPE R JEEBE B 1 1AL I T T LB . WL B B (W Bk R 25 &
A5 T S B IR T IR 7 A TR 5 2 TR RE B (A ML S, %R AL SR R R . O RO R I U 55 DR
Ko BUBIWFFCFHT, JAid BREEI e 4R R4 B - AN UbEEE S 15 TCH SRR MR BoW
BATAE MRS 20 . 40k = FUIRSS KIS TLRA/NF-xB. NLRP3 JBE, HOKRIZ 4. Wbk mis Beke, i
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BENRITIR R LA B S5 A ol A 7 42 DU 5 R 42 /N S A B A A « B8 P e A it i A OR3P 1
FEMME . 2l B e I 24 T TS SRS AE R AT 7 TP B

SRT, AZAI AT I R BEPR A : RS ICH IR R AT, %0 D RE B bk S AR B A7 A 57
BitE, ImARRIN S s Z AR HE AR &R, S PR IE IR AN o ARIF AN R AE: © B ZHEHARM
BrEse - i EEAEMLE, WIER RN © WRIRKIREL I AR SHUEHE; O JFRAMAZ h
OBENLA RS, RATHUT % @ KEEET MEAERERHE AR HE 3RS, © RS2 h B 255 b
T IFBeo BEE RBERNA M ) SR, 4815 T8 WA BN TCH Bia A8 S

EHEWHE

FE L H VA X BHFE AT XZ2024ZR-ZY 121(Z) R B [X s FEIREE N N A FE X IR 55 s A= 5 2R 45 b
e SLATL A7 9

SE
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