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[ Abstract)

sepsis patients, and can lead to long-term neurological damage. and there is still a lack of effective clinical treatment methods. Gut

Sepsis correlation encephalopathy (SAE) is a severe disease secondary to sepsis, which can increase the mortality of

microbiota refers to the large number of engraftment in the host intestine and diversity of microbial flora, and they form a complex
symbiotic relationship with the host. In recent years, many studies have found that intestinal flora imbalance is closely related to the
central nervous system, which can affect nervous function through the microbiota-gut-brain axis (MBGA) . Moreover, clinical studies
have found that the gut microbiota of patients with sepsis also changed. Therefore, the gut microbiota during sepsis and its role in the
pathogenesis and treatment of SAE have attracted much attention. This paper reviews the related research progress at home and abroad
in recent years, willing to provide a new perspective for the pathogenesis and treatment of SAE perspective.
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AN, i 3ok BT R A L /IS T A D 1% 3 A R Il
IBiEFE  (blood brain barrier, BBB) HY@IR4%E, HAK
BLI 4 A 58 4= WA

VTSEAE R, B 16SrRNA . 2% Jk P 41 )5 4%
ARAHAD Z2 2127 1) K J . T il B B3l o T A= - -
I %l ( microbiota-gut-brain axis, MBGA) § Wi
CNS¥EWRMMR Hm IS 2L, MEWH S CNS 1%
PIHE R BB A8 R . Lapichino 27 %} ICU h#y
400 BN G AT T B RE 4 b, AR WK,
Bl M Rk R, BRE M IE MY 2
W, FERANGIREBAERBEER DS ES
Hihr, JFSHEREN 2 A A OC, I8 A A OC I
FERWI, B A ) 4 AT ) 4 4 iF SAE B kR,
U XL FF B8 R FLAE B R A - TR (y-ami-
nobutyric acid, GABA) FEME i & 7 30 T 1 o 22 3
JOT 0 1 s B A M 2 A 5, R T B0 B
JE KRR AOIR S AR, I X v AR e 25 o i e 2R
SR T E RS CNS R %
PIkEE, Hulfe2 5 SAE kA& KB, BER Y
HEHES SAE Z [0 0940 BAE H UL B E IR IT
%, BTERREEN SAE KB HLE KA 7 s,
1 BEE X PIR#E R SRR

[[7BERUR T s B ety NI R N [ S T OB T o
SR T8 T TE 1 E 5 ORI TR Y X 52 U T R
KR, B T 2 5 i 2 B 2 4T 2 )
MIE R H 25 B8, ENSMEFER I EE T “MB-
GA” MME& ., fAsokit, MBGA &5 1418 F #Fim
HZ M S CNS HIE R, AR 8 0K ik
FEfREH 2 LRI, [HE AR IE R T I
HEHAEYRS CNS Zimpy LM @i, 25
TP A 2 TE M L AR R R Ok T Y G
ARG, kEMZ, MWARRGE., MANHWERL
ST B KR I A A T i T 2 W A B i e 2
RE . T MAAE LM RO R8AT N %
EEEXEENMEM. Bl oA &2 56l R
MREITHEMEYHENMERERIE.
ifE. K AT b E s A A,

Ji7 T TR RE B AR Y A — e b 28 R GE iR AT T
PRI R A K RIEE EEEM. S M iE
P AR 32 B AL G S BE AR I 2 (short-chain fat-
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ty acids, SCFAs). Mt W, & MM 5. SCFAs
J2 H M 3 TR R TR T A I R K AL B W (R
BIEBUEE A R AR ) Ak, R R E
WYz —, FEGQFECRE, WREBMT
FRER" . F T e B AR A X b 22 R G B
B~ . FIRKIEERE (Alzheimer's disease,
AD) S BRI RO L 2R AT PR 2
— DL A T B B RN AT O 5 N R AR
Jo B B RE Y 2R 8 5 AD 18 & i A R A7 AE 5 D) G
W, —#H ZHEAAPWE, OF5R8xR, #17 16S
rRNA T & B AD f 35 00 I T8 304 0 RE 5 fa e A
MHEES, FERIN N AD B F W& M A Y
. FE. WA LA T RERE, KR
BETRT . SUBL AT B o Lo pdi A, i UAF B 0T o L v
i, JF B OAD B 0 I8 T RERAE S A T RE T 4
Z A AE B AR S VEN L kA, M T R AR
4 SCFAs th 25 AD AW 55 7. Kb+ g
TEMAEE . (amyloid B-protein, AR) HEHIE W&
AD WEZRFFHLE Z—, H i sE Ak i ol
RESE M AR M EEZRIE . TR E K AD /MR 28
FERS A 20 fa e /N B, fae R /0N RS Ji R R il o AR 1Y
KR ETE, KA BT & AD /NI iEAZ D)
ABIR . TR WIF ST 2 A M 3 B2 e T DA 3k 1
AR ATI S S AD M & . Fuii 4
HRIE 57 A R X RE 2 S Y T B BRUAE L,
Z AD 2RI T/ RPN D RE %Ak, B
I SCFAs 7 it W & WK, 38 BF 5% & 78 0 4 2R 8
HWFEE R B, B U RAE A R A0 R AT
VR JE . R R A R R TG i B S e,
AR R A & B IO A 8 B T . TR R
J VB 1 ARG N, A N 1R AL
T, RGN o 28 il 2R S ORI R IR IG m, AR A
G AR IS 5 T Bkt B 52 1 2 S % A 4 1 4 AR
WEE . REBIEMA YR 2R ERT, R
0 O 5 4 R IR A e

ULAh, A2 R 9T & B B R K LRt
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. M5 SAE B9 R M Ak e 85 . HHLIA K A e
TEAEMS, i THUAE R AL 4 B S A T 4
R, A BV R R A AR A, T R
K Bk — WG T ICU i 55 4 M 14 17 B 14 oF
T L5 B I 75 A 1Al Ik o5 A FEAE S8 H Y i 18 R R
PR R R, SAEMREAE R A M H, TR
SR e B T N O R e SR W
H R HE AR A0 T JE O E R R
AT TCU W2 400 181 B0 ik B A B8 AT T 4y
JZor . SRR . B MR AR 35 2 I (] A9 SE
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Jie 7 A 1 ) F) i 3 T R 9 2 S e 5 e /) i B
A0 S FNTG AL . BBB DI RE. Bl 2 ik 1 A R 5
i 22 D) REFR G
2.1 DR Amie

ANBE BT L 2 CNS Hp 32 2R A 5 46 Jifg S L
& CNS LA J5 ik AR B 55 — B B 2k . 78 IE % 1Y
R FROROE T /N e 5T 20 M b TR ECIR A s 2 2
BURHERAE . I A M B At #2858 5 M 1
ZINJRE 5t A0 i S B O A T R R . ik 2 2
WS B9 /N B B AR i w] 2y g M1 RURT M2 R bk
LT ML AN e 5 40 i T 3 e R K e 1 AR 8 TR
T, WA AR (interleukins, IL) -1p F1 IL-
6. i K B I F-a (tumor necrosis factor-a,
TNF-a) . FEC A 05 FURH 9 D RERL 3 . i 7
M2 PR AT B9/ B 5T 48 B AT LURE AT R A BT, A gk
P2 A0 R, AR 3 4 SUE SR 4 o0 TR AR
Michels % & B/IN g 5% 40 i 3% 15 1R 1) S804 B 384
FIAE B2 B TL-6 7T 5 BOR 28 2% 4y 14 58 sk #5243
SHEMEIL S F M (cecal ligation and puncture,
CLP) Jiifs 3 (4 e 25 E 3 49y Hh SO 00 2 R e 5 70 ol
i, men] W, N e BT AN M O K H A &
M 28 RAE & SAE & A2 K T 10 0 g 3 /4 BRAIL AR

i 1 TR T 5 R /0 T AR D ) R A R B RE
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MR bn] DIV R 2 OE#ARAETT . Shi &Y B 5T
R, /N R Bk = 5 B 2T 48 5 B0 b R B I o
PEREIR RN T8 AR W RE 2R AL, R IR 2R 4T 1R ek
DRV TN 3R TR A Rl A AR /N e o 4
s A M1 ALSx A, DT 8 A & 5 TNF-a,
IL-6 Fl IL-18 A9 77 A, 45 SR 5 7 /)N Jie ot 4 A &
F 9 A WA I T » e n /N BRI D) fiE
BEfF. DL EWRSE R T, /N B 20 i B0 ok 25 & 3
AES B WU E MR Z AR B DR R

Fang %" 41t 18 76 M # 5E K HT B (SAE-resist-



(T EBESFRTIEZ2E (BT ) 2024 4E55 16 3855 12 )

ant, SER) /Bl B9 28 b — B iz 18 2k W 60 AR
P24 5 E-3-P5 B2 Cindole-3-propionic acid, TPA)
FL7E SAE /& % (SAE-susceptible. SES) /)
(2l w4, JIF H IPA nl$% CLP Brifs S 11
i B /0N BRI A BB ORE PR RN s [0 IZ B AR . T F
— Wt kB, TPA W] fE 2 0 i LPS i S 1
JINBE S5 240 1 TN AT TR 45 G S SR A 45 1 SR A2 A R
M 3 (nucleotide-binding oligomerization domain-
like receptor protein 3, NLRP 3) 4 ¥E/MA IS
IL-1B 3 Wbk R HEM 2R VE TG . TR, 35
SO 1) TR A 2K 81 T 3 3k 5 e /0N S JU 40 B B BE R S
5 SAE MkERE.
2.2 fof

SAE &5 1 ¢ 5 2715 J& BBB (945 f/i. BBB J&
F A £ 1 A5 R R 22 e IO A MR B, DA e Fl Bk
2% INJE B4 1 3% - i 4 V57 B . BBB 19 41 L 45 2
T Jo 40 L A PN R AL R A . 4 A 3
JFFINE % 3 B (tight junctions, TJ), TJ FEH
M4& HE A Coccludin) MEHHE H (claudin) 4
i . BBB i i 45 i b FE A6 25 AR KL 4 A
BT AR LB bR RER A FAME A
Kt , BBB 588X T 4E 5 CNS iR S 2 A ]
Ay, BRETE A PFSEIESS, BBB I fg 32 45 F b 4
RAE R SAE KA K JE T ¥ T i S s R AE
Braniste 2554558 % . 5 SPF /NERAH L, GF
AN 22 A XS Cf 456 0 B B, i E R AL
R 55 BBB B in, H BBB i i
5 TJ 1 occludin Al claudin-5 2 ik B {1 A
Ko M PF/NEURZE(E AL A B8 ] GF /N BT 40 7
724 ) SCFAs Ja W 25 3], TJ # 1% occludin Fl
claudin-5 MRk, JF H BBB W2 B KA.
X B W 38 ok A ) B AR 4 RT BB S 9T occlu-
din F1 claudin-5 B33k K 5 0 BBB i@ & M. 7
— T Bl ) S 5 kB i T R A O B IR Y N B
it B R 2H /N B9 BB A 1 B 0. A
LV BB 0 R e, B 40 T H A A
occludin A% 1% W] @ K .

LPS & > [T [T 1 1 20 M BE () 3 2 4. A
MEIET G AR IL G . il YR R AL TS
BHLPS B Hg i, 3 hn iz 8 g V. 52 e i 8 A
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S BB, Kacimi %57 7 (R S 5250 W58 T 47/
2 S5 240 B A AE R 1 PR B AN I BT TR AL, 2 i
A5 P R A B AR B SR, T LA LPS RO
B AN BE T 5 00 /0N Je A L Ak T AU R X
PO AN R B 5. BRI, AT B OE 4R LPS
G /0N S I AN B R A4 N B2 40 iR K B 3R BBB.
i 3 40 T 19 77 4 SCF As 2 vl LUl 3 BBB /9 4= ) 1%
PorT . SCFAs it 5 G 8 1118 A2 R 45 4 T 1k
HfES T MBI R I, SCFAs n Jil3 1
I 7 20 R G LA P R AT i S R I R % Ak 2
(free fatty acid receptor 2, FFAR2) #f FFAR3,
R BBB %32 E A0 R 4 S L
LR T i T8 W A ) BE A 4+ BBB 58 8 RLIE B
A FRT AR b B, H L BRI A7 T A A o8
6 6 PR BT 9% LA itk — A2 W1

2.3 MWBHRF

ek AR 5 SAE HBF AHI fiE BEAS AN
WREIIM Y, AE MBS CNS M 3 225k
o P2 2] I AH OC ) Bl 28 T RE bl o AR
oA A AR SR ATl N-H JE-D- R & R R 2 At
T Ak T X R A 2 R, R IR R
FAT R BOEDT  EHE B i, A E R
TEWE R RE R 2 5 T o i AR o B 36 R T R
B, A VA B R el 2 R P T b A R M
22, N KO P A IR K T E 23 M D 4
IS ET ST I, e B AR M T8 R
JER AL, IRATE M F B b, NS
Jile F5 E 10 i) G 5 4 2 B b i A R K P, 1 R
SAE Wy M Th i F .

WAL, E A S L R M 22 I GABA X K
I B MRIE . GABA 7K S A% a] 5 2 0%
FIHERIN . GABA J2& th KW 19 4 R 7 A A
o0 22 Tt 1 FH R 7 A B, T R L W R L W
VE Rl . M R B, RARER, i
FRUE AT P Bt & 4t A= R By, I XU AT T X
Mgt A MEIER., T R EH, MK
TEAE R A S5 BUBFF 1A 5 b, KRB GABA -
Ay CNS D44y Pk 8 v Y . SR el (5-
hydroxytryptamine, 5-HT) & CNS #Ji i ¥ ¥ &
BB, 2 - R Y OGS, R CONS g pf 22
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REWMEEMALE T, &R (tryptophan, Trp)
AW S-HT 1 LA, &R KR A
PRI BR B AT B4 Tep e fb o 5-HT., A HF5 M
Z2 3| i B E W1 1) fizp 3K A RN K W 3% A TR 9 A S
FE5-HT A, IF Bk A e 05 7 % 2 3 R
5 A TR G L 2 R, S B0 B E B A R R
i Ty B A

i A ph 45 FE A F (brain-derived neurotro-
phic factor, BDNF) J"{ZAF7EF CNS i, H %
£ CNS KB B X s & e A2 . bR K
EHE LA . A5 A MBS AN R R, g A
21 i) BDNF Rk, Jf H BDNF K-FFEARHY
T B 5 /N BRI A @ & ARG . SR . BNDF
)22 Ik 32 B 7 18 WA W B ) %2 . Mohammed
SEDCIIRGE . AN PR A FE 25 2R B LP EMCC-1039 A
B E R, B R ES/ENT TLR4/
BDNF {5 5 i % >k 8 55 BDNF f) %35, i 5 2 i
INFIDIRE R B9 VE . DA LB 98 45 SR R B 38
AT LAGE 35 5% ) p 22 38 T A Tl ok 2 5 SAE R
HRRE,
3 ETHEREYENTEEGTFR

HET, fElRKZih b X T SAE B3R J7 i
BT Z B SN T . BB bR SRR
JraE . R 28 ok RO YR I BE 98 A7 1% 19 9 O A
o B AR A0 FROFD O ) RE R AR, X R R S AR
WA SR U i, 48T LR g iE Uk W BE
€ SAE KA Kk RSB EE/EM, B Y0l R
EXET SAE IR IT B Z R S T B, IR AR ER
BB 5 vk o o i G TR AR K R BOR B M T R S
W, AR, T g 18 TR R O B AR T 4
H 2 B % M (fecal microbiota transplantation,
FMT), SCFAs Kt A4 B 09 FH € R 3 JL AR A
FEMRL, BEANTTE 3 Y i 58 b B e BN Y R AR
JrRCR R Im IR R AR B B A E
3.1 EEBHA

FMT S48 S5 48 15 fdt B At 4 1 228 158 JF i 17 55 K
A IR DA T REVE AN T . FF LA — 2 19 J7 R A 3
AR R T TE N, 38 R Y R I B R T
5 LB YT R K s . FMT B B 78 i py s0A 97
JHFHE I s . IR . 00 4 AR A AR GE . B P EE 3

(P EESRREZRE (BT ) 2024 4£45 16 &5 12 )

F AR A PR A5 A 2R MR O T LA A Y
ML ER . FMT B a8 A 2% B K 15 7 1E R
TRIT 2 R AR #2 T R e 1 B BLIR T B, LA
SRR MERR B R TR 2] T iz kAT
I HE Y iE 1 IR . Li %M 756 F SAE
WP rs b kB, 4 AR 5k (B AT
AW, FMT A A 70 kI8 47 ke K B E
WOEYRE, 458 B8 FMT 780K & %38 2k B 2 0
PEJT T AT &%, JETE SAE Hh B os B 5 0 bl 2 A
PHERT . EMT 8 3 ok B a8 o BB . 5L
T R RIS 6T T 5 I A 45 A B R i B, T
2GR LPS S 10 e B RE K BUNG AR B R R
It BB B AR AR 5t N 24 A 5~ 11-6 . TNF-a F 1L~
1BRik, Bz, FMT 47 SAE BAE A4 T %)
BB B, (HEA IR R R BR T FMT
£ SAE HhXf F 22 fife M 2 T B W i . Wl 8 it 28 T 4t
G HAEEEH T (R D,

FE 2015 4F, FRHE 2 E WA T G0 FMT B
T8 97 A G e 35 0 Fn ™ 5 I TS A% B, X bR
B FMT 8 R TE G PR 5 T e 8 0 3697, 3R
JPA R R, FMT AU 2 122 IE 8 1Y
WHIETEREZE AL, BRAR TR L6, IL-10 FI T4 3K
v (interferon-gamma, IFN-y) ZE &% H F /K F,
EWLEER] FMT A] 5 o8 8 95 Th 555 240 M (9 0¥ 53
S R W LR Y G R . B TS Wei %55 i)
BT FMT 7€ 2 {4l f 6 Me # E 8 TP i i, X 2
191 £ 1 B 300 1) 289 11 B T 22 2 B O ik AT 45 A
(multiple organ dysfunction syndrome, MODS)
JUE MR IE MRS . TEHE 2 T ok B @R H
ZICURE IR JOH R AR I 2 0 0 Bk B R
J7 ). A MODS fl™ & 15 15 15 2 & i, 7]
38 W ¢ 30) J5E B 1T 1 3 22 AR I8 TR 1T 08 A 1 TR R
PG, X5 S HE R0 I 5 S8 E bR R K
WP A, DA Bk I K FMT BT 7R /97
B AMETERE IR Ok TR AL MIE R A
M, 7E0G K SAE f& @ B % il FMT (9 3F 82 17
AR, B RBI 2 AR 2l BT P I
IRAF5E

BT, 5&F FMT /I R R 836 1A 4
S, WA RN, 42 JSRTE

pasgpeE

Ao
N AN
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LM —H 2 FMT St A v ity OG5 [ 0, HC 30
RNERNALFEEE ., BER. RRE, —BaEkR
EH K ZH A dr, FMT b A 14 37 FE e 9 IR K
(P E KU o B4 5 89 2 38 T I R v FMT
WIT IR . AR R AR R oh R A R W R
B T BOAY e B A0 L AR TR B0, BAh,
AT A — A W A [ R0 I A v e 4 0 JR
REBARAEAE R R B, XRBHCARH

o R o 5l

M TP A X AT FEMT 3697, JF A
BUUERER S TINEEBENEOR, Rk
fiE 2 A2 T vk OB 9 AN R FE0F . XA Tl BT ok =
DI RAIE S . PRI R AT X FMT (1957 20
DB AT B 25 . B IR R PR AL R o8 3 X2
PORIHE PR O I AR SRR A O A, LUIDRE R R %
AT BE RGO BR E 3K B YA T ik B AE A
SAE IR .

F1 EEBEBEARERSENWRE PR A

EFRER

Li g0 K A

SPF X, LPSA®# SPF RRAAEZHBERAWERG, WHSHEREL, Hb B} Fiksm,

M 2848 RE B F K P AR

= [45]
FEER B K A

SPF X & LPS#4 ey SPF X A AL R XA G EMRG, AAH S HEEKEL, Ak %173

BE, KRR R IR M5

ARG
Zhao ¥ MET+CLP & ot R o
2 ZE 28 ROE B FE

2 [47]
Zhang ¥ SSAE 4= LSAE /£,

GF DR CLP 42 GF DR AEEHEZ METHCLP SR WM EMRE, AR SHRKREL, WWEAHH P

GF & CLP #4328 GF MR A2 LSAE DKW ERE, BN ERRRINRE, AT AR

B K&, A2 R R R R

Braniste %1 SPF ) &

GF D& CLPA®E# GF DR EBKPF KR ER)E, BBBREKRZ, WEMET M2

. SPF, R4 EHmBEMA; MET+HCLP, = FXIRARGHITEMLEILTFIL; GF, LW SSAE, TEMAEMXMER;: LSAE, £

JE e A AR KM A

3.2 HEABEKMY

HIUEHE £ W, SCFAs f] LM Jig 8 A K i
25 Z R il B 1 KA R, LS B A K ik &
BRMZAT R, I B AT E R R HFRIT £
Pk 22 M SEBERS . MISERFSE B, SCFAs nf i
S G E K2 /& FFAR2 fl FFARS % 4% /&
FRMEFH . AHCHRGEFR ., SCFAs it 7% FFAR2 7&
W SAE [ 1 B2 48 HE R R O D) BE I RS
TR HE R E B MRS AN, A BoR
i 3 T BE S AR ) T IR AR TE A R . SAE S K
MR EREREEM, 5 TRHBMNZAK GPRI09A
FHAR G 1 BL 48 Ak N 38 R0 i 28 O 4 4 T A B T s
SAE MK WA 1 . SCFAs W AE 1/ T LA
AT i3k e 37 (R A O, ok W] AR S 41 R A 2 B
B ( multiple dysfunction
HDAC) #0558 ad A5 408 B f L 25k
PE PSR S R B M A . T R 8 HDAC #4
3k i = R G T DARE IR CLP R 5 K RUA
P HDAC (1935 1 3k 3 % 61 P 10 14 91 22 i 1l 450 mt A
WS 2 B, IR IR 2R SAE KUK A
WTIBERERR . M Fang 40" i, IPA & —Ff

organ syndrome,

TAE P BE > A0 Trp A, T 38 8 9835 7 18 4
A T Ok B T B AE 1 BE T 8 I B A L 3 2 R 41
JiL PR B KT o B2 2 i R A ORI T RE B A R
SAE By EZ R WRALE . A OB 58 2 W] /)N i J5T 4 il
LR T il A5 T DA BE 2 MR AR, 33X RE /D IR R
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