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Abstract

Sepsis has a high mortality rate and can lead to different degrees of organ damage, so its treatment
is particularly important. A large number of studies have found that short-chain fatty acids can
play an important role in the occurrence and development of sepsis through anti-inflammatory
and antioxidant. In this paper, the production of short-chain fatty acids and their functions in var-
ious systems are described, so as to provide reference for further research on the prevention and
treatment of sepsis.
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1. 51§

JHCFFAE (sepsis) g FH A 3200 IR L S B2 2R R 51 AR 1K) i A 2B air ) 4 B DO REREAS o IREEAE SN T3 It AR v 4
A HET N, IFHAD B =02 — REEAE B E SETC[1]. 2000 2401, #E AIAREE
527 SR T 1 A 7 e T4 S (Hippocrates) Wit “ B Bw 4G T I3& 7 [2]. IRARIE tho 5 il BUEMISE, 1
T R R A T P U A R R 2B R R I VAT R s L3 o M vl e ) A 7 ) 0 3 2 Ay 2K 25 S
J2 %% IR /D7 % (short-chain fatty acids, SCFA) 2 3 B 70 i IR £ 21 4 5e B i 7= A= AU =4 o B AT A R 2
M BEERIRIE, BRibz oh, IEREmE OIS KRG WIRARSE. WIRASGE. Kt SCFA Bkl 5 &
i, MREFRJZHAT . H SCFA X #H B R A it &A%, A48, It SCRA XTHLIA 12 miffT
Fk BT L5
2. FaERERRERRYR S

FLEENR TR 2 — R RMEANIR, HE F8H /T 7, i 1~6 MRIRBR NG AR, B3 LK.
WE. TR, IR 7 TR, RN IR, HhRFER NI, WRM TR, 2.5 iE T s SCFA
1) 95% /e A7, FEIRLUAE Y 3:1:1 [4]. SCFA IR AE 3 B2 18 Wil i BF 20 il AN 2 I AL I BsoOK A &4, Hod =
AR R B RIESE A E h . SCRAS IR i db i T 5 M s i 45 B, ez 45 i h SCFAs ¥R A Fr
NFE[S] [6]0 A ZPRER HAUSAT R R . FLERAT . WKL ABTR 2 KR W IREE . W B R RS
i, B ELE S IR ERE I 2 e AL AR -7K A T8 4% (Wood-Ljungdahl) i % A .

CTR5HEE A R WE R AR A TR, A B TR e I DA R R ot S Ak SR SR B 1 A i R
PR AR R AT B BRI A, ZBE4RG A B IS SRR CIERE AR i CEERERR ,  C BRI I R
A LR AT - 7KK T i 48 (Wood- Ljungdah)il i 54N 7 3 & TR 1) # it 5o IR 2)
TR )R — AR, — AR R LA R B O A, A BT OB A RIS R O
PR BN BRI A N TR . IR SRIE AT T JERER ] BY WA, R AT IR & 555
FRIEAT A P R ) b A A LB, AT SRR WIRRERRIS & . IR h & = RIRIEH
B = BRI RR 22 IR TR AN A A BB AR ORI A A . DRISEA N A 28 PR T0 — Bl A B A7 A=
BRI RS A, 2T EAHEG A RAGER A BT ARG A INIRIREREAS 2 el IR AR, FL
FR 2 ik TN e NG A R B A B FLIDEAH G A, LB A KBRS BB A, THIRIAHTRE A 22
T IRAE A B EBEANTE I A FUCBETE BOA B A T RS R i R . SRR O AR R 1,2-
PR, JE I AR ORFRR 48 0 R K AR T, TR I e D I ot S A T TR I A IR AR )
LS A IR . TR IRWIZEAT . B EAE . PUIREEER, HERBIEHR LR L
FRAHEE A BN OB TGRS A, 45 R AR E ST A, OB A el i S RAE (W
HR . RAER. BARSE). BB A ERN0EERERER FAERCT WA A, T M4 A niE
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MR EERTIR: 1) OB A BBEER: 2) SRR T ML T B, i T R
T RR[6] [7]. AHRWEFUAEL, MR EZAASNAMA D S BEONEE, NIRRT, ks HE
BERMR, TR AN B EORIRIN B E Y, ARSI O AE(8].

3. FEMEEIRRSHE RS

TG VE N ERRE BRI T, O SRR LR AR SR, SR IE SRR 2 7R — U7,
WA it 2 Ak 7 5| Rl . N EE R IR, AT INE S SRRERRE I R A, DRI i R R EE 1 Kk B0
MUt 2 H 3 [9]. W b5 i SZ450F0 B B T e (R A TR i R A R e Pl 6 S R L MIPE ki s e
B CLFEE BRI . A2 BERR . AURBE B R0 S s BRI

AW bR E B A AR T IIE PR R, ERE A AR, MR FCPADIRES, R B R
Bk . A=Pbtisrh, SCRASs e R il B EF1E R, SCFAS Rl ik SUBFF B A FLIR T 55 A 2 B I
[ o} S50 o 2R R 1R B 5 /N BROR R A B R e (R KT 0 B A OG[10] [11]. Yu Anne Yap HIBFFEH R
B, o CERKE AT AR R AT 1 1 AR K [12] . LR E T IE IS 0 R R I A A SR AT B AR K, TR
12 h P E S R R S A M R K] HIID #b 17) QR 1) B8 [13] . SRR ] UvrY #RagiPE 1 BT B R
1k, EREE - RN KR A B R 22 AR PR AN 1 1 M R 55 [ 14]

5 i B BOR YR AG G R A o WA T AL . B2 0. Y. BUBRK. VA WEE. BitE X
Y H R F-55), HEEAE AR RIEEYEA S, FINHRETRE R . I8 R4 B (mucus proteins,
MUC)E—F i BB B 1, e IEARAI 3, S NES BRI - B 28, Horp MUC2 & figiE ik
F BB, 12 slgA FIPTH K715 1. 76 Nanda BURGER-VAN PAASSEN [15]/AF 70+ & 3L,
IR ) T BRER 2 i MUC2 ik, M b R bR B D) R Rg 5, 1f HP = iR BE T R b4 MUC2 Bk
F, FRESHIS I FraThRe. A BRI, SCFAs Tl % GPCRs 123k 1gA IR, 4ERrimiEib 5
B fae k. JEEE S E AN R [16]. B G, {H SCFAs EMIRIRIE R, Xt miE b2 skl
SR BRI ER .

MUBE BT Rt i 58 1) B b Rz 40 ORI AR AT 1 b B Al 2 (R I BE I i . SCFAS R I T IR 2T R4 i 1 F
R ftaes. Bk s, TRREEA LIEGERZEDI TG Ao Ril, aFEmhrREa. 6E
B AT SR A A Y, RIS G @ e, e i B R AR [17]

G2 It B R S 2 4 M R i R PR DGR L SR A, 383 43 bk B TR T SIgA. 1gE 1gM,  BHL T J5
PR BT Rk, RS RRR R IPER o SCRA TE VTS 400 I N R e 5 EEAEH, — 5 T REMA
T A A B SOIRGE 4> Wh IL-12, ZEIHTT CD8 T ZHfiG b b k35 B /E 18] % —J71H, SCFAs
A LB RE T Ao A A 2R 17 (IL-17) TPy I/ 1L-10 79 T 40AE[19].

TERRFEEAE, SCFAs FI LAY ERER 1. ARTE ] KB b6 &5 8 A FLER AT b S 4l s ) =F 5, i
R B 5 R 24K, FIR BN 7 Occludin & (I I#iL, T 7 NLRP3 1 GSDMD-N & [
JRINRIL, D T RRER - IL-18 A1 IL-18 [REk[20]

BriziE 2z 4b, SCFAs X HARH A B =4 m, SCFAs I/ - 755 3 k4 i s & Rl i
(SCDL)FRIA, SCDY REMS I Wk 4H i 1) F A= S it 2 0% B BB (e 2k I P2 [21] . MR R4 4RIk &
(/B SCFAS WREESE N, I H. 952 2 RhE AR AE 520, (H A A FE WA, I & 0T B #h nT R ik ik
iR A P AR BT A, X AT RE BT SCFAS J& 1 i 1 = B BI{E[22] » H &4k i SCFAS 7E— @ IR &
X TR AR B T 2 A A B R AT 2B BB /). 7€ Fons F van den Berg [231%5 N AWF7C R R BIL, SR
FHEG, SRR 2% A 1 T RRERAE AIRD TR I IRA A B b e T R AR TE LR, FRAR T SRAE M IR 56
MIFET % AW E, TR T B MEm BRI MR, RS B 4R R = A 41 2V ER 1A A 5C 19T B Ik
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(cathelicidin related antimicrobial peptide, CRAMP), CRAMP 1] %5 S5 & A (3R 5 M S s 4 i, SCFAs 1
VA B AP 2E CRAMP, - W Y4 FBt it Jo3 3 48 A [24] o

JH A (R R M SRS T S BUG R EIATE, B bR M dif, B0 aa b pe i, (R BT A 28 REEL
AP T LS, T SCFAS W7 — & FEFE 35 Bh B AR S 14 1) i e e, (R (2 sk i b Bz 4t
B A 385, (Rt B A, PRACIRIRI JO0E, (et B AL RA M, IRk 8 & % .

4. SCFAs 5TBH &%

W FERE IS HLARAE N FE R IRIBCT P AR RE R 7, 5l A 5 RIER N, 2 FECLIME RSFRASE B0
I, B NG RAR L /N Th e, FECONLRERACEBERT, T 2RI 4 0 25 7= A G PR, BRI 4b
PR AR AR A S 2 e A, TR A IR U A BB, DNA [RREIR R A g A 4
FECC AL D RESZ IR . ZBRER AT OO IEHRHL, 1R NREERIR, ORI 2%, & rliEid 4 H
LA VR MR B AL A2 177 [25] . SCFA & W] LAIE IS 155 CX3CRI+HLAZ A1 Xt L ik B A 18 EAEHI[26].
OIfr78 J& —Fh7E B JIF B /NER S5 IR A th R IX IR 50 244, IR ER P55 OIfr78 75 3 B 2 70 s, AT 3G n IfiL s
[ I} P R 38 18 1% GPR41 (G-protein-coupled receptors 41, GPRAL) K MG ML K [27]. I 5K X 11 (An-
giotensin 11, Ang I1)R] I = Co LGk I B EEVE 404, I B S B AR O U K1 2 IEAHSS, TN RR
i GPRAL i Ang I 7K (R340, A9 /N B R oL 45 [ 28] o

5. SCFAs S5} &%t

JeFEAE Mt 5 Hh S R O R R AL 2, He b R DA XU 1) 77 AR 2 2 ol T R A 7= ) 4 B
A2 143 715 30 (damage associated molecular patterns, DAMP)-5 fifi L iz £ ff A1 76 5 1 40 L (5 20 R 591
SZAA G B WO S R o RN, AT 51 R SRE DA AR o M W 200 R B T 2 R TS0 e 4 i e 41 s B
(neutrophil extracellular trap, NET). g #MH &5 (AR 2 1, X 2885 (A r $)38#% DAMP [RFEA, M f#
S R R A RAET,  [RIE 2R N LR (R MR SR A, I SORE KRR, SORE KR RS
KON AE B RS INE, HIE A E ThAE RS 45 & 1 (multiple organ dysfunction syndrome, MODS) [29].
WFF R DL [B0MEN LA RAERS SCFAs KB FEAC, JF H SCFA ZKFREAC, JRHE—5 5] K s Al
TE P TURh S R S N . AE B I IR T i GPRA43 (G-protein-coupled receptors 43, GPR43) i i i ¥} fi
AR FEMI S R s, RN SCFAS R Ik 4 58 B WGk 20 H 1) 7 W/ E FH SR AR 1T B S BE IR SE o FEAH DA 78 Hr i
16, {EE¥ANE SCFAs BUIRIFEAN 78 Gl #h 78 R AP 4k &, Wi A o o r=2E) TR T Bt B it e
SRS, AT BRI T i SR M SRE SN [31] o FERRBEFAERT, K& RGE K45 b ZH 23, 1T SCFAs 7]
AR E G RN, RIS BRI 4 i S R A 44

6. SCFA 5ihlR&R Yt

TEMFRAE F EUE 140 P 2ORE IROS AN SR AN T s D VR, IRERE S BN S 20 IR 7 2 %8
P30T (PR TSV T B LA PN R A, 33500 R A B R 1 B 2 R, 440 S IR B 00 PN B A L BB L
PRBI BN, 55 48 MR AR B IR TR n (Rt Rafb R R IE it — 2D 48, (i JORE SN TR, A AL
H 2R AR RS T BRI R ERIRES , S EUE A A R 2, S EERRA 1 4147[32] . SCFAS T 454 GPR43
i NF-xB [¥] p65 WIERIE N R, 0] NF-«B [TEL, FRIRRIER TI%RIL[33]. BRItz b, SCFAs iEw]
3 LA 4 B P 22 24 R AL 2R IR (Mitogenactivated protein kinase, MAPK){E 53 % & 541 & Hi 8 A1
R, 4004 45 25 1 2 BE 3L BiF (Histone Deacety-lases, HDACS)i& 4%, i MAPK {5 530 i % 5, FAK'E /N
ERAG[34]0 L5 ERTR, K HENR TR P E i B SO SR AR AL RIS, PR LA P B At S R AR A
T ORA B
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7. REERE

SCFAs {EANmE R V) BA 2R AR, AU MBS 32 B EAL,  AEHARAR S

Un ek R oI S PRIR T 48) S LS S AR BIESE o [ AMJRTE P78 SCRAS £ IKERIE
I HEEIER, AN ARRMREAE IR T SRR I 7 10 S HE i, (H H RR 2 20 Fe 15 B AR A S s s

B, Woed M RIm KRS, 583 LRI It — B R AR 5T
8% 3k
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