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Abstract: Gastrointestinal microorganisms in mammals are part of the bacterial ecosystem and play an important role in
gastrointestinal development, function and regulation. Short-chain fatty acids (SCFAs) are metabolites produced by
fermentation of beneficial bacteria in gastrointestinal microbiome, mainly including acetate, propionate and butyrate.
Currently, most studies focus on the effect of microorganisms on host cell metabolism, but the regulation of short-chain
fatty acids on intestinal inflammation and its mechanism is still worthy of attention. More and more studies have shown that
SCFAs can provide energy for intestinal epithelial cells, protect the intestinal barrier, regulate intestinal inflammation and
other functions. In the treatment of intestinal inflammation, SCFAs can be used as signal molecules to activate G protein-
coupled receptors (GPCRs) on the cell surface and inhibit histone deacetylases (HDACs) through substrate transporters in

the cell, thus achieving anti-inflammatory goals. In this paper, the composition and source of SCFAs, the synthesis pathway
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and distribution in the body, the effect on intestinal health, the molecular mechanism of regulation in intestinal inflam-

mation and the effect of dietary fiber on the synthesis of SCFAs are reviewed. The mechanism of short-chain fatty acid

regulation of intestinal inflammation is emphasized to provide theoretical basis for further research.
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H7iE B (gut microbiota, GM) J& AR FLsh4)
s T A R . SR Z ST dE Y, GM AE
S AR 55 T REPRIZH 7 A0 5 RN, 5 AR
YK, GM BEREAE 7= A AT FHACH ™, Wik
7w AR, AT SE i E AR . ARG
IE A 2o e AN R R P A A5 R TR (SCFAs) o 2L
FFEA (B 22 FQRAPE TR 228728 LR RN IR &R, 15
BERE ] (2% FQBHME ) SR 2=k T R, iFgE
B, TNRER R TR R ] S 22 L A it 2 e
PRI = AEP . AR EEENR TR 0 & R et
A[E], Z.E8 Hh Z BT A 3% Wood-Ljungdahl 345 7=
A1 PRR FH B EARR ER IS AR sk P M PR ER I A 5 i, 1
THRME BRIENE N E 4. SCFAs FEARN G LZ
JE WS WSRAN RN, REE O RER IR ER & S
PEAT TEKAGERANSE M1, ST TER KGR T
ik 2 PRI b 25, B ST — RGN
HAARIHEAC R CO,, T 2. 15 Eh W B AARIEER
FEENRSNEIHLY, T RRER 2l b R Zh v AR,
AN B e B A A E i R Gl

Mz iE h SCFAs 1 445 7 18 it il U7 10 R 2 5
ZVEM . SCFAs BT HAT YA LA F e o~ . o)
% B T E N5 VT BB sh SIS TReS, i LA
VET B Aas e R . GeRe e R . R B R SR AE
%%, 7E SCFAs ARZ A FIIIRE D, 718 RRE T 32
B K ZET I E W STE . WFFE R W, SCFAs iGYFE
W UE I AT DAMCGE AR PN S SEPESS0E, WV AR RE/ I
ERmghia 2 . SaE P AIZE A 1EN . SCFAs 1Y)
XA w5 M E A S HAE 20 3 1 2 ik (HDAC)
I AR G, 5 HnE B R G 2R
IRZAR(GPCRs) A B K, AASCAN SCFAs 19
ZH S ANSRE . AU & BB 43450 . XA B RN
LA AR IE RE HR R B9 53U LA B £ 47 i

XF SCFAs & S M FHE oy iE A 1A, Horp 8 05 1)
T R RERR TR YA il S RE IVE LI, SR e siitk
— TR AR R
1 B EEEEASRRES
1.1 SCFAs FUZEREFIRIR

SCFAs &7 2~6 Mk i T 1R IR, Forh LR .
PRI T R 5 4= %8 SCFAs 114 95% LA U451 44k
1, NARITGLE I 2088 . TRBRAN T BRI R IICHR 558 53
252K 70~140 mmol/L, JEut4E AN B0 2K 20~
70 mmol/L, Mz B2 24~ 20~40 mmol/L .
Zhirh R . TR AT BRI EE IR Eb 42408 60:25:
1594, BIFSE 2R, V5 22 i 38 40 B 0T LARE £ 4T 4 IS
P4 SCFAs, AU B 7= A= A FHE 7K fe it n T i B 21
YUEHLAY R PRBE, SRS TED SR R e B vl s e A it ask
R R TR Y SCFAS!Y, & T & s a4
S, W 3B 20 T 3 AT LK AR, sk B RS 2
FePe . NTRTEE A B VLR (FLER R FL 1kl
SCFAs!7 8, b4k, —BEliziE AN e A S th o & B sE
JEWR. &5 M1k, BEr=H: SCFAs HUANEA 74 Fpl10-27,
FEHHEATIT. 490 B B B2k 1 o, Hop g
BEPE 1 S5 AT B T T2 iE b =2k SCFAs I 1
BEH, AT P VRUBER A AR E AR P AR 45 b
1.2 SCFAs HIA RIS

B 1 TR R E L4 R IR s R TR AN T
BRINAAR, 213 e SCFAs & i-F a9, f SCFAs
M 60%~75%""1, .1 TN BRI I £ BE5E G A AN
Wood-Ljungdahl i& 4% 7= 401, 2, figtun] LIAVE NS
5T AT A sg, 3 T R A LIRS A %
Bl =4 T TR O Ik ARO, PIPFR 2 B iR
I N IR PR (Phosphoenolpyruvate, PEP ) i i BE FATR
FRISsAE NI TR ER IR G T . TR A asts
iz, nlimad T PRNR ISR AS o L IR A FiRE

K1 B RUEHENR TR 8

Table 1 Intestinal bacteria for the synthesis of short-chain fatty acids
* : SR
Il 4 H # J /7 SCFAs 7% 3Lk
ARG -
TR T TR MU B H PO AT R Bifidobacterium adolescentis 24
Actinobacteria Actinobacteria Bifidobacteriales Bifidobacteriaceae WU b 2 (24]
Bifidobacterium sp.
JWE SR B 5 T
Bacteroides fragilis PR, T
FUFF IR b
HIFFET] SR T SRR Bacteroides sp. LH, Wl 102025
Bacteroidetes Bacteroidia Bacteroidetes Bacteroidaceae ZIAFFIA 2 £ (1o, ]
B . . . Wz, TR
acteroides thetaiotaomicron
A A KT
W1 . T

Bacteroides vulgatus
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eE |
\ s FIBENR TR .
I 4 H B Ja& /R SCFAS E 2P CN
L RIRICA L. R
revotella copri
PPN AT R H IR IR CHF Zih [26]
Bacteroidetes Bacteroidetes Prevotellaceae Prevotella sp.
| MR 2.
revotella stercorea
EEEETT SRR LR BERTHRE BEBR A 7/ [19,27]
Firmicutes Bacilli Lactobacillales Streptococcaceae Streptococcus sp. >
Anaerotruncus colihominis T
KAWL
Clostridium asparagiforme R, TR
Clostridium aurantibutyricum T
Clostridium beijerickii R, TR
Clostridium botulinum NR, TR
TR R
Clostridium butyricum T
AR
Clostridium difficile g, T,
Clostridium innocuum T
WY LA
Clostridium novyi R, TR
Clostridium sp. R, TR
Clostridium sporosphaeroides T
Clostridium sp. b}
Clostridium symbiosum R, TR
=R
Clostridium tertium T
1 T BRAR R
Clostridium tyrobutyricum T
L G ECAT A
Eubacterium barkeri T
PIB AT -
BRFRATN  BORFRFEE  BRIFRFF R Eubacterium biforme .
Clostridia Clostridiales Clostridiaceae (‘%T i . (19,21-22,24-25,28]
Eubacterium cellulosolvens T
HOIREAF R
Eubacterium cylindroides T
A ELAT TR
Eubacterium dolichum T
VER AT
Eubacterium hadrum T
Eubacterium hallii NR, TR
KR E AT
Eubacterium limosum T
Eubacterium moniliforme T
AL BRI
Eubacterium oxidoreducens T
HRLEAT T
Eubacterium ramulus T
BMEFH
Eubacterium rectale T
[ R
Eubacterium saburreum T
PE A
Eubacterium siraeum 3]
BN
Eubacterium sp. T
Z I EAT R
Eubacterium tortuosum T
M BT
Eubacterium ventriosum T
Faecalibacterium prausnitzii T
Subdoligranulum variabile T




436 1 Tl B4 20224 12 A
Hk1
\ . HERR IR .
¥ 44 A 7 i IR B4t
FIR AR .
Anaerostipes caccae TH
Anaerostipes hadrus T
BR T BRI o
Butyrivibrio crossotue TH
AT RN T
Butyrivibriofibrisolvens
RITIEERA L. P, TR
Coprococcus catus ’ ’
G o TR
Coprococcus comes ’
S, — Bk L e
TR Coma IR R, T
. oprococcus eutactus
Lachnospiraceae St
Coprococcus sp.
= o =
ELZEZNANE] %
Roseburia cecicola ™=
FEB T IC o
Roseburia faecis T
NI S B L 5
Roseburia hominis ™=
o 355 S B £ A 5 T
Roseburia intestinalis PR, T
RIS TR J [ o T
Roseburia inulinivorans PR, T
L2 T L "
Roseburia sp. T
Blautia hydrogenotrophica i
A oA T BR B -
Ruminococcus bromii Wi
T B R i e
DR Gl Ruminococcus gnavus R, T
Ruminococcaceae B9EE 1 BRI s
Ruminococcus obeum R, T
340 T ER DA "
Ruminococcus sp. i
R BRI N
Ruminococcus torques R, T
AR
R 2 FAT I 40 SR ERE H RILTRER AR} Phascolarctobacterium i 2427
Clostridia Acidaminococcales  Acidaminococcaceae BEFARR (24.27]
succinatutens
AN
Dialister sp. Hifs
Dialister succinatiphilus Hile
BICE RIBR T
Megasphaera elsdenii 7. File. T K. %
F AUER B FI niiiagiiiogeningimpio
e s . e L R, R, R, 2, %
ek H AP Megasphaera sp. v LR e
Vellionellales Veillonellaceae R4 A M [23.27]
Selenomonas ruminantium
subsp. Lactilytica s
AN KB R
Veillonella parvula .
AR B P
Veillonella sp.
SETIN N HI A B 4 - . Y -
wp) PR WtT WkF VT IR - .
Proteobacteria bact‘l:ria Enterobacteriales Enterobacteriaceae Salmonella sp. (271
PR R G PEE H PR WERH R I P T S 2. Vi 2
Verrucomicrobia Verrucomicrobiae Verrucomicrobiales Verrucomicrobiaceae — Akkermansia muciniphila ’ [24]

Wifp i AR S A A, 38 T LU S i 2 R A v T R A
Tig A RIS EY . AN, ImiE T B E
Z 5T SCFAs W51, B M EY vl A FHZLIR L
M ETREAAE T TRER T ARz NEREERR SR,

SCFAs 1EHLI N G 15 24 95% w45 b 2 4n
M, 65 Hh BATE L R i A 4T Tk s Bk
O, P A i VA A ) 3k JH At 2H 20 2R B B R
JAPH, HiAY 5%~10% [ SCFAs il 2@ ARSI
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Fig.1 Schematic representation of acetate, propionate and butyrate production™

SCFAs A LIl = ALl ai im0 i a.4n
Mt Na 8% K £hes 74 #0505 SCFAsP*; b.SCFAs
SRR 8 T 455 5 %6y SCFA-2HCO> 45 514,
T I B B I e s WA 9 A5 T R Al i KBt
c L5 IE I B PAIR IR E B A (MCT 1) il LIFE 3R
Pt T IR ER 2 5 = 45 T gl I An i i B, 2,
P S AN AR RN T S i e 22 19 SCFASPS), HIAEHLA
251 TR K IR T S R R S A B e ), T PR P 1)
IS FE S A U I A . T R 45 i A it it SR 2L R
FOARTED, S AT AN AR AT R =LA i 1 B RN
AR, FRALENFAE Hh e At 01,
2 SCFAs StR#E RS20

i SRR S M 75 Y i 1 85— 38 BR R, 7K
T HUE 70% Wi TR, IFiE e a3
BERE At BRI R B, ok k=
FOTIEYE 2 I, SCFAs 7145 g 18 fa B O 1l & ¥4 35 3
FAE . SCFAs nJ LLVE Y i il b 24 57 b . 4 3L 5%
B Geuis B s, X Mg T (e i 28 S B
2.1 ATENERERE

Jig i v 04 A2 B S A S ) R
AR £ FhIEAEE | 75 TR R 220 . B AP
CEARSEYI I . RS FR R I A AR 201 it 530
B4, A —Fh A i i 3, SRR A i s
BIRATR . AR AE R —Fh g BB s, 45 B T B
IRAEZEY) T BEER L N AR U A R AL
G BRI Rt MUC2 FER B0 2388 i i
SR, MUC2 R Rt B R 1 2, FiER A 2 J2 s
R A ) B S S I RRRCR 1 . T RER T LA
o MUC2 FER 2H 25 1 %k 5 2 Wh A /H 340 ok 1] 8%

MUC2 F R 3Rk Bs2 0 T B RE gy X /1N BU&S i 26 I
MUCI, MUC2, MUC3 . MUC4 W FRIKA A 6125
PRI E F, FEIT a2t b, Bk MUC2 BRIP4 REK
AR, H T RERLSEf MUC2 yFRiks R, A
TR 2R BE s 3 R, FEAERR AZ 1034 A
B R (UC) 3 H 45 T T TR (60 mL,
100 mmoVL T BR) W JH )5, MUC2 ik REZFZN
22 ETMAEYERRE

W 1 Bz 41 1) 5% Fe D R e o 1 A8 —TE P 2K,
Al R EAABERE . WS, T RER T LA
&5 AR R AN PR B D RENC ), ZE 2
Stk bR A, T R E S A i R R
(Tight junction, TJ)claudin-1 FYZFEIKAL TN IE FE R
ThRE, vk 4n it 5% B DY s Z2 8% (Lipopolysac-
charide, LPS) RS FNZBEL A, F& 4 >4 FQBAM: PR 4
BRI LSy, LPS JEHUARSREPLIR, nli5 & E =
GREN 5 SORE, T T R ER B 4% T LPS Xtim I
J SEREPER T RIS, [RIRSLERE s T Rz 4 2= AR b
AP REME B TT 8RR, Ah, T RER
WEEIASYIEAR - TT 25 occludin F#l(zonula occlu-
dens-1, ZO-1) P43 FRRE40300 /N RN ] & 1%
JREEr 2T 4 vl I N 26 {H SCFAs, Jf-id i #4hn TJ & H
(ZO-1.Z0O-2. occludin. LT A F claudin-7)
MIZER AR S 7 i s
23 ETERERRE

SCFAs 7E S fa S vh il g R ¥ Z P EH .
SCFAs T L 3=k 1 il G2 50 4 L1 5 SR A il S 9
PRI, R i e hge . R, TR
Fh AT LUAE g A 0T ysk 2 v P 7 48 i 1) 5% S HR AL i
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B, HeAh, TR AN A AR T A s E
FIYEFE, ARHBE R T IR ER TR E LM A B FH ), {H S
M T ERER S S AEME ToY , T R ER AU A At A D
WA AZNEAZ IR & B, FEAELRAE R BN Gl BB A
RAFRF, X SR T BRER T LA i85 i) S5 21 ff
ERL . RN AN A M T e (AN 78 AN P8 T ) SR 5 i e
S o
3 SCFAs fERERAEFRIERAHLH

PRNE ST R 25 B F O™ A= (9o BRI o
SCFAs 5il RAE % VIAC, HAE NGS5+, 7E4H
Mo SN E AN R AR R IFEEDUREP 0, 555t
- AZ AT kB (NF-xB ) J2&— P4 s i 15 A7, 8
Z S 5 JORE M HE LR YRR, W2 R A0 R T
R . RGBT BB AR E 2 AR, Tan
D IR gE SR B, SCFAs 233 ifill i Mier 48 B A0 L g 4
HLA GG, FEARAAE R T ik 4, Wi/ NF-«B 1616
M B RS RAE N . I3 —BF5R R, THREL
AENS IR AL UM ZE AR PPAR-y, HIG WA Ty R 15
BrRAEFCO, BRT M NF-«B {E1LFN1_EJ% PPAR-y,
TRRER I T B WP R R AU N ¥ TFN-y {5538
A% T, P 2 R R (1 2 R AN 22 28R ) Wi 1k . A% %
(A =2 iR S E

73 T8 R E SR AT IS 2 2R B RTIR, SRE A
[FIANTHIR 8 RS I BRI 5 AR A e M R SE s, F
TG RRESREY . VY29 3R W], SCFAs TE71E AT
ORI EAE T G AR BR324 (G-Protein-
Coupled Receptors, GPCRs) )’ 2H 15 1 3= 2 AL i
(Histone Deacetylase, HDACs) P2k S A
3.1 SCFAs £ G ZERBRZHNE AL ZFER
KA

GPCRs ZHFLAHUAT RS 1, SCFAS 23
WS LR AR 1H G 85 B SZ 4R (GPCRs) , AN
BB iTE Z 4 2(Free Fatty Acid Receptor 2, FFAR2
% GPR43) . JiFIgAHLZ 244 3 (Free Fatty Acid Rece-
ptor 3, FFAR3 B¢ GPR41) , JRILMRMEZ1A 2(Hydrox-
ycarboxylic Acid Receptor 2, HCAR2 1, GPR109A)
FINR B8 3Z A4 78 (Olfactory Receptor 78, OLFR78), /&
B GPCRs Z[H]AIRITEIELI R 40%°Y, (HEAT T7ELH ST

AL A ECAAGE SFAEFS  ASTR], PRI AT DL AFAS
[FEIVE, ange 2 Fr7n . GPCRs B ECAAREGE S, 7T LA
25 DUFPAS R 9 SR = R4 G ZEH1(Gs, Gi/o, Gg/11
A G12/13), 3CLEHE 7] LISZ0 2A sl 22Oy M4
WP, e AR SE AR R B e e FamaE e, B,
GPR41 1 GPR43 U #%#fi & ;v GPCRs ZK i T ix &
TSR TR 524

GPR41 5 Gi/o FEFMBER, S5 RIT4iia 2=
PR AR R BT 1 A VR 1 100, ZEAS A AR ZH SR it
2RIk, WK G JE M. IRIE . Ik EL S | EBE . IB I
1N 7 A S E O W B sl | I N g =
S/ INERIEE S A0 GPR41 AR ELARSEFN
TR Ry NIR> T 18> 2,18 . FEANF R, o
GPR41 P BR Y4080 e 5 (Half Effect Concen-
tration, EC5y) 24k 12~274 nmol/LM"¥, GPR43 5 Gi/o
N Gq AEABER, HZAENRZIE PR i,
AZ 4 AN B A i P 358, GPR43 SZ AR B4 Sy A
F1R: R> 208 = T R, R FIPNFRXT GPR43 #4
i B9 ECsy 290 35~431 pmol/L!", GPR43 475 )5
Z: 51875 P MUBEZRAER-1 (Glucagon-like peptide-
1, GLP-1) 94307 GPR109A 5 Gi/o B IE, #F 5T
W] GPRIOSA FELS//N b B . B WREm M . sk
LR . AR SR AR R P 2 i 23R, R R
AU R AP ASZRIET . GPRI09A HA TTRIE
4 GPR109A FYRLAATY . TR GPR109A ) ECs,
{HZ9°4 1 mmol/LU", OLFR78 FEAEMZIC. HN
a2l NN N = ) 1 S K = e R =S v
TENF K 2 48 v Al DAAE R il S A% 8% 2 I8 R A <K
NRER AR FLERERTY . ST EREH OLFR78 H5
LB FNIREE G, AN S TG, LRRMNR
% OLFR78 ZZ K Y ECs, 4351 2 2.35 mmol/L
920 umol/L,

WFFE R, LESS R/, 2R AT LA
GPR43 Fll GPR41 3ZAK, L& 8 FoMESE
Ak, B PUR AT E 442 -18(Interleukin-18,
IL-18) BEi, MITEEM T /INR G I R AETY . 5 ikl
Hl—2, TIREL VT LIEEE M L 2 an i ) GPR109A
SZAR DT RS IL-18 LB imi SRAET7 . o —WFoE ik

F2 EHEEARNIRRZ A
Table 2 Receptors for short-chain fatty acids

GEIMBHEZIE  BUAERS PRSIk E i LU B ik
WFERRNTRSZ R o s s gy vnge gy AT 2NN IR . I EL S5, B

Gerar VI EEEC 12274 ol SIS gy i, 2R SVAREE (1366767

(FFAR3) Pk APOTRIET S AL B TS/ NV R B P A
RIS pivecms  ssa3iumoll B SCE MBI I IR SRR, BT R R,

(FFAR2) T (ZRRFR) (GLP-1) 143l SRR L2 [13.66,69-70]
FHRRE 2 " .

" Sl 1 . AN, AL,

g}g&% Tz 1 mmol/L 125 i 9 9 R 2 . #Xi%’&éﬂi)]@*uﬂiﬂ‘ré*ﬁéﬂiﬂf [7,67,71-72]
WL 178 o 235 mmol/L (Zfk) 2P 5] B SN T (RPN A

OLFR78 LRAAR g0 pmol/L (PR) BRELRRES 5 SR 1 P L (73731
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iE, ARt AT LU #0E GPR41 F1 GPR43 {i£ #EHT
S 10 (Interleukin-10, IL-10) (B S%
B SSAETS . A, SCFAs i n] LIH ST GPR43
IR R R F 4/ 6(Interleukin-6, IL-6) .
AiIA 2 8(Interleukin-8, IL-8) ., HZHMI/-2 18 (Inter-
leukin-1p, IL-18) F I IR FEE F o Tumor necrosis
factor, TNF-a) FIZEIAREEMNAE RIET*, Kobaya-
shi 25181 L 7154 GPR41 5%, GPR43 “Z{A%4) C57BL6
/NER T, SCFASs AT i i - Bz 4l il B %) GPR41 #ll
GPR43, LI G 28 FILH LU RNE . 6 b Kz 40 i
(Intestinal epithelial cells, IECs) #5851, T iR ¥ 7%
GPR109A J545520 NF-«B 7k, iX—&5 RS TR
4G GPRI09A 7 2% fit il & e AR 3 i I 172 4 it
B P BEAEZERATY, EE R, T iRERE
iT GPR41 ZME /> iNOS ., TNF-a. SN ILE
F1-1 F IL-6 = AT R AP TRAE
3.2 SCFAs 1E HDAC N5 4 B 2 E R

HER 22 2Bl (Histone deacetylase, HDAC)
SR YL AR L A 6 i ANk R ik i s i F R
YEF M2 (i, HDAC i 3k 2 T34 R 1 2 B ik
Pl T A S R i 2 3K 3. SCFAs I LUAE S HDAC
Rk sE I G ke SR SBE, PR il RAEY

MRIAZ B T-xB (NF-«B) B 30I% /& HDAC #1ifi
By — S FEASHLHI B, SCFAs A] il i #1 HDAC
VE T PRAZ I A0 I AT LA i, $] NF-«B 3400,
M 2D 33 EE 1 Jifg 7= A= 42 48 [T TNF-a, IL-2, IL-
6. IL-8 1321k, SCFAs 1E-~ HDAC il 5 iy ficdas,
AT LA 555 HDAC $HI/E RIS Az 2h R Rt
BLAN L, T3 NF-xB #0006, 3E 28 B 19 p= A= 10
WA, AT FREH SCFAs 1625 HDAC #il 5 aT LLyA
W EL RN T RE, R IEPTRAEHYT I, HDAC 1T
LU 3520 Foxp3 14 kAL, 520 Foxp3 F&f#, T LA
TE/NERASERISE g6 v, #h 5 T BRELT] 9% Foxp3 F:H
FIE I BT Treg dH ML Y 7= A=, AT 00 il 2R 4iE J2
RN ST, SCFAs ml i hn L-ieie sk
ik, PEUE I P75 5 04 b ek gl it s AR - 208
(CINC-2a8) W BT, Wl A 1 67 240 A 1) 2 1 8 457
EREL,
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