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i FE . FIEERINIR (SCFAs) 1E iz v B (AR =4, HKP 2 A 5 56 52 DA B SG08 AH DG 1) i A2 R e
KAEY . AGEL G, BT FEIBE) 5E44E N7 SCFAs HRA XV, REWIRISEIN SCFAs 1)
Fom, UL SCFAs /- FIesh a2 3 2 T REIME LA . 45 IR EoR « sl R E4E N i BEdL ik, 7
SCFAs T #E 7 L3 n, {2k SCFAs 24 ¢ 12545 SCFAs 122 % % (195 T LI o] BE v K 480 I S0 BRI
AR S R WA 2 A T . (1) RADIRASZEM# - SCFAs J40F GPR41/GPR43 5 HDAC 1] NF-xB iffi %,
FEARARE R T /KF, ZZfERMEREZ. (2) SCEREIRAC : SCFAs —J7 il if GPR41/GPR43 SZ /&1 PYY.
GLP-1 FIE R, D03l i At S LB P iy LGB R 5 o — 5 A 5 AMPK il 845 40 ) B A0 S 24
[A I 3 3k AMPK 38 8% b8 15 197 40 2 UCP-1/UCP-2 25 7= $u ik 118 ATGL & i8R R ik, ek g4
155 . (3) SUa4H P A W . SCFAs 1 £ FH AMPK/mTOR &Y, PI3K/Akt/mTOR 3 5% 1 #2200 ff [ W, st
HEAARIEIIFE . AL LA SCFAs AV i, Ml 45 SCFAs F 1A 1 11 1 2% % 2 [ AE W) AL EAT LB S
ST, AN B (2 2 4 A AR A AR F ML FE 3 B 4 37 1 258 5 3R Ak 98
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Research progress on the anti-aging effect of exercise-mediated SCFAs

regulation and mechanisms
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Abstract: Short-chain fatty acids (SCFAs) are the main metabolites produced by anaerobic fermentation of SCFA
producers among gut microbiota. SCFA imbalance exhibits a strong relationship with aging and an increased
incidence of age-related diseases. This review summarizes the existing knowledge on physical exercise and SCFAs.
The effect of exercise on SCFA producers in elderly adults and the mechanism of anti-aging through improving
SCFA production by exercise are systematically described. The results demonstrate that exercise can optimize gut
microbiota composition in elderly adults and promote SCFA production by increasing the proportion of SCFA
producers. The mechanism of exercise-mediated SCFA upregulation may involve inflammation, glycolipid
metabolism, and autophagy, leading to the following conclusions. (1) Inflammation alleviation: SCFAs can activate
GPR41/GPR43 or HDAC to inhibit NF-kB pathway, which reduces the expression of inflammatory factors. (2)
Improving glucose and lipid metabolism: SCFAs can modulate the release of PYY, GLP-1 and leptin through
GPR41/GPR43 receptors to accelerate glucose uptake in skeletal muscle and adipose tissue and activate AMPK

pathway to inhibit gluconeogenesis simultaneously. SCFAs also promote lipid oxidation and lipolysis by
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upregulating the expression of thermogenic proteins in adipose tissue through AMPK pathway, such as UCP-1/
UCP-2 or lipolytic proteins (ATGL). (3) Influence on autophagy: SCFAs can regulate autophagy via AMPK/mTOR
or PI3K/Akt/mTOR pathway to induce age-related diseases. This review summarizes the biological mechanism of

exercise-mediated SCFA upregulation in anti-aging, hoping to provide a new reference and theoretical basis for

further studies on health promotion by exercise in the elderly and the underlying mechanisms.
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N 12 1 A 2 T 525 6T T W 1) B K A 2 ) L
WHICIR AR, AEK 60 & L LA 25 N AR IEAE
AN, E 2 2050 4, ZAENECER S SN
1 20%! . J [ S Gt ) 2019 4 A7 0 2
s HBCETT BRI E ZENE =g, N2
B AN P N DR R T [ Y BT RS
Fo 2RSS SR E R BRAR, (E45 W HE L2 32
e 2 i JE 2 i A0 BN AT 4% 22 FEORTE . I FE I L
FITE.

LR AR B T RE B SR YT IR 1Y
A, RIER R, AR AR A, A
WML R 2%, SRR ROERFEE. MEARACIH 33
2 1T W S 2 A R AR OG B IR AR KR T
Hs T RHZSERE KR, DOABIERERF1C
=) FLBENITR (short-chain fatty acids, SCFAs)
RS E A PUR L A L e () N IS 9N
B NIRRT Bl 0 SE 2% 3 2 (R R8CRAE 22 T 7E 3
CAFRNIESE, IR ECEMIER AL (2t
AR RSN EZIEGYT TR, Higs)
fie ik 7 4 1) SCFAs 1y RIS i 2 S LA G e S i
SRUHET, ELgughimEEEme .

STk, AU R R AC 4 SCFAS
NYVIN ., BUE AR SCSCIRIE FTREAT BB L £504,
TROLIZ B0 ZEZ M4 SCFASs (1520 Je HAE 2% 5 2 7]
BEW K AFE Y T AL, & AN sl et Z 4 A
fi e B A4 JL s S5 5 77 17

1 SCFAs#EiR

SCFAs X AR NRME, R#KN 1~16 4>
RIETHEAAEIR, FEAEHIR. R NI,
TRR UL At 3 S ¢4 U, SCFAs A e 474k
TESE W R ), R amhREaagsE
(AT, fid s R A B 500~600 mmol SCFAs, 3+
CRRER. WIREE TR EERD (S 5L
N 60:20:20), HARFRREL. KKRES ORI &
A", b i SCFAs & R R ki & A 1
(monocarboxylate transporter 1, MCT1). HgJ&E FiH A

¥ (down regulated in adenoma, DRA) FII% &5 -1 Bk
HRIRHIZH A 1 (sodium-coupled monocarboxylate
transporter 1, SMCT1) /it N4, S8 )53k
N ZRRIRIGIR 7 = BR IR T (adenosine triphosphate,
ATP) N fitéh e . k2 )G, Rymani
U ) SCFAs HH 1 2 B E & kR iz 38 B8 &5 i
ANHIEZ 5854, TR I SCFAs LU B s 7 1R
(RIE AR A B IE 4P R A 21, HL 2340 n] i i
Jii 7 F& (blood brain barrier, BBB) #E A JixiZH 21 '+,
SCFAs AMY Re4EHF iz B AR E A 28 T I AL,
T BLAE AR 5o S RG4S 2 T7 H A R 5
ZAE M. SCFAs il I il 412045 B A i (1 G
A2 1K (G-protein coupled receptors, GPCRs),
n GPRA1 ( XA B RN 52 1 3, FFAR3) Al GPR43
( X440 B3 G TR %2 14 2, FFAR2), 25438 ],
0,45 2 2 R E % A R o A R SE SR ALK B
WARPHLEE " IS, SCFAs Xt bl fig AQ i th 77
TE—ESEM, P OSB3R B R
M, IR R A S R U Bk 4,
FHICHHE FU R I T SCFAs X ifj #5304 75 0 25 2= 48 2R
H (mammalian target of rapamycin, mTOR) i #% [
WEER ™, XWR#E SCFAs 2 5 PR &
FEATRESE N2

2 EEE5REFSCFAsE Ef/SCFAs

B A 8 38 K i R AR AR, SRR
Y T8 A 2 A BRI, 77 SCFAs B A AH X =F B2
Wb, Iz, s AR P S ) S OR G
IR WIDAE RLENFN D REIROR 55— R AN ZEE AR
AR4E P, Claesson 25 PV A3 Ml 17 161 4 65 % LA
FZENT9 4 28~46 % A NI FEEREAR, K
i H Mk, ZFEHFE 74 SCFAs 1 JEBE B
[T B FERAG, oAz 4G #d 65% 152038 B i
BRI TS B BE W 1] LU AE (Firmicutes/
Bacteroidetes, F/B) 7. HARHR S FEEFE H, ME
THEBEN, ZF NIRRT FE (Lactobacillus) 5
KB i J& (Bifidobacterium) %5 BEE =D, 72
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1L 185 SCFASIE 2% 35 22 Je HAE AL (1 53 32t e 781

B I S QB AT B A T S kg, JF HAE
BOEBEEE DY, REENVRHEY, e
HEZEN, e B EEREE (Ruminococcus)
ST IR i B R ARG ] 8D . WL BUR TR
W2 I g B BRI, R TS 3 R
2 TH W %222 5 N BE P SCFAs B BE AL, /b B
X 1% NHBE SCFAs KPR, BTk, 2021
, — I SRR WA 7 1 SCFAs & 2 3k 47 1R
B L ORBISERNRME, Z8ENRIE T 28R
TR 7 TR KR R KTEEFEK, [
I} SCFAs 1) & & 5358k J& (Coprococcus). B
ER B J& (Ruminococcus). Anaerorhabdus W J& 2 &
MK XFRPUESE T HE. MIEE#E S SCFAs =
B IR FR, B RIm R B AT Do+ 1
18 W BE 52 e SCFAs W & &, b 1A Rt 22 A4k
wE.

EAEERZ, Z9 Nl i ek e 52
W A KOG R 3R, e R R 2R
HH I TE B R AR AR R, KT A N i T A
AR R R A S R AR E A . Wu &5 P9 ok
FI21~33 . 68~88 B, 99~107 & = AMER BN
1) i 18 R EAT AL, RIAHE T AR
HEWEZEN, B EFNpIE w5 oA
HItE oL, BIHLAETR J8 (Bacteroides) XU B T &
(Bifidobacterium). R J& (Clostridium) UL} FLER FT
W J& (Lactobacillus) %577 SCFAs W e i £, I
HEZENK /B HEMT REEE S HEFEN.
Yo WK T3 22 I A B 7 3 B R A ) AT 2 7 1)
MRS, KRN IE N E IR E.
Wang %5 7 E T AR R HIX 3 MERAL (60~70 % .
90~99 % F1100 LA ) Jhit 198 44 4 N HIF{EREA,
ZERLIR 90~99 % F1 100 & DL FARRE A I 2 4E A1
B B L 65~70 & WS BASE . 2R
FEM. HATIEN, FErfE LA E
KHH xR, BN Eubacterium limosum (] MRr=4 5 )
BN N RKFIREME, R EAET S EFENTT
B 710 fF AR P,

gr b, 32 T EUE R R A,
SCFAs T # H0f =F B B A, 3210 51 HL A& SCFAs
KPR FE, I8 B N S A D95 1 XU T
e, AH R A R BE i 08 R A Ak, DU
SCFAs BAf i tbIG 2, WA R THUAMREE . L%
Z, IFHES RIS K S KAELREY.

3 EEIXIAAIE~SCFASE#F/SCFAs7K FHIF/T

B A 6 % 45 BB 7T SR 2%, J@ad s in A
ARG SR B ATIZ BT, A AR E LA
7 SCFAs T FEHIAH X £ B2, I H It $e w5 SCFAs 7K1
W ARFEARE SRS RnE 1. 2 Fir P
3.1 MEMHRIERE

Langsetmo 25 P % 373 44 78~79 %t [X Z4E 5
PEAK D5 7KV 5 il W o8 REATHET, KA
JA B IE FE T SenseWear® Pro3 1 532 14 /1%
3, 2R MG BN E PR FE R A P R R
(Clostridium). T2 J& (Lachnospira) A1 H7 #2 B
(Faecalibacterium prausnitzii) 1% $6 T g 7= 4= B 1 #H
XPEERGE . 51— BT S AEAR S0 B KR 7 T
TN AE i, Zhong % PUHETL T 100 4 Z4E AN 24 h
AR TGS &, BHE A ARG ST IR R], 45 F0E
& E Nk S B R] 5598 8 BRI B (Ruminococcaceae).
FBIREF} (Lachnospiraceae) WUEHT B J& (Bifidobacterium)
ST AREFEE RIS, WA E =4 H
TR 8% T R 1R B BR B B} (Ruminococcaceae) 5 711
Ko ERUME I IEBIK-FHEm {22t SCFAs T 4L
EIZ . Zhu 5 PV EYE— DA T 897 4 60 4 LA
ERFENEINESN KT S IE RS L, 4R
7~ SABEREFEANMLL, &% NFEHHEF
NEE AR 1K B, JEBER ] (Firmicutes) FIJE
WA 1] (Verrucomicrobia) 8% = B4 SIBE N T 36.3%
M 6.1% ; ZERKT F, EEIRE R (Prevotellaceae)
N7 40.4%, MEFMER (Verrucomicrobiaceae) =
ZEHINT 52.7%.

IR LR A, KD 1E B Y TE B R AU G,
T IE K Be (R = SCFAs W EF R EI £ .

32 FIMASIIER

IBHIN EFEA A NIE 77 SCFAs [ HF 152 i 48
T-FRMERE FE B A5 A B IE . Taniguchi 25 B % 33
YR BRI A2 5) (60%~75% VO,peak) i
T, #HAT A 15 w I BENLAE XS, R T A
BENHEF NIRRT BURE & (Oscillospira) 7K
RO HRZA BT e 53— T U A AR A
KEUT 8 wH A s A Piizsh T ™Y, FREA
Wiz 3 J5 B W2 W EBL (Lachnospiraceae). Y X B J&
(Mitsuokella) 5 i T FEFH NS - FE 1. Morita 25 B
T 2 A MEEAT 12 w I s sh el i fHiE 5
FWCRE, HEFHE), pHERER, REW
H 32K 6 min AT LI FI RS E T, (H2
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EHY Y XK, % 123l 7Y SCRASIESE 5 2 J HAE LI IR AIF 78 ok 783

UK J& (Bacteroides) HIAHXT F FEANAE B iz sh 4l

2l E =G S LR Z G0, JF HAZ S I [R) B i T A 1
é TEITTTTEE T Y W 3K IR (Lo i DI 1 5 5 T T S AR K
AENNERRENRERRRNN

UBAh, AZAEFRES AR 1 123%™ SCFAs 1# #F
EHEER, WI7R 17 A IRIZ 3N 75 200 Y 18 B A7
TEMIEAE R .

AIERPGESIE KRN TH0T, FEfE
S fid By T H 22 N 38 B A ) 5 e A 45 55T .
LI PO K 40 4 ENBENL D Nz Bh 4 5 4 IR
H, BEHHFAT 6 A H I \BURT-T, 1 B 4H )
FRIEA AT, T REN, BT,
BB L AR S TP R AR W (F prausnitzii)
FLEEAT B (Lactobacillus) B33, Fhi g B
HEAT TR, 45 R BoR B T Al 2 4F 2 ik
& W 18 T OSECRT TE J& (Bifidobacterium) MUELER T B
J& (Lactobacillus) K-V FrE . 71— TE X B W

B 1 J& (Oscillospira)(MNP*7)
92 1 BRI (Ruminococcus)(NF™)
XU T 15 & (Bifidobacterium)(MN7%)

E I 1 )8 (Lachnospira) (M)
% K & (Roseburia)(M"")

R W (Faecalibacterium prausnitzil)(N>2%%)
FE R REFF B (Anaerostipes caccae)(MNP7)

MR 2E AT 1 8 (Clostridium) (MNP

FLIRAT 5 )& (Lactobacillus)(MN%)
St X 1 J& (Mitsuokella) (™)

PUFT B I8 (Bacteroides)(N™)

B
%jﬁ = Dy fie 25 L 8 AR I8 3l K ORI 25 BT 7 R

Ny ZERWZERIEE W E I IE A AR L
Thy AFEFEE TR, HrP OO K B KT
KR, IF BAE KA A8 Zh G A 5 oy R 3 B
H AT L F A G sh it i TE R A A, B
B BN i TR RN A AE I 18] - SRR RN
BWIEKE, BARLRARZ MRS D2 IEY]is
ZTFfe it SCFAs BREECRIGM, (H2ERA
FOME L4 321 FAF M+ SCFAs & &E. R
Bk, TR s sk CYIP e iE B e (e 2t

U iE B FHOscillospiraceae)
I8 B BREE BH(Ruminococcaceae)

PE M B R (Verrucomicrobiaceae)(N")
K FT B BH(Bifidobacteriaceae)

F R IRE B (Veillonellaceae)
PR ZEHFT B BH Clostridiaceae)
B2 B Lachnospiraceae) (N

e IR K B (Prevotellaceae) (NP
FLIRHF B BH(Lactobacillaceae)

22 BRI EE A FESCFASE B R N0
AT E B Bacteroidaceae)

= = ) SCFAs (1] 4 it. Matsumoto 25 P 8 50 K, B F
# FERL R BB R KRB TROKT . 5Bk

3 2 3= R, A B IE B T AR O 2 B R T/
g% 53 SRR, SR ek SCRAS (07

§ 3% LR 5, R R LI T s i
e s 32 BB SCFAS TERT, (R TE LA ABE

s 2= s S J T [ RESE A A5 M, (R IR T8 K

T omma e SCFAs WIBEKI, Pk, iE3h 7 md s seE
EL2 EEN I3 B A A TGS SCFAS (UBERC, 5 T8
EEE R ¥ L. Wil SRR, B, FRES)

Jra 1835 IS B S Rl P AT EXT SCFAS )
A RS REEE . AS[F KT [ SCFAs ORI RE 51 A
A 2RO, RS T sl B e 2 R
PRIIVIN E: W SERpIICTR

4 BEN{EFHSCFASTEE T E I H

4.1 ZERIIERTS
FE R PR K IIAL T 2ORE R 77K PR Tt

H: MUEECHI T REIZ S i

YA |1 (Verrucomicrobia)
LT 1 (Actinobacteria)

AT 1(Bacteroidetes)
JEEEGE [ (Firmicutes)

I
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B A S BERAS, BIA 4 V3% (inflamm-aging)*”.
12 %8 4 B DX ¥~ 34 22 5 20 i O 2 (R) AH ELAR TR ot 1
TEH, I0EE JERE SR, 5 BN MK ok AT A A AT ZR K
VR BRI 25 22 b T A S RO R i BT i
WAL R R EEEN R AN 2 — P FEERR Y
K, MBS RARE (F prausnitzii) 557 SCFAs BRFEL
&N, FE RPN EIX RS G20 (lipopolysaccharide,
LPS) M/iE TR & %, 2 SCFAs Bt/ . LPS
R 3 n 0, dx — T TS AR % e T B Y,
J—J7 1 LPS EH T Toll ¥£3244& (toll-like receptors,
TLR) #%E 40 i1 #% [N 1 -xB 15 5 38 % (nuclear factor
kappa B, NF-xB), HI# A AEA T o (tumor necrosis
factor-a, TNF-0)). H4HE/1 % 1B (interleukin 14, IL-
1B) S5 R ER FA %, Il R,

12 5)) 50 i T T AT R R AR S L 2 — 2
it it SCFAs BT, Rliz ) {ie it i 18 B #F SCFAs 7 4=,
AR SCFAs BL4Z 5 4R M () GPR41 (FFAR3)/
GPR43 (FFAR2) ZAkzh 4, BNAWahy ol N4
BoE 5 A % OBLEE (histone deacetylase, HDAC)
FH W7 NF-kB 15 5@ %, Em#0) LPS 75 3 (1) & E
J i O, B SCFAs A2 LA LR 1E FI 1Y
G OUFE 2 WE A P A3 B B8R, Vijay 25 ) Xt 78
X ZEN (1834 n =38 ; XTI n = 40) it
17 6 w iz, 4R ER, METXEA, 2
B2 SCFAs TR #h =%, H TNF-a f IL-6 %5
FE R T /KF 2 35 PR A% . Huang 25 9 56T /N B 1)
AR ARG R, MENEE A E (apolipoprotein E,
APOE) J& K i [ /> BUEEAT 12 w 8 3 T Tl )=
BEENH /N R 2 F Rikenellaceae 1 Dubosiella T &
A SCFAs & & & ETr,  [Ai TNF-o £ IL-1PB
KIE TR, BHiE— BB RS, e H R R £ /)
B H Tzl fE, FETN IR E (Lactobacillus)
1 Eubacterium nodatum #AXF=£EFH B, 451
ZHZ GPR109A 1 GPR41 mRNA AR #1H% . SCFAs
(L WS TRSE) Z&EMIN, 7 HAL & RAE
AR ED T " 2R 4h 78 RE BSR4
GPR43 ik, & E& kb i LPS 5 3 i) TNF-o 4314 Y,
7E LPS TAC R sR PRI 4n i b, TR ER AT T IR R A
A H0 i HDAC T 8 NF-xB Rk, ki {2 i
AT . Rk, fEZEENUAT, B3h{EEt SCFAs
A2 AT 4 GPR41/GPR43 Fll HDAC ik i442BH T NF-+«B
(G510, KIEPLRE. HIH 2= ER .

LR BT AR SE T RAERAS IR 218 3l
I T E A g2 3 1) — M LE LR, 83, ImiE

5 SCFAs 2 [8] 1 9% 280N BT o (B ASVE = A2
WK JORE K A& 2 7T 1), 18305 Wi B A ol
WL 98 0E I AR IR A2, ol o o2 i 1 1] 52 M UK
FAHBRIREE . U TR M 45 5, X e hT R AL
HT 7 B RGN0 5 5 2 () SEER B 7T T LU B .
42 PHEPE. BN

BEAEUS G, BLAARKE & PR oS AR
i SR S AL AR B 5 BUR A PR AR e T
TR S R IPIEE RN Y, R
oy NEJRES TR D ZH 2R 28 SE AN 2% 4 B RT3 22 1
BELS JHF I 55 4H ZR00H R &% 2% IR U PE R %, 3
BRI JR 5 R AR I i A AR A R = U0 B
U7 B 1) BT 400 Y 4, 3R — 2B R AR AR 2R L TS
DRI, bR IR, ZERFIpEte e . Wb
NEWTHERR, WREC BIEL2 32 . Piva ARSI P (1)
&k% [73—74]Q
4.2.1 FEACH

SCFAs 25 MBI 17 . B i pe & s B AR
FE. SCFAs 55 GPR41 324 45 & il I A 7 b 4 i 73
WAL YY (peptide YY, PYY), 588 # ML 5 5
I 25 23 6F 4 % R 1 5 ORI A 5 k4, SCFAs B
GPR43, /gt MpE R FEL -1 (glucagon-like peptide-1,
GLP-1) F i, GLP-1 1E H T % &5 B 4 M (1) GLP-1
SPARHE— DA 3 R 5 2 20 b 0 PR S IR 25 40k
T 25 R LB e 77 Psichas %5 7 HUET A2 L/
b5 FFA2 PR 3 /N BR S I db AT i i 0 i S5 56
BfF 70 45 B0 7= TN R 26 Ae R UCET A2 BN R 45 W PYY
AT GLP-1 733, [A]HUL5E 3 1M 3% PYY A1 GLP-1 /K
SPF . i G AE FFA2 FE R 5 /N B P 9 R
HIL. Liu 25 U X & AR AN RS T IR 3k
B 3w, iRt RI/NRE T GLP-1 &I Bif. Br
FLIRR T MAESL, SRt FUIER] SCFAs B2 5
(K 4> WA i #2. Belén Sanz-Martos 25 "V 48 Hi, 45 /)N
B AP R #h 78 SCFAs A i GPR41/GPRA43 i i 8
B uh, R TR IR S RS e L e
Wl . 53—77T, SCFAs it I-if AMP/ATP Lt {H
T IR E R I B I (adenosine 5-monophosphate-
activated protein kinase, AMPK) : ‘& & Al #F 3 % )
AMPK I H AN G a3 i 18 5 IR
Fi S Ak 5 T I R S B AMPK S % T R A
%iFE -6-IEHE (glucose-6-phosphatase, G6Pase) L I
1z =X A B TR 3R B (phosphoenolpyruvate carboxykinase,
PEPCK) Zik, #E 4k 4= ®Y. Sakakibara 2 *
ETRERRIE /N 8 w I 0.3% LIRIEEMRTE, 45
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1L 17 SCFASIE S 3 & S HoAE ML AT 7t fee 785

RN R IE AMPK 23K FTF B AR AH G EE ]
FIRFEAR,  MUBEK TR

25 b, SCFAs AJ e 103 40 fl] Pl S 2B R (i ik
B B6E ORI F W s A T B A, 44 p AR € .
WEVE RS, HATEE R AL U] T AN A T
SCFAs f HEACHE A TR, fig 3+ 950 A2 1)
SCFAs R A A0 [ R RCRATI AR FR AR S
422 R
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