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Research Progress on the Role of Medium-Chain Fatty Acids in Improving Metabolic Syndrome by Regulating

Intestinal Microecology

FU Xiyu, ZHAO Minjie, FENG Fengqin*
(College of Biosystems Engineering and Food Science, Zhejiang University, Hangzhou 310058, China)

Abstract: With the improvement of living standards and the change of dietary habits, metabolic syndrome has become
a major global public health problem. The gut microbiota is one of the research hotspots in recent years. More and more
studies have shown that the gut microbiota can conduct bidirectional signal transduction with different body tissues and
organs such as the brain, liver and heart through various pathways, which is closely related to body health. Medium-
chain fatty acids (MCFAs) exist in coconut oil, palm kernel oil and dairy products mainly in the form of medium-chain
triglycerides (MCTs). MCFAs can be rapidly metabolized for energy in the body, and has good regulatory effects on glucose
and lipid metabolism. This article reviews the effects of MCTs on gut microbes and their positive effects on metabolic
syndrome in order to provide a reference for future research.
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il = XABRR

RAF AR BRI R . AR SORT B I s 1R o A 45 5 il A
P A S B AT 1 2838, DU AR OR B AR SR 72
RAGH I BN S % .

1 PEEARRGFR K& H Mg

g2 (medium-chain fatty acid, MCFA) /&#&
ETA8~12 NMKIEFIMWAAEIIRE, BHEFR (Co
MR (Cp) MAHR (Cp) o PEEHH=E (medium-
chain triglyceride, MCT) HIMCFAs4L k. -7l EAAE
A=W AFL G —MCTs ) = R R KUE . Hodr, #-7l&
145%~52% M A HERR . 5%~ 10% 1R 4% ~8% 1]
2R, KIS 2.4%~6.2% ¥R 2.6%~7.0%
(M5 FRR41% ~55% 10 A AERR s 5 85 3t A0 A Al 4=
MAHLG, I MMCTs & EMWAK, & i8R
4%~12%% . LA, T WSS LR A R L
i P — € EHIMCTs.

B 7 RAR MR RIAIMCTs, N T & A3k a4l
FE. @ EEMCTsI 7 — RT-Be. MW N IR R A
AR AEAE AR, 2C 5 T AR R R 3 I RR AR B
(acyl carrier protein, ACP) [MIlEEEE I, A2 &K
FE JE W i R B K i, PR S IR TR (free fatty acid,
FFA) 3\ P J5it 0 2 25 R A H- i = 8™, AR 1 — s 2 ]
DL I 55 R TAZ I F BB M CTs. Rutter57E i AR HE [
P BE A 20 15 Rl S A 11 v PR R - B R 8 4 B L B i
iy, AT LAREAE A A LA R T 40% ) 22 FR RN 2SR . AR T
I 2 DR AR & M C Ts 5 22 BH A HL AR W06 OB FRH 9%
FEEDR, FE— BT BIRM] 7R TN 5—Fh
I3 IS R IS 1 R\ A A (15 G = e R = e i A AR
etti, EAR A A R S 077 7 PR AR AL T R AN (R AR R 7 R
SiETER— WA SE B, 1S BIMCFAs & & 5 & i
iR =8 . N TG B i e i oAz b g b i i
TR ZEL IS, T LA H I = 1 B A SR 1 A A 2 i A
EER/SainaceLibeiby e

S5 KBEREH R (long-chain fatty acid, LCFA)
b, MCFAsHIBEK SR 70 T HE /N, BFIEMCFAs
PIKAEE Tl AR T, BRI H I =M
JE il NR AT R T R VR R, sn- 1,340 R R
WK, FrAE2-BAHEEFIFFAs, 2-BaH s ik — 35 K i
Sy H il AIFFAS BT M 16 AR 1 -3 H R . LCFASfIR I
AU 5 ZA Ry IR Eh i B, @it N R RIS, B
BCALBE KL, I I ik G I i B, 7 R
1B RGBT R, TIMCFAs ] B4 7] #
Jok W AT 3 i ) JFF A, HF Lk N 2ok 4k B A 7 B2 LB i
ARG, I LU PRl S AR T 7 U Lk A
MCFAs = 2 i - b b A7 R AR 2 e, A&
ik 4 Pl A JE N = FR R AV P4 A 5 s IR 1 A Rk — 28

AL NB-#5E TR (B-hydroxybutyrate, BHB) . 4[24
1% (acetoxyacetic acid, ACA) FINEH&ERA™, Hr,
PRI A 36 3o e R PR ) 7 S AR 44 4h, BHBAIACA
WIS PRI AR B IR as B b, LR BT
MY FEYURSEAE T, FFAE g 0 B2 AR T LUE it o- Ak
PR . HAERREERT DL ] F ks e, T DU R
H = EE RN AN, P PR AR N T I 2k
s, FEALFELCFASIIIE LT, FHERR T L% I LCFASs
7 AR e B T A I p kAT B-4E k4N, MCFAs
] DAE 4 o ot i B B g N K, AR AR ST A A TR
JBE R AL I B AR RE VR . TR, ERRANZSER AN
A TR AR B A5 #5151  (carnitine palmotoyltransferase 1,
CPT-1) , 152 UKo 40 i o 16 5 1 A ml 2 S Bt i
AT A why-2 3 T (gamma-aminobutyric acid,
GABA) &', EERFRAMRS, FRERSK
A B-SE AL AR R AR, T S R 3 S I O T A A 5L
IR A1 3 B TR I o 40 PR T A 22 T 2 (R T LR ZF AR, SR
g S Re R, TR AL W] LLRE S A gk AR A T it
T AT I HH 78 70 R B LA R P

KEFERH, MCFAs K H H i B8 7 o3 18 e A0
PEREACH . 4 RGO LK (cardiovascular
disease, CVD) FlJhE J7 [ 45 2 A R4 1) A4E B RL .
MCFAs ] i 21 8 (1 2040 75 5 JBR & 3R A HT 40 B vh A
JiE AR 1 4 5% (1475 5 41 H 8 T DFF4SFE RN IR Fe (cell
death-inducing DFF45-like effector C, CIDEC) . HHi
=R Eg (glycerol-3-phosphate dehydrogenase 1,
Gpd1) MFRIL, Mg Bk by RAHT, IF HRREI
B S B R O AE . MCTs B AR LCTs /] 7187 i 1
BRAK S R 5 Chigh-fat diet, HFD) KISUIEREAEF,
i) B R M A e, R R IR P A I LB B R e
DR S AL B HG o, B RS BV RN N, S R KR
B . MCFAs AT LA 3t fH @ B 1 3 [ S de, (it
O] PR, R AR Bk S R A R 1 SR I 1 R
i, W B ks BEAE AL (B R MCFAs AR —
EM T HE{ECVD, ALY, &mifENHERH =k
Xof EL PR DR BRE [ AR A AR R s e, T e R
TH =T AN FE i 2R I IHE B (low density lipoprotein
cholesterol, LDL-C) [¥J7KF, AJfHELsI8INCVD R,
MCTsj™ A= A A DAy DR i ) B ARRE VR, 5T 4% P i 452
155 B BRI FRY . o B R 28 R AR B 3% £ LR Th g
R HH T 5 R R 28 1% 7 fiod 40 i b AR 22 57, SRR AT
W B o- 2 2 3-3FR Hk -5 F AL -4- S SR e T R 52 A4
(a-amino-3-hydroxy-5-methyl-4-isoxazole-propionic acid
receptor, AMPAR) I H 5 3 (O Fumim /. £/
TS e 3t T R e 24 A 40 B R AR T B2 (CDK2,
CDK4) FZHHusZ43E 8 (CKSIb, CCNA2, CCNDI)
A TR (NR4AL. P21) , TR B H BT
RGP R R A T B R AN B R 2 A K T 2 A
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(epidermal growth factor receptor, EGFR) ik 1K,
247 P 00 2 1 0 S SR A ) 7 p 21 O T Rk T v
TEVF 22 968 40 i b 2 B L 7B MR AU J70 988 240 B 1 R e
AMIE TR Y A R RE AT A K Co LA A A
B LG B R SR,

2 REEAESHERES

2.1 RZELE

R LE G2 NERE . RS RARPT. &I, AR5
W IR RER MR R REEVF 2 CVD X
W PR 2= AE LA N [R] IS AR AR (RRAS s (RIS R B AR B S
FETENG T TR 2 B2 N 5128 & E A A% M BOR 1544
M Wi 245" 4 BUIE R kA . R IR DA &
A S84 T )3 a2 ), BN B R sE G
fE. BEAE ARG KA W SE m L AR R G AR R0 AN
Wi Tt s, BTN T ATERIE R A TR AR L,

40 ok, BRI EAW &, P2 EK
JLERINERE AR R O & T AP fEfe s m s
T, N7 2H 20E i A A AR R O AT K . R
AP A R TR = A B I R T AR, Rets 4k +r
JIE J0s 28 08 T8 1R T J TR~ 7K S R R B SR e, (H T
Wi ALK AL AR M A B A, P ECH L 4E1L, RIS
JE W 2L E3 R Dy R, S L v 4 2 0 R S KT T
F 1IN IR AR 5 4123 b A 2 g R A R IR 4L 4 g
05 A7 0 — K3 B, AE 2 5 Hon] DU A7 1 i KA &
B, RENT 2 AL BT - ag L. O RESE At H 21
e, TS HLARAR I 72 2R AR g2 B 7 3 ik ok A i Ak
b, R R A2 BN PR R A2 T A T B AR
(194.5 5, FF HREREAN2BYRE PR w2 18] B35 3 S A2 e
JUE I 7 HEAR T BUR HEORS PR D7 F W (nonalcoholic fatty
liver disease, NAFLD) Jfif-& B,

JIE 105 2H 25 [ 24T P R SRR A Jh R B A O
I2 544 IR W7 LU0 6 9 RE OB RN A M
AIM2PR AR AL, M1 B4 2252 & /K F 1) B 4 A 22-6
(interleukin-6, IL-6) . MR ¥RFEIA ¥ (tumor necrosis
factor-o, TNF-a) ZE{E RAUALAIT, M2EWELHAL HHIL-4F1
IL-13iF 5774, B iR shee™ . HFDFTE SRR
W, NEWTZHMOEETE R, EVE4E R HIL- 10/ 7RIA 2K,
miFE S8 —% L% Al (inducible nitric oxide synthase,
iNOS) FITNF-affj ik B4 0, JF H Bl L 32 8
JB, AN MM AR ZS FE AR AMIE JORAEDY . AERE
FIT 51 R 98RE IS S 2 idt— DA A iR Fe

H i = DA 07 98 1% 20 R o BEYTAR 2 3 3
JHF U 10 A e, AR 2 R 0T R R A2 . NAFLD K J& 3

— RN, 2 FEERRS B I & (nonalcoholic
steatohepatitis, NASH) . JH&F4Efb . JHE A0 R0 6 45
— RAVBERY . IR S B0 A B M A IR ML T
NAFLDWIA J&, Ml &AER 1 Bl &5E . & # L
PERE A i 2 23 9 JE 2 A 3t H b = 188 76 S i rh g AR
T AT g B A

JoR 15 AL T B2 BB PR s 1 B EE R R, R
RS RN EENHFR —. R, B
I A T 2 30 5 e 45 & B 1 1C (sterol regulatory element-
binding protein lc, SREBP1C) 3L, H§5H Xt Hg
7 20 MODN A AE AR 0 s i 17 240 i 5 22 R 98 0 I
IS A2 BT I U A2 s £ R 2RI B 2K AT LA
HUAA 0 JB8 15 25 UK, 110 TNF-o R TL- 623 0 1 Ji 1 2% 110
TERPY. ERW S S IEM R R RE T, 84 415 g i
HE TR R AR R, S EUIR T 2 R B AR
P, BEIHRRER AR T HARH R 2B SRR S
R ok, REMESBIR G E BRI RE, S ESmE
TR AR CLgH i A FEE T AU, AR DN AR %
By, (EHEBRE SOAEMPAI MU T RERRAS IO A A2, PRARIE S R
VG S A i E TR v il IR LN R ST
G EERR, A B S WIS T U R S =
PURA G D) RE AT, 14 IR R 9K e BRORE 56 i 42 R AT 1 5
F £ XU

R LEAIE DEPOESE T 2 E RN E KR &, W
dilple. B, M. LS. TR R TR P
B IR RO B, IR B0 RE I N
Sk R A TR B BRI R 1) v R I 2R L
2S8R REFEAEKIF T (insulin-like growth factor 1,
IGF-1) 7K P38 A0, DT A 3 Jee R ) & J s P R 1t 2% ]
P 38 2% 7K P R T B 2 3N T P R LR g AT AT
B i 1) R AR s IR IE 2215 5 H AR "M% (natural
killer, NK) 4}l i) 240 A AU 2387 2 R O iR B A, 910
HIINK 20 8082 53 2R3k, AT 00 o N 48 it 7 4 i 25
P, IS NK A g £ A
22 JiERMAES S NREE

¥ T8 TR B e N AR TR DB 0 — KA RS 7 0 4
R o 10 i Je AN IR H 1 i Thee A & HERER . IpiE
TUAE D B 8 HE N AR I R, Sl B R R SRR SR SR AE
& N E R, (E— 2 Il R Y R B RRE A
HRERY, JERER (Firmicutes) FIUATE (Bacteroidetes)
SR 2T i T R R AR i 3ot -
Fidh s - JE A AT - Co R SE IO« RS ORI TE 2
(BRI A5 A% T, BRRER 22 I 50 SR WA R AR E 1
EWMAESENTAHGENERE, MRV ERA S E
BIE .
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J87 - i 2 DR R i 3 2 T B RS 5 N 4, 2
B W ACE ERIETEY. R - A
A R T RO IR A, R O R LSRR M T AT B
FiE B DhRe, FEURERAED RIS . HERAED
(1) e5 A% 33— 21 5 e 0 BR 40 i DR 1 KT IR E A
PN S ER AR, DTN K 2 AR il o i 3 AR P 1)
AU, n— kBRI (short chain fatty acids,
SCFAs) . CFEIHBE. AEE I 2 0ESE, #HAAMEAETE
P BERE, BEEIAER R A, PR T IR A FEER
(Coprococcus) FFATHE (Faecalibacterium) FEE T
W, I H 38 ST B = A A A v I i ) S8 28 B
w E PE S AR RS B 1 i T R BN 1 S R R,
Bl o = B (Akkermansia)  FEHFIRHE (Sutterella) FE
JREE (Lachnospiraceae) FEFfmy, &5 AR AS-2(
FEIRER O R, AR A& LI R B UL A A N ay
it ) FR) P A0 SRR, BT IR PR RO FR R A P
JELRE TR RTADURT TR P A K AR T o, e i A )
A BE AR AT JR Y ek BRI A2 TR PR 95 Bk R koY
222 -

¥ - JHT S e sk ) o K IR R M T RE R U, TR RS
BT IS B AT, RIE T R 55 M ATz 4 21 17 36 ,
VE 22 JH E 2 995 1) R A B AR i TE R AS WA % . FE T RS
PEFFR R R B b, i B R D) RE AL AR, i T i
P3N, SEEMAEY S AN, BRI RS,
T 2% 5 EURT I S S AR Y R 3 IR TR RS P9 1
HER K —, HFDE M EMAES K H S8 E
S W S BEVE 20, B E T AR ) R B AR Y o A
NI, 2 — 20 35 3R 2 G0 S B, Ik I o A 3 i
RIEREZN, WA HEE. S HEIRKEE (Prevotella)
FJgd B BRE (Ruminococcus) W FEEFNNAFLD R ™
HREEA XD, NAFLD & 0k 4 g AT 1 A Bk 3
(Streptococcus) F=FERIR, TP v 2 g F FERRAIC, 7EAT
o B A Y SUORT B RIDRE B R B R RSN, AR RS B
(Bifidobacterium) F=JE AR, RS PEIT% o HE VIR AT
WEAr R 3G 0, T 7R A A S LR, B ER R
GHCEID . RS TERFR . NAFLD. AL R #2
i S5 P IR TR K38 0 . IR IR BRTE T b
ZH A B IV JE BEX 24K (farnesoid X receptor, FXR)
KHAES, b7 E FXRAS 5 18 6 ] o5 117 18 28 k44 3
AE, R B S, T IESREBPICHICIDEA
(RIZRIE  WTT 22 AT R I 2 1 7
223 -0

J¥- o i 2 B T R0 I 2 TR )R IR 5 2% . 5 i

A AH R I SCFAs y IH T BR A A1 = H fi - = H Jig 4
¥y (trimethylamine-trimethylamine-N-oxide, TMA-
TMAO) Rt EMICVDIR B . w5 iR i & b B iR
P FELBRG L JIEL Bl S5 2 o e ek i 2l A il A2 S AR e A
TMABEN T TEFIKIE A I is d B 0, AR b & 3R
IS EE I AE FH R G A TMA O, TMAORE S 4t 2 ik
SRR A AR T G, SO RERE R, O R4l 28
PR AR AR kA . il s A P AE I SCFAS T BARK
H N E R R b, G IO BN ER S5 AR B AN A K R
G H R 32 K5 1E2  (olfactory receptor, ORS1E2) I
I, Wi HE R OB RIS H AL OB,
T A0 ) S R A5 Y . i A il R A A
A ZE R A Bt IR AR T S LA Y B R
MW ARA, IR BN T T KA 3R R 4545 5 7 110
ER . UL IR IA IMFXRAE —FR A8 T A i, O
FXRFHOE R RLARTETM5 5 4L 5, SO IVLEH
PR, T A S A R FXR AT - 3 % e 2 R il o FXR W 9k
O LT R T RN £ AR

5 CVDCa L8 55 AH 5% 1 Jizp 18 Tl A AR R AV e
WRIFR .

#1  HCVDHIXRMIAE M E B ER™

Table 1  Metabolic pathways of gut microbes associated with CVD"™”
Riffieite FR Mg e
A FTHESR /ETMA
Anaerococcus hydrogenalis. Clostridium asparagiforme-
Clostridium hathewayi. Clostridium sporogenes
TMA-TMAO Edwardsiella tarda. Escherichia fergusonii. Proteus

penneri. Providencia rettgeri
AU TMA -
Methanomassiliicoccus luminyensis

L
Ruminococcus spp.~ Prevotella spp.. Bifidobacterium
spp.~ Bacteroides spp.. A. muciniphila. Blautia
hydrogenotrophica. Clostridium spp.. Streptococcus spp.
FEIR L
Bacteroides spp.~ Phascolarctobacterium succinatutens
SCFAs Dialister spp.. Veillonella spp.. Megasphaera elsdenii
Coprococcus catus~ Salmonella spp.. Roseburia
inulinivorans. Blautia obeum
7T R
Coprococcus comes~ C. catus. Coprococcus eutactus-
Anaerostipes spp.. E. rectale. Eubacterium hallii
Faecalibacterium prausnitzii. Roseburia spp.

b5 (HERKMEE) « Clostridium. Bifidobacterium .
Enterococcus Lactobacillus. Bacteroides .
Methanobrevibacter smithii. Methanosphera stadmanae
AMZER 1k Bacteroides. Clostridium
RE R Escherichia. Eggerthella. Eubacterium.
Peptostreptococcus. Ruminococcus
ligetk.: Bacteroides. Eubacterium. Lactobacillus
WiHE (CBRERESES) : Clostridium. Peptococcus -
Fusobacterium. Pseudomonas

3  MCFAs &S AT
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MCFAsAH ™= RETE R, AT LA 38 5 B- S A0 A F ok s
NEJE, H2 B THANRITERER, i EMCFAs2 kI
il £FL £ 48 JE R i A A A R A T R F AR 1. MCFAs
Re g S am A LA = AR B Ak, AT 17 AR, I
HEAT o & Uk . B R e bR T
SR ARRELLAL, MCFAst LA HHIE SRR TR . AR %R
TR R GER S5 J7 S BA RAFIPER, 2 TMCFAs
(FIMCTAE Bl PR & th EL 24 N F MG a7l 2207,
3.0 HIEAR. BRI

BRZABWEMKBNERENIER BT, K
PN 0 40 PR A AR RO TR ik B A (AR K RTINS D A
i a O A% =AML (glucagon-like peptide 1,
GLP-1) . BEYY (peptide YY, PYY) FIjH#E 45 =
(cholecystokinin, CKK) %5) [Hj¥iz. el Z+
TE R TR £ AR 3R AT DL B R e R s Ak,
AT DLIE R 2R A A e e VR AT 5 A% B AR AZ IR B0 31 5
Rz, Bl RS IE RGBT RS, PRk
=5, MZAHY (neuropeptide Y, NPY) Al 5 AH % ik
(agouti-related peptide, AgRP) & CHEMS = ALt &
REMES, FTHEEFRJE (proopiomelancortin, POMC)
PRZ TCRERE = A MR B AR IAE 5, N ik = 55 0 3|
REEHETE, FESENHETIAKHEES, MM
ST AR SR AN LR B

FILCFAsAHLL, MCFAsFIR AR ER, Betg
AR IR T MR, GEAMKZE (G
protein-coupled receptor, GPR) 155 [{1 ik < H 4 iy &
N 73 WA L RE TR SR I B A 3R . AR AT 45 T MCFASIY
45 IR TEGR AT 80 M JHE R 1 BB B IR T R PY Y K,
MCFAsAER Fil#GPR120A1GPR84, L3k it A1 434 41
KT BUR B, B IR &5 510 3] P ph
SRS, MimimHl ™.

Bribz 4b, BHESERMYURERETIA G, s
MERLCTsAHEL, MCTsHEIE I A+ 5 HE 2 i 8] A e
B-FRE T BRAKV Rk D48 hNMREETEAN, JFE T T
PYY/KFIIFES T, Bl ik,

32 {REEMRITHL R RS A

Re i 2210y e fig i 4127 (white adipose tissue,
WAT) FIEEt IR 2H4Y (brown adipose tissue, BAT) ,
WAT T2 Z 41 57 & AR, A6 H =188, B7b3EAs T
AP RR IR R, FEE N 0 WA 25 B 23 WA g 105 BT 7
SEMAALAR AT . BAT 2247 53 7 AT, i 2 6- ' b Ji
FREMER RGES, BEEREIEERE, i s
SR A B TR Ik R A0 YRR R S

PR BB = EE 5 i Chormone sensitive lipase,
HSL) A5 H i = Be /KB (adipose triglyceride
lipase, ATGL) , f#fHEE A1 (uncoupling protein 1,
UCP1) fEBATH i RIE, ZBAT™ RIS
WA R, BRI 8l —EE B MEECSTBL/6
INERAR N, WATHHSLAIATGL LA ABATHHUCPI [ 3£
BT E, B R R EOWAT 43 i FIB AT
P2 SR 3R A P B A TS RET . BT R A B B3 Y
R EAE S AT LUOE IR 2R A B8 (protein kinase,
Akt RIDEIATFEFOXOL, i3 5 WAT L 7% ) i
75 MR W7 42350 fif, I 38 I 2 A0 A0 1 £ 4 2 i A=
K F2UKFAEEBAT =8, B3-1F LR FEZ & (B3-
adrenergic receptor, B3-AR) XJ i/ AR B %, MCFAs
RN RAR N 2 BB EREREXBI-ARE T 1T,
VIR BERR IR A AR VE K, BUSHSLIBERR AL,
MITEBAT = #, {2 3k i U7 R 1 AL . A4k PIBAT
P2 RO AN BRA PTANE, N AR ABAT ™ #42 ih
B3-ARFT/ T, 1M AABATHR/DB3-AR, f=# Hp2-ARS:
S, & S MCTsITHFDAE % 7] (i ME B CPTIA
FIPPAR Y5 & H 1a (peroxisome proliferactive
activated receptor gamma coactivator la, PPARGCI1A)
ik, I H Al il i GPRAORN BT A 41 21 -F UCP L&
pE NI febeiag 9= AN Wi 1 ot AN WO o i =0
AL
33 Y TmTOR/E 5@ i

WA E M R E A (mammalian target of
rapamycin, mTOR) 2 /i 1 AL 0 AH OC 2 0 X
R —F, FTRAREGE IR e AR, AT R4
MaiE 27, mTORZ #hamartin/tuberin & & 44 (1) 1 77,
Ik 85 2R RN — 8 A= K PR 3 o VA 19 T I UL e - 3 - YAl B
M EE (phosphatidylinositol 3-kinase/protein kinase,
PI3K/Akt) {55 K4l filhamartin/tuberinf 5, M i #H
mTOR, [MIFEREEME TR Z I T, AMPKIE B IH
W, 18EE T hamartin/tuberinXtmTOR (130517, PI3K/Akt-
mTORGH B A2 i LA E 80— KRG Hs B, 7250
FRACHE . R WIE RGP 77 THI A S 1
MCTAE TR & T M HmTORE H , I HL 248 mT LA 3t
JRR IR BRI EINE, ELEESS MR R D H mTOR(E 5, A
I 35 1 R G . MCFAs AL AT 38 finfiF lE Hep G2
1 AKtRImTOR F b W R AL 7K1, A ) - 34 Jin JH-4m
YL FFDJ 25 2 U LA B SR P O T 1) R A ™

MCFASK AR 2R G AE 2T W R 2 s o
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#2  MCFAsKHRIEERA LR B
Table2  Effects of MCFAs on metabolic syndrome
MCFA fr LI R g S R
A% BTG A SR A
B B 2 ARk
50.9%Z$HRAN13.3% 3 FERR HIHFD AN L6 J& 4 R HETECSTBLI6 /N B JEEREH i = 4 [84]

RATIRINZI35 g7l (S£FR9.7%.
Z4129.8% A H:FR38.2%) , T-Ti8 4

BB (6.01% 1R . 6.48%%51% . 48.08% f
HER) [HCDIE R4 J
S
H L

=0 J|E=N
TR

1 000 mg/kg m,
3 000 mg/kg m,
9 000 mg/kg my

M20: %20% MCTili (60% 1R, 40%ZEE) 11
HFDMEFE10 J&

M40: 540% MCTii (60% R 40%%EHR)
FYJHFDMEFE10 fH

EHIPERE T THFDIR R 16 /A
G &: 200 mg/kg m,
iy 400 mg/kg m,
I 600 mg/kg m,

3% IR FHFDIEFR12 J7

28~50 & fiFE 1k,
BMI<24.9 kg/m”
27 JE I I [ 7 << 200 mg/dL
ToRE PRI BRI, AR &b 8 71 8254

HCDMEFE8 JHif5 S AL S (k- BALB e/ iR,

3 JE S HEPECSTBL6 /N R

A IEPE Wistar K B

8 JEEAHEECSTBLI6 /N R,

M FCVDA X HIPCOT
PEO?. PE 361

HDL-C?
TRERBZFKT L, BREER
U E 1

BRI RERTAYAR DG 1) 2 AR
EWIsVCAMI | . MMP9|
JilE e
AE R IH AL I AL,

Mt g il 4 ACC
T 1

L7 A L e ) [63]

% |
{6 o LB 2 1
RE AL 4 |
AR 725 |
AR B e |
WP HERR 25 1 |
e 5 2 R 1
%

R
BT R4
HFHE Ucep 13E R #6551
JHEIUE = £

B 36 KT T AR
e BLALRCAL L P
SAIRERE | L A |
LDL-C|
BRI RERE (L5 |
TFREALEE 5 it

P IEAE T 1
FS B 2L A0 1 .
FE L2 45 | (871

HERES 5 4

7. BMLAAJfi 4640 (body mass index) ; HDL-C.i% B R & FAHIEE Chigh density lipoprotein cholesterol) ; HCD. /KL &1 (high
carbonhydrate diet) ; PCO.Ek#EEELIEEL (phosphatidylcholine ether) ; PE.B/HEL 2 FE ¢ (phosphatidylethanolamine) ; PEO.MEKf [l Mt 2. B fi%
(phosphatidylethanolamine ether) ; sVCAMI. A ¥ ML 41 i A5 BT 7> 71 (soluble vascular cell adhesion molecule 1) ; MMP9.JE )5 4> J& 2& (ABF9 (matrix

metalloproteinase-9) ; ACC.ZEE4EFAMR LA (acetyl-CoA carboxylase) . 1./KF ETF: | K F T £3[FH.

4 JHEMEBEMCFASSER M A RER

4.1 UGB TE AL L

MCFAs 2 FEM B A A AN 2 B o A2 IR
ENMGTEREY T, JERER A B ] (F/B) N
10.9: 1%, {HRZLERLRE AT, XA BT . B RS
I, B REY A o KA, LR A
TEWAED KA, HAP iR e (Clostridium leptum)
FERIRMR B (Clostridium coccoides) WIHLHIIR G, &
FANENEKAGFTE (E. coli) FHFT ) =F F # &,
It BBEAE R GG, R BE B NSRBI EL 91 S 3 K s
U/ i T R AR 3 B A S R R 4 R
e R EETIER . ARS8 4 B 1 50 2 R
J¥ & 1E & Thee, HFDRE WS L gk i i b AU 7= A4 i 2 bl
(lipopolysaccharide, LPS) KA E = 40, M ff
MU T RS, SRR N TR MUGE, LPSH @t
TLR4FICDI4K A5 T, (kIR & 2= 31T R A
Tt e M W 20 23 19 90 R 7 KPR . MCFAs g% 1 5

2 PR T R 2 IR PR B A B, A5 B T A AR
TR LB, fie re 4O B AN R] 7 A SCFAS U4 T EL 9, A
T 503 SRR E™ . MCFAsAE 0] i T HFDMEFE 5 5
(/N BT AR BT K T30, FEAEF/BRIAR I B =
MCFAs B¢ e i1 8 0k 7 38 T A= 245 1) 52 R V8 B 23

B o
%3 MCFASKIC A AL A0
Table 3  Effects of MCFAs and their glycerides on intestinal microecology
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MCFAY & SBNR TR SEYR
Firmicutes
Bacteroidetes |
Lactobacillaceae 1
S RTAATEIT B 4o FE = Ruminococcus 1 ’
IFMOMCHEHRIAR B 4~5 HIRHEHECSTBLIG I & Prevoiell [%4]
Turicibacter t
Akkermansia 1
RMSCRAs t
WESENERILA !
SR e
Proteobacteria }
Phascolarctobacterium |
FIA B AR | HitHEf G Christensenellaceae R-7 95
Bacteroides |
Faecalibacterium 1
Ruminococcaceae_ UCG-014 1
HVFA |
) ﬁ%ﬂ%gfﬁhﬁgl,
N Eﬁ%@ii%ﬁ/ﬁ%ﬁ?ﬂﬁ !
A P REARIENY ]

SRR B DR d

Lactobacillaceae !
Lactobacillus?
Ruminococcaceze |

VE: GMC.H R H il (glycerol monodecanoate) ; GML.H#.
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42 Sl iE A A
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O R RE AT . (23 iR 4B B T S R A )
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iz, 303K LDL-C AL JH [ B /K SF Fh s, 380
CVDRG!.

JoERE A B =52 i (S-hydroxytryptamine,
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