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Abstract: The paper will explain the effects of dietary nutrition
and host genetics on energy metabolism, aim to provide reference
for the research and development of functional foods for metabolic
diseases and the exploration of new therapeutic methods for met-
abolic diseases.
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F LA AR 50T RE 51 I 3 TR 0 AR 5 BOR R B R
PG AT RS A S AL S W I 2 FE R AL
Rl 2 S5 BL PR Y 8 Ak 5 SO 18 B 450 R OF I
Wi 50 % R B R e R AE R S R AR
A — WO F AL G i AR 2R 1 A8 I G I i 4 A% R
1 A1 #k I8 3% 11 ACapolipoprotein A, APOA) 1) 38 [R Fil fff 32
B8 K% T iR 2 & 1 (single nucleotide polymorphism,
SNP)! . APOAS H[H 4 i £ iR 8 11 AV A7 T 11 45 4
@ik APOAL/C3/ A4 JEP 5 19 3 3, 245 98 15 1 il = TR
R, BRIEW A& APOAS J[F ¥ g SNP 5 i
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3bp 9 rs651821 SNP 5[] A A & H il = 8 1 A S8
DR B 2 A G

Lim 55U WF 5 % B . AR 0205 18 3 1 18 0 RE 2 B
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BEINAT O 0 AL 22 A L R R A AR AR N
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B XL NG A Y — B 4 TE N . — R AT A
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P2 I £ 040 T 2B R/ A T AR R e T f R
BT e I 3B TR BE AR A A SCEFAs IR R
(bile acids, BAs) . = H i (trimethylamine, TMA) 2§, & 1]
VLA [ iy 77 2% i s 2 A .
3.1 sEHERRRAER X R T 1EH

3 TR R R e 0K I AT O T R A T A 0 B RN B
3 I BRORE I K VE K 45, SCEF As 2 i 18 41 T & 1% Ji £ 2T
iy FE =TT BEFRE T IIEW], SCFAs bRl 16 £ 48
ML B T8 R A T AR K BT 0 B SR W T S L OE AR R AR
pH HAM A F WA K [0, SCFAs BA il il 4 4 B 7
AR DB ARE L TR IR R A T RE . WV 3 TR A R e R R
JEE Y= E Y SCFAs 2 A SR WM T /R . 76 L
PRI LBy 60 1 25 1 15500, AR [ 4 1 38 40 14 3
AN [ AR 3 AR 7 A A T S ) i 288 4 s 2 L O k4
AF R I IR T AR T BRI SR 1 BTk
3.1 TR TS A0 3 2 0 RE Bk IR BUR &
HHE . G-EEAMECSZ & 41 (G-protein coupled receptordl,
GPR41) 1 GPR43 & SCFAs B4, TRk %6 5 GPR41
54, BT GPR41 A S 1Y 38 M & R 4, DL FE il 1k
PYBE T AR IR R AR AT, HAT R A T R %
f NE e AL 22 E LT 3 B
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SCFAs Hy7= 4 & &0
The passways of SCFAs production

)

SCFAs i1

5

5

WER/ T B iR

Coprococcus comes ,Coprococcus eutactus

Anaerostipes spp. (A,L),Coprococcus catus (A), Eubacterium

rectale ( A). Eubacterium hallii (A, 1), Faecalibacterium

prausnitzii (A) ,Roseburia spp. (A)

Bacteroides spp., Phascolarctobacterium succinatutens, Diali-

ster spp..Veillonella spp.

Megasphaera elsdenii ,Coprococcus catus

Salmonella spp.,Roseburia inulinivorans , Ruminococcus obeum

Akkermansia muciniphila , Bacteroides spp., Bifidobacterium

spp.sPrevotella spp.,Ruminococcus spp.

T Tt COA/Z BE COA #%
Big it
Mk

(5]
PO R R R AR
[l
Z W COA &2

L1

7= W8 T Wood-Ljung-
dahl & 42 spp.

Blautia hydrogenotrophica . Clostridium spp., Streptococcus

T A LRI TRRIIEY) s L FLRRR A7 T IR AR

(glucagon-like peptide-1,GLP-1) Fl 7 18 K £ 18 & Jik (pep-
tide YY.PYY)Hy4M % . GLP-1 K45 Z Fh A4 9 2% 3%
DL AL HE 5 A 3R 43 0 L A R AR ) S HE s SR E
AT PYY SEWiE A p i % sh fE s £ 5 g %,
FE R —Fh B B R  PYY WA B F e e

2) W A AL W BE R  TE Y WOE 2 y
(peroxisome proliferators-activated receptor-y ,PPAR-y) .
Den 557 E W i &5 T B2 #h 78 7138 33 F 8 PPAR-y (93R35
FIE P AR 2E B T ER A= B 1w 420 A0 e 78 . DT T B R 3 A
NEIR B 75 S AL JHE

(3) X A KR B 23 W6 A0 AR A B A T« Zhang
USRI R ER AR S AR FE AR R R AR A
R EEEAEH.

TR % SR I JHE R IR K R AR Y BB ) AF TE A 1L, BF
FEP KRBT BRAE S E T B A 8- H N T BE-CoA 3R 4%
MR A B A 58 I s B E R T RE 2 S BUL .
B AT 06T TR % 7 2 1 AR B A or & R R I L AT
IRATE » 20 2 Y BF TR K I AR
3.1.2 IR WNIRZEMEAB R &L Y. Akl
HoAth iy SCFAS™™T DY T 2 A5 280 ¥ I 0T 70 25 1 5 4= S
Wy 75 B 3K T NE Z 10 T 38wk 45 1 AR S AR IR AR
RS SR GE N T R RN BRAE R R P E At 2 R AL
HI WS B i BE R 2E Cintestinal gluconeogenesis, IGN) ;
O T W 1 1 02 i 4n S b i PR R IR T (eyclic adeno-
sine monophosphate, cAMP) ¥ B fit & IGN 3[Rl 3 ik
@ Wi —Fp i K GPR41 AY K ik 01 25 [0] 2% 8 5 3 A
FIEIHEN IGN WIRY . TRAMNRKRIE S IGN LR L
A0 R BT A A 1T K e s A R A
iR A 38 A R IR A ] R ok 4 iR B S R B P R 4

W

Chambers ZE19 Xt 60 4 #8 5 A 35 24 J8 19 0F 5%
Rl A K A R — T IR A I o T R
S R B2 s A0 R PYY R GLP-1. 24 JAJ5 . #b
FEAH —TRIR 10 g/d B 2508 /0 BB 35 1 N R T HE AR R IR
JFF P9 MG Joi B ik o O % A EE R . X BT ST R AL Gl 0 ik
P 1 2 i ke A A 25 1 TR R 26 72 1 R 038 A A fE BRI
—F TR AR
3.1.3 MR MR E RE I SCFAs, 18 41 JA 1§ 2
R EZEEM PO R A RS MM SCFAS™, 72
T T R DK R S 2 RS n T M3 R PYY R GLP-
1 (e JBE filE ML 0 K A5 4 I KT, 2R T LA B o I A R
i 38 3t AL AR P T L IR AR BRI R R — A
ST I () M ARG 2R, I 3 SOl AR AR A -2 TR (I
W2 AR 3R O PR BRI E R AR P R T IR B S
SRR R RA Y EMD JFRE T B 09 BF 5T 7
I, B 2R A% B 36 R BRI 0F 2 R 2B
3.2 PEiTERTRBIRIE T M

iy T8 T TR o 18 A i 2 B B BAs 2R fE Y AR B
HLAE . BAs f1FFHE b i IE B4 0 4l 47 78 R ZE o, BLIA
BAREE G w80+ 48 B, B T8 5 B T BAs 1
I BE 0. 25 5 A Ak R JBE R 3 i b I L BAs
AR,

BAs HLA7 2 1 7% M 50 85 P L ol DA & o i s 1 .
BAs 15 2 45 B i AR A0 1Al A 0 AR 0 T A A T
DA B A~ % 52 1 JE BE X & 14 (farnesol X receptor,
FXR) I G & (AR RR Z & 1 (i Fr TGRS 155 4
T TETH/NGH . BAs 3G FXR 8% 1 Bz 40 0 &
FIRE T R 27 4 21 Bt A K [ F 19/15 (fibroblast growth fac-
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tor19/15,FGF19/FGF15) , FGF19 3@ 18 41 il JE b F1 ik 55
ZHHR A T AGRP/NPY Mt 45 70 3% 1 ok o 3% 1k [ %
SRR I DA Sk e 5 A0 A B S i A7 R0, BAs B 1R
T a5 s L 4 49 TGRS 2 #F GLP-1 i Bk
FGF19 #1 GLP-1 2 % % ¥l A 3 (9 58 28008 3 /). 4 B F
BAs W HUREIRFRAEHTT

Liu 0748 Y BAs J2 5 i 4 45 5% 4 9 745 1 32 22
FIE LT —Ah FGF A5 1 1 245 1% 18 6 B — Jivi
1E 738 o . BAs Hill#% FGF15 48, F ik AGRP/NPY #
Z e ) FGF Z (R4 0% . FGF 52 (A48 I 9 15 5 Bl S 1
AGRP/NPY & ICE NG M A EHE RGN 2
B 7 A B k3 . FXR M TGRS X 45 FACH#R A E
LY R L fi 3 P R R D X RN R SRR
R Mg AR RN . S AR A 0 A 1 g R R
(FXR BB - 78— 2 R 5 75 S 0 BE A0 IR 5 A8 4, O HL
5 00 A BRI B S R A2 L NS Sh W i 0 5T Ak AR
FOUEA T BAs FERENR M b & 8 T EEAE A H R
i AL 80 75 2k — A 1 5% .
3.3 ZHEMREMETER

TMA £ 38 W 15 EAH BAE R i E A,
i TE B T 3 3o A A CTMLA- 2 Ak 1) 1 0 PR 6L 195 s 1 AL ik
A L-A 7 CEL P T i 52 3 B AT AR ) 7 AR K T I
TMA, TMA 4 38 W CHE A LV . 28 J5 A6 25 210 1 Ik . 72
AFHE P #8852 B S 1L B 3 (flavin monooxygenase3,
FMO3) & 1k i = ¥ B-N-% 1t ¥ (trimethylamine-N-
oxide, TMAO)M50 51 - TMAQO 5 £ Fht Il 45 %% A
X Ik AS a0

TMAO 5l AS /JBe I HLEI A LLF 2 #. O R3S
AS AH G122 Tl B G A0 B 32 1A L9 39 5 0 400 B ) IR [
FERL B2 SR 4l e A9 B T s @ I [ B 7o
Ak B (cholesterol 7a-hydroxylase, CYP7A1) 5% & 5% ik,
CYP7TAL ZBVHIR & BL& 2 (i PR B . CYPTAL T
AR BB Py I S b R AS RAES &
JREH . TMAO i B 1 T8 T BE /N B2 M A L-A
TR A Wk A B B 3 i TMA L TMAO 4
B TR BRI AS B RV i T8 B R 2 0 3 B . TMAO
BB AT Sz o BT TR R A B A A7 B
RIS IO & )5 . 2 5 #% TMAO /K58 Jn, i F #i
A G MK TMAO K 882 8 = A ERE
TMAO KFFREMEY . Sk ashmt. RaE
S HA SR ) I T8 T B AL A AR 7 TMAO fig
TENE B 8 PR A 2R G AE SR T AT R B 3 A AR
ThAE P B B8 HE 4 (0 M 3 1A RE A R AR Ak R T R TR
TMAO f& J7 /284 JR R 7T R I 3 & 32 SO K B % Ak
i TMAO % 4 B8 1A IREY

TMAO fE A 5 955 b5 325 90 77 76 4+ 1, Aadland %5 42
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H R OB TMAOD BCR BE MR O I A5 5305 B
DRUBS: o 485 1 A 007 85 TMIAO 7T BEAS 2 3 L AS 19 B 4 5
R AS i KU 384 i T B8 5 1 18 vh 77 22 TMA 46 B B0 =F J
A5 I I S AR+ TMA S 4L 4 1 TMAO [A] %A
Ko LR EE ZHBEFORIEN] LA LA R
4 Gk

EMD 2 i1 15 3 38t % Fl 2 F 2R 58 (R R 10 52 2% A0 AR
TR Z 7B . 18217 5T - 7 38 BT 7E 98
FE TR VI & 3R IR A A R R A A b A 4 R AR L OF
ELRTRE TR B AR 2RI . A D AR - 5 1Y 2 A0 (R R
LR E R RAMR R R EENRWN R, ANE
i S R R L 2 IR R IR AR K e TR Y il 2R A
YAt fig A B0 T e A 5T, T BE R AT £ A9 LT R AT
H . AT LR BT 936 9T O5 vk A 45 AU T LA
TE 25 Bl 2F b HEAT A0 T8 S0 H 0 A AT A A 10 20 A K
AT %5 8 - 53— 5 T AT RATT 22 3 AR R G 32 14 A9 i
PO B BT VR 0 A R . SR R UCR T B AR AR BRI g
A JUARNTE HEE AL A AF 5 vk R T TR A T AR
T FR T 7 il o [ I % A A P 2 BE R B A I T R AE
AR EFIER T IZ MK,
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