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Research progress on plant proteins regulate lipid

metabolism through gut flora

XU Qi-Le"?, CHEN Wen"? MI Sheng-Quan"*, GUO Jun-Xia"’, ZHANG Yan-Zhen"**
(1 Food Science Department, College of Biochemical Engineering, Beijing Union University, Beijing 100023, China;
2 Beijing Key Laboratory of Bioactive Substances and Functional Food, Beijing 100191, China)

Abstract: The gut flora is considered an important bridge between diet and human health. Alterations in the gut
microbial ecosystem may lead to changes in blood lipids, including cholesterol levels. Among the factors affecting
gut flora, the effect of diet is the most direct and significant. The content and type of dietary protein affect the
composition and structure of gut flora, including the types and levels of its metabolites, which in turn may affect the
host’s lipid metabolism and blood lipid levels. Studies have shown that plant protein has a strong lipid-lowering and
cholesterol-lowering effect compared to animal protein. In this article, the role and mechanism of plant protein in
regulating the composition of gut flora, promoting the production of secondary metabolites, regulating lipid
metabolism-related factors, and finally exerting lipid-lowering effect were discussed, to construct the pathways of

action of plant proteins, gut flora and blood lipid levels, and provide useful references for scientific diet to balance

Jb5 100191)

blood lipids.
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ET: 3k 2 Jm RS IR R R e . T A =
AN Z AP I A S Fk o R A A A D Y o I
BRI X P Zhao 5 W & 45 (8] AN
meta 7} AT 78 7R B, R A ER I E B4 A Rt v I ]
W LR A8 2 1M B KT 1 24035 B S . Levine %5
FE—TFEA R 6 381, ARIRFEUSTE 50~65 & K
5 18 S HIB ER S ROk L, fEFRG A b, S
HIEANEE (20% 2 bL ERE Rk B E AT ) B8
RFETZRIEIN T 75%, FEESET KBS HG N 1 4 £ ;
RN SR B ORI TAEY), B4 1K A U AN A
EXFEER FR. HAMKEH MR, HEDE
HERIMEOF T2 @R, WK 2 2R
Wi O LIS S e AU %,

J¥7 T R A D A T R N A )
W4, Firmicutes A1 Bacteroidetes & NAK 18 & B
IR E W], 2 mAEFRE 98% B, =
# W LUAE Firmicutes/Bacteroidetes (F/B) [ . | [i&
BRI R (R4 FREIR 0, 188 I 1Y) F/B (EAR IR A B fe e
()8 g AR A PR, T R AR S AR A A B E 1) F/B
B mEEEL S NIRRT 2/ E AR
HHEG S AR, PREIEES) . mE TR
W, 251 EVRAE. A BOH R AE Y ALY,
PR3 i - R B B R AR b R e B0 P e
AR RGNS e SEER S 1E F 2 p 3L
AR RRAERA AL U, E R RO
F1%) Ji 308 Al A 0 o W [0 3 S S PR D I 428 1) 0 R
B U5, T i e SR E E EK T AT R iE
] HMG-CoA 34 Ji7 g A B I IH [ B 7K1, (HAB 7]
R 18 i L5 i 3 o A= A A ) AE ELAE PR IR AR
XP/NERBE FE R B, AT SR 25 2 5 e i TE AR )
U DRk, Rl v R AR BT VR EE A
AR AR R R R —

W I E A R R T, B RABEEMN
BEPY REFREY, BEEASTEMMA
s W figg T8 R A 1) R 45 ) B AU 4 b 28 R K
S W72 R i 3 AR AR AT AR KT . B TR
i, #mEEAP. OKEAY. KGEA P, F#F
FERAP, EFREA P SHEYE (A RN
JE BN B D28, (R A S o 38 i i T 22 R 1
S A I % . (EREY) B A el I 1 i
PRRFZEL R AR AEAR A o =2 L T TR A A
KT, BARIERENG . B E ] e o 3 AR FH i 4%
FIVE AL 5 TH R 5038 AN A TH

A i A S Y B B R AR E

PR AU EEATBR VT, DR MR 3 - IiE R -
M AR A F I AR AT L, kS B 1 i
feiRftfTm 2%

1 EMEAREEER

2T AN B 15 0 I 000 IR 2 I AR o 7,
MRS EANRBALNEAREE —ERE L%
RAET: W B, M m e B2, KE&e e
FEHEA PP KokER P S E AT LA
LI R E B K, SR S KRR R AL, 1A F
T o ML 8 AR o R R A S R S R
K S5l A B AR e, W] AL I 37 JIE ] A ik i R
iSRG N I & s 0= el R 2 (A RSl =
T EE AN RE A RS, R R RS A RUOR I AN B T
Yifhe. FFZH AT DR 35 b BRI I v e fE [ A
(total cholesterol, TC) 1 H JH =i (total triglycerides,
TG) "2, BEE A, Wi EpEEA P H Z
B PO I sE B U A AR 1 5
(i% 1) [24, 29, 32, 35-40]o

CA Z FEY) & A 23k N SEEGIE B B A B
FREMEACR, BRERBEY L. (1) EE A
PRI, EHE HEARAKEER 2R mE T
R M35 BE [ Bk B Y, MR R S L 2RI & e S
B 1 A v M AR 5 B (2) SR T R B I, (R AT
JUE JE 5 4 fiE, /b S AR A ot (LP) AR 2R, il id it
i 5 3k S8 AR DD o E R T AR B 45 2% B (3)
o A EE A R B A AL B TA (CPT1A i ) (R3& P,
TG 7 R CE A M KT A Ak, BRI AN of 3 o H
=R HKCT B (@) B 5 K AR E A A
Pt P L T AR AR S JE IR 2 ik Y, 2B g iR
W P RO MAE K S 5 (5) MR B FEL RS 8 =4 g B A gt B

2 EYMEBNBEERRFNT

R 6 RS FH2E il EL A1 . 25 5 M) N A g i A )
BER G54 122 20 0 R Dy B FR W R R
[y 5 1 SR i 2 B2 AT TR R SR 1 )
FH AR FE ] LS Wil iz B A= VD I B S il = iE
A A KR E R — ¥, 2l 2 i 1 i
TR T B AL, Hrh GBI B2 B BTK A A ) B0 35
Bacteroides. Clostridium. Propionibacterium-.
Fusobacterium. Streptococcus 1 Lactobacillus % kel

Butteiger 25 Wl L4 W E A, KE
3 B H AN OK e A B 60 BRI T TR IR R
R 8 E AT O BRI TR 2 R IR O
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1 AEIRIFEEB X IEREE HIstraIF20m
HE R MIETC L BN MIETG AFETG FFETC ZhAKMSKERE SZibnt 4 ZH R
Byt HDL-C  LDL-C &RV
KREEA 19.2%°]  10.0%]  28.0%] 4.0%7  30.7%"t 52.6%"| 24.8%)] JfE4 Syrian Golden hamsters [24]
MEEE 38.55%°) 11.1%]  56.37%°] 143%t — — 63.4%) T Wistar K fR [29]
KAKEH  03%] 11.8%1  12.7%] 1.6%7  1.4%1  22.7%1 26.2%] P Syrian Golden hamsters [24]
HHREA  48.1%'  225%1  47.7%'| 294%| — — 70.1%) HEPECSTBL/6/IN B [32]
HFEH  314%] 252%7  58.6%'| 563%'| — — 60.7%) TP Wistar K B [37]
LLRARAMT 28.8%°]  31.5%"t  31.4%' 17.6%'| 29.4%°| 35.5%°| 72.0%) E /N [38]
HH
FMER 15.9%'  12.8%1  50.0%' 223%' — — 49.4%) SD K [39]
WINEE 24.7%°)  100.0%’t 38.2%°| 46.8%°] — — 75.8%) T Wistar K R [40]
ASHEE T 38.7%°)  137.9%" — 32.0%°, — — 103.5% BT B /0N R [35]
HEREER 75.8%"] 78.9%'%  28.6%| 32.4°  463%| 73.2%'| 60.1%) T PE Wistar K R, [36]
a: SEEBAAHE BEMEER, P<0.05 b: HEEEMAAGRKEENER, P<0.0l; LFRRERRTE S Z R EUR
SCAR BT

TE R BRI, X AT e K & 8 1 R IR TR DAk
RN Z —. RAKEAP, #EEA ™ Rgits
O R IE PR R TR 0 & B, R BE R DT R I IR
AR T A BRI e S . e | Ay DL
1K B8 5 25 18 Bifidobacterium )% & U7,
K8 F K& v DU AR K B 38 N Escherichia
coli {¥ra . B v R IURE 0 RAE 3 1 & A B
GGy, L Ha I A EARH /B, HEW
H5@ANEAFRMEE R, HREEANEREA,
6 Ji Ja KB KR FE{H b Lactobacillus 5 Bacteroides
e N BV, Xt RLE R A, ARFE BB K S R
H ] DA AR /N B TE B RE I 2R, R R AR
Bifidobacterium FIAEXT F P, M TEREA, &
MRS EAKRE WA 2 51
P JE [E EE SRR S i Erysipelotrichaceae
F Coriobacteriaceae (1) =F 5 47 1E 1R w5 I AH & #E B4,
J¥7 T TR ()28 4 T R s e 1 i A ST S I [
L2 G

T S 1 A 3 3 SO i T A AR O PR A R
F, HAuh S IR A S I A Y B A . B St
R EAEERR SR P fEITKF, NERE
F A] BEAK Firmicutes A7} 8 Bacteroidetes ; Kl 7K,
FEYIER F ] B#-AIK Erysipelotrichaceae. Eubacteriaceae,
Tt Bacteroidales S24-7 group 8 B EREEFR} Rumino-
coccaceae. Lachnospiraceae. Lactobacillaceae /)5 .
FENRER R, SaEast A, Fmek
TR HZH Proteobacteria. Epsilonbacteraeota F1 Tenericutes
(R RE 6 = B 42 25 BRI, Marchbank %5 ™% #F 5t % 9,
M K R 2/ RO B LTS B2 E Bifidobacterium

Al Fournierella A% FEFEW N, 20/NE " R, #
ERE FAERYNER T Firmicutes Y8422, T Bacteroidetes
Actinobacteria Ji/V>, X 5 H Al ) & H 20
Jip T TR B R 5 SR A I, W 5 B PR FE RN R TE
Bacteroidetes 5 17 B wh & 2 44 ip B2

CRAE S CEEYE A IE R B 8K
PRz DL 1. R A ER N g B LR LR T
(7K1 R 20, 3 e r 3 A 4 FH R VP A i 3 g
WRIL K] Firmicutes 5 Bacteroidetes, {HIF A
T A 2R 1 0] i T T sz e R 35 0 — 2, A 93 BIRbK
FHUE K JE, A S BRI — R S AR L
PR 8 B e A . X H iR o3 2 2S5 R AR A
KM, T T H AR S IR A B RN,
VIR R T 2 B YR T X — 3 1 B KT TR 4 K
MR SER, 2 — ME/JIRA T S5 1e
I T

3 BEERTSREYEBEEE

Y& A 3 KRR I E E RN 5K
RAEFAR R 1A .
3 REehERFZHMREHREFE

J¥ 3 A ) 2 A A R AR A5 L PR FR) AR XS PR T
AT O PO, B i o RN R P T A2 A P
DA A e R 2 408 B Wk, A
I BESEAE, PPN R RN IERE, 5 RER
AR HE, 3R — P B, =R S AR A 1 W
A H K AR, FEEERIA Lactobacillus
Bifidobacterium 5747 %5 W & & (KB S P 5
JE TC A1 LDL-C 2 1EAH RIS K2 & T2
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[ TR L1951, Firmicutes®, Bacteroidetes®, Actinobacteria*

Epsilonbacteraeota, Proteobacteria®, Tenericutes

=l

&
m &

BLAKFU19.551: - Erysipelotrichaceae™,  Eubacteriaceae™, Bacteroidales S24-7 group™.
Ruminococcaceae™, Lachnospiraceae™, Lactobacillaceae* Bacteroidaceae™

Peptostreptococcaceae Porphyromonadaceae . Aerococcaceae

i
B

iy
kg

JBIKFUS19.24551 gllobaculum™, Lachnospiraceae NK4A4136_group,
unclassified Lachnospiraceae, Blautia®, Anaerotruncus™®., Anaeroplasma*,
norank Bacteroidales _S24-7 group, Ruminococcaceae UCG-010
Ruminococcaceae_ NK4A4214_group . Eubacterium_nodatum_group .

- Parabacteroides™, Aerococcus . Erysipelatoclostridium . Bifidobacterium, Fournierella

* AR SR %KW S 5 LR
Ell EYE B FEE R R

I3 1 » 15 EL R JERE AT IS TC 2Z MMl &2 —5
W18 W Lactobacillus. Bifidobacterium 5 45 %3 1 HE
i P A S A RH R Sh 55 A8 i B IE R Bh Y, Ui
AR SR T 45 A AR, EYEAT
18 it $& & Lactobacillus Bifidobacterium %5 4 &
(A, AT AR 328 L ] T2 ] JOEL 94 2 1 2 £ s FL i
FE(EHER, AR PR L3 R ] )4 o

o R BT LA i T A i 2 R T
| MR S22 1 R DR SR B T M A 7 B R R 2
IR, HMAEMX REGE K2R S, i
WHF S CVD b &R E AL, Hp KN
AR By B AR AR S e RS IR 5 AT
(NAFLD) 5 I3 B #f < A %, NAFLD & )LFE(E
MAEVIX ZE) o ZFEMECT XA, WHiEREYRE
FI 2502 W] BE - 20 NAFLD A, FEAE B sk
R EFEE AR ESE Y, KRR AR
J&, Wi& W Bifidobacterium 13 2 K& I45H, 1 i 4
el U Bifidobacterium 85 1) [ et FLAR
VISR A LR 2> A B 22, AT BRI 1 Y pH
{8, — KA T Enterobacter 1 Clostridium
perfringens EH FEW ALK, 7 — 7 HIHEAK pH
ITUAE VA 5838 v R E G 30, (R IEFE . 38
HEMFA WS IN/7E Bifidobacterium F Lactobacillus
P=F B, [ B 98k 2D B Y 1 Bacteroides fragilis Fl
Clostridium perfringens [{15E# . FEY) & ([ L1
IizE R 2 R, REER m A, [FR

XU B AR R T — @ MAEIER, e gk
P E AR A RS P, A B0 G i B A
) H
3.2 JATF/BE

Bacteroidetes 7] LLIE i 2 3E A5 €415 7 SCRE S
SEWR (11 43 FRAR U R AM AL Y, 17 Firmicutes M 4%
30 I U A T R A NI 7 A kS 3 B 22 ) ST
fe WA PE 7, BRI, Firmicutes #%\ 5 44 5 3% 0
S IEMI 2R, Bacteroidetes 55 g i n &M AHI<. T
W IR B 5 3k 2 1A% 5 A 1) 1 R IUAE 2 4 B
B, JiE Firmicutes % EAH HC T REZH AR 12 25 1
[l £1:B8 Bacteroidetes F-JE IIBEAR 1o 1y i fg
FRFRFR, BURM F/B B AR 5 4 5 1 i s i A 4
8 o i A A O AR AR M B TR AR S
CESNIH RE R, R AR KRFRRE B Bere N
Arb U0 B P A2 3 3 AR R T IE 4L B & 1)
Firmicutes, “4iZ32 & HATIHIEEIT A E %S,
F/B {8 =Bt % Firmicutes W& /> #1 Bacteroidetes [{]
$E 0 i AR U

T E O F/B B B 15 /R © 48 21 SE 38 Uk
o BT REL, EMERE AW LUEEZNERG
TE AL F/B AEAE—EKF A AR, o i
L. EARS Y, SHEWEAMI, siEAR
A Je F A RE W% 3 B Firmicutes 3§ )i, Bacteroidetes
W, M E F/B . HEICOA MIREIES, 8
Wy U IR AR AL R H AR — SR s A 2 i A
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X FEARRZIE ) F/B A M SEEL . SR, J& T Firmicutes
M Bacteroidetes W J& A AR Z ,  FAR & i 1 X R
FhEE R, B A S AR ) R SR ) A 2 T
JE B, MR ) AR X F/B LI B KIS FRRN
HI .
3.3 IE/AETERHEL

B BRI R A2 N AR JIE [ e 2 A AU 1Y) = Bk
1, SZR I EREIR RS . WAV BRAE I
[ Al 54 A H 2R & e N pid,
2 i 1 R A R IE R K i (BSH) e A6 9 Ik i
g U4, O %4 BSH (1] 1% 3 1 £ 4% Bacteroides .
Bifidobacterium Clostridium. Eubacterium 1 Lacto-
bacillus "™ (& 1), X JUFI R 2P E . K
AR YRR 5 PR R 52 AV JE g X 5244 (farnesoid
X receptor, FXR) A1 G & F B2/ (G protein-coupled
receptors, GPCRs) &5, i 15 JJH VR 1) 5 3 & B
MeAK ML, S RRIARH . FXRTTIZERET
ANFEELZEH, FIE FXR ) 30E T B & B 5
Ak U7, i FXR 2341 33E R B A0 g oy 2 4 U
G & IfEELZ 1K 5 (TGRS) /& GPCRs FIEM 2 —,
TGRS Bt [ /> B 82 31 7 W 2 119 g 12 o e 2 1 170
Jizg 1 T 2E W %) FXR AT TGRS 18 15 ik 75 2k —
T, NHMEEE 7o- F2406HF (cholesterol 7o-hydroxylase,
CYPTAL) 5 A L [E I o 22 D FEL VAt IR 110 5 B PR T
filg, O BRIEAY AT LA 5 B CYPTAL FRIA
IR H IR RS SRR E AT AR 32
PERIAH DG JORE ™ s fE [ B e R T BR A etk [F
N = (K% 2 I 2 19 52 48 (LDLR) [k, nas it
JE I SR AR5, A L LDL-C /K F ®Y, ARk 5 e
TR G G A a2 45 5% ™. i AR R
HEH, 77 1 e R BT JE 1 158 381 JIE ] e F 36 1) 7 25
Fy—J7 T, AT A R e AR ER R A Ak, AT
I LY L e

FEAY AT 5. (Pisum sativum) ¥y 8825 5. (Phaseolus
vulgaris) ¥ LA 25% RN K BRIKE, AT
EENT A, SRV BRI E G N T 241.6%
N 174.7% " A RS N 3R 22 T DL 3 B /N R
= B 15 & ) NAFLD M AH 5% (1 1 g S5 i Y,
FR A F 2R R AN . KEEB
A JE A R K SR AT R A I AR KPR 1 15 (FGF15) Al
F RAKE A (SHP) 13538 K38 I I BR 1K & 1%
I3 3 R 3t [\ BE [ B #% 12 (reverse cholesterol
transport, RCT) K Ik fHVTHBR i HEtt Y. RECFH
KEWFRHEYE B X AR ER, EX

THEMEG - B FE - TR %S RS
W FLLLAD, AT DURA E (1) 7 HE A d 6T i T T A 1
1 2 B 3252 e 21 i 38 R 1R & AR I 5 o
3.4 RSMHERERHERKT

J¥ TE A e R R AR T A (R B K AL S P B
AR AR e AR R BENR TR (SCFA), Fals2 LR
PERAN TR R ™, IX LU nI R M TE 3 R lH& A 1
N, s R fRataeE ™. SCFA R i AT
JIE g 5 R A5 B (FAS) 1R PE BE AR LG TG 5 TC
KT L SCFA 38 mJ 34 Jin i =5 JB e o 4 38 K JK -1
(GLP-1) Hy 53 b, D5 1E 1R 5 2= #4890 5 B =
Gy, EHUARRCD SRR, BEREERE,  H0H G T
AN AA A P TE KSR e L B B P b TR R
JIE [ %3 5 e E 45 & 8 A -1 (sterol regulatory element
binding protein-1, SREBP-1) [{]#iA. ATP frizfR %
fiit i (ATP citrate lyase, ATP-CL) mRNA HJ/K-F-F17%
PEMIIEAS, L BEHERG A b, R AT TG D7 R
AT R s AR CBESEE A AL (cyl-CoA oxidase,
AOX) JERIFRIAIG R, ARNITR B- E g8, 15 Fhe
AR Py 45 ApoE™ /N R VE A v E [ AR A
FIEI AR 78 T ER £L, T IR EhAEML T Spl (specificity
protein 1) 4534 i AE AN BE B (A1 B vaE4h i ) =
'] ABCA1 (ATP-binding cassette sub-family A member
1) ik, ik RCT M ek A [ B 7E JH- 41 2H 23 48
J o B HEAR, B AR L3 /9 TC K P A1 LDL-C/
HDL-C Lbfg ™. fER R, S SCFA (1
51N B 1 WA I 38 k2 7k CD36 Y,
UL B W 4 L 1 285 B AT A DA S B8 B B ok
G L B GRBER AR . S IR IR GPR43™ /R,
[¥) TC KPR Tt B4l ®, GPR43 j& SCFA 52k
—, SCFA J H 2RV Re 2 Va7 REEFD 2 BYKE PR
[P 7E 48 5. SCFA 16 nT LU I X #if 42 R G 0 o)
A, 25 b S TR 3 mT DL g o if fix B B 215 T
W, IR - DR BENE AN y- 2 5T R (GABA)
PR R TAGEE, G INFL IR = A, H0 B AR E 7R
AP,

AN Gy e T A IR ) B R A 7 SCFA R 2
—, EATTE T A S A R, T KRR
f4m A SCFA P, iy 3.1 #2311, HWEA
AT AN IE A Bifidobacterium 545 25 B A L A7) 17,
TN Bifidobacterium 4 BT 7= 4 5 2 AR
WY, A CREE. K1 52530 Ruminococcaceae
M Lachnospiraceae 5% H ¥ 5 (1 1F 171 £ U,
AT SCFA I 12 #E " A KEEA
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A AT LA I3 TC /K-F, T H 38 vl 3 n 2 (8
SCFA & & Y, iy de P HiiE # 2 & (1 Re g (e
Ji7 38 7= 4E T £ ) SCFA. SCFA 1 4y iz 38 13k A= 40 11
FEREEY), R 224, HEYEHE@ET
WS e Ji7p T B LA B2 kTR (R IR AU TR 4 A ik
ANERE, (HE Y E A TS 1E N SCFA JK-F
SRR, Fitk, WRECARE, WE 2R, Ml
Y& AW $EE Lactobacillus.  Bifidobacterium Ruminoco-
ccaceae VL ). Lachnospiraceae (¥ %} =E F& 1T 7t & 1
&N SCFA 7K~F, M= (1) #H|HFEH FAS 35 1%
) BB AENENT AR IR B MR RNRIL,
W] fi6 65 o N\ R 5 3 4+ (3) dlid E i CYP7AL
S8 R ] e 380 R 9 T P 2 A SR IR () R, 2T
FEAINTE TG 5 TC &JHIE TC & & 5 (4) ibhgdid
FHZE RGN G B ARSI, [H) 4k B3 15 4R
W E . X T 22 R A B I B Rikook FF 6 A2,
SCFA 7] LT i B Mg i i K 324k CD36, b B
Wik 21 FA) 280 PR AT A% DL R 18 A B IR 1 Sk s %
NG G R .
3.5 HIHEN=FRRER

A Ak = H % (trimethylamine oxide, TMAO) Hif
& =H % (TMA) TERE AT mER N2 S,
I a8 o E A B 2R 5 0 40 (flavin-dependent
oxygenase, FMO) ¥4 H 4 £, TMAO. [filii TMAO
] LTI CVD s XU, D]t i 1 ek A AR
P F= 4 TMAO 7K 55 JH [ B 1) i 4% 5% 4 ok 1,
w2 fros, IR AL/ RS, TMAO %58
T B AR A I R 0 75 B P AR G B g CYPTAL AN
CYP27A1 UL Je 2 F 0 ¥ IR ¥ 12 & [ (OATPI,
OATP4, MRP2 HI NTCP) ik, /bR M A
YR %) RCT &4, s AT - 1 A [ 7
faZs N, TMAO LTt i 5 B kg i B 28718
R 224K CD36 (cluster of differentiation 36) Al F % 41
il A1 283518 K %24k SR-A1 (scavenger receptor Al),
Z 5 EVE4 il 5 ox-LDL 454, (st B Wegi
WURAL, 3 I [ B 40 P Y ) HEAR TP, TMAO
i fE 22 2R AL R B e (MAPK) A1 A% A
¥ -kB A5 510 B AR I SORE, O 4 A [A] & B )
T ICAM-1, gm0, Wik, arel
T8 L 1R T TE AR A TMA 1 7= A2 A A FMOs
W VER > TMAO 174, I TMAO 5 3
(1) B A PRV R AL, R EAE E EE RCT i@ 4%, I
D E R BT HERR

T8 I 2R R YR U T i TR A A PRI

TMAO JKF (7 207 %, TMAO F Z R I T 304
B A RERRRT A U, TR R A A B A A
THREARAS G, B EARERA, AT
PAME S B /bR ) TMAO [ 4R . B8 1K
W EAE R N BEAE B2 8 4l AR & )5 i K
TMAO /KT &3 A% 1, (H2 M E AfE T A
7 2 RIAPE IR & — MERIRNIR T 1] @
HeAh, /NER#NFE 6 JH Bifidobacterium J5, JiiE TMA
A2 TMAO 7K 835 B U7, 19 A A
] LAY N %38 Bifidobacterium %576 i B I FE . 1M
J& T Firmicutes [t Clostridiales /=&="E7" TMA [ ¥ /1
U R B A AT LB AR Firmicutes 15 i 18 14 #
AR B g, R B AR ) R BB N AT DL
VA Clostridiales 1Y) 7K~ [} £ 4 i) TMAO 177 4= .
Yazdekhasti 25 " BF L KM, WME KT EA A
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% & Hibiorender.com P A L Frimi |/ . PBC: #]4% fHY1 & (primary bile acid), SBC: {RXZkHH V1 (secondary bile acid),
HMGCS: ¥t F 3% 5l A & B (recombinant hydroxymethylglutaryl coenzyme A synthase), CYP7A1: fH[&E %7 a-$2 10
(cholesterol 7-a hydroxylase), TMA: = H [l#(trimethylamine), TMAO: %tk = JlZ(trimethylamine-N-oxide), BSH: [HZ:
JK iR (bile salt hydrolase), TGR5: G H{HEZ 145 (G-protein-coupled bile acid receptor), FAS: HENiEZ & Ml (fatty acid
synthase), GLP-1: @ ZFEIL-1 (glucagon-like peptide-1), MAPK: 22 %45 1540 A ¥ (mitogen-activated protein
kinase), NF-kB: #%[XlF-xB (nuclear factor kappa-B), ICAM-1: Z4AEA]% 4 T-1 (intercellular cell adhesion molecule-1),
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£ [ fiH [# % (low-density lipoprotein cholesterol), HDL-C: 5% Jif A5 &% [ iH[fl % (high-density lipoprotein cholesterol), LDLR:
{2 FE 6 Bt H %2 /& (low-density lipoprotein receptor), TC: & JH[EEE(total cholesterol), TG: & H i =[iE(total triglycerides).
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