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Abstract: Nonalcoholic fatty liver disease (NAFLD) is currently a chronic liver disease with the highest prevalence rate in the
world, with complex pathogeneses and limited clinical treatment methods. Over the past 20 years, the discovery of active
components for NAFLD treatment from traditional Chinese medicine and compound prescriptions of the components that can exert a
multi-target effect has been one of the research hotspots. Based on the chemical components of traditional Chinese medicine, this
article elaborates on the active components with a promising future in the treatment of NAFLD, including flavonoids, phenols,
terpenoids, alkaloids, and saponins, as well as the compound prescriptions of active components with a synergistic effect, in order

to provide new ideas for the strategies of pharmacotherapy for NAFLD.
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ARVE R P IR 5 MR (NAFLD ) 2 DL 41 i fs 1 i
5 HE A CHFIE A 8 15 5 1 >5% ) S & BARAE B AT PR
I , L 2 409% (1) £ A5 2 TR SR R RS 1R R 7 1 T R
(NASH)'™, HE T % Ji& 2 HEAT PR LT 44k, R I 24 10% fY
NAFLD B EFEMIZ 5 10 ~ 20 45 P & A A Ak A - 20 it
2 A NAFLD B 4 Bk 5 U 00 0 44 P , 5%

Wi %5 42k 30% B9 A 10, Wit 2040 4F NAFLD £ 500 5
1555.7% . BRI AEVA YT 2 b, RO — ok 3 A
24 i W B A R e E T, TR T AR A AR e A Y
BN NASH B 19 37 25 02 BRI 0 3R 32 k- B 3% 3 771
Resmetirom™*, JL I PR A 20 % 4 29. 9% (NASH Jl5 38 , £F
defb R4k ) . IRl W, NAFLD 2598 & AT+ 430 0 .
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NAFLD Xt A g 5 () 5E i R W I, A T
Sz g AL ) T A R, N B R T 2
BEST B R i ST PRI AP L | PN TR 3 N
PE RS FZ LA E HE AR 2 AT R E AR S
5 NAFLD & JER“ 2 E T 750, $27R L /5 NAFLD
P 1t JEE v ) 224N I T BB R ROk SR IA YT NAFLD B
EWEJINES

HE 25397 NAFLD J s f6 A P sk 7. ik
20 ZAFEK , Nl b 2 BTG YT NAFLD 1A RO 4 DA K
e R Z AR A ER B B I R RN 2 —.
TE NAFLD 2 %I IR 3 38, o 256 808 43 22 7 i
(NCT02216552) . 2 # % (NCT02908152) B 5¢ A% lfi AR I
WIRIFSE , T /N BERR (NCTO03198572) W4t i #E Al R IV 19
WF5E", W 25 A ORI T NAFLD B A BAFRG 5.
[, 3 4758, A /DB 9 LA S50 43 B A 4 B it & 4 vh
25 235450 2 BRAE R RBC ARG R0 254 8085y B 07, Jm
HYEIT NAFLD () BLEFE 258 980 1O AR Sckiayr
NAFLD i) "h 2545 U8 e T 25 3o 58 5 - T 2838
575 EE 251V NAFLD 32 AL 057 % .

1 XINAFLD Hiafr M P AF-H S (FR1)

L1 Kk MRS 2 A 7E 5928 B
Aoty P52 2 WA Kz 26T 38 3o T 9RO 3L 3l R e
Z M 1 (mammalian target of rapamycin, mTOR ) /5% 5 K
FBHBH-1(Yin-Yangl, YY 1) 5 530 ¥ , 5006 IH FE B 7a-52
Ak [ ( cholesterol 7-alpha hydroxylase, CYP7A1 ) Jf 1 =
Il i, AT JOEL 1 e A DAy EL TR AR ST U JIEL 11 P RS 2, 14
e T IE R RS o 7K T R K TR SR SE A AT
Or B BRI AN 2R, 2 N Z B R IR TR . B
g IR MK T T S A PR S T AR
BT AURE T8 1 B9, 150 7 S5 8 i 197 R (short-chain
fatty acids, SCFA) B Ul Blautia , Bacteroides . Akkermansia
S B8 SR IR AN T K- [ I 4 ) PR R K
M A B 2538 NAFLD BFE T o A7 0B AR B R R BT R A
M5 I E B R OC, = BRI E (high-fat diet, HFD) b
FEA R LR AT AN AR E B 10% LAE B0 P A
19 1 (zona occludens 1,Z0-1) , FEAK g 18 38 15 1, FEAK

FZ B (LPS) , ] Toll F£52 14 4(TLR4)/#% 4 ¥ kB (NF-
KB I B, I8 T G AE , By 1k AT U R 4l i i A )
NASH % JE'™ . B4R 2 02 N B AR 23 185 o 110 5 B3
1853, A AR BT BT R R AT LRk T e A5 A
AT, Fang 4511023 B 7E NASH /IN B BE S fia 45000 1 J%

HepG2 . RAW 264. 7 4fl Jfd + iiF BH 55 HR 283 &8 33406 PR
152 B 1% Ak 10 2 1 I (AMP-activated protein kinase,
AMPK) , il mTOR {5 1 , 2 i 4 F MR O 85 30 1
(UNC-51 like autophagy activating kinase 1, ULK-1) i fig
b, 77 AR 0 ) £ 3 T D RN 0 4 4 1 (plasminogen
activator inhibitor-1, PAI-1) i P4 , 40 55 T 1% S
1% A7~ 3 (signal transducer and activator of transcription 3,
STAT3) /A 5 F N T 1-« (hypoxia-inducible factor 1-
alpha, HIF Loo) {55 5 38 [t 53 106 S 0, A6 A I 0 240 L ML Al
A, T B 34T Bt JULTSE 3-8 ( phosphoinositide 3-kinase,
PI3K)/ZE H ## # B (protein kinase B, AKT) {55 5 i % , /&
IE W AR AE M2 A AL, DA A BT NASH TG 4 o 75— T 44
A 60 | NAFLD H 4 H SR I I 7 eh | 55 22 gt 41
FHEE, 30 H P RER 2 452 600 mg — A7 i 25 241 19 i
A FE L 00 AH S 8 b K B B 3R RT3 A, R
1.7 TNF-o, 241 B A 25 11 -18 02T 4 40 ffa A= K R 5 21
KT E WA . BLBIBT S 2] — b i 3 T i
iod AMPK/h 58 A0 I VR K6 B8 ) TS 52 1R oy B 0T T 1
(peroxisome proliferator-activated receptor y coactivator 1-
alpha, PGC-1a) FiI 32 46 1k ) I A 385 5 0 000 52 1K
(perixisome proliferator-activated receptor alpha, PPARa)
A5 B 1 W AR A A N O S P R B R A LR
Py WA 2 2 AR T AT R LT
AE 2 38 o PO U RUE B A T (Sirtuin 1, Sirt1)/
AMPK/PGC-1o {5 il i , T I i 5T UM DG 28 1 1 2 1t
T A R AL ( acetyl-CoA carboxylase, ACC) NS
fif§ (fatty acid synthase, FAS) | [ BEH 7 ST/ 45 A H 1
(sterol regulatory element-binding protein 1, SREBP1) , [#%AI%
IR AR 32 4 #E40 NAFLD £E 10T

1.2 Bk HZE P (resveratrol, RSV) J& —F RIR £
B, Chen %52 5% L RSV 1A 5 HE7E T i v s KT 13
P AR W A FH RE 22 19 RSV AR A B 1 o998 i 11 45 14
YU NAFLD /1, RSV _E 38 HFD K U 3E ™ SCFA
J& Ruminococcaceae . Lachnospiraceae AR U8 7= LPS I &
Desulfovibrio B AHXS = B, SE 1T 57 IR KRR 248,
B R . Z2BR (curcumin, Cur) 7EMIE HEUAE Y+
TACH MU R (tetrahydrocurcumin ,THC) , Cur f1
THC # 7] 38 1 NF-xB il PI3K/AKT/HIF- 1o {5 5380 % A 36
JFSE 9 B A0 BB DI RE , A1 0042 LO2 40 0 Y i s 72 4
13, FLTHC 769K 5 T 58 9 R 40 i 3y B 05 T4 F Cur
RS> W R SR T 14345 4 RNA 25 T SE AL ALKB [7]
U5 S I HC mOA 56 R LI I 1 L DA T AR A1 2 1Ak i
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#1 5497 NAFLD 25 B M 5

Table 1 Effective components of traditional Chinese medicine for the treatment of NAFLD

4y AR NAFLD 7 iy 7 7| FE LI
HEZE MR db/db /N K4 :50/100/150 mg/kg; mTOR/YY1 |
ORI FFA 5% HepG2 4l Ak 1 10/20/40 wmol/L CYP7A11
Kk HFD /MR 100/300 mg/kg FPESCFATE T
Blautia , Bacteroides , Akkermansia
NG S HFD K i HFD TR 5 0. 5% AR B2 20-11
LPS | TLR4/NF-kB |
BHRE NASH /NG BE T A28 /NER : 100 mg/kg s AMPK t —mTOR | —pULK-1—
FFA 55 HepG2 4l ifL ; BEh 8 100/200/400 pg/mL; PAI-1 | —STAT3/HIFla |
LPS+INF-yi#5 RAW 264. 7 4iliEg 41 it : 20/40/80 pumol/L PI3K/AKT 1
7115 HFD Kf; P :50/100/200 mg/kg; AMPK/PGC-1a 1
PA %S HepG2 48 A1 : 10 pmol/L PPARa
11125 iy 120 db/db /N AP :50 mg/kg; Sirt1/AMPK/PGC-1a 1
RS HepG2 41 i RN 1079778 mol/L ACC/FAS/SREBP1 |
[HiES SE TSI S HFD K i 50/100 mg/kg 7= SCFA T T : Ruminococcaceae
Lachnospiraceae
FTEIPSTE | : Desulfovibrio
LR HFD K5 PR P :25/50/100 g/kg; NF-xB |
FFA %S LSEC 41 . 1.02 41 )iy 1ARAb . 1/2/4/8/10 mol/L PI3K/Akt/HIF-1a |
g F R HFD /NG AN 150 mg/kg; AXL/ERK/LKBI |
AMLI2 4} ; THLE-2 41 g A1 12, 5/25/50/100 pmol/L AMPK/ULK-1 1
EGCG HFD KB AP : 100/200 mg/kg; LPS/TLR4/NF-«B |
LPS 55 Caco-2 40/ A4k :25/50/75/100 pmol/LL Nrf2—70-1/Occludin 1
FUEANE > AHBR B (AR U R BN AN :2.5/10 mg/kg; SIRT3/AMPK 1
FFA %5 AML12 il ff 41 :5/10 wmol/L HeFRL R R I e
(1S FEF1%  tyloxapol 755 NAFLD U/ ; 14 :50/75/100 g/ke; Nrf2/HO-1/AMPK 1
FFA 55 HepG2 410 1A&Hh . 65/130/260 pmol/L mTOR |
EENCI R HFD /MR ; TN £ 10 mg/ke T + AdipoR1/AMPK/SIRT! 1
FFA 755 HepG2 4111 1 mg/mL B # kST
1AR4h .25 wg/mL
PG 1R 2 HFD /M A4 :150 mg/kg; YY1/FAS |
MCD /NG AHE 10 mol/L
HepG2 4fiJifd ; Hepal-6 4fiifi
FH28 1 A FFA 5 S HepG2 40 i . Huh7 41 5/10 pmol/L LXRa/SREBPI |
A7/ N T HFD /N N1, 4 g/kg; SCD1/FABP1/CD36/CPT1A |
TR B AT 41 A4 pmol/L
S /N EERR HFD K 100 mg/kg IRS-1/PI3K/AKT 1
2 CDA-HFD /I 0. 2%/0. 5%/1% Atg7/LC3T/ T 1

Lt A Z ) HFD TR A5 kAL T 2R 140
AL PA S HepG2 il

B ABREAFRbIY HFD /MR
AB 2 HF Rel HFD /N
AZBAFRO HFD /MR
ARV HFD K B

L B MCD /MR
LXXV'# PA %3 HepG2 411l ;

TGF-B %S LX2 4llJi1 ;
LPS+ATPi%5: THP-1 44 ifd

4P :45/90 mg/kg;
45 0. 1/0. 2 mg/mL

10 mg/kg
20/40 mg/kg

45/90 mg/kg
20/40/80 mg/kg

RN :15/30 mg/kg;
40 :0. 001 ~ 10 pg/mL

AMPK 1 ACC T Bip/ATF6 |
NLRP3/IL-18 |

PPAR-y 1
PI3K/AKT |
TLR4/NF-«B |

GLP-11
TGR5 1

TLR4 | .MyD88 | NF-kB |
«a-SMA . TGF-B1 ,TNF-a \MCP-1,
IL-1B \NF-kB GRP78 |
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PR WS (AXL) mRNA FGE P, JF— 20 4 il 40 i S0 15 2
546 (extracellular regulated protein kinases, ERK)/[Ti%
ik B1 (liver kinase B1, LKB1) Jf- 37 AMPK/ULK-1 {55 i
B HED /N BB IIE HH i) A Wi db s D g AR 2R . R
WEFILAE R E F MM (epigallocatechin-3-gallate,
EGCG)Eap ik & i 5 I iR i 2 M, EGCG i
FTT 4l A A R -18 (IL-18) (1L-6 Fil A% 41
#HAiL A T -1 (monocytechemoattractantprotein-1 , MCP-1) HY
mRNA K-, B0 1 il 40, T 17 LPS 22 AR
["] Proteobacteria . Spirochaetae , i 57 ] LPS/TLR4/NF-«B
TRAR WS i 1 AR A I TR S B, b R T A B S
F 4 F& 2 M KA F 2 (nuclear factor-erythroid 2-related
factor 2, Nef2) iR A0 TG I 18 BB I E AR L, 45D
W BRREIRE . R RN — R BAT 20 PiE R
KARANG 2, T3 33 2 3k SIRT3/AMPK M5 i3 119 A
WA /0 R o AR SR, ol B T R il A I S e £ Tt
A LASE NS 1A T ) i 17 IR 4 A, DT 9 55 T 4 e v )
NEHE B HEHTNAFLD 7R,
1.3 @ e e T T R PR S 2R A S
Y, FOX NAFLD A5 7 /] Bl R 290 D F) 460 A0 107 3800 96 E HL
ARG ERT, I AEIE I _E R Nef2/1 21 3 i 405 1 (heme
oxygenase 1, HO-1) Fll AMPK {5 518 J A0 R FH # ik, i
il mTOR K HAHICHE F AYBERR 1L , 15 214 2 A0 M 4T 4R
e R RE S A 47 2. R g T (atractylenolide
I, ATL ) J2 A5 AR v e B 3 2 AR 0 M 1, & — b
R 5 IR L Li 26027 Sl LA B 24 % R 5 %% 3
BUERZIRTEA 1 (adiponectin receptor 1, AdipoR1)J& 5
ATL IS TEMSS & 52K 2 — L HLHRIBETE A 3L ATL s
i W4T AdipoR1 A 5 1) AMPK-SIRT1 15 51 1% & # bt
NAFLD Y o FIHENR R 52— IR AF7E YA R IR Y
TR =53 A Y Mu 283 1 A Y SN 24 503 1
HER PRE S B ) VR T YY1 R RIE A YY1 5 FAS IS 8l 1
AU 50, S AT A0 LR B A 3R, & #5510 NAFLD 1
Mo FHZE A RS B0 i i 22059, o
S8 KW S R T A T B30 o 4 X 32 o liver
X receptor o, LXRa), 3 T4 SREBP1 ) mRNA 45 (43
ik, KRG A5 AR 11 ACCL FAS 2835, 3 1 ikl 55 it 29
fE TR (free fatty acid, FFA) %S A HepG2 4l fifl . Huh7 41
J AR AR R
1.4 A4wk /NEERL (berberine,, BBR)J& 25 % 2 B
) — A B SRR A W, SRRSO B i
BBR HAT U035 1 T 45 4, 9 I 4 5 AL, (2 F A W

R B A5 2 A A TG P . Yu %5 % B BBR 1)
il T R R E R SRR i AR b B AR T R
JIE 2 0 A il G, BT T R A N T S A R
(stearoyl—CoA desaturase 1,SCD1) B4 S5 HE A 1
(fatty acid binding protein 1,FABP1) . 4L PR 36
(cluster of differentiation 36, CD36) il X 5 BaU Az A HE FE 4%
1 1A (carnitine palmitoyltransferase 1A, CPT1A)BIEH
B, W T HFD MR/ BUAYAC I HFIE B BT 0 AR A
g By WAL . AL /N BERR R BBR (14 7 18 B RE AL 5
P13 3 FR R S AL 9 AMPK B R fL M RE , BB T 2 1
T 5 2 2R 1 (insulin receptor substrate 1,TRS-1) I S
WBERR AL, 1V R I PI3K  p-AKT/AKT £ [ 2 15 FIBE IR
A, B JFRE I 5 3805 5 50 SRR i AMPK
ACC B2 ALK, B3 1 F WEAH OC B ] 7 (autophagy-
related 7 ,Atg7)*ﬂ AWEbR B LC3I T/ T Heff, N T s
RE O EHSESEA (immunoglobulin heavy chain binding
protein, Bip) 118 1% 5 55 1 6 (activated transcription
factor 6, ATF6) 7KV I8 1 DA Joie 09 17 38 , 22 i ke = ELG |
L- 22 ik 12 PR A2 14 85 5 05 2B (CDA-HED) /)N B9 0 ¢
fER L S5 S0 RE 05 8 IR NAFLD & 3 2 BURE IR AR /1N
Bl MW I AR 7K , 39 9 5T AL RE 0, 40 i) NLRP3/IL-1B8
PRIEEAT , FIITERERER (palmitic acid , PA) 551 HepG2
4f ffg H NOD 32 #& # 1 3 (NOD-like receptor protein 3,
NLRP3)HITL-1B ik

L5 =23 AZRBUTEASEREENEEWRIT, % H
HIOCEH AT o W NS B R (A ) A S B =l
(B ) RIS BRI (C B = Fpa 2 A B
AZ B Rbl (ginsenoside Rb1,GRb1) , HAG 5 g B/t
T I 5 AR S R 2 2 B A i S
8 WA T i 3R PPAR-y W HFD /I B 3 B
% % H B1 (high-mobility group box 1 protein, HMGB1)
BRI, NS 21 Re(ginsenoside Re, GRe)
J&F B#, Zhang 25045 i GRe i@ 11 F I PI3K/AKT 4 -
(149 i J5 A B AT TLRA/NE-kB A 3 114 28 i AH 56 8 H 235
3% NAFLD 9% 98 2 ; A= B 1F RO (ginsenoside Ro,
GRo)h CHY, GRo R 7 18 [ =y IR 22 A K 1 (glucagon-
like peptide 1, GLP-1) 43, 3 L3R T ML 38 A1 E RS 2 4
JERR | A8 2 S IR & &, WO IR G SR P IR 324k 5
(G protein-coupled bile acid receptor 5, TGR5) BN e =
THAE, Wt HFD /N BUIE R P £ 0000 3R if
\% (astragaloside IV, AS-IV) & Z R AR NAFLD K Bl v
AST ALT TG TNF-a  IL-6 1 IL-8 7K F-, T 1 JiF 2 21
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TLR4 . % ¥£ 43 1k X T 88 (Myeloid differentiation primary
response gene 88, MyD88) | NF-kB mRNA Fl & H Jii 19 32
k20 B B FAF LXXV (gypenoside LXXV , Gyp LXXV)
i R A AR AE A AR S -3 ILULS) 25 1 (o-smooth
muscle actin, a- SMA) K5 1 1 . TGF-B1 . TNF-au MCP-1
1L-18 .NF-kB 1 GRP78,, BH iy 6 2 R - A A il = K 1
(MCD) FrEL /N U305 R P4

2 X NAFLD ETFERAELHNPABERRS E
Fi(F&2)

2.1 H"FHFMEAR RS> LG FRAFTREEL
AN R FISZ BB SE TIE R YT NAFLD 4 22 57 444,
I P B ML T B 06 F 97 WA A A T B X B 24,
ML 7 1T 3 ol st AR 3 I ALT AST /K F-, [ B A
46. 2% S5 IEEAR X BRI & 2 R 30% . DIAEIRARI Ty
oS P E AN A SRR (SRR G 2R R AL
T AR ZH) TR 4 R S8 Il 24, 1531
Xof R e = T 0 o) 20 SR S AR A RO o L B

H+EIER (GC 7 ), Ll 66. 17:1% . GC T i@ 4 1
T B Ek G T A 22100 FI1EE 1 (stearoyl coenzyme A desaturase 1,
SCD-1) gl 36 U A 5 AR 7 i) i AT 38 4 30 7 g
LPS{5 5145, R TLR-4 . TNF-o IL-1B, 311 73 MAPK
5 538 B K 52 M 5% R B0l % 49 47E NAFLD 28057

S e 202 % AR U — A B R 2R ) B, AR A
PR A6 AN I — Fh 2T 6 iz AT W5 IR R R 16
10: 1¥RA A6 4R K 4R B (80 mg/kg) +HE T 1 (50 mg/kg) +
St 2R (5 me/kg) AT AT B A IX R VTR, B
1F. TLR4/NF-«B, 3 i AMPK/ACC/CPT1 #1 AMPK/UKL-1/
LC3B {5538 [ 177 43 2% Hh i35 HFD /1N U A g 177 22 7
FFTIRe , AL T 3 — oyl
2.2 NEBAXALBRY LG HIREEHN NASH
R U T 253802 97 2% i 0 3l 3 FRA 55 HepG2 20
i 5 ST A A NASH 4 A58 1 — A5 BiF 9% B AR 55 i 1
BRI B AR R /NG, B A IS 25 T i NASH
(TR, A5 R 2510 7 W05 4 Mg 38 M2 TNF-o | IL-8 14 %
WG 85 1 4 7 TH , B AR FINEERRLAE TR DR RIRG%8, HB

R2 BIFNAFLDHIHPHAERR S ESH

Table 2 Effective component compound of traditional Chinese medicine for the treatment of NAFLD

TR RN BT Lo A1) K 5 1E AL
HE T+ L i 04 67.16:1; SCD-1| LPS/TLR-4 TNF-a .
90 mg/kg+1. 34 mg/kg IL-18 | MAPK |

A6AE F AR B +HE 1+ T i 220 16:10:1; TLR4/NF-kB | AMPK/ACC/CPT1 1
80 mg/kg+50 mg/kg+5 mgrkg AMPK/UKL-1/LC3B 1

MR /NG 10:1~40:1 PPARY

FOHRZE +/ NBE B+ B A 10:1:1~10:1:2 PPARYy

INBERR+3 B % 50 mg/kg+50 mg/kg PPARYy T caveolin-1 T

INBERR R B R T+ 25 R R 5

/N2 87. 84 mglkg+5. 27 mg/kg+5. 28 mg/kg;

SREBP-1c | SCD-1 |
NF-kB | TNF-a |
miR-122 T miR-34a |

A :500 mg+30 mg+30 mg

FRS R B+t A5~ 5+ 0k TG 10-57)

16 mg/kg+0. 5 mg/kg+2 mg/kg

CK7.CK19 .EpCAM.0V6 |
Notch |

K TR P R BB AR Y

EGCG+nE s !
SR+

BJFRH100. 3 g, TGRS
0. 101 g+0. 046 g+0. 042 g

10:10:1
1:1.3

PRPY : 20 mg/kg+20 mg/kg;
1Ak .20 wmol/L+10 wmol/L
41.6:54. 4,60/120/240 mg/kg
40 mg/kg+20 mg/kg

8:2,150 mg/kg

5 T Akkermansia \Blautia;
WA BT RR A A R |
Clostridium ,Bacteroides
13 ALT . TC . HDL-¢ .LDL-c |

HDACI |
PPARY/FABP/CD36 |

Sirt1/AMPK/B %4k 1
NF-kB/IL-6 . IL-18 . TNF-a |

70-1.0ccludin T Akkermansia T
Desulfovibrio |

TNF-a . IL-6 . MCP-1 |
PI3K/AKT/mTOR/STAT3/
HIF-1a/VEGF |
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HR O RINBERR L A L7 1021 ~ 40: 1 4L 1 76 98
G P R T T, B AR R /INEER L SIS 2
BI7E10:1:1 ~ 10 1:2 ek

L R BB /NEETR (45 50 me/kg) 76 BL3% NAFLD kK
SRR (1% I A U 725 1 8 235 )y T S 3 X
5 ) k19 22 18 2 /N A 45 24, 1LY ALT (AST TG .
TC 5 5 25 25 A LU AR LA 10 35 25 5 BB 4R 24 )5 TP AL
ZUPPARy JE K 3k I, SREBP-1c JE K K & 1 .SCD-1 .
NF-kB 3 [H 2215 F i , caveolin-1 8 (1 51k [ E 5>,

TE—TRAN A 49 FIREINAEPEREEE Ry S1 ~ S2 Y NAFLD &
F I PRBERLGH BRI e, 457 5 /N BEB (500 mg) |
AH A (30 mg) LRJER (30 mg) IRAWI6 A )G, 5
TR LL , H2 32085 W0 iR 7 ) S8 8 I35 7 5 0 B
F 7K F- \HOMA-IR 5 5OFFIE CAP {34 i 2 Ak . i
—PHLHIBETE B2 IR B WY HFD /N U BT 6 B 5%
FHCPUY W ol WK R T OB L E R R AR
JE A 45 2 P miR-122 AR 8 miR-34a 235 & ¥ Bt
NAFLD 1 %,
2.3 JFEERBAXARORS A PRIEATIT B R
(A B3 I D RE , 3000 P27 A A VR T st X4 1 Ay T
Ty YRR S AL TR PP ) Bl 1 5 55 4 o i
SR PR B 35 A5 TR TFRE 2 T 5180
FEVU SRR INGE 254 L1F5 F K BRUIFEF AR AR AR, U2
SV R o B AN AR 2T Y (e e 1 R T e FE
1 H P R B(16 mg/kg) +75 754 (0. 5 mg/kg)+ TR T
Iis H (2 mg/kg) R lcsE IF£F i A e e 4L B TYS 973k 5 R
AR WLRIBESE o Y S TS R 4R AR R A R
JF2H 28 v A% 40 AR 2 9 CK7 . CK 19 TR 400 i A s
Y EpCAM ,OV6 (1) 3 ik B 5 FAIK, 48 7R JY'S AT 410 il S 4H
208 e 1] JIEL A7 200 B A P LA S 07, O L JY'S A g it 41
il Noteh {75 5385 , 42 AH TPk IF2T 4 4L 0

FFZ B IR BIK G /K QAT ZR B R s HFD /)N U
WERG A PE K T HFEIRE , ST8CE YIRS Akkermansia
M Blautia %5 35 4= BE3E Nk A2 AT RR A A 56 14 & 4n
Clostridium F1 Bacteroides F%?ﬁ?é”“ 5
2.4 FAb rhii I RERRIURLIA T G 105 I B B Y
I P28, I R A T I AT v ot 7 o 3 A U4 i
NS ZEE FHSE A K 2 7 5 B A, 38 2o A
N RSN SZEG TR E H 102 102 1 AR D e, %A e 2 ik
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