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Role of gut microbiota in the treatment of nonalcoholic fatty liver
disease with traditional Chinese medicine
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Abstract: Nonalcoholic fatty liver disease (NAFLD) is a genetic and environmental factor-associated
metabolic disease that can lead to fibrosis, cirrhosis and hepatocellular carcinoma. In recent decades the prevalence
of NAFLD has increased, but effective pharmacotherapy is limited. Treatment regimens in traditional Chinese
medicine (TCM) have made significant contributions to the control of NAFLD, but underlying mechanisms are
far less elucidated. Increasing evidence suggests that gut microbiota play a crucial role in the pathogenesis and
development of diseases including NAFLD. The outcomes of such research open a new approach in identifying the
molecular mechanisms of TCM. Here we review the evidence that gut microbiota might be a target in the treatment
NAFLD using TCM.
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J7, A 5 — AN SZ W UR A TR S (B A B R AR
FEW) (AR B, M A R U T R 5 B0 8 I 1
T B3 BR 5 A DA R N T K 1R B 2R R, S0
A KRR R VER o R, “P— i 1 B AT ]
REAE AL 45 NAFLD £ N (175 22 i o % #8284 FH B

TENZEI B Wi, 7 A & B LA REE D), £
FEAH B o AR B O R LR IR, R 4R 2 R
SHPE o 75T AGIE A [R5 A7, 40 B 0 2E BRI 3 5 A
AHTE (R DO, E BAAFERA B 1T EBER B TEAT
IRUBCZR T 17, 20 15 Rl 40 B s 2 10 90%, Fh S LA
PIAFBE TR B T T A F B TR, T
115 JEBE TR I b 2R 5 AN AR B (i BB R 1) 5 T
YA K. Mook, N4 KA e 2 2 b
Jr b T BB L IR R 55 POLAT AT A5 S0 R 1 AT e
b, 3 B B 1) F BEAE AU BOIRAS R EUIRE. i
TH TR B 1) 4E RN D e T e 2 B 2 LR R, AR T
E 58-S IN G671 N Y NG Vi WD B 187 8 N G = 9N &L 7
FFRAFEN, R — WU AR B4 T KRS R IR
(high fat diet, HFD) 6 J& J&, 3 738 P9 (1) 45 2% [G P 14 B
KB N, i R i B RE 2 S A TE T B AR R
B, 25 /MR, SCENUAREY. fE @R
BT, 16 E A IE B A B2 50, X — RSN
PRSP A0S o E 98 B 2% A T A TR R B0 BT 1) L A7) S
W, T T B R AR G5 A RD T RE ) B L, WORR D TR B K

FSORE PG, T R AR 2R A 5 408 SR A U 25 L A0 4 0 i
B B RE R R AR R A 1E AT NAFLD 45 JH 4
Z [A] 0] BEAFAE B4 R R U190, Ak, Il PR 2 3% BH
241697 NAFLD B A 1R 4 0997 2, B A& X 25 4F - AL
B 55 AN TR N, R B T8 A A 2H BRI RE S TR R
w5 1 2 AR 7E R 25 ¥R 9T NAFLD 7 ok 3% 35 55 2 4
AW A EFE BARAA W) FRR 2] S S, ik
B AATT . I, AT K S T NAFLD 5
i T TR R 2 TR ) 0% &R, DA K T AR TR Y AE R 26T
NAFLD H A H BB 78 3T B B 5 A 24, DU A G
RIS %
1 NAFLD B =4 H 5|

CTRAT AR VLR B, A B R TG i HER T
R A FF I T8 52 gk R Ve, R A AL R, PR AR
PEAG A7, DTS U B Tl g R AR B RG, A R BN
NASHP, NAFLD #¢iA & AU 25 0L BT E R 2L, B i
FHLPU (insulin resistance, IR) AL 25 & 1F 5 % 19
BRI G, deAk, BB 423 VLR I 3 S5 HAh 20

Table 1 The composition and density of the gut microbiota in dif-

ferent parts of gastrointestinal tract!®”)

Bacterial
Part of . .
. . The composition of the gut density
gastrointestinal K .
microbiota (per gram
tract
of content)
Esophagus Bacteroides, Gemella, Megasphaera, 10'-10°
Pseudomonas, Prevotella, Rothia sps.,
Streptococcus, Veillonella
Stomach Streptococcus, Lactobacillus, Prevotella,
Enterococcus, Helicobacter pylori
Small intestine Bacteroides, Clostridium, Streptococcus, 10107
Lactobacillus, y-Proteobacteria, Entero-
coccus
Cecum Lachnospira, Roseburia, Butyrivibrio, 10'"'-10"
Ruminococcus, Fecalibacterium, Fuso-
bacteria
Colon Bacteroides, Clostridium, Prevotella,

Porphyromonas, Eubacterium, Rumino-
coccus, Streptococcus, Enterobacterium,
Enterococcus, Lactobacillus, Peptostrep-
tococcus, Fusobacteria

28 B E NAFLD [k et R 4% 17 s 2R/ B, R
JRE AN 751 1 15 3R ILE 5 IR A 5%, IR £ NAFLD H &
W, BRI —. IR REX AR I 223 b i AR AR
H, A% 32 21 JH T 1R 3 25 i JUT R (free fatty acids, FFA)
B, S EUFIE NG D7 AR Y, I S FFA 2 51 it
AAb, T A R R SE 1A 7 AR 22, 58 R 4 i R 1
FFA R 2 S A B 0 28 0 A T R s 1 d 2% 5 8016 i
PERF 23, ARG AH NHEH 1“2 IRT o Ul 724,

NAFLD ([ £ 245 5@ % 2 — R F &k g4
K B EEH 98 T (nuclear factor kappa-light-chain-enhancer
of activated 8 cells, NF-xB) 1@ %, 7F NASH 1 NF-xB i
PR A IO o X 3 EOUFE A B PR ) 7 AR B I, R 2
Jifr 83 R BB T o (tumor necrosis factor alpha, TNF-a) il
41 i1/ 2% 6 (interleukin-6, IL-6), iX £ 41 ffg [X] 13 i
P IR B 2 2 AR R 2R 0E, AT ik T IRPS, A fF 5T
KIS & HB & /F (cholesterol, CHO) ML A 7 - £ 7oA
LN G T £ 4 AT A R B B 5 NAFLD A i,
WAL, SR BR T 3G 0 I A 19T A LR TG 4b, 83 n i
JUE 28 JhE AN AR 4E AL 127280

TF 53R BH, W38 ik A2 4 2H ORI R S R B R R
A2 5 NAFLD )& A4 R J& % P)AH 52, NAFLD &3
L ez ol F A b, HiE 5 22 R E R S E R 2 m
e 22 G PH P B DB, Boursier SECBU I 5T R B, I
YA EFEIHTEN R B ERE R H . 5 — D sk
B, NAFLD % 5 4F NAFLD 5% 1) JE BE 3 ] J 5k
B 1) IR AE 2 35 22 7 B2, T 04 NASH i 35 11
FOERHR 1 L A7) B 5 5 T NAFLD B %), Le Roy %133
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H4 A NAFLD /)N 5 7 38 T 3 A2 48 21 J0 1/ BRI Y,
KITCH /N B BT NAFLD 50 B AE, A0 45 e I
JUE I 48 B A 7 A 1, b A 3 A I 9 R B0 1 TR R T
3 R e U R o AR, H S EMEE . BL A
1t B B 18 T B ) OO 5 R TR AE NAFLD & i F2 P
PIEEAEH .
2 BAEREEE M NAFLD A {E A AL

B RTHEFT A, I B B T DU i 2 R s
SN R NAFLD, 635 52 Wi fi7 18 38 5% 1 8 15 00 & b g
RS S A0 i R A T A G A BE T T R (short
chain fatty acids, SCFAs) JIH Bl A1 IH v 58 i AX 3 £E 11
T8 R AR I AR RS 92 98 RE AR B4
2.1 EmigEEE

figy 1 38 PE R N /& NAFLD & A R J@ i B R A
KB E, g A T DO AT . IR
A, FWE DUBR I R30S E A5 2 PN & LA
A FH 4 45 i 3 B B X Dy e, 1 FL I8 1, PR A1) 4 R I
RN b R 2 Gy A, BB R R N, i e T
hn, FECRKEME AT DS T KR A A
AEIR . 7E NAFLD B3 FI HFD HEFE 1/ R A4, g B
"B % 2 15 11 ZO-1 (zona occludens) 3R 15 F %,
T8 JF i 50 M1 57 B W AR, G800 TR R, T BN B R A
R By 3 meesn, gk Ab, g 1 8% ViR 5 NAFLD
) 7 EE R B AR O, W AT IS W R M PR T 6 L= 1)
R imiEVE m TR AR R LR, B R R miE
Ji B2 Ty e 1R 5028 W] fe 3 BUE 6 IR @ i, i NAFLD
RIEEMEHER S MBS RENHENERE
KA1, Verdam S54RI NASH F8 2 1L 28 H 16 s %2 B
(lypopolisaccharide, LPS) $T 4 7K ¥ #&y T {g Je % HE 4.,
HLBt A 9 7 A FE G i g in . DAL, fR 4 i B
R Th e /2 VA 9T NAFLD J HAH I 1) B 2@ 1202,
22 FATIREPEEERIRI

A B 1% HOFI it A7 1) 189 I 2 & 5008 AT NAFLD 1)
N —RAF ML, T A5 NAFLD 11 & 42 & e % Y1 A8
K1, Backhed MG TE /)N B ZEAE A M0 7% 4 21
TE R /N BRAR N S, A BT TR /DS BRAAR P A T I R
57%, IR T IR, W T8I\ 9 38 B R R AN T S AL ik
IKA G ) % 18 S PT R ST ) T 3K, DT AR 32 0 1) TR i
A RE B AN, FEAD SR T 423 b B s B IR DT, 4
HENE W7 230 TG HIERR, TS BB A A . B
A, W T8 4 TR 34 R REIE I PR/ g I A R AR R B
A AN 3 b, 3 BUNE B A 7 B P G e, AT AR
JUE B 107 ) i A7 38 0], d 2% 5 3 NAFLD ()% i
2.3 I4Z SCFAs. BERE FnRE1ER AY 1K 15

R SR B 22 (1) 1IE 48 32 BH i 3 TR AU 7 0 £ NAFLD

Hh L A B AR RO, ) G, LT B R B i 5 SC-
FAs FI 2 BT /K VAR A 17, 25 v i A E 08
o W AE W0 K Y £ BE P2 4R SCFAS™, 78 1R & i 4h 78
SCFAs CL 5 IE W6 NAFLD 3 {4 1 @), IR FETR 4
FEAR W AF B AU (0B & BRI o FFDh e A fR
PORBEIT R . A0 70 R B IR 7845 S Bk i g AR 4
/INBR B 52 T HFD 51 T ik v 9 55 R M TNF-a0 K
S, D R AR B0

B R R RS B ARG 5 2 T B 1 (very low density
lipoprotein receptor, VLDL) 7= 4= AT fig i #% i %8 %
HEL, RUCTEZ PR R i IR = B R
F NAFLD, F#fik VLDL i th 7K, 8/ 4 At 5 804
JiEL G 17 15 F0 CHO HERR L A0 R 503 4 i PR 7 A IR
07 R 88 T, 55048 T U e B AR A0 ) 8 R A £ A2,
Y 38 B A S 5 IR ) R ORT = FR R R A3, SR
A P HEgR =, S5 P B4 T AR B = AR MR o BF FEUE S
HFD TR £ /5 B 19 1 18 1 3 e 1 38 0 IELB6L 1m) HR fie 4 £,
B ARG BB (0] A= 10 R FH E, 3 BUNAFLD ATIRBY,

JEY TR A FH FF R HP ) CHO AE R, BE W (i i3 AR 5
£ 8 J 8 R I, W B R R ) I R B 1K 20
Z RS IR A BRI, JE T BR B 1 2 33k g s )
W, SETER B SRS R BNE S 0 T IEM, JEid in
Y A b 92 JE G X 52 A& (farnesoid X receptor, FXR) Al
G & H A B IH V2 52 75 1 (G protein-coupled bile acid
receptor 1, TGRS) ¥ 15 e AR, i w = 51
THER ARG BE AT LA 2 T 08 R AR T DAGR SR 005 1) K AR R
J&, X BT BT A IR R R ) A SR AN E
24 REBERTECE

— L 7 B R AT DA AR S RER L, T IX L))
JR 22 [ TE R A A AR, I 5 Kupffer 40
A9 RE K115 508 B 0 B0E A %, AT 2 2 NAFLD
(0 AEB7, FE S RE /IS BROZEAT 1 — TR 72 R R BN, R
SR/ BB SR NAT AT RORS , (L 7E FER H 1 A0 A
BT LW, i NBUNAFLD JLE A Lk, NASH &
JL IR T B B T v, 3% 3 B P9 IR 20 T T R R
Tk 9% A 5 T 0 A AR AT
2.5 HMGRERAE

YT S AR =4 m B0 P 1 G 2 4, T 2
1 JRE A0 L IR 1 [ 77 AR, i — D IR i b R B R 1
B, IR 738 90, 4k 10 2 T — Sl 38 n I BE 2%
FEO00), iz 3 B 77 AE ) LPS & Toll KE 32 44 4 (toll-like
receptor 4, TLR4) [FJBCAR, BEGEIE TLR4, M= A= {2
2 PR A A R -, 7K ST (9 LPS 3l i 473 35 4% i 40
SEATFG, WS BNASH 7% kel w78 & 3,
HFD M 5% TLRA Gk 2% (1 /)N U JIEAS 2 tH BTG 1 A2 4 0
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FAE, IX 7 WS TLRA KR 1 15 538 #% 55 BT T 4 5E
[y 7= AR B PR 26162, L S-SR FE K M R VA )T HFD %5
(Wi fiz 98 /I8 B, Rk T il 90, 1980 1 FAE
JiE 7 A8 PR A IR, Ut B i 3 %8 9 A& NAFLD R 1 — 4>
B RO,

3 LUBEMEN A SR NAFLD BT 535

W 50 2 B, 3 3o fe B AKX B 2 AR ARLAE M kb T AN RS
L {3 218 M 3 A W BSR4 P T T, T DA R 2
A W 0 A K, AT 2638 NAFLD H 3 (10 B A 2% 1
FTUE Y,

2 2F TR A FE U 1R 41 TR B B, 6 R
Ao FEME SRR AL 45 F T B FL A R Shirota )i,
NASH zh ¥ 3 18 4 Ji7 A 38 22 1) By R B 1000 2 ek /D 1691,
BbAk, & R 205 AT 3 6 97 J5 , HFD ME9R K Uz iE
MRS OE B R AR IE BRI IN0S . 354 B 6 AT sk
YE ¥ LPS/TLR4 5 =, i L& LPS A AT WE TLR4 1)
Fak, MM ZEZE NAFLD [k RO, a2, 2 A 1 ] A
87> NAFLD 3 (1 HIE 9% 58 & Mg 0 72 1, 4R 1 H A1
T 2 A B T AR 4E LB IR IE AR D, 7 — D
(IR 72 K ] B 25 4= B 4 NAFLD 4/ Bl K ML o

an A T S FE R 0 28 A B AR R R T IR £ AR
Fo JoiE vh 2 A A 28 A48 70 AR S T R 2 AR KL
& R RS, 3 A ot AT DA ek AR i T TR B, BEA T A
Joi 2B BCRA IR TG B 7K SO, e Ak, g 3 1 A 0 2
A B R T B 0B R R0 1T K LT SCFAs R BE U0,

¥ 25 A5 B RN 2 A T A5 A TR — S 1 R B R T B
MCNEAETC. T NASH B3, KA # 51K E R
B L5 AT DA ARG AL 3 o TNF-o T A2 9 25 5 19 KCF,
A I AR T R AR NASH 8 8070, kA, W 90 Kk
L&A L RENS 1035 NAFLD, A] LA T T B Al BhiG o7
NAFLDU2, SR, 64 6697 1V F e DL A7 75 2t
— SR .

3 3 Aof P 702 2R ek 2 g T 4T S e A A R
PN S AL AT RO T, B AR R T LUIE B E AN,
A RGAIT RERTY . Al PUAE R AT R IR YT T AR S 6f
15 LAV IT AR . fE NASH K BUBE RS I 9T by, IR
KB 0] LR 2 B35 N = R % 28 (alanine ami-
notransferase, ALT). K 4 % 2 % Z I (aspartate amino-
transferase, AST) Al TNF-o 7K T3, £ ki & B Al
B N PR S R S /N R T 7 e AR,
R ESHERTERIT6A, A /NadlE
IR A K, B 3 R AL R R R ORT T Th U7, i 7
NAFLD /] BRAR RS ik B, K30 E1AR BT AE 25T 40 i
P A, BRAR T % Mk b O BT IR 1 5 B, e T
RREFEF YA, tAb, A B 3T 85 5 A B KR %

B4 H, PRSI S TG IR ot HE R I3
P22 I i (0 A2 RO o BRI, BUAE BRIR T T 1R ARAE
W0, AN AT e 51 B R SR T, KA P AR AE P AR i 24 X
W5

S T 2E W B FZHE (faecal microbiota transplanta-
tion, FMT) & 45K & 7 41 01 1 2 (5890 o7 M\ A e it 1k
¥ 2 AR AN, BLE S — 1T 0 i 8 Gl R
FMT L IE B R 08 G R0iA 7 MR AR 1 B, [R] It ]
I FEAR I R AL S5 AR B W TE 0w 1R yT . AT
FKHIFMTIRYT 8 A J, /N U P I 077 HERXURI if 37 % 20
il 7S S5 2 BRI, /0 I JORE 5 R M 4 i AU BR R AR
B, XA 7R FMT % HFD % S 0 il 2 A —
JE IR T /R B2,
4 Z5IEYT NAFLD BURAE E AT AL R

I PRAE 52 22 W1 H 2596 97 NAFLD B AT IR 47 1097 %K,
B T ar %, VR FIBLEIOS A B8 . Bl X 2y
PERIBLEI RN R R, 8K 22 (1B 97 22 B 7 18 1 1
WAEH 257697 NAFLD kK #5%5 = Z W /EH, LA b
FAALTE BARAE W) R 2 S LR B, ik B0 46 b
277
4.1 BFLEY
4.1.1 /NEER  /NEEGE (berberine, BBR) A& — i M\ TE
HEH o B AR B B 25 F AR e, H OIS I TE R 2, AR
VIR ARSI, H AT 4/ 2 0 L K 9L BBR B2
08 T T i A R A A ) 5 S A G ) R R R . i
HFD 32514, i F NAFLD #%, 45 F BBRIGIT )i Al
DAY 25 T & HFD 5162 i XUSOR B AT 2 L R 1T DA & 4
FFE 5 5 BE TR EUAE IR BRAIC, el AT B R, 12 35 PR AIC
WE NE R GIE RS A E A S T LPS R
il 1 JR B 2R KK P, R I N B 2 AR SO R i IL-6.
IL-1 A1 TNF-a &5 20 R 5~ #3900 ) & & A # &
ik, B35 HFD 95 -5 10 I 10 22 1 A 0] Jizp % 6 7 22 6k
2 J IR RHG ORs861, i el el S (57 9, 7 ) BBR e 8 3 ik
HEAUAT o B, SGE RE ORI, 2 82> HFD 5
) JEF U JUE J5 HE AR S LPS AR i, 0 AH G 9 E R 7 B
. WHiE R4 T BBR G, SRR R A A
REEET £ TR B (acetate kinase, ACK) HH 3£ 75 -t £,
ot %4 B A i 2 B% (methylmalonyl-CoA decarboxylase,
MMD) 17T B4 B A: 512 35 4 B8 A ¥ #2185 (butyryl-
CoA: acetate-CoA transferase, BUT) ] 3 ik = i 3 4
Jnesl, [R i, BBR W] g ik 1 1 i 8 s A e B
[V 18 B B Dy R, 4k 1Ml 2% NAFLD.
412 BEAE AEMERZ -MRAZHELE
Y, BA VR PUR PUR RO MU AR .
HFD i 3 s P8 b, 25 7 3 227 B BE 6 2 2% [ MK
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HEE AR /) B R) ITTLAE I O RN P U I DT 2, 23 HFD 5l
G 1A P 3 B A O A, B R S DDA B T 5 SR BE B T
EOAR, S 25 ) S 3R B 0 A A, i L IR A R OB A
WA R AT DL 25 58 s 2 e g e A o)
7 Ak 7 S g Wi X T (fasting induced adipose factor,
Fiaf) 7£ 1738 W 3R 1L, FEAGNE & A IR 7 5§ (lipoprotein
lipase, Lpl). il ig it 44 B A 25 1 F1 i (stearoyl-CoA
desaturase 1, Scdl)~ i 5 14 ) Bl 1K 34 A= W) 00E 52 4K y
(peroxisome proliferator-activated receptor y, Ppar-y). £,
Tk 4 B A FRILER (acetyl-CoA carboxylase 1, Accl) FlJE
Wi FR & Bl (fatty acid synthase, Fas) &5 5 I8 I BR & A &
JIE I A2 R O T ik R SRk, 38 ek o 3 i 3 i A 3 L AN
1) 55 18 197 A2 RRRH DG AR AR U E B R ek 2D B RE,
b, B R AR T L S  TE A, S S R e
I, ] TNF-o 55 20 R 1, P& 5 0 &6 18 Bt 5 T
BE, AT 5% NAFLDPY, I R 52 56 % W NAFLD & &
R B2 12 8 )5, % ALTIL-6 \NF-«B K& C
SN EE AR KT B R B AR, 4 i I 0 AR A g Y
T3 T R R R W, A2 I AT DA IR I R
CHO /KPP, PR, 1 28 7l v R i o 3 i 1 o
ZEFL, F00 AR 7 AR R, 9302 J8RE PR 1T K #5 5T NAFLD
HITEH] .

42 BRHRERERY

421 HKRFRERERY KT AR ZRHEY) Lk
T TGRS . A0 FUR I TUWR 7 A] LA DY 5
AT 5 5 1 JFE A0 R BRI JH 453405 2 i T TR R R 3
MRRT 25 R AT DL/ /)N BRI 38 A XUBRT T AL AT B
JEE, 3380 o 3R G RIR B AT B PR B, TR T 2 R RE I 0K
¥ LR BEHER, IE IEH RS R, R Tk T2
BT /)N B ) i A R 3 L B AT — 0 R A TR
I, TR R AR U AT e U Y T R, A
2% NAFLD 5 it & .

422 ZERHERERY SFrES52ZmELEY, W
REETILHKEZFE T E T IRAEE (epigallocatechin gallate,
EGCG) MR & T JLA # (epigallocatechin, EGC), &
AR B A B RO VE H, W] B AR 1 R s 2 8, oasb
JIFIIE TG J CHO HERRISL, 2% 22 M 4 o\ D9 g B 2,
AR v A MR TN el AU R DT ME A S T RE 2
PE R TS AT 1) 5 BB T T L . A, 7%
2 Wy ik wI DA DA AR ) 7 0 RO 22 F AR B 51 R 1Y
A EE K AR I 10 i 077 4 T SRR A U R 7 A8 4, PR
M3E o S CHO VTG I B IR 25 1 78 &) 0 A ik b 3R
KPR SR T BRKT, X ] GG B TR YT
JEJiE B2 AR O B ARH I 20, W NAFLDP, 318 B K
B4k 2% P [ EGCGEGC FISE R R & B T R R EE X,

L R84 38 3 O 7 o A 0 ) BB 3T3-L1 i i 4
L HERRCR, I B G2 R TR BV T ATE A 2 54
RN 50 9800 VA 5 R 7 822, PRI 5 R U R 98 0
AR AR O 5 TR Y 2Rk, Wk B W 1 R B T O 4 A0
KSR U, ZRAS R FLHREU AT LA o A e B R DRE
AR, WA B R 4L . UL, B AT AR N — R i
A RURS Kz ] NAFLD A5 Q35 LA S B0
43 HHERF

431 MEFZ WETHHRE AS AR KH
A AR, HE KT H R AR 7Y, 6B T S A 77
ZFNREEANS TR, KA oM. BRER,
FRIEANONE . SR HR, BB HEHF,
A 25 oA, IR E SR, 7RSSR
DY 13 ] RAAE /N BRI 2% b ) R SR A B K TR
W, MiB W s R EoR, WE Fa R E — el
T T R O R O D, B0 LR AT R B U AT T B, R
BRSO, EIRRREG R, B miE AR G B R
FVUE T )6, 3T D-FLER /K T 85 & PR K00, g iE
W R ESEE N EE RANE Fa)E, RIEE
R B A3 A U TE UK 180 45l NAFLD & 7% Fi
Lo ity A5 IR AL, R IV E T 73697 6 A i
Hr ALT B 45 Sk 5% AR B /K T BRI, 1 i of B 45 Bt
BN, B FEIA N DY T 7 AT RS IE I I s B T E
7 VAT P T T T A5 S S A0 T A RN R 5T N R
AR, MR 36T NAFLD FIfEH .

432 FEBUR BRI PR R AL B
B 7 I FE T2, FL AT T PRIV MR 25, 35 IO 1) 2
% . {E HFD % 5 ) NAFLD Zh ¥ 8 AL b | 3@ AL 8 5
Al DL 2 B R i B 5E B 1Y) 4 B parabacteroides
TR = B, S0 R B ) R 4 i o R A 45 LA &% el
HFD 5 & 1) 41 A b Fi < Fi i 28 4 L 28 4 P v v % g
R HERR, BRI IS o ALT VAST. L% LPS 45 & 3 (1 AT
TG 7KF, #1 ZO-1 mRNA ] ZRIA1051000 - LB 114k
T T e B VR N R R R 2 T e e O
A2 P I 8 0 J% figp 1 3 3% 1, AT AE 2% NAFLD K & £
RIE .

433 HEEZ WEZ B AT S R S
PEAL AR RV e K. BT ROR, TR AT L
Z PR NAFLD R AL/ B3 25 B afn p% | 25 iR 5 & IR $4
. K CHOTG, kb /N BRI 4124 TLR4\NF-xB mRNA
JE A RIS, a0 A 4 B8R, T RE 7T 3
N BRI B AR AT 1 R 3 PGB S BT B B LR AT 1R
&=, D KGR AHEE .. PR R T
5 Jigy T TR 4 R D53 TR Va2 U IS o7 S A AR 48 o
S, M 22 A NAFLD 33k g 0on,
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434 BAREREE BAREKITHEMAR AR
R RS AINE 7 2H o I PR B 56K 80 5] NASH &
&, BEAL iR T A R, A A A RN, 45 T %
AR R JT 1697 I 83 L3S o ALTAST e A # 3ROk
B T B, o Tl R A A i S R R, VR IT L RE iE A
(XSO B LR AT B8 A2 DL B = BE 1S, 1T Ji BR 1 A
JAT R = R B . B AR IR B R P R 7 ] Rl
A T R R AR S A, G TR, T T
NASH F Il R i 7108,
435 mRFUF wAUHENKTHER IS
AR B A BB R ORI R, WE B 4
HFD i 3 /) NAFLD K i & “UE 7, & REW, 51
RUZHAH L, 5 A0S A6 7 Re % B AIK NAFLD X BRIl
ALT.AST J2 LPS KV, Jf W & 5k 2> BT 24 Jfd 8 A AT SR
Y, Wi W RE 4 BT 45 R R OR, 2R B T RIS A A )
W) 1o 3 T B 2 RE T, 4 1E HFD 5| 2 i 38 1R B O .
W 28 AT A R BB L I 1Y 1l 3 B R R NAFLD K
Bt 200 I P 453477 0 R M7 AR 0%
5 REFRE

rh & Hh 24 2 b AR R SR 1 E 2 R A
o 24 LR AT 7 2005 1 FH O NSS4 R A L T BRI
TR, FE 8 1695  J5E 2 O A8 U7 T s HY 1 eRe 10 35 A0
Sk 77, ) B HG 24 50 I kAt B 43— ML R B T 24
FHIRBERL e — . 2 RIET 2R R 2 HE
W A GE D = (I 22 05 R0 T T 2R A,
R H IR TT N8 2, 38 A LR T RO DD IR AE )
MM EMRR T JE . BE R R WRTEEE, hiEE S5 A
A A e S 50 T oK 349 B R, BN B4 e kb At
TF 9 1) 4 Rt i 38 A1 PF 7 A 9 AR AT A 436 v 245 4 AL 1
TERE T BT HALET o Bk MRS R e w5 2
J% 53 B AR A AR R, AE 95000 IR T R ke 31 B
BAER . v 25 R O T T TR AL R, B 5 5 A R
PRI SR AT, S 2 M 3 B R A g e b 24k o B )
A Y AN R A i R 1 BE AN [R) AR R AR
WA, e A T 245 B A D7 AN IR R4 18] A ELAE
o A wEFE R, RZFEER > RZ 2] i 1E
PR HE LR, o AIC 5 BE B 1D /AU AT B 10 BUARL, el A2 TR T
115 &, b &A% 0% W M. schaedleri, E. fergusonii,
Enteroroccus, L. lactis, C. lactatifermentans, O. valerici-
genes £ J& , ¥ N %5 25 B P goldsteinii, Bacteroides, A.
colihominis, R. hominis, C. methylpentosum, E. coprosta-
noligenes -5, B It FRAR I A 2 9808 (Rl 7 20 ld, 380
B B b Ty i, 2 2 J i A F a0 D I 7 HEARAE O, S
41 BBR ] 4l i i 5 08 i i A Dy S/ INBER, B
b B An R WA 22 S AL e A 8] BBR, 4k T HE AR N R

2 R0, R 28 K g 2 v AR A B BRI, AR
Je WERUAA R WAL e 4% 245 B 8 SR 2 a 42 B-D-TH
BEFFBE KX p-D-4 B0 H B AE FH AL b1 A g 1) 0 72
T A5 25 BRAE HI S50, A SC A NAFLD £ 2, /i
Y47 DAl VR TR T O R P o 24 24 R AL AR ek

Z AR EAR R, b 2 (R AL SR R el iR S
T R T S O RES, HL R R RS TR A A
7 T VA 0 A R R 245 RS A RS AR A 3 A 1
W, Vo i R R T 2 85 R R AR IR R AT 4, 1%
GirhEAER &5 Big P EAERIRS
BUARE AN 2 BRI 45, R A ik vh S5 P2 0 iR T
A (K3 FE, AR 2 A5 B AT .
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