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Abstract

Non-alcoholic fatty liver disease (NAFLD) is a metabolic disease characterized by lipid accumula-
tion in liver cells and chronic inflammatory response in the absence of abnormal alcohol intake. It

SCEGIF: BRI, . W3 R - I A2 SRS VR AT R AR R e R ). BR A2, 2023, 13(2):
237-249. DOI: 10.12677/md.2023.132038


https://www.hanspub.org/journal/md
https://doi.org/10.12677/md.2023.132038
https://doi.org/10.12677/md.2023.132038
https://www.hanspub.org/

is considered to be the main liver manifestation of metabolic syndrome. Studies have found that
there is two-way communication of substances and signals between the gut and the liver, which is
functionally synergistic. While gut microbiota and its metabolites are also changed in different
degrees and affect the disease course of NAFLD through the gut-liver axis during the occurrence
and development of NAFLD. Therefore, this paper will mainly review the structure and composi-
tion of intestinal microbiota-enteric-liver axis and the mechanism of gut microbiota-gut-liver axis
in the pathogenesis of NAFLD.
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1. 5|15

K 14 I 5 T (Non- Alcoholic Fatty Liver Disease, NAFLD)& tH 7t I & WA IE R 2 —, $84E
B 7 PRS TRN BOCRE LB A% 25 A T, DU AR 7 A2 1 e 5% 2 32 B8 BRARRAGE 1) — A A Rt M [ 1]
WEE i o7 & AR AOAE 1IN =, NAFLD 23 & e Jy AR kS 1% s 7 11 % (Non-Alcoholic Steatohepatitis, NASH),
I NASH W REFEFLF4Efb[2]. FFOEALEL 2 PR3], JFBE IO i UK [4]. AR R 2R n B R 2R B
%% FE i) Abdel-Aziz Shaheen (%% NAFLD & 16 DLEAT 1) Meta 7341, 2022 £ NAFLD 4 BR AR %
N 32.4%, I HIX—LBETERRSE (5],

NAFLD #: 5 H Fleming 28 AT 1981 4E&H[6], X THALHFIF AR AT 40 R, DAE “ Zk3TH
UL ANTNER, ZEEVAN, RESERORE AR AR AT S A R S AP, S ECH I = BRI R
HERE “HRITE” ; BEETER AR TS AR b, s R KR T RERRAS, 5 R A SR
PRI I ISR, SRS P PR e 95 4 B R TBC S RE R 156 AT 3 30 NAFLD M@ “ ka7 7 [7]. 4R1, B
TR, X — 2208 A2 LRI AR 10 R, A7 50 30F BH R 8 24K (8] [9] M AR L[ 10] [11]. Y
BEERMAE[12] [13]s AR SRAE[14] [15] [16]F0 B 78 BEFERE IR 17] e & PR 5l 56 2 MR 25 3L [A] 22 5 NAFLD
MRS R, HOnfEEERl BATFM T “ZHE AT FU [18]. 2020 45 2 H, EERAEW; 6
247N AL B ASCRE ARG 14 I I JH B 44 D AR A OC T 1D M T (Metabolic Associated Fatty Liver Disease,
MAFLD), *F#f# NAFLD FAmEALEIIE 1 K22 [19]. 1R AU R = EE RIS B R 2 B2
KRG E, AR AL XA A= B, RU/E 2 E0RE RS, 5T e T
IR R B AL H S NVEH

JFF AN il i 1 R — R 2, B IR 2 i A Th R LR [20]. TR AR RIE 5, A 75%
(At ok T ER K R G0, T TR KON 2 B3R T B . RS il S AT OGBS B I ER K T, B —
JiTH,  FEARAR A e LA IR N TE, el E i thee, BRI RS Wil 2 IR 2 D))
KR, B “M - FFh” (Gut-Liver Axis), W - FFRH A& MAifE . R A=Y mA BAEH,
FHESZW, TERL T — NI [21] [22]0 i ik S AR = P AE LA 1 AR R G328 S 97 45 1E 86 A=
PR R TR, R E VR — PR S0 P i 38 B (23] [24], 451 W e A m] AR
7 A T IR RN T R 454 4 JIE I 2 (Shoort-Chain Fatty Acids, SCFAs), SCFAs A b iR GLE JRFIRE &Kk
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Wi, W I 07 A ORIRE A2 [25], SCFAs i 1] LA g B FEEK 2 /4 (GPCRs)H 1) GPR43 1 GPR41,
MR RAT 5 I BI[25] [26]5 T8 b F T 15 € U2 1 ISR IR B2 b T 2 S-2 E i iR A/ ) A
[27], S-FROMGRME RGN, a2 MR AL A AR 28] fiE BB
WA ARV BRARW, NI FE4ERr R 200 . IR B AT H vk = B8 A S LORIEMERI[29] [30] [31], %A, 7E
NAFLD WAHIRAIE A, xf “J - Il e 2 88 T ImiE i v AR =, 20 T JiE /e v s &
FRRHEERIVER, SHUR “W - I Aaniiad “Imias et - a7 o RSO “ImTEa et - 1 - a7
() £ BEXT FLAE NAFLD KA R i CanfE LRI —2xik, BEN “MiEwist - W - 4~ 5 NAFLD
RIS % .

2. “MEEEE - - T s £

“BHiE WA - W - B FeTCEY S B E AR AR B, Fd R SR A VR F (A B R
JE . BB R R A R R T ) — N R E LR SE, BER SR 5 508 FR ot i, (RIS S AR
TTRPEIRRE, RS A FHUR AR, FE A D RE R i i 0 R 2 ) R 3 R 43 T R AH B
VERSRSEER), EATUA— R3S 77 4T, ALERFIAIE 5o B e e A 25 (32] [33]. Wil &R 5e i i
BN E A YIRS TR B W TTE “IHiE R - i - A feSh R EEER, W2 iEE
G5 NG 558 B R B EIEA, T8 57 B R D B R e 2 DR 50 45 40 1) 7 R A4 B B R A (R 4B R
emiZ B E. w1 R, WRIEIARESETETL, Wi kG e e T RErT Loy NE Y bk . B30T
B AU B e A G 28 BRI [34] [35], b T8 W REA LM R T RAE Y BRI, 3038 L At g 42 5 i A 5 s
ITHRE, WA X ROV GE I ATUBE B A e 28 BE B R AT 450, AR W) B Bl AE J5 SCTRIR

.’2“6'
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Figure 1. Intestinal mucosa barrier

1. BFERE

2.1. Fhik s

BB A SN > T NI BB B 05— B, WEEVE R ER R RERZ, ZRUER
%IE%M%%,miﬁﬁﬁﬁﬁﬁ%ﬁhﬁﬁﬁpﬂo%ﬁ%ﬁi%ﬁ%%%%ﬁ%%%%%ﬁz
(Mucin-2, MUC2)ZAH L, F34MEA B BBV THALEE . PURE Ak AR5 40 F AN HA S iE i (37]
RSB B, AR TE b e EIRSOK 7 1 AT R AR AR 2R RRR G50« ANTR] i B R T2
JEA—, W Z35m2I K, B2 IZEEIE, N Z I RE R E TR A, TR IRRE A
TEFRMBISEE, BN R Z B0 . AN RIGEIE, WIRIED AN SP)Z . SEEE—
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M A0 2 S A B B AL, FRONBRIARNRE : WEREEMERBZ, LA DI M HS T
AV LA REEN . 2 BRI RSy, E N ERRE N sl AR, A
JZ R A WR G M ARG R R R AT NANZ AR FRZ[36] [38]. WHTCHE R : KREMARMHFRZS 12
AN R — IR, BEE RRERS W, NV MANEUERE B, T AUEIREE R o KBRS W A o A 6
WZEZ) 50 pm, ANZKHIZI)E 200 pm [39].

2.2. R

BT FRZEZ T, RUENURSRRE, 2 5 e iz iRt i i 458 028 0 14 () B B B2 R R [40] [41]. HLIRBE
BEa 8 1402 FH P A A0 14 B 8 I sz 4 B e 2 T80 P 4 PR 482 T T G PO A e 5 4, JEC 200 20 A 8 PR A 12
YA MORANA . 7 PN o A2 33 CQAT LRI S AN [42] [43], &R b5 0 it I e gk ey % 2 % B AU
I 322 o 2L RS P T 432 R A PR DA B MR S B A — 44 [45] . SR8 FE B2 R MR I Fiile b i 200 o 22 1) it T s
(20 M A) ARG TE (46, B892 42 W TE UBRU7 B R HE A 1) 32 B2 e DR 3R, A 9 P s 1k DA B 88 1 AT/
Iy FAE bR B B RS B EF[47]. BEEEN IR S HEWEAR T, B EREN—MES
BUEAZ G, HEFESRE MM REREAM, HPEBBE A aHE claudin K. occludin X
JRFRIE BRI 5T JTAM, 40 B 223% 82 5 (1 ) 3£ 228 zonula P8I R (1 K E(ZO-1, ZO-2 Fi1 ZO-3) [46] [48]
[49]. F-FPEEAHL . P I ER 1 M2 AR PR S fef 28] 40 1) B 48 LM e 422, zomula AT B 1 TUDKS: 25 42 2 0
SELEANAE b, AT R 5 2501« Rk B ZE B2 5 R 2R e 2 BB B 1 1 40 1 ST i P 400 B 52
B, MR F BRI N7, ARFRDOIKRE A SRS FRE AN MAEALMHEE
YEFTE LI, RGP ER R — s P T R B R 55 25 (8], 434048 1 Mt - fe 4 i 2 8] 58
T £, TRt 200 B R0 38 45 (937 BT [33] [44] [51]

2.3. RIERE

28 285 P 28 o I T o A% 2K e A (R RN . B/ BRI . A SIS . AR AT,
FIMEFEM . B 40f. T 40f%5). HIZHCE A (sIgA. 1gE. 1gG. PUEE Ik E) AR 2 4 RE 41 AL IR+ (n
IL-1. IL-18+ IL-18 S5 KIEAEF[52] [53] [54]. RpiE R e Bebsa— gt i N =2, H—ZFER L
J 2 L 0 RO TR R EG 4 M 2 i B A s 48 R R B R AR I A e BREE T A (Immunoglo-
bulin A, IgA)ALE, FIF7IEAHER 5 67; 36 =2 A AR I & R AL [55]. MRIEA R 75 E,
XL G AN AT o o R AR R [ R . B A B A o/f T A /0T cells AlHLEZ/E
WEAM A, X428 bR RGP IR T BYGHM IR 7, T DRI TE b R 20 B R T A R R S R R s
W REE IS [54]0 b R P BRAZ AR IR A P 2 e tH SRS, T DA o — 2t ) R B e fub W s, N e i o A 32
BIEA R SRANBE[56] [57]. EFEGET, BRREgNsl, FEZ CDA'T 1M, NKT 40 AUk A ¢
A T 4R, XEEGH e &0 1R AR BRI 2R R b R [58].

3. FEEESHERERNEEIER

NARJIE AT RL) 10 AREY), B 9 AEZMEET L) 500 FhEL_ERRAEY59], HIAERALR
FIARE T AR 150~200 5601 i R FAR AL TIiE b, T8 e S iE e b th il e 15, A
RELERF B IIASAS, MR AERFY LA B I B 2R
3.1. BEERSHEHBRFENELER

B R I T BB Bt A7 4E,  1EH R E e T BN ERZ T, FUE PR A AW
BRI PURk B SE,  (RfEEAE L 20 0 i b A A7 A T S AR, B4 7 AS
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[F RSO, TR R I AR S,  TE 8 Wl I 5 77 56 e AN WA B R AP UK BUR B AR K, 1
BT A BERE[61]. FRERR T A MIE W R EE I, &0 CUA N IE WAL E IR, A
IE B £ 7 #L 4T B (Bacteroides thetaiotaomicron) « & fl 2 il B (A. muciniphila) « taotaomicron LT 1%
(Bacteroides thetaotaomicron). XX #F B (Bifidobacterium bifidum). fifi 55 4T & (Bacteroides fragilis)~ i /&
J8 B Bk (Ruminococcus  gnavus)F14] /798 B BR B (Ruminococcus torques)s i] LATE AE & A & B I T B
TR IFE A RE R RUR[62] [63] [64]. WTE B REXT B BRI TE B S & B REH . %6, WMiEwE#EZ Y
B MR SRR, B FTUE BAAE C B /N BR(GF /N BO)ITE 1, 4 R RE 783 AR IR A0 B0 o AR ARR
T L W RAR T 1B H /N [65], 1145 T o B /D BRUIE 2 BE(LPS) R SR BE RIS . GF /) SRR AR IR 40 g 4>
WRRThREA Pk [66] [67]. #E—BHIFUABL, AMEH LPS. HIEEA. IRBHR(LPA)SFV L BIS %
[A-F(NF-kb), 1fi NF-xb 454 7E MUC2 (A 8h T LA NS5 & 00 5, fRiE MUC2 RiA[68]. MbAk, MgiE
HRAFAE —Fh 44 B 50 2 3 41 7 (Akkermansia muciniphila) T8 &, %56 @2 — P& O BN, S0
HARERMRI RN, SH SR AR H A Eh A T 4E R RS AR o B o0 8 R A B e 5
FA T Re S BEE W it 2, NI S 201718 B R ifsy, 175 K Wi 28 RE[69 ] i b B o ad o = A AR 4
SKE R T8 0 5 o R B T D7 R 2 W T B AU 1) 2 7=, Wi U B, JEEBE TR J 1) F 72 41 Roseburia,
Faecalibacterium prausnitzii, LW EAT B &= A1 T BR &5 1T LLSGE M2/WNT/ERK 15 5@ %, &SR
Ml Muc2 &5 [ B0k M 4E 35 17 38 2500 5% Bt 00 1E 5 58 5 AR [70]; B BR R34 51 B4 & (Sulfate-Reducing
Bacteria) XU T £ BIBAL YD I 2 I SR A T REUZ , (B RRZAR W[ 71]; MEss 284 w7 4211 BFT & &t
FIPEARRREE ORI S5 R 72]

3.2. MEE#ESHENWRERENEEER

i TE AL i P s 2 e ot i b R 40 B A A P () 42 2 S P DR R I, = B2 T e BR i s N 1)
BURE R MPURNSE, 2 b iy, AU REE T SE i, s Nk EE . B
I B T 38 AR OB B N T 2% 15 5 il R E R R AE [ 73 )0 il T A 5 P M LB B 2 TR ) G R 1
Gy, T B R T B R R R g b s R ) B AR B AR . il B R R i B e A i 1) i
AR oA, IEEEOLT, AR B AR L 4~7 RO JEIA74], £ b R4 a2 30 A0 R
J LPS {2 284540516, B3 20 B i) Wnt/B-catenin {5 5 1@ BEWH0E, H9 9 A s R AR 404k, (843405 1
b R AH M AF BN AR [75] 0 JE B I I e 240 i R P TR ROR S e i 3 R R D RE o B v 2 R A TR 2%
FEAE— MU AN EL(AMEY), WIS E A ZO-1 KRS, T IE R 5282 76]; T —LeE
995 T AT AR BRAT B T LA EML R 0A TL-22 DL B i B R R %% B2 55 1 Claudin-2 512 i b B FI IR [ 771
FE TR B A AR T R i vy LA 4% 5 Mg b i LB B AR 45 6 1 98 i /2 25 1 (Actin-Associated  Protein
Synaptopodin, SYNPO)ZR L, X 445 117 T8 AL B Bt (1) 56 B 14 FN AT Hd i 2 22 ¢ L [ 78]

3.3. MEE#ESHERERENEEER

G5 F G0N iy R (R4 PR A IILAE S92 58 490 5 0 fi ol R B %) 0 A1, AN TR 2 Bl oA B v 40 Jo ) AR T
H S AR H AR, FECT P NR T BERER A2 R, NS 1 738 s REAE N S AL
(617 S H Rl i ANE 1 i A 1 4 B i e 520 iz il S, (B A T R R Wi Sk RA M DIRe 2 2
S T8 TR VR R 2T [ 79 o 1 T8 B A 2 %) i G0 3 R G = AR s i), VB N BC A [T A s RN R S 1k A 2 P AIX 4L
4 FE 4R 41 B (Dendritic Cells, DC)% %2 2] Prevoltella. copri B £EHI5ZMH, Prevoltella. copri B 724 R BEFH IR &
JE DC 4R BEHIRR 52 /& GPRO1 58 i T T 4 /=4 s N IR J1[80]; 25 T LB/ U 554U
B 2 30 B AR 4 R (NKCT 480 1) 285 Ji 814 )2 K 40 AR [81]s - [T S A (Innate-Like) T 480 EHE )
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HETE 2> 52 3 2 JE AT 1 (B. thetaiotaomicron). T FLAT 1% (Lactobacillus casei) LA & B V4 #F B (Enterobacter
cloacae) P52 [82] . 7t PN 1 1 Ik 2 52 M 5 1 e 728 » 0 B 22 IR 1 (Segmented Filamentous Bacteria, SFB)
REMG I 1 0 ME Ve M FEER A A (serum amyloid protein A, SAA)FIANERE Th17 HI4 AL FIERE IL-22 43
WORHERS I TE 0 5283, [FIRY SFB A6 21 & RORyt* T AHMLAE ) A MU T T 70 e ML EE B IE A )
FTBL R4 A[84]; e TI SN B 1 R A4 B 4 JERE 2155 ST M T 40 (regulatory T cells, Treg)4H =4 IL-10
[85] [86], #R & A UE B TR Treg MISEFHE[87], MM MY SR AIE bEf, 5 4MA B F0 8 i o B ) A
FEAE IR R B R v d e A R 3 A E A T M T 419 (Peripheral Regulatory T Cells, pTreg)if 1515 &£ %
S V[88].

4. HERBSHERET{EX NAFLD K%
4.1. BEEEKIE{E NAFLD X RPHIER

JrTE A ) PR B AR IEH SO0 T DL— & Lu e A7, 4epE B SRS, S5 URREIF ks
AR IGIREFCUER, S{@REEAHL, NAFLD &35 A7 /e i s A 2 2y AR (1 i, 3R i v
HEFLTHES 5 NAFLD RIS (891, BTt Roax, KRR w0 i AR A 45 1R T /N B T
51 5 NG o T T W A s A i AR ) L 2 1) T T A R AL 4 1 TG 1 /DS B U S BH SR A8 40 [90] [91], NI B
FE TR G 05 I DR SR A RN CEA LR SR 7 J0iEdR . {202, T NAFLD B35 W18 i i 1) Bk == B
R 78 45 SR AR AR, H AT P Re sl i d— SR A2 72 NAFLD 2%t AR JE 18 ] (Proteobacteria)
Js AF % F} (Enterobacteriaceae) « 3% [K B (Escherichia) Fl £ [X B (doreia) ¥ A5 X 3= FE 384 i, i 988 1 &K B B
(ruminococcaceae) 1748 [# (Faecalibacterium Prausnitzii). Z¢EK % J& (Coprococcus) fLAT [ J& (Eubacterium)
W VK K @ (Prevotella) Fl Anaerospacter A% F2 /0 [92] [93] [94] [95]. FESIRIGH, HLE S —1)
J& NAFLD /N ERER T =F B R E 3G, RN OB 1 Tk, JERE BT 1 AU B T BB T =i [96] . 4
=2 IRB I T ) EL 138 12 NAFLD /) ) SRl B RFRRAE, 240 =2 R VR B A0 T B TBOR & N B¢
Z(LPS), LPS 5 N # % 45 4 5 H (Endotoxin Binding Protein, LBS)45 & )& , i Toll #5214 4 (TLR4)#: &,
WS Ry BN, BRI IL-1, IL-6, TNF-a SR #REH 1, T HUSMEARE SOERAERE97].

4.2. FEESSYLRE NAFLD PR EN{ER

Ji 38 T A A A U = 4 0 45 % IS 5 B2 (Short-Chain Fatty Acid, SCFAs). = F %L Y(Trimethylamine
N-Oxide, TMAO). HE2(Cholic Acids, BAs)5F 1] DL B 422 55 [a) 42 i 5 i Jip 18 o b Th RE AN E 72, IF 5 l7iE
s ARG HAEFH[98]0 TR =40t W OB I8 b @ 1Dk NS, JF S AR 2 Ak A, 5l
REE RAEFFE PRI AL N A AR, 1% NAFLD R .

SCFA 2B i B i & A =4, B LN NIRERF T ARER, WFFCIEmE, 5ARAE ke
FEAMARFIEE, JEACE NAFLD &3 138 @H SCFAs W k7> . SCFAs X} NAFLD MR fAE FH7E N ST
MBI F AR AR 7RG BIESE . fE NI T, 45 0 ek 70 P R i S 2 AR R N T 4 e P T
i RN b, T ERAN AT LA P 5 AR 5 3 AR AR AR M AN A RE[99 s BEER BN e T A S
kB T g I AR Mt % B IFAR 4 EFI[100]. SCFAs it 2 F5 Xkt NAFLD P24l FiEH: 282 ih
SR N AT, H0) i A VR A S T 0TS 24K @ (PPAR o). 1 ERK1/2 {5 5 I8 E& KA 3 17 43
fife s NE TR S AL IR DB & AT AR AR R [101]; THBRERAN T BR85S WUE amp WUE HE
BB (AMPK) IS AL, PR [ B 5 045 S8 35N 1c (SREBP-1c) 3 P4 SR 30 i i i A= e 3 8 1) R 04
[102], 32 e s ma B AR AR A e RASAS,  ICHNH FFAT B WA M O 80E DT 22 R FHE U 98 i IR
[103]; BEAb, SCFAs ibAE R Wik AL /KT Fil i & DNA AL S RA 0 5 e 2 AT & B e iA k4

DOI: 10.12677/md.2023.132038 242 L2212 W


https://doi.org/10.12677/md.2023.132038

WRifitfr, Mo

il NAFLD ffI& JE[104]. RERZHFFEIEH SCFAs Xt NAFLD A RA4FHI{EH, {2 SCFAs A 4F F Al &8
2k NAFLD K. WM, @R Er/NREN o Es MNRESRZ, HXRWFEEIR
W3 I S BURM TR 105].  LERIEN M5 Bl MG ZE N FFAE, A8 B SR pe &, JRaiPaE
FAPEF= B IR R R, P =0, SRR R B [106]. LAk, SCFAs i £ 18 Sh ik iz iE i
AL B ML N, BOE RIS 2 R, RIS AR 4 E— B0 B N o I i, AL
F(ghrelin) BEAGE N, LR 2 K& A4 5 LA A 2 I B MR E R & (1071

TMAO FERVET i, WiE b RE IR 8 R an iR, SR 72 i IR S 25 70 TMA,
TMA T8 W 3 B R B M NI, 72 2 3R B i S8 B (FMOs) A E F T %A TMAO [108].
Z IR LRI TMAO K5 IR SIfkGHAERL R NAFLD 254 CHHAH SO 1 & R B DM oG . 76— T LA
2 B A B Atk (095 1 %o HE A 70, Barrea 25 AT 330 44328 F AT IRIRIE 90, RILETEA TMAO /KT 5HE
JHEAT MAFLD f7™ SRR A OC[109]; —INZEZE i o, UG A o ) 8 = R i /K 55 R R PR
SRR R[110]; A d, PR TMAO BInAFAEH =B fH 2, BEThRE[111]. 2R
M, TMAO 5 NAFLD KAFK AR R MFUINLHIMATERE, HATAH TMAO 2388 ik & =410,
FRMERW AL, MENEIHLUOIE[112]. TBITHRA DM EZFER 5 F SRERAMEL, REES
JEREF=A ¢ JROMEE F(CRP)HE BN R A5 T il Rk, W74 SRR R B0 Mo bk A v /2 NASH K e if) ot
Z5#([113], WAk, EMH=HF RGBT FFEN SE X ZAREXR)E SEENSF BAs &I SCEITE BAs
K, MAO It BH W IE A BRI L TE 3 X B2 AR (FXR)M5 5 38 4 if in ) AT IR i A8 P 1147

RGBT B[R 2 M T B AU PRI R R P2, 22 TOURPE I BH IR A R P 288 22 50 NAFLD K R .
IR RETT R o] LSS I i PR RS2 Ak, 5 5 AT 4EAM AR IR 7 FGF15/19 340, #Emi4ii] CYPTAL HIvG 1,
NI 5 JE T AR, el AR AR R [ 115];  IRMARY BRI 2 IR R 52 A& TGRS Hssah i, ARyt
252 AR TGRS #0S 5 8 Ik (2 3 GLP-1 )70 WA SR el s 1 47 b, oeste g i S URR [ 116].  H BT AEYT R FH
PR TR S AR R TS 20 A0 AR T NAFLD A S 2 —.

5. REE

“PRiE A - B - B SRS NAFLD HYR AR VIASC. Tl e g ErAQ0. stk
WML fp 3l N 70 i S T RE AT TR RO BET S as AR ACU AN RE BRI o P b e B ) 57t e 5 S
TEEIENET R, BUE R R SRR R AR S A, N T TR KR G, R R R
RERT, DI RREBERE RS0, 55 3 BURIE AN R AL & N8 R ARG, bR AT s P
W, INEAFRESE, MOET “RHRiEG 7 KJ70G6T7 NAFLD ik oy nl g i i 1 iz i e i ph SR
L SO P RS 5 e T RE MR 19 i AR M5 5 5, A RONIRYT NAFLD R sl AT
B,

EE U H
] 2K Bz B R TR AT 24 ) ) 10 H (No. 2019ZX09301-156)

&E 3k
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