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Abstract

Non-alcoholic fatty liver disease (NAFLD) has become one of the most common causes of liver dis-
ease worldwide. Lifestyle and nonalcoholic steatohepatitis (NASH) is a form of non-alcoholic fatty
liver disease and has been recognized as a major health burden. NAFLD is a multifactorial disease
involving complex interactions among heredity, diet and lifestyle. The prevalence of NAFLD increased
with obesity, sedentary lifestyle, unhealthy dietary patterns and metabolic syndrome. Therefore,
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early detection and management of NAFLD is the main pillar for the prevention of liver, extrahe-
patic and metabolic complications, and the change of lifestyle has become urgent in the manage-
ment of NAFLD.
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1. 518

AP K 4 g 5 4 T5 (non-alcoholic fatty liver disease, NAFLD) &\ il A4 BRIT i & WHIRE 2 —, dE
RS M A 17 14 BT 42 (lifestyle and nonalcoholic steatohepatitis, NASH) & AR k5 M Ag Wi PE T (1 — Fie X, IF
OB A A E MR i dH . NAFLD [ R Bl AR A A3 77 30 AVE BRI AR s R AR 4%
B AE I INT  EIE . 124 1k, NAFLD A FHR 259097, R B R A & sh 34 in A1 88 2
NAFLD & [ £ Z S FE[1]o X P BA R R, (2, BRI A BENK IR .

AETPRE T AR D 1 P 4 1R A2 — R B IEZH 2357204k, AN Ai 1 R 5 A2 1 (NAFL) B AR A AT 214
AC AR T 1 28 (EJRE AN 289, NASH), R ZIIRIITAHSC( “ Bt ” ) a4,  DLSJH-4H g (Hepatocellular
Carcinoma, HCC). 4R, AU MIAsE, AT S ms A it 8 v o ) 5 4 s DM, R R T AR A
PERG 5 1 0 B A [2] o A7 L8 PR A R 03 B, PR A TRE 14 B M 1 P 2 AU £ B A0E (1 A SR 0L
S R Bl T v SO UG AR SR R DU RE DB, 8 H 2 Wy NASH. fEHFEEN, ARBRE IR
5 P 9 38 B R 1 JB0 R 205 20%~30%, I B 500 M RS AN AIF e AR B S 3BT T2 18
FHIK[3]. NASH A0 M LT 2B AT SR R R (fal te oA 1.6 ) [4]. FFAMET: R 7L FEALF 4R A0 FY
BU(FL 30) o5 2 A, T A DGR T R AT AL B B, R PRGN BL(F4) [5]. WERA 3~ |,
NASH [FHRFE A2 P AR Se R A 0 5 10 2 e A AT I IF AR 4E 4K [6] . NASH FIFLHIELT-th 512
RIATEA K, R RFIAIE F E i ATl r IR S5 2 [7] [8]

RS VR T A B R (s B AR B A IR AL BRI I R, NASH  B3E @ 14 Tl H
FI K ARV 14 A I 1 A INASH o B A 3 R B, IR RN 2R B A S BUIR D AL 2 Th R Ry, 33K
JE T A PR TBOS B FRA HENT TR KGR, Wi BT 4E i id & TGs HIAR 8. BRI NRIIER AL, Malidn
OB TR SEREAN 5T« S AZ 4B B -1 AR 3R-6 KT, TRERE KRG, Ak, iR
AP T=4), 40 LPS FIJLAt PAMPs 1 DAMPS, BATHE NFFE IS KCs (R Ath G2 4 i) FF4m i i
HSCs b liRnl %244k, 1 TLRA F1 NLRP3 #EMASE, LU R VA B, W ROS. IL-1b. TNF-a. Inos
HUIL-6, 3T L3020 B 4505 A0 AT S eI AR A IR R , R S RN B h A 47 44k, AT I NASH
MIHERE . BEAh, FFAREGE S SR N B NF-KB A S0 40, ek 3RS 1 g 14 AT 98 i a3k g

2. BEBr¢R 4R ThBE PRS0 37E (=0 BT AR AOHE 25 Be R BR A N

REWTH LU L TGs T Ak e RS 30z, [OJbAh, ERk—ANEEMNTWEE, Z5HEK. A
JE BT AL T (e, FROMARIT A [1077E 7R RIAN/ LS B A 2 S BUR AL E 5 2 T BRI 4H A
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Dineksts. 91N H AT ReRES o AN AR ZRAL I R R h e G B E A, 1 IR AT NAFLD. [11]4E)E
FEARZS T, I 2P 25 1 107 T (FFAS) PT LIE et 1T O P 80 N PR o PR AR 25 T T R /K P ) 36 i 2= 5 3
BT & AR S AL RS o [12]R B Sh R AN N S8 3218 (1B Fe R T, DA 9 R D IR /K1 R 36 it 2
SRR B FADT. [12]0k4h, RS RITRR 2 BRI AR Toll 852 44 (TLR) I RC A4 9175 5 40 i [
FreA, WIS SRR 14 AR D5 P [13] -

3. BERFEFHILIE

TERCIE R, 38K RE 7 2232 D B TR 7 7= AR R 1 o [14] R MR T R i R 7, i A% 4
B E F(MCP)-1. My IAFER 1 (TNF)-a. 42 (IL)-6 1 1L-8 140, FFC#iEm & 51# IR. [15]
UeAh, BT AHLZR I I R 2 B IR A 2 M O /N R B S AR OG, IR R G BT S MR R R ) A
[16]HE RIS 5 5 MG A AT 28 M2 B AR I 26 ML AR K B 28 TR 26 46 I BBk 2 A — ol g 7 400 P e S ke T A A
T, AT FAO sk i 7 4 SURTF R g B AR 2R o [L7]0bA, "3 w7 4 B ) 40 WA A R0 FE U
Sy B EURME . 98 S R AR TR P AR T VR 1 3 — AR R R TR o BRI BN T T B ARG N e
THFEREE, (HEAERE IKES T, [9]RTRE R B TR OUFSLIEIE FKF5 Mg N R A
B R BB AT AR AR M 2 IAIAZAE IEAI 9. [18]80Ah, COAIE S8 £l id Ml et 4k J R == A6 A T 4
KRR IR £F 4R 1L . [19]
4. FFBEXI & 5 Be A ER RO FR X

I 57 5 Mg R 368 5 3 3ok g 7 20 ke B 1 €6 s 400 M o [20089F e s 17 e M R e B I Y s e g o
98 AR AL R A S B, BN 28523 TR 2 60% AT TGs ok A I3 o (AEBS AL IR AR - [2113X LL %45
55 AT A N 7 R A B AE A TRAE 1 T 107 P P93 32 X3 T B 0 2L 23 g 7 T o TS0 23 %) 8 A g 348 o 1 ¢
P50 [220FR RS 14 AR 107 P JFF03 5 R PR S 35 A G, R 2 P 388 o 2 3 (i 2 7 I M 2L 2 v PO T O P
T o [231 TR RS P o e 5 R0 3 1 9 J i 5 R Lt S BUIR I 2 2 5 v P i P R R T [24] 0 i
ARG VG 1 B 95 EB 2 B v g O 3638 3R 11 CD36 Yk /KT 14n,  FFwi A s 1 AR E AL g T 2 1)
M. [25]

5. FFBAAE B4 7= F0 0 T By BRPE

JIF DNL fI 52 7= 2 i A7AE i o 1 = Bk B (TAGS) . [21) A RS 1 AR M 0 18] TAG 1774
2P R, B IR, K& HIHEFERAN, HEfE2E DNL M E N &=, 29~33 MR
I8 o AR T REZ I3, DNL XAk AR A R 7 1AL SR DTk 5%, JETRRE PR AR 105 12 s #2381 DNIL %
AL AR R B 3G N DTk 26%

6. BRBREMIER

I 8% 2 0k SR 5 W R T A T U R R PO AR o B R A MR T A ORI AR A, TR
R A S A= o [26] 1 5 ARG T R IR TR KA S VA AR AL, T AR AR S A AT AT AR A o [26]H
IHb 7 AR T v R B 2 I 5 AR T B KA A i A% R IR B K HT, 53 DNL 3 0. 76 =i B 5 2 MUORE 1%
WM, BT, BEEET oSS A 1o (SREBPLC)HN N EEIKE) /1. [27]iX /& F N SREBP1c 4%
HilVF 2 225 DNL 1 R EAR DG A2 B IR), e LS i  2  FE lURK

7. KR
RS R Bt SRR AR I 5% B T BRI Z 4, S FR 08 5 T U i

DOI: 10.12677/acm.2022.12111528 10611 I IR = =23t e


https://doi.org/10.12677/acm.2022.12111528

FIGH 4

HE AR FARSTAR 5 o [28] s AR BT ST E AR WA VEAR <, B0 B KR R T ZH 9B K, 45 ol o2 P EE g A
AL R [29]m M E RIS BB FARTUN ARG, BE— DB INIRH T 2 AR R [30] -

8. FEdb4mpn

PARTIA N, BEFR A 25 S 200 (K Cs) P 5 B JFF R4 7 NASH (1338 J8 w1 R S50l (RO 4
B, ST SEATARRAE M . [31] [32] 4G i, KCs Bt fb MEA 2 FhR . 2281k ML WALl ¢
P M2 SR BRI AL Ty M1 SRR AT s R T R i S G I S BUH R AR N, 1%
BRI IR H Ay TAG. [32]

9. BEERAE A BR S 1L HIRT 7R BRERBA

JEFRE AT LA I 4R I 2ebr A b ) FAO sl i b AR P I B2 U 3R TGs 70 b5 ER TGs. [33]14 E4E
R FAO DA TG 7 LGN =S 1 i i P P e 3 224
10. Hm=Eg5rid

HRER FORSCILAT . — BRI B, B Hioa 4 31 im /R AR BEAT B, Bl R 8 d fa  AF PR [33]AAIK
TG R TR O 0 WA 73 B B S 3R A3, IR R CAUE W TS IR B IR R e A [BATHE AR
FETERE I VE AT T, B ARS8 B i 2 1 (R i A G ) FRA SREBCRISE N AT DNL i, Bl A
AR TR, SRR . [33]

11, B’EER

Patatin F£ & i IE MG 25 8 B 1 3 (PNP a3)/2 & -5 AR Wi A P InAH S () 2 K 2 — . [35] PNP a3
PR IE th o R AN A B Th BB A, DRA e w] LMD TG /K Bl BIFE I 5 g R 45 46 H - [36] PNP a3
(1) L148 M FRARR L FF AR AR ARG, (X2 1542 B T BRI /K A T e 1) Th Rk 9 AR B 3 3 il ool
KPR ThRESE N 2R 51 RS AT 4

A TPRE 14 i 7 P J 03 (R0 T B A PRAICRR B 48T, b0 IV AR S B4 . A QI PR S Al A
KAAFHA . A 7 2 0O AR RE T AR 0 P s R A . 7R SR A R B v rp, DI T DA B A0
AR PRI AR, FE G 7 VeI AP b B3 vh, X R TR T LS SR IR . SR, DN T iR X A
T Th 2, BAT TG EARZE I HIAE I (B A K B8 77 DA IR B AR B FL 0 220, 398k 75 35t 3 FH AR
MG PR R AL, DA S s 3 TR 9 14T A el 3 A A A A 4 4 A 0 7 R R

1) KL

A 43 1 AR IR (R OB BRI (& & SR AN BANR B -MUFA) . IRIL . KR MBS, HM
s, |MADRAW. I TREMEECEEEE ), SRR & &Eik 30%)MH k., gk
BE5H 40%M BT HvE, TE L MUFA Fl omega-3 (n-3) PUFA. MUFA StIfiLfig i 45 A RIS [37]. t4tk,
iy bR B AR N SRAR NG P R 45 B LA i A I [38],  JF AR W AT B4 Co I 4S5 5 AT PR ) I
B, XA S S ARRG PE AR B 1 R S R AR G . B R, BRI IR SR E RN,
1L BT AN 28 AR TR 1 g 0 1 008 FB 3 R 75 B2 RN IX — . NASH-JTTEEAL £ 3 o %38 G U
NG R 228 HCC I I 5 IR R [39] o Hiy AP ¥ 0 £ B AN ol A AR B /D A R 7, o A 1
P R B HEAE IR BB

2) FWENEE S B B E B RS . B EaE R . N EE L . SRR VR BT DR A B i DA
T AR A I g 7 2 AR = A e A ek P F i o i SR e 5 2

3) M
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MESWNIHE ] DL BAIG HCC XU o WM (4 R AT A AT B AN 5 Wi R 06, 38 5 H 2 W o A G [40] [41]
MRHEAEFE,  wnmE Ry DAY IR 07 AR L A 5 R0 A B3, TR 28 0 DA K¢ 5 9REAE S 1R 2 1 B FH 24
LR F R IA FIIR B [40] o WAL, TEBA T 2RIERR, —Fh 3= ZEA0NEE 2 /), 7EARSMDEI R IRGE S 1k [42] -

4) WMEEFENEH

e C DLRBESE . ERRKRIBEANE MRS 12 Wi AR 1R VI8 5 1 AT 5%, X
BCA P24 T IR B R E TR EL, 5 AR 1 AR 5 14 998 52 7 RE D%, TG 10 A B 8 H50R FLAth XU B8] 2 AT [43]
FEB A AR R SE AR 7, A A AR T 6 FE 1 o REBRAR AN JE I - AL R SA T i ™ 2 . ERCE 25 35 A
NPIRIR I A RS . BTAIEE R, 4R D B ] RETE NSRS PR 7 P P 1 R L
W VER . 4E2E 3R D AR AFERT IR E . FFRGEI5R 5 2 HET 7 TH F R AR 14 A s 12 B934 s [44]

5) #7133

BA SR =Ba. Bk, B RIZ 3B = 12 )7 PR 14 A8 07 P 95 0 TR 4 e i
JH7 I R R A B i 2 R R IR AN AT . 1) AARAT N, 2) IRAR 0GBl 3) ARIKEM “=HiTH
RAY” QAT SORARTIRS HENE 97 P 0 BB N7 fes B R 2 [45] o SRS Znt FFIE AR A 535 A IR = X
sz, (H 5 AR L, M AN K, A HE AR TS U i 1 ks> 80% LA 1-[46]. iX — miR HE 2,
RUATEIGIR by 38R 753 3CRE A% ) Ak 25 £ LU sl 2 7 AL 50K I PR 284k o SR, 5245 4%
LS AN AR B T REBA ta Ak, DR A B8 2 B o I ft R 2 T RS 2 1 07 A P 638 R R B T e B2 1) e
DRI 2R, oL I e R PR A IR B T U I SRR o Xt A 7 — AN R (2 18, AR o i T i 3 22
BN, ABATT R DB ok foe R A, X IR 75 3 (0 AR 7 s T S BB B b4, 7K P Bk 73 3l (B
200~300 3-8/ A )0 T DR RRAR FL RS 28 OC T E[47], I B TR 3G S 2E JE RS 1R AR 07 1L - va T o B A
MSLIER, N e B A R A NS T 5 — BRI .

6) Jak/E

TEYT ARTRORE Vi 1 M RS 1) R B VAR P B E M fE B R 2, b PR R R IURE PR
Fib G0 o BT AR B AT T I Bl A A i 2 W PR RO I 00 S5 ) B 52 VR T S [48] o ek AR T LA
AT ML B0 MW P () R, 3 AT RAJRD I IIE S o B/ FE — AT BN, TR 22 > 10% 4 RE75 3
P B ) NASH SR ERA a0l o a0 AR IR 3%~5% ] i/ IR A8 M, THAE KR > 5%~7%C
PEUEBA AT LA e NASH . 58 KT B2 H s e R (BT, >10%) o m] CACGE FFEF i fb o I8 32 222 h TR & i
BRIZF) o SR, X5 R A2 R A R FNAS I S ) [R][49] 0 SOZTE B2, A B J i % 2 Witk
(0, DR A Al R P s B ek 2 5 M e 46 P03 L% FH T R 36 3 [ SO R IE 465 [5.1] P XU 386 i A 9 o

7) SR ARTE T AT AT T

EIRHEI], AR 77 3 SO R AR AR AR e A e — N EOR Bk ARvE T TR EEA
2 TR BRI £ RS R 20 2 A0 MR R I FR 5 1) NASH R U R PR (NAS > 5); - HAFLS] ALT
B A (<Lt 19 Bi< D31 30)MMAE 42 i 4 b > 10% (1) &3 g .

8) 5 A Y

5A BRI IR FU PPAN . PR BhAN e HE) AT LA S — kT B SR HS B AR 5 A R IRV RE 4 B 7 P
I B SUBABATTIAT N, VPSR X R R, PR AT S e, R HRE MR 8T B . LI
FRWT, AR IR A0 SO CRARF IR BRI B 8 WU AT R M [52] LA R A8 35 DB [ S AT LA AT R AR PR S

12. B4

AR VE AR 7 B9 2 fo 3 ML R VR AT, LRP L T2 R - R, AT 3 380™ F 14 - A
FFREAE . AE T AT, BRI IR Saaahia)T, izt NAFLD [)—2R77 ik, WAL, it
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