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Abstract

Metabolism-associated fatty liver disease (MAFLD) is a common liver disease worldwide and poses
a huge global health hazard. The pathogenesis of the disease is still unclear, and there is no specific
drugin the treatment. In this paper, we review the pathogenesis of MAFLD by reviewing the relevant
literature, with a view to providing a reference for the treatment of MAFLD in the clinic.
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1. 51§

AR AH S G 97 14 FF 5 (MAFLD) ¥ F 4 A AR RS PE AR T I (NAFLD), B 2R & IE(Mets). BEJR
P o I 0 RN LA A P A 05 A S RIS I, MAFLD fA % R ALK LA 1][2], Soms 4Bk
21 1/3 N R, X4tk 7 8 KI5 714H[3]. NAFLD J& —FHEh g0, 112 NAFLD 75 Z4HE
kLAt 5| G296 199 5 IR DA B S O R 58, (H R AN R A I O 195 X, B NAFLD 7] 5 AT
JALAE, 2020 FE Rt 5 /NI T E ) MAFLD 2 Wibsifk, ZArdE S5U00E BRI, "N TAE
AT PR Z (4] B FER B, MAFLD J2 S EUREAL -2y 58 50 3 A RS 5 K e R ) R R[5 H. MAFLD
)06 T AR BRI A QB s R R R BB T 28, B — P S AU, 5 9F MAFLD ABFAHLEL,
MAFLD B35 B0 MBI 12V B AEZE AR TR AT g (1 0 26 Je AT 28 35 |8 25 4 i [6]-[8 ] Ub
4b, MAFLD 588 ZHPIAR) . BEARPP R B LA AE . B TRBRAAE . AR5 R A Ath Py /i et A 5%
4T MAFLD [ s k% H S 2 P B VA oS, W9t MAFLD B AmAILHI 5t A5 JC 2.
2. B

MAFLD 12 Wibr /2 5= T I AR 15 AR SR (-4t M R 1D A8 14 ) I AL 2R 2 (TG A« 28 22 B A= Wb 76
YIRS, RIS IECL T =004t —: A E/ARRE. 2 BB R (T2DM). AR D REFERS[4]. %072 B TE
BRI S R =R KT R R E R R AP TR T R ETERE R . IR
TR Tt R C P AT S SRR AR 2 T DL B3 R AR D RE R AT (] 1),

R ABFRERA 1
(B BT, MREMITEY/FRD AR FIL )
|
] [ ] y
HBE/RBR ERRBSE/ERBIER
(EXREMZEAEE BMI >25 (EXRBIMEREAEE BMI < 2RVERR
kg/mZE‘ZEII%}HAﬁBMI 25kg/m2§21E5MA8¥ (IRIBT 2 IART B E PR )
>23 kg/m?) BMI <23kg/m*?)

FEELHEMRSSEXOREE:

JEE: SMERABHEMLZESRN>102/88cm (RIMABERMLZ S
>90/80cm)

o [E >130/85mmHg R iEZ R YIATT

M HH=E>150mg/dl (>1.70mmol/L) SEZIERHLATT
MFEEZEREABERE: BM<40mg/dl (<1.0mmol/L) K&z <50mg/dl (<
1.3mmol/L) SEZFRMELYIET

HEFRFEEIAR: BNSREMAEKFH100-125 mg/dl (5.6-6.9mmol/L) , EEE2hinE
KF#140-199mg/dl (7.8-11.0mmol/L) SIEHIMLIERHFS5.7%-6.4% (39-
47mmol/L)

SRSIRENTE-BRR RIS =25

~MIFBHCRMERKF: >2mg/L

| MAFLD

Figure 1. Diagnostic criteria for MAFLD
1. MAFLD 2 HfitrAE
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3. ZmHLE

FFPREE P o A 52 B R PR S A A T O 2 A B A B R FH R SE RS . 2ixskigfe
() (RSP A7 A SO, IR B F A6 AR, S RE AN ZF A0 A% (WA S0 7T e 2 0 2 IR 9] -

3.1. BERABRIREN

JH kI8 I s A B BRI TR, /£ MAFLD &3, 59%MI G D7 R R B Mg
IR[10] JHEHEXS AR DT BR (1 15 X 2 F BUH IR RE DT A2 14, S8 iud B vl se 2> S EUR#1E, M2 MAFLD
(e . AFFEARSS IS R R, s EE CD36. NIk 412 8 F (FATPs)
NEWi R 456 5 I (FABPs) [9] [10]. Ji 7S A B35 Ak CD36mRNA A /K FH&r, B 5 e e g
ASEAHIE[11]. A2 MAFLD #B3& HFAEH CD36 3RiA B, H CD36 i FIA v] LAk A 41 i 6] A iR
FIFEHEL[12]. IRk CD36 890 1 1% AR 7 ok & /N B I s BN IS 17 22 1% . FATP2 Al FATPS 2 i
AR AFLE B R 32 B2 FATP WEAY[13], 75/ il FATP2 nl /b AT b i 07 BR I B, I 5 v g
RSN . FATPS FER k2R v] S 800N BRUH Il = B Anvie s R D iR & = A%, I H e pire
i MFFIE B 57 20 A7 B A AR 21 . 78 N2Ep, FATPS JE3h T HIZ 5P S8 FATPS £k, x5 54k
MAFLD 553 JFF g 107 28 PR B e i AT 55 [ 14]. FABPL 2 R v & 2614 18 FABP TP/, REAE AR i3k g 107 1% A2
H R A fTAEIRE . AEAE IR, Al g A BE g R U R AR TR, R LA B
FH = e R R AR R B E R EFI[15]. FABPL /KPR RS IR0 7™ BB AL B 1 57, -5 HE JRE o) B ZE A
bb, REPECEAR IR M R FABPL B /KPRl , (HTERR B 21 44k i A RORE M i 1 M I 6 (NASH) 2
HH BRI, ERRINLT 4L NASH B rhidt—25 R FE[16].

3.2. M3kBERA4E R(DNL)

LG A RIUER(ACC) JRWITR & BE(FAS)RIAE TRk 4 ME A 2 AIBE-1(SCD )7 A 15 I IEHT A= N
WA R KA E B . %, CERHEIEE A B ACC BAL N —REAEE A, ARSI FAS K B
By A FEACHERIEIRES, SCDI1 fEALGEARIE AT A FIESHRBEAHEG A A5 B BR BE AAR AR I BR S . BT 2E A AR
IR Z F AL B, BT, K BRAGSE, B2 DLUH Il = T 200 A B DU AR FE IR 3R
(VLDL)EiRL 178 20 (9] [17] [18]. JFFIF DNL & MAFLD H A H o = Be 2 A A A Hol = e S &
M EETTRRE, TEFNER IR M A ML B BRI [18]. DNL Fhvay nl 5| e AT s 2 1 R v vk
SRR IRE , AR ER TR () 77 A 38 0 T EE I A i AN 20 B VA T BN S BB Wi VT A% . S RRALAR T,
MAFLD 3 ) DNL 38 H11; 5 A% HE 7 3 (088 s/ ek szl A b, P A 7 & & =i X0 DNL 1938191
FTLL, ARAEA AT DNL ] fig & MAFLD &% FFIEIE B AR 2 8RN 2 —.

3.3. FRAFEREHL(FAO)

JIg 07 B A 2R b AR b Wl Bk, T4 IR it ATP A NADH, DU ERE 542 77 A 2 LA A 400161
i 7 R S A, 2 5 R R 0 7 O R R, AT 325 i i B 0 A8 14 [20] . FAO T BB 2 4t 2 5 iR I HE
L T SE(ROS) A it 2 a4 51475, AT 51 & MAFLD [21]. ROS FlAE 51 1 24k BN B (0S) 2 &
S 4 M A T AN L A A 1 S AL Rk S L 2 P T T A bR H R (GSH)FESR AN 6t GSH
I TG PR A . A 40 A SR EE R IF I 4E /&2 MAFLD o ROS I & 77 42 i) £ E ok IE[22]. FAO 32 fiT
I o Ik S A A A S B D S 2R o (PPAR) I T, i 107 18 18 I J0E PPARG 11 2R KA B Ak [23]
[24]. WHIAAHEBEFE R4S 1 (CPT1) & CPTIA. CPTIB F1 CPTIC 3 FiliAY, Hrh CPTIA RZ&kikAE
iR B BN B IR By, AL B B R FRE P IR (25] [26]. CPT1 AL TEbifA M, e I 5k P sl
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5 8 AR BRAE — 2, HARBER RS 2 . BEEE RIRFEIE 5, 00T Ehifk ) CPT2 2 M i
T LR AR ], 2 HEAT B T ER (1) B AA[27]. 4LEE A L Sirtuin 6 AT LB BT PPARa
B miR-122 (R AR MR, IERets BRI E A A & OB RE R S(ACSLS) IR i
B AAAGTEPE[28]. KB TP Ab s 2 AR (HDCA) AT IE A UG K T PPARa 1) FAO 345 R 2 35 ME 1% BF
RN F 1) MAFLD, 17t PPARa J:BEFR/NR A, 78 HDCA KM% 2|HT MAFLD 1EH
[29]. AHEL T B A RL/NER, PPARa ZE BRI/ BRZE R IR IR B G, HFIE 28R A0 B B A B A 28 M1 B g4
JEORE B B AR, I R H Il = ERAUIR 2R 1 B100 AKSFBE s T B-FR R TR B BRI, S A A A
Ihfit &% FF#[30]. £ MAFLD ', PPARa it b i fig i S AL R 2R RiiA 2E P& i, AR M 28 i 3 R
BRGSO R IR ERI[31]. —2% PPARa #5071, W Wyl4643 FHEE DU4F, S48 T Mets
RTT -

3.4. BRI

B FAO 4b, JHATE LAARAR 25 B2 AR £ A (VLDL)URL I 20w B s = s 2 PRI 4L, BRI AR o
SR A-AEERE. BIREA B100 (apoB 100)FIHRL A H il =855 & 1 (MTTP) & FF T /3% VLDL
YRR AT R AR S R By« AER M T, MTTP {4k apoB100 (g F 1k, FERJELAR) VLDL ki,
VG TIOR8 3 4% B ey R AR, T8I 5 R B Rl i — D IR T RO VDL ks, B 5 i apoB
100 A MIMLE S B [32] [33]. VLDL 2RI WA & MAFLD &I ML 1) SBR[ 3 2
— . apo B & RBE (K B B A IMUAE) AT MTTP 3 RIS AE B (E g e &R AIIAE), S TR R
2] T MTTP RS, T 51 EERTAR B AR 1, 9 HL5g 40 FLEE UK AT VLDL )43 . /£ MAFLD
ANERBAR ISR h, A8 BARE SHFIE MTTP B95RIE, Rl I H ol =B AR 2R, ©03% VLDL K4 WAl
Frti[34]. SRS, MTTP A1 apoB 100 k4, JCHRAENRFEEIE T, 1l fe 38R DA
2PE, et MAFLD k.

3.5. RREHMAR)

MAFLD % 5t T2DM. Mets 55 tERE I, H HE5 —MEiZ F Mets #H0¢, &ML, m
PERESE. MUAR R IR 5. IR e U & bR R, D8P0 b B & AP ESG N, G plm i 2
IfiE. IR A1 MAFLD X RZ V), IR 7EFFR AR AR 7 PRI 28 A 4GB E . 218 =432 —If) T2DM
HBFAF/E MAFLD, MAFLD &35 T2DM B2 4E MAFLD A## 2 £5%[35]. FE DNL i
MAFLD & HIREWT A 1E, DNL KA 3655 4 G A IE R 5 22 U 2 [FAEAR S ) FUAE DG 58 R [18] IR
1 DNL F+ = #ae 21t NASH 1k fE[36] [37]. ZMEEN T IR IFE, BHE « Bl B 1 7(IKK-b)+ c-Jun-
N AR (INK-1) M8 F 3 C (PKC), EATHR S ek 9 i 3 2R I (IRS) ) 22 A R B AL, AT /b
AR, B R S ERE AL XL B O (FOXO)ERRAL, 33 1 AT IR 6 2 2 i, IX7E MAFLD
AR IR A5 55 i R CE 2. JF RN S0 RIB(OS) MG I 4H Ml A3 1) 28, /& IKK-by JNK-
1 fl PKC 40 IRS 1/2 {5 5% S 0 E B H[35]. BERAER T a (TNF-0). E4IIA R 1-4 (IL-18)
M 2 6 (IL-6)%5 K P40 M A1 Al it INK-1. IKK-b. S6K i L340 5 1A 25 & 42 11 (mTOR)i%
T IRS | ZZF WAL 51 & IR B B 4 7 W HEIE 25, MRIC 22 TR 5 IR iR A 2 L 28 AE AT MAFLD
SHAKMAREAE T, BAMRESE FAO, %) #E R F AN A i R & i I [38] [39]. 7E MAFLD &# 1,
ok I B IR TR R IRS 14545, I8/ A A BE AR AN 3 A A B = AR SR e IR, TRt
o P T 26 B R M 0 2R AE X 2 i@ i 11 SREBP1c Al ChREBP S HI 25 iE i B2 ff) DNL, B H7E IR Al
TiE B AR TR 2 [T B — AN TR R
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4. B45

MAFLD {E N4k & R ST, SR AAE S O M 09 ST Ak i 2 DDA 9%, 7™ 2 g
N SRR ORI T B B3 R, (H B R A A B R e 4 B . ARSI IR
AT, SORERN K IR 0T, RELR T MAFLD [oCHENLH]: A5 I8 IR IR AR 11(CD36-
FATP2/5) 55 A S TN g i & F1 . DNL KB BE(ACC . FAS.SCD1)i% % _E i £ kithk p EAL(PPARa/CPTIA
H)DhEeHIH] . VLDL 20 WAk (MTTP/apoB100 DhRe RS LA K IR SXBNFINGRIR - BEARUEEMEIEER . H AT,
EF %} PPARa 3577, CD36 #Ifil71) J& MTTP 142 5598 7588 U0 789 MAFLD Ja 97 348 17851, {HIR
IRATS R Z R 30250 o R MR R AR SR AMAA T TR NS, T IA IR IRBE e B o )2 97 RO A K
BE VT 7 TATLE SR R o AR AT UE— DB & a8t A% 20 I . SRR S - RS EAE FHSE L], (5B 2
AR AR 7 T 2% RIS RARIRPRIRIE vt ST FIASUI0AE 1) T S R (R, B85
Pl MAFLD WAEHEIZYT, oot g s BV i
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