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Abstract: Metabolic dysfunction-associated fatty liver disease (MAFLD) is a chronic metabolic liver disorder with complex
etiologies. Different clinical phenotypes of MAFLD (such as obesity, hyperlipidemia, type 2 diabetes mellitus, the postmenopausal
state, and chronic hepatitis B) have different mechanisms of action in the development and progression of MAFLD, leading to high
heterogeneity in its clinical progression and prognosis. This article systematically reviews the pathogeneses and clinical features of
the above five clinical phenotypes of MAFLD and elaborates on the corresponding individualized diagnosis and treatment regimens
integrating traditional Chinese medicine and Western medicine, in order to provide a reference for clinical practice and improve

clinical diagnosis and treatment.
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1.5 CHB ZEIJF &% 7 (hepatitis B virus, HBV ) Ji 4t
P e N SRR EEME S F MAFLD & ¢, CHB 5
MAFLD 4205 Ko 5 3R 51 AR R 2 )2 m
22 H AR L4 B I 5 L | 8 1 2% R AR A S I 5 7
Il HBV XA F MG RR iz f 1 2 i 3Rk, ik
JFARIE T FEA (58S [] 8 SREBP Flidd &1k i
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PEBAFIBIFSE B0, MAFLD A6 HCC % A2 AU , I 51T
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B A AR B SRR T IR AR UE ST A RS AT P g 1
ek, e MAFLD Y 32 3l T 907 1, #E7F e AR 0R
JE A BTN FGE Bl Qi B DK L PR A AT R
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by rT S5 2 A I L BMIT TG LA K T A - | 3% P &7 4
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H MAFLD 8 1) BML, [N 24 R 2 S5 A Il L K 4 2 iR 2
FEEG RO TG | S LT SE | JH PO ik e st R 3 A A2 4
8.2 %% (controlled attenuation parameter, CAP) DI & i
i RAEAR ) 53 A RS, 51 A A e (G I e 51
MAFLD (855 W L3 TG KA %5 B fig 2 1 I8 [T B AP 9
52 CAPHAFIL, . 35 2 o A1 B 1 2 1 O [0 et & o
CAP B384 | WA 2008 0 P S i e AR

322 &M f gk A MAFLD: BB A AR A 4556 fBiT
25 W) 1 1 T MAFLD 13 18 45 2 i 7 1k BT ¢ 2
o IR K B, L6 5% A Tt i 1 323038 v A 7T 26
25 REI D i 5 18 B AR Bl ok B AR 44 CVD XL
W, K 014 ] 340 BE B AR HC.C XU i1 AE 28 JIT 27 4k Ak F
JRU s IR A MAFLD 75 45 51V 5 1R fr B i, B L
X HRR G 7, VR RE IR T K AL A 0 R R LE
151, 7™ B T JOsE FORS i K Ak & 9, 38 0 i 2 41 4
TR (1, 7T LA AR TG ACE S g ig e & IF
MAFLD P g 38 SRR 2 i, 28 s Th A BHASSCHIL,
JHF AR it | Wz 2k ), 8 e B i o A, B3 JHF 8% kA TR
JHFRGE SR 98, 998 3o Hp BELE: 737 1 IALAE Y MAFLD f) S EERS AL
16 LAG NG Ak TE ML I A 58 g% 3], Ul Ak
PEITIE A A HRZRIATT 24 R A R N 85.71% , 155
TFXt B2 19 62.16% , MAFLD 2 3 [ A8 AH G H8 45 (TG AL
JUFL T e ) P i e, BMIL I ] AR L CAP (B P 2 iR 2 2
LR WA y- 18 L R K T B S IR0

3.2.3 T2DM 4 JF MAFLD: % fo# K & 1R F & #574
I R TR X T T2DM % MAFLD f936 97 2 8, i
RS B EL R WA O B AR 25 HLRE RS R 1D DL
T 2540 , G fi s 1A 2R AR 1 A2 PR3 sl 0 R k-6 25
DI i 2 1 2 AR A5 T IO R R AR 1 A2 B
FR A0 ) 56 R B IR R JI A IR A Sife L i R el A
5 HETT2DM 4 3 MAFLD/MASH f B 25 > —
T 5 ke T TR B 4 RS e 7). - A i [
Tz B 1 2 J00 A R0 L SRS e A B ek PRV HE R
MR Tk TR A . — SRS PERTSE R, T2DM
A I MAFLD (1 5 232 A 5153697 6~ A I, CAP A
M (282.07 +47.29)dB/m i & T[4 % (263.07 £ 49.93)dB/m,
PR R B 2 T2DM 558 R B k& HET A
KBRS RN, SO g, M eI,
BEREASAL , DRI 2, H AT AR 25 R 4% 16
DI IS B ACRAENE o G PRAFF R WLE2 51, 40 5 £t N
B4 H XUIA YT T2DM & MAFLD £ 3 (11 A7 24 0
Tl — HORUIGA YT, 25 IR R B 2T 8 1 L2 I R

B3 MR FE B R, S8 I ACRE AR D82, v B iE Ak
JT R TP D RERE FE BRIAAG , MAFLD 75 LAZE R '
3.2.4 #%2)5 MAFLD: 4k M & A A F A
L5 MAFLD 75 25 545 B4 28 A OCHE IR A 5
B, 6T A R B AT i (hormone replacement therapy,
HRT) i W uE HICAS S UF 9 & M, HRT XAk AL gt B
ATELEREAL . — TGN A 368 4t 28 Ji5 Lok A [l I s oA
WFoE N, 532 120 A 4 B2 HRTVRYT 411 NAFLD i
I N 24% [ 5 17.3%, i 11 R 41 0 )\ 25.3% F+ =
29.4%"°" 2 R, 52 HRT #9468 28 )5 4ok i
NAFLD f XU i 2 I T R 452 HRT W4 28 J5 Lotk L 2R
117, HRT 2 75 RERR IR 45 28 5 Lo M 1) MASH FIET 4 4k XU
A e — L UE . i R B A UL B A
FTAER, —I 2 b RBFFE T, B G 300 mg 4E4E 2
EJRY7 MAFLD Ji , S8 5 Bl AR R T 0 R b 2 ol
W7 AT I e T V48 28)5 & FF MAFLD
(RSB HLLE T 5 i, 6 25 B ORI T JIF TR
U8 KRR, SO B R 5 AKWREER 8, H AR
%, OB IS BRI L RO IR L I6 LA AN B AR NG
I o #4828 J5 MAFLD £ 55 (9 Il K BEHLXT BB 5T R T, F
af 7S BR H B 1 2 MAFLD FB 35 1) S 27K 7 IR T R
(18.74 +8.90) pg/mL T} i & (26.68 +5.59) pg/mL., BMI,
TP D, IE D 6E L IR A DC TR AR 400 IR AT B AIG, FLAR
F OB A H i

3.2.5 CHB 4 3 MAFLD: 3% & . 42 &R B 2 % Rl 4
CHB & Jf MAFLD X I 3 B AR F 1 o, w06 200 552 it ALY
AP FEIR YT AT OBV &2 61, [F] R A5 BRAR i
N2, AATRESE T e 4 L Rt () 25 ) iz
FHF CHB BTG BEIR YT , 76 LAty 1 1 7 P B 7
iR & Fonigiz g, —3 S RS R, CHB &
JF NAFLD () 58 E 7E 352 96 i BB R F5 36 r i), 5
4fi CHB &35 46 E L AT B 0L i, HBV & 1 41 )
HBV DNA T [ 5 B ok 12 , K 399 90 75 2% R B AR
CHB 4 Jf MAFLD F % 5 B | JH-2k i itk , o Iy, fin
ZARERAT RN T R B TS R T
IR DAL T I E 2% . REALXT BRI & B, TR
FEIR G I J7 I BE B B R G B R R T ATl
CHB A& Jf NAFLD & & 09 i 3% FFA i 6 97 71 (0.83 +
0.23)mmol/L 2. % TP % (0.51 £ 0.19) mmol/L., HBV DNA
KR YT AT 6.92 + 1.45 FEAR 2 1.76 + 1.92, iF T B
IR 0 AR T BRI PUR B TR YT AT R iR R R
JTROE IR A S (1)
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Figure 1 Pathogenesis and integrated traditional Chinese and western medicine treatment of different clinical
phenotypes of MAFLD
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