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Abstract: Non-alcoholic fatty liver disease (NAFLD) is the most common chronic liver disease. The
prevalence of NAFLD is increasing year by year in the world, which seriously threaten the public health. The
pathogenesis of NAFLD is complex, and there is no specific treatment for NAFLD. Natural-derived compounds
have the characteristics of multi-target and multi-mechanism, which can improve the curative effect and reduce the
toxic and side effects by regulating multiple factors of the disease. They are ideal drugs for treating complex
diseases and have unique advantages in improving NAFLD. However, low intestinal absorption, poor bioavailability,
and single medicine efficiency limit the utilization of many compounds, and further drug development and clinical
application are challenging. This paper reviews the research progress of natural-derived compounds in the prevention
and treatment of NAFLD in recent years, analyzes the existing problems, and discusses the improvement strategies,
so as to provide reference for related research.
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Figure 1 The chemical structures of six natural-derived compounds on non-alcoholic fatty liver disease (NAFLD)
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IGI0E .
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IR ILIE M BRAK -, AT VK 55 IH - FR AR S, BRIk
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BT 8 9 AN 2T 4E AR, 72 I R EG b, /N BE Bl Ak B4
fIc NAFLD & 2 ifi 8 1 A5 /K F 5 T+ @ B B R KCF, 2
R R AT, 2 BORE PRI £ NAFLD & 3 i FH /) B
Bl 12 8 )5, 1M3% ALTASTTC TG A L3 28 +6 b5 7K F
I A o e | S Gl G 1 o =y N
B I Hh Ll 22 B v 2 F 9T 41— T NAFLD I AR 56
W, TE Uk R A B AN O I T, N BERR T A Sk
K& 50 B 2EAF LG B R A 8 3 — 20 U G R 2L 5 o i Ok
P, /INBER LT 2 IR, 13 P 2 B R 2 T
Jiie - 1- W TR R /K 7 SB35 PRARMS . &2 LT il /N BE B At
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W 70K FI 58 4 ) AR 25 0 R VE T
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FE A DR FH 10 24 R B AR 25 77 i ik ) 55
YER, B 7038 FFRE T K& T AR, 76 57 o0 R 7 T B R
K. FR2iiik RGN KR, BB T o50E KRR
SRIFACE VI 2 R BE, G4 Ra e v, SN2 i AR
JeWR i, o507 e 5 A, S KA R I TR], o 24 40 B 1 4
LS. H T AR AT F T R AR SRR S ) 1) i
ERGEEHEEY) AR BRI R, S
ITVEN A .
2.1 BEFAMEAESEHEAR G457 EiEd%
HAEH, B2 5 T 86 BURN BE GFRBIR & &
FH B AARRA L) 1 55 4R 245 04 A T BRSOk 2 B« %
R AP G, 29 FE Ay B 3G, G R T 254
Ve L, SR m AR BT o Battu 251K F B 7 2L - -1
PR L& SRR /N BEBR, ] %13 B 1 B & W RoE M T,
I RRER . A SR R fe A Ly T 8
TE T o A 5 R B ) BIOIR A 1 A0 4 BUHE Ak P
BB — B DA AT AR 2 BUR &, R 251
. Meng U A FE RIEH &1 2R 4
(polyethylene glycol, PEG) 6000 /IS fis [l 4 43 B 14, 52
6 R I /N BEBRAA P AR PR 3G S £, R S A Ak
HWE R K R I R AR IR
22 FEKREAR  FEEICKERIARE LS, KBS
WK I 5 R 22 O, ) & IR AR VR A
Ji2 KR 9K FL 5 . Maradana S50 32 3 2 il
2 B TR, O 28 PR R SR 41 B LA e M, RO
BB TS B NASH /N U AT 98 5E | £F 4840 ik 5 =

P . Yang S & 7 ECH TR B0 ILBEE
PEG 58 R WE S S I o, 43 30 I 324 i R 2 A
E T UF, K BR 25 AR8) 70 0 9 I A B A I
TEPRE R LT, H LA LR, G R T I 1A
J7 o 93— T 5T R ELAA R 1 1 1 2 FUBE S T E b
TE K — VS TR I B 1 AR P, 1) A 1 4N K 7 A A
NAFLD /) R E TG 7K, A R 52 /0N B & 2%
BUBRAERY . Xue ZECUHI % T /N BE B [ 4 BE 5 44 K R,
A B R dbldb /) BTG D A8 1, BRI IS ALT 7K
F, NURAFIE R FAS SR 3R IK, B AR AR R . &
Xof /N BE T 38 B R T VR, S T A A T
PH/ 7 T8 B B U i 5 78D /) B i 5 SR 0 R e 0 K
A 3G 0 iz A0 T AL /N B 1 R T, S 56 3R X el
B A /N BE GRS 1 R 4 v] A A0 HED 51 1 3h 47 1f
R IR T e, 98020 B i i HE RS, Chen 25571 & 16 H
FLA K KB YK 2518 1% 2R G0 ] A R0k R PR BT
WP B AR R T AL RE S . (H2 H BT R AR AL &4
KB ARTE T NAFLD [ U IR B A AT iz, £ 7= 28
L) £ AN NS R R ot e S il AR 873 NP5
3 RE

NAFLD 5 B 15 A5 1 Ath B 1t D51 3% B 850, DA JHF48 Mg
PG e FE TR R 2 R AE I I R B R B AE, K
g WA . I 2 S b S IR IR S A AR A
A 7 NS SUNAFLD Kk AN BEA K, H il
T BURIRIT 2500, [A I NAFLD 2= 34 0 2 %4 9% JR
909 ~ o TIPS 9 AR 0 P U 3 55 22 o e i I, 7% B
B A A G R . NAFLD &% AL E 4408 ) %
PR R, RIRRIEAL &V A 2 80 5 Z WL T 1 RE
A, AT I e R 5 0 1 22 AN B T AR, PR R R
TER, fei0 7 B 2% 5 i B AR 25 ik ik 1, %o o3
NAFLD F A MR 3. BRI i 59
BT RS B3 2 BB B R AR SRR AL & P PR S FH 1
PRI 22, SR AE B i% R G 29 A R H E,
BINIT RSN TR . b, 1 IE 2 1 sh A
REL AR AL, BRERVE T WL, 563 15 RIT AN Fa bs
I 1) B W R T R N B IE P, W AR T R K&
NAFLD [ b5 16 28 0 2
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