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Abstract

Non-alcoholic fatty liver disease (NAFLD) has become the most common chronic liver disease world-
wide, yet no approved specific therapies are currently available, making the exploration of effective
intervention strategies clinically significant. Due to their diverse targets, well-defined mechanisms,
and strong traceability, single compounds from traditional Chinese medicine (TCM) represent a
crucial source for developing anti-NAFLD drugs. This review systematically searched databases for
relevant studies published between 2020 and 2025 and integrated classical literature to summarize
the therapeutic mechanisms of representative TCM monomers—including berberine, baicalin, sal-
vianolic acid, chlorogenic acid, ginsenosides, emodin, and resveratrol—in treating NAFLD through
six key aspects: regulation of lipid metabolism, improvement of insulin resistance, antioxidant
stress, suppression of inflammation, modulation of autophagy and ferroptosis, and regulation of gut
microbiota and the gut-liver axis. Clinical evidence for monomers such as berberine, curcumin, and
silybin is also summarized. Current evidence indicates that TCM monomers primarily inhibit lipid
synthesis and promote fatty acid oxidation via the AMPK/SREBP-1c/PPARa« signaling axis, while ex-
erting comprehensive regulatory effects through multiple pathways including Nrf2, NF-xB, NLRP3
inflammasome, and the gut-liver axis. However, most data originate from in vitro and animal studies,
clinical randomized controlled trials remain limited, and challenges such as low bioavailability and
unclear dose-response relationships persist. Future research should deepen mechanistic under-
standing using multi-omics and organoid models under the new MASLD nomenclature framework,
conduct high-quality, multicenter clinical trials, and explore synergistic strategies among mono-
mers and with existing drugs.
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1. 5|

A9 RS 1 11 5 12 JFF995 (non-alcoholic fatty liver disease, NAFLD)5HER: i &40l A HoAth BH#f5UF IR 5 )5
A4 M A 7 8 BN AE AR A DG FF0E , 00 1k o SR Al PR R I A8 L AR TRORE PR AR T 1 28 (NASH) . JiF
FYEth. AL R RTFANRE . NAFLD SAERE. 2 BUBE RS AR S SR R EL s DI o, RS
JHAF At fE o o0 I SR S S g AR 386 N 35076 DR R[] [2] & AEE 7 SN ei8s, NAFLD 43k
R O DY 5 2 —, B RN B RN 30%, H R ERLEA1]. 2023 4, [FHPRE KR PL AR
T fi S A 6 i M T (MASLD) 7 BA NAFLD [ 44 788, DASE wEAf S e A IR B AT, (H %
T P AN SCHR K I R SR R AE S, AT L NAFLD 3£id,  H7E e 3 BHT iy 4 B2 [3]

NAFLD MR IBHLEIZE N 17N “ k3T 7 2] “ 2 EPATHT &7 F U0t . GunAh, SR
BT A A8 7 4L S8 4 58 5 I A Sk 4 B (de novo lipogenesis, DNL) -2 AT g i & FR A 30 IR &
NERTEEPE. LRI, P X RL S Bk R Dh e B ik — D0 0 At i, 380 9O0E 5 4 4 b i i s 1piE
BRI S LA Ll T i 2 5 5w FE[2] [4]. b, AMPK RN BE B A2 &%, B £ 15
il A RALEE(ACC) 5 [E /I 15 ok 45 & 8 A -1c (SREBP-1c)i /b R i & i, s i Ak M B AR B 5 4
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BUE A& o (PPARa) (G ERSA AL, RARBHTAIERZ 0T i SIRTL Mif I 5 AMPK [AH BAEH &
X PGC-la %R 2 LWk, S 5K LY G -SRI TR M 4ERE[5] [6].

BEXT BRI s, 29900t R R A T AL VB R S B YD OE SZ AR (PPAR) BN A1) VEJERE X 324k
(FXR)#EN A GLP-1 2K Bah745, (Hi24 o293k 45 I B WL A HE T NAFLD & RIAE[1]. E it
BTN, WRERF=)5 h 2 rp FARMGIE AR ROy B E 7 ). v 2 At IR 2 R B S50 B . Wl
PEE R R — R, WA R NEET . BRI B . MR IR . B RIMIAS B
&, SR T, AR B HLEIATEST. REE R AT, ST RN R SRR, H
“CZEA, ZIEERT RIURIEEE S S NAFLD SRR BN S A A . IR AR AR DG AU G, HERZ R
Gk, AT RGRER, SRR NAFLD FI/EHINLE] SR RIESE BET 258, D BlE I 7T
JRBR, JFREEARKT M.

2. ZENEHE

AR BORE 473k 45 & a5 Mtk i & (197730, LA “traditional Chinese medicine monomer/natural com-
pound/berberine/curcumin/resveratrol/baicalin/salvianolic acid/ginsenoside/emodin/quercetin/chlorogenic acid” %%
E “NAFLD/non-alcoholic fatty liver disease/hepatic steatosis” FJZ1 & Aoctia], JEid Crossref APl 2%
2020~2025 £E AR FUSCHR, JFAMTE R R 2 SO L SCHR . A RN R) D 2026 £E 9 f, FLIRMEE H 510
276 5%, ZhRRRSHEM SR WITIIE R SIS S0 ik, A9 SCHR 52 R (F 454 8 W HLEIETFT 30
T IEPRBEFE 14 §), 1T 5 4 3CHR & L2 76%.

3. &R
3.1. REREEATT NAFLD BIEZE/ER S

3.1.1. EBEERAE: AMPK/SREBP-1c/PPARa {554

FE AR 25 L A2 NAFLD (A% O 3L AT, C0HEAFATE DNL 3800, AR R S s 55 A 5 5 s 2
(VLDL) 7 WAREAS « AMPK A2 1% R ik F2 AR A3 . Ti5 40 )5 — 7 TR AL 4] ACC, BN Mt
Filg A KT, DT ARG X PO B AE M R S5 A2 Bilg-1 (CPT-1) M), (EEIg IR p B4k 55— J T 30 i) Jld 2
SREBP-1c (#2307, "N IRARHIIR FrBE(FASN). AEAGIEEAHNG A KWAE 1 (SCDL)S5 AR A4 sl (K 3RIL 5]
SIRTL it 25 4 WAk 181 LKBL. PGC-la %64) -, 5 AMPK JERCIE AT MIZS, B RSB A B e
B I TR S5 AL 5 R AR W) B[ 6]

2P 2 B DS 5 RO AR OB S5 o /INBERRAE S BIF I B 7 43 I B A, RLPE 2009 4 R IE 2 v JE ik
WS X 5 A E AMPK {55 SCGERERE/N BRI B AR ZEL[7]. PR A J8id AMPK-SIRTL i B sk 2 1
NEE TS B AL, BRI B v =BG 5 ARG o 2 58] KB IR vl i#d AMPK, il ACC 5
SREBP1, Ja/b 4T & 9] BEF A H FE 74 AMPK A1 1 G-I 38 6 1 19 i 15 IR I IR At »
23 NAFLD /)N B TR 52 & AR [10]. S7/K K 81 52 (isosilybin) 2 AMPK/SREBP-1c/PPARGe i # [ i 4]
R A I HE IR W R B AL [11]. AR 2B 0E Sirt/AMPK {5 S 30 5 A s R Rk [12]. ASRIF
Rb1 JUlid it AMPK 38 2% 175 E W14 i 5 B A (lipophagy), /& 3 i3 43 A [13] -

3.1.2. MERBFMINSRERENABE

JiR 5 AT T2 NAFLD R AR FE ) SR BN R 3R o g i AP IRS-1/2 WEBR AL 32 401 . Akt 15 5855,
— 7 THI I SN S AR S A Bk« IBE T =, o — 5 THdE S SREBP-1c #id (i 34 DNL. /NEERE T R AFAT IRS-
2mMRNA ik, BEEBSEGESHES, MK NAFLD KRB S 2T SRR AR [14]. 3 HARE 7Lt

DOI: 10.12677/hjbm.2026.166102 994 AW


https://doi.org/10.12677/hjbm.2026.166102

felU%

— B TR, /NBETR T BB AE A I BERR I R Bl AKRLB10, @I Z 0 ARSI 6L, ek ‘B
PR S AP TORIERE[15]. BEAE AT, /NEES R XA A% AMPK-SREBP1-FASN i
3% NAFLD, $ER sfkn] SECE AT 25 s B AN 16]

3.1.3. MIEWRH: Nrf2 BREEYSER

SN i T S A R T 1 I 2 300 R () O BB YT o B 55 7 A 40 TR R A 25 il i 375 ok i M 4
(ROS). AR08 NAFLD M5 [17]. FHEYER B bt S A0 VE FH U 2 BB R WAL - it i
WA T A E A FLRR A B AT, o A AR - SR ELAE (52 R B AR A [18]. 24K
T S YRR B AR BT T S oy R R A WA OG, AT BB R B B F 15 5 Nrf2 8660, BT
TPt AA RIS .

3.1.4. HIBIRFERRL: NF-xB 5 NLRP3 KE/ME

PR BE JEE A2 N 07 P JEF 98 DX O3] T LAl g 07 78 P OB o IR IO 3 7 A (i 3 TR T e o 22 T ) 9%
7 NLRP3 #5E /M, {2F 1L-18. 1L-18 BUAE [FIBT S NF-«B 8 B OB R+ 5 3 7 73Rk,
LA E AN (Kupffer 4IR)IR M« 2R Yok 5 ML & WIgaIE S2 el 0] NLRP3 4 /IMATEAL, M Sk
BT IL-15 F A SRR, AT AT i 4% 5 8 REIRIIEI[19] [20]» 24 B it B #2:4ik NLRP3 202 (4
PHIr ASC ). 0] Caspase-1 1% ML /> L3l ROS/HHAMAE S, 1E2 A2 M T 74 Ak /MAGHE %[ 20]

3.15. FITEM, SNEIEEESHRET

ILEERF TN, FMESZ 0. LRIk Th e RS 5 8k 58 1 (ferroptosis) /£ NAFLD 33 J& Fh & 4% B 24 . &k
FET 2 DL R0 1 i 5 3k e A N R AT 1 R T v i B T X, ZE BRI AT — g i P AT 48 3k v v (20
tho HREEZRTTE MT2/CAMP-PKA {5 540 A 5T X B2, dETMkEE NAFLD AHSGHERSET:, ol 4 ts
[21]. —HXUITZ AMPK-E 8k 5% iz 8 [ (ferroportin) i B 22 i FF I 2kt 2%, M8kt ro[22]. AZS 2 H Ryl
YA 0 R AR 2 NAFLD K BRI IE AR IR AL [23]. X ESUEHR B2/, #E 1 AL A At T O
FLRSET) 2 P 25 B R BT NAFLD (103 ML 4EE

3.1.6. VTS RAEERE S AT

i T B T O VR I i B R s B . N EE R (LPS) S BV R AN U e A K% e % MR 75 PR (SCF As) ik 2>
st 2 ‘M - 7 (R NAFLD HERE[24]. 2 k] 2300 T 10 45 Rd o o 90 7 0 o e 5
M BRI e B e BEPE T GLP-1 0, B CE mIBIR /N NAFLD [25]. #8RtF#h e nT i
I ARAR U2 5 7 18 B RF AR, B0 S IR IR & 5 SRR AR [26] . /INBERR AT 253 NAFLD K 5% 2 5 b i
DhRERERG, PRRAEERAKT[27]. FRB IR, il B R rl RE 2 Hh 24 SR R4 AR G0y R S B B A e

3.2. KRRMPHEFMARER
F 73 o 24 AR ST ARIDRS IR B TR R PR AL an e 1 Fos .

3.2.1. £k MNEWETEPERZE

/INEERK (berberine) I F HE . B2, R BIRARRAZ —. B FiR AMPK B0E . 208 5
FIPUE BB AMT] [14] [16] [27], /NEERRIEIE L 8 15 B AR 22 EL 7B NAFLD & 3L 1 AT 41 i
e R [28] 0 I PR AT S R Ao s SO0 AR P -5 72 I s 2 A et /R FH[29], AH — Ttk ) 1 A
fah, BUA/NBERIGIRAT FEAEREAR R . WTROERE . TR 545 R4 T THAZAE T iE S AR, 7 AR
F R RCT IRiIF[30]. WEHIER 2 % (tetrahydropalmatine) e 4E #Z Hh ) S Wk A6 i, w3 3o 4100 o) I I
B BCE R TR NAFLD AFARINIAZ[31], AHOCHLHIBE 78 i Ak T 50 B
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Table 1. Mechanisms of action of representative single traditional Chinese medicine ingredients in treating NAFLD

F 1 RRMEFHBREETT NAFLD BI1ERHLH

e Bk REHH FEHLH AR5
AMPK 3E s o3 B B & # bt (IRS-

IR N BIE AKRIBLO): 45 J i i I RBFFFE + HLEIHE
AV EHRCE WA I R A LS

L WIS R W AMPK il 115 FFA; 7Bk ROS EIMESME T

Rl At MRz #H5% A 4 5 1 R B SEI:

gl K W] 5 7K % A AMPK/SREBP-1c/PPARa T EACH  ZhWskse + IGRIEA
] MR & SR MWL Sit/AMPK 0 5 A4 & B S5

iR FHE AIB & AMPK-SIRTL ilf; & [ IR LY/ DN s

PR SRR SR Jiit v A -GLP-1 il B ss

PR BT FfsF ] DNL (R HEBE3h) B S5

LRSS AZEiF Rg/RbL A% WATHE AR AR BT E AL
B K RIKHEIR N AMPK/ACC/SREBP1 ifi ke

WKL AR peft AMPKI/SIRTL #ifi; i fbhis YL + I RIE T
Fiht AR Wtk Lyt F  AMPK-H IR ke

Hofh AR Femt VAT R AR AR LS

Hofh HER g WBE B AL S RE R AE LS

3.2.2. WE¥: ®WEH., BEH. K ERS5MREE

B P 2550 NAFLD WA 3R e 2 10— 28, BTSSRI E S, 4 AMPK 8B 5 5
REWTIEACH . 15FR ROS B3 HH g i A8 5 8L 8345 [10] [17]. #8 B tF Skt 8 50 B - 0, 76 Ak /K F
R T A W 40 5 38 B RE[26] - /K KT 22 (silibinin) 5 5 K R BT =R E K KA, 4 AMPK/SREBP-
1c/PPARa 8 6 A 15 IEACH, FFe5% NAFLD /) R BEARAR R B[ 11] [32] 4R FZ 32 Sirtl/AMPK {5 540
il A s [12] o B2 B i B A By R BN S BT IS YR S R A2, A5 IR A=W R e 5 3
i, SR 20 A A 2L )

3.2.3. BpER: AER. RIFRSERTER

PR A 5P B IRE TS . FHBIR A 4 AMPK-SIRTL il #% i IR A2 [8]: FHRYER B i@ id i
IR AB R 07, R R PR S PE[18] . SRIERRUR B SR A AR aE, &)l IE EHE-GLP-1 Fl
203 NAFLD, Jiz it #8 [m) ik B S8 [25] o & B nT 40k BB DR 20 1) DNL 22 AMPK 8 % ek 82 g 1 42
Xof e BB A ¢ NAFLD B A &% 1 [33] .

3.24. BH¥: ASEFH Ryl 5Rb1

A2 RFIMAIAS BRI EEEERS . Rgl Y87 NAFLD KB AFHSH F181i[23]): Rbl &
AMPK #5155 5 F W AR B AR [13], FRTERF 2888 B0 BB RIGTE T H ks NAFLD HIFERT, #RBL T %7
T S BT B AL ATE 50 o B S F AR EL[34] « Wl 8L A 0B S NAFLD Y877 RARE A PR IR 45
IR[35], AH 2 A e PRUEHE A7) 8 25 1
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3.25. BER¥: KEREXRRK

REEFRGRIERRIR KB A2 55 o K3 mT o0 I 10 & B 5 8 1 v i afoheE 5 PP i 2 AR 344 361
KiEMR4 AMPK/ACC/SREBPL i@ B I g Jot & 1 Dk AR Wi A2 [9] . R 2 SR AR 1R R F 75 5 T8 E
JFFRE M RS (0 G 2 B0 v 24 S R h) REASUARET I PR I FH 00 22 4k o

3.26. EAZEMEHAbEGK

FIE SRR E R MIESE, RMARTZMNEEZH . RSGR RS0 T HKE NAFLD 12
FIHLEI(AMPK/SIRTL i Prédfb Hu) [37]; ITFREGUERBE AL — 0 VPG 1 7 3 2 4 1E[38]s
FI 22 P S UG F 482 AMPK 38 8% 8% AR I 4, SR BIp [R] SRS () AT AT 14 [39] o FLAMAELAF OGTE ) B
WEFE: RERFROLE. Lol T75%)% AMPK VT B Wik E AR I A2 [40]; 2R () 15 40 A Qi e
# NAFLD [41]; S8R (L) G 107 1R B A5 B8 BT FEsk R T g 19 A2 [42]

4. 71ig
4.1. s FIUERE

SN TR AL, 2 AASE NAFLD AR IR 2018 2, i H=F it 7E e 2 (0
FpR——/NBERR . 23R KRB R ——HAE R B IFAFE . 46 2 LR 17 2% S i 3 B R0 1 e
THER SR, HA AT DU I & BT L o0 2 O RRIEE 2, 0 DU . R 70 0
A RRRIER L, 450 A 2

Table 2. Key clinical trials of berberine, curcumin, and silymarin in the treatment of NAFLD

=2 NBEE. EERESKKEIRIETT NAFLD BIXRIGKIXIE

TR GUE
FIRHTTE)

184 5 (Ml i FF 5 W7 & & A X B i
Zrl TP DT 62 Bl AR e g 572%, ARTRAEAGE TS
Yan 2%, bR PATA SR TR + 059, KEH 3 HETE R T 36.4% (P = 0.008);

L fk v ikt HAE FEAR  FEGR

/NBET e 1 - o (R ILARDE G
2015 [43] REBE ALl 5 WERE SR 60 %I/ IR(1.5 g/d), ) K& . HOMA-IR F Il flg 1
(=8 HAETRT + 16 4 AR M AR LR B
/NBETH, 62 15]) AR A E
INBERR AE 4 1000 mg & H 2 XA E
7 28 W5t 5 e —, B 72 st
Harrison T, R0E JEER #h WG I 5 B o % R IE—4.8%, T 2

100 BI(ARRFAF A& (HTD1801) 74 -2.0% (P = 0.011);

R 20en R e i soomgst MR AT, GoT f

[aa] - WAL 1000mg, & TOFF) e, R B
H2 %, 18 4 5 SIS
L 337 Bl PR Ty e AALI )
LR oo bl sy o 2ot (P9 I A
g e BB WES e T NRBLGD, e o 14%, BHIRDI S 0.9%);
2026 [45] 2 R 0 R 3 M AéLD HE HAR, 64 H . 41 LDL-C (-7.72 mg/dL). ApoB
pplRg S 5 heCRP i kit
‘ 9 5 BRI
LA R PE62 o ASURRRALI 5
s oy TG X 50 Gl@s 25 gl (R LT SR P = 0055, i
e B 41 A 1) Bk RA L HiP > 0.3); K% RIRE
) %, w1y Geif X
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shF
; s, B R B R
) WEHREE &Y AR R -
Panahi FEHL. WE . i B 75.0%, ZEFIH 4.7% (P <
EWE &, 2017 ﬁ@ﬂﬁﬁiﬁﬂ%ﬁmﬂm f%%:? Egﬁg% 0.001); AST. ALT FR&(P<
[46] B TER) %hﬁ 8 A =77 0.001); BMI 5 T4
’ 7 A L HAN R
BWRIE BRI 4 JiE 5 A 7 L FE P 3
Rahmani  BEHL. WUE. T4 e lﬁgiii(woml);sl\m\ﬁgﬁﬁﬁ
EHE M, 2016 2B A BR 80 41 #1 500 mg/d EAETD e . LDLC. il =T,
[47] R (FEEEL R AST. ALT. Ik K HbAlc
70mg), 88 T
BEHL. XE . JF I 2T 4 HNTT W45 NF-«B
Saadati o7 B 5 X R WWEHER k. 5wy WEMEFBEP < 0.001. P <
EWEK 45, 2019 IR (F4ly 50 41 1500 mg/d, A, NF-xB  0.05), (H&-Ti48brl ]34T
[48] BRAETETT 12 JH WEME R TNF- BEER; EEE RN
X T) o T el 5 05 T
Gerami BAML. XE. NAFLD #GHF4 90KEHE Ha4is Ha4iiair2desias,
EHER &5, 2025 AR 4ELESE(FEA R 40mg, BH OB {EHFEAREAR, RIEFWHE
[49] R HIR) 2%, 16 J4  (FibroScan)  ThZ5it
FEL N AR IEFR(32.7% vs
= . 2T
Wah BEHL. WE. 99 FI(K KHi %K ZK@EWWPMSFV Q?ngg;éfgi
oo Kheong g IR 49 /7250 mg, fH 3 r = ;
K KHET R 2017 I (D SNV EAEI >30%1 2  6.0%, P=0.023), ATFEEEET
, RIG(LARFH B, &3Efsi2 k@1 g/d), Hp 6 > 3006 5 % (24,29 vs
[50] A1l ) NASH, NAS>4) 48 * =S e
2.3%, P =0.002); Z4tEMm
i 524 W4
LSM & & T [ (-0.21 vs
Jin 2 BEML. XE. 83 BI(K kAR /K KHIE ’§§§%2M+0Mmzuma,mﬁ5
KR %ﬁﬁufiﬁﬂﬁ%42W§@mm 103.2 mg/d, &N§FF ApoB T[#; CAP JEAEfL;
s, #1; MASLD) 24 4 m&%w%%ﬁ%ﬁ%ﬁﬁ%%,
& Oscillospiraceae & £
e Hasan, 1 PR % W HF KKEIRS  AFARASS BTGB AS 5 BT A BE F A ek
KEEE Sooa (501 5t NAFLD & # wl, CR O ATEEREE 3%
4.2. B

HE AR AL TF AR S, B SR AR . 23R WS AR ISR R

PRI R JE R 22 S AR R, USRI E T H IR A BRSPS B KT kAl |2 5 454
AR IE & B XK — RO 2 [ SR [49] o 75 22 A MR A el AR R R B S Sh ) S (A 280 R e 15 4 B )
A KIIRZ T 4, HATARSRAD 780 08l R SR SRR IX 5 T M EE S LW 8 . (H A5 & A8
(K1 RS A B (K2 S —— RN G5R oK B 5 — A0 AR o — s, 2B R 52 SR TEA A2
BN 152 5 A BRI M0 L, RENS ELHAIE B 0 o DR R 5 28 1) ik DR s o e A T S 6 B D
[30] 4.1 i Ml R AR 45 R b, AEARRFEE bt IX— R G @l e . 7005, i 5 4
WRASR 0, PR BBETE AR, WA,

4.3. SRABTENERIERNXR
MASLD X B Wi 2 J5, B & B B0t — 0 5 m ARG R R SR & T I[3]. 2
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BAR K2 2 AMPK/SIRTL X BBz SR, HLR 5 40577 N1t — HOSUIEE A 24540 2 1]
EAED A 23 [F][16] [39], BEA 29 IR e A3 BT R0 RIS IR B 24 50 R A mT 4T 5 [ o 3 i 44 38 B R B
EARWZ MM TN FE2Eh MASLD (183, HBR FIPURRE S5 SRR T Re il L i, A8
[FREAE (9 NBEIRAE — VPP A — B0k, R T RE R BEA IR IR 250 1 b7 JE I R R 2 — o

5 B&ERE

T 25 SR G YT NAFLD [T 9E C T R LA AMPK/SREBP-1c/PPARa S Al A% 0 . 78 26 E AL R
PR EVEMARFET S I 4 0 22 80 S L B 5 /NBERR KRB S SR sk O BB IR R UE S - (H At
WA I AR UEYE Z AT A AE B vk 22, FBEARBITE AR YR R FE . E4E 20 5 AL DR SR = AN 5T

R FLRT LT 7 e 55—, PRACHLRIBE L, (EBIFRES . Al 2 4% 5 RN g iR R,
A B B T B2 0 R A B LR R e 4T BE (P AR . Kupffer 400 SERA0E) HIERH, I EHE
FFLERIL . BRAETSbLmI4E R s 5, JFR MR EIRRTT, VUS4 MRI-PDFF S5 0] 52 5 R4
EURERR, HUGHE. TS ARG, ik MASLD #ifr & NG =, KIEBIXSHESE
W, JEI YR G SCE A PR, JRIRR AR - R, B - I 2P0 XU, GLP-1 SZ2 4k S)
AP G I, KiEwat:, @RS R AN KSR, wEP Ak ORFET 4.
[EUEFIRIR ™ B A %%

SE
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