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Target identification and traditional Chinese medicine prediction for nonalcoholic fatty liver disease:
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[ Abstract | Objective: To systematically investigate the causally related druggable targets for nonalcoholic fatty
liver disease ( NAFLD ) and their molecular mechanisms based on multi—omics data integration and Mendelian random—
ization (MR ) analysis, and to predict traditional Chinese medicine (TCM ) drugs targeting the core genes. Methods:
Public omics and genetic databases were integrated to obtain the expression quantitative trait loci of druggable genes and
the genome—wide association studies data of the disease, and a two—sample MR analysis was performed. The tests for het—
erogeneity and pleiotropy analysis were used to control potential biases, and the gene ontology functional enrichment anal-
ysis, the Kyoto Encyclopedia of Genes and Genomes pathway enrichment analysis, the protein—protein interaction analysis,
and TCM prediction were performed for the significant genes. Results: A total of 27 target genes with significant causal
associations with NAFLD were identified, among which ribosomal protein 136 ( RPL36 ) , bone morphogenetic protein
8A (BMP8A ) , and cytochrome P450 family 4 subfamily F member 3 ( CYP4F3) were risk factors, while thrombox—
ane synthase 1 ( TBXAS1) and annexin A1 ( ANXA1 ) were protective factors. These genes were mainly involved in
pathways such as B cell receptor signaling, cell apoptosis, arachidonic acid metabolism, and interleukin—17. The target
interaction network showed that Caspase 3 ( CASP3) , glycogen synthase kinase 3 beta ( GSK3B ) , 5'-nucleotidase
ecto (NTSE ) , ANXAIL, hydroxymethylbilane synthase ( HMBS ) , and uncoupling protein 2 ( UCP2 ) were core nodes.
Based on these core targets, 100 TCM drugs were identified by target mapping, mainly with a cold, warm, or neutral nature
and a bitter, pungent, or sweet taste, and they mainly entered the liver, spleen, and lung meridians. Their main functions in—
cluded clearing heat, activating blood and resolving stasis, promoting diuresis, and tonifying deficiency. Conclusion: This
study reveals the key targets of NAFLD and their molecular mechanisms and constructs a “target=TCM” model, which
can provide a reference for individualized prevention and treatment and TCM intervention.

[ Keywords | nonalcoholic fatty liver disease; multi—omics data mining; Mendelian randomization; druggable targets;

traditional Chinese medicine prediction
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Xt T B s MLl B T T TSR s LA EE R
3T 4F 3, 75 75 R 6 AL A6 ( mendelian randomization,
MR) %5 & 4 J& B 41 56 8% BF 55 ( genome-wide
association study, GWAS ) 5 & 1k $& M AR 7 5
(expression quantitative trait loci, eQTL ) %% £ 4] %
B, R PPA R DR e 3R 5 950 XU 22 ] i) AR 56 R
B TR TR,
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B RE, 1A NAFLD frp BEAS E T B R i 2%
1 BERE5HE
11 #HFBRBR NLHETFZHAFEIEAN R
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CWAS% Z IS B . 158, MARBUR 25 JL K 4, o
E T 2AMFEERIR : O A 2% - FERAHE AR %L
P& % (Drug—Gene Interaction Database, DGIdb) g
ARG ZY FE B . DGTdb &I i (19 254 — 3 K B4
R R B VB . ARSI ST T B A B A
T A (2024—Jun) F%HE . @2 % Finan % %
TR LR R A v B2 5L M B 3% . NAFLD
(492955 GWAS BLHE U FI FinnGen BUHE PRS-+ — IR,
£3.4% 3006 15| NAFLD % 5] S 450 727 5] %f B, 2% 5%
AR E I L i SR B S LR A AT S B
il 43 R 41 B 5E (MRC Integrative Epidemiology
Unit Open Genome-Wide Association Study, IEU
Open GWAS) B 2 11 eQTLs {5 ., #3516 9254
FERAL A
12 TATF IS ERMER AT, TR
$lit P < 5e~08 1T 5 f7 JCIK 1) FRLAZ T TR 2 A5 1 (single
nucleotide polymorphism, SNP) fifi %, %% & 0l Al 24
B A Y e R B A5 L, $REUL R 100 kb i

PN SNP, FF- £ B 00 A5 A BE PR > 0.01 Y% -
I I 7 3R S 8 7 1 5 B3 BRSSP (B8 =
0.001, kb=10 000), f BAJH 57 SNP. LAFSEit4E >10
e R 58 TR &, B0k MR 20 A iR e
1.3 &H & RE M ST R HRK MW
“TwoSampleMR” (v 0.5.8) f i#f 17 X # 4 MR 43
Bl MR A JE IR A SNP AR B, ok A 0 4
i+ B SNP SRH] Wald HoRik (wald ratio, WR); XU
SNP R ¥ 77 22 AL (inverse variance weighted,
IVW); = 34~SNP LLii J7 22 A% (inverse variance
weighted, IVW) Jy 3=, I UINAL H 037 07 (weighted
median, WM), MR-Egger [0l 5 7k (MR-egger
regression, MER), & . #& 3 7% (simple mode, SM)
B4 B E "', 3@ 4T Cochran” s Q Be 1 X} S5 o
PEAT VAR, S BT EAS 3060 & IVW Fll MR-Egger [1] 15
LRI, 27 P =0.05, WA E 45 R A7 75 B K 57 Ji
PECL BeAh, MR-Egger K036 HH F3FAl SNP 2551k
M P =0.05, TN AR 2300, MR AL
PEMR SR AR s s

1.4 REAAKRARABEE EH4HN HTHRR
AL 24 B DR A D) BE AR AR AR W) S AR G, SRR
BAF AL “clusterProfiler” (v 4.10.1) % 5 % H A< {4
(gene ontology, GO) Tij e Fl 5t #R 3E A 5 3L R4l i
Bl 44 (Kyoto Encyclopedia of Genes and Genomes,
KEGG) i % 5 4 73 Hr . GO TIRE = 4 70 i w4
i 72 (biological process, BP). 73 T I A& (molecular
function, MF) FI4H 5% 53 (cellular component, CC)
=ANTJT I, LA RER AR 7m HE m R4 7 16

1.5 % &8 Ji-% @ it /8 Z 4k A (protein—protein
interaction, PPD) A4 BT AL / 4 1 B EAEH]
T.H(search tool for the retrieval of interacting genes/
proteins, STRING) K45 & i#f 17 PP Afr (W) Fh ik
“Homo sapiens” , Fslilie &5 15 450 o THEEA 1A
FR A8 4 B2 I3 3k R 22 ) 1 s BE (B HE P, P01
2o RO RO HE L, LR S TR B R AR A
.

L6 WwHMMHH T PPIRLLHLE, (FIIEY
[ 2 AR 32 4 22 27 (Coremine Medical) B4 )52, i



ERVESS o
2026 4F- 8 H

8 ] WhFEH &
HUNAN JOURNAL OF TRADITIONAL CHINESE MEDICINE

Vol.42 No. 8
Aug. 2026 87

FTHE A - 2 DR T ({5 P < 0.05) . 545 ( Hh g
RN 25 - —ER(20204F ) 1P R (b 2y
2 ) VAR 25 4, 18 Cytoscape 3.9.0 #7
2 - TR - R W&, Il R AR R RE
5 (V2.5) BT 25 R PER L H 28 ShA T, SEBN
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21 T A Bz A& M DGIdb £ 5 FE A H
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24 R PR g 1Y) R 5 TS L . 7EIEU Open
GWAS B4 1 L X e 7 )5, 3kA5 4 068 4~ Al il 24 5%
PRI e 0k KR 1 8 15 B, M T NAFLD B 5%
(R 24 i PR 2 2 e TR
22 TRHARSNAFLD W R R A, ZE
Wk 7 VAN K R s TR e AR, SRR
Hdi SNP AL 6 9591, FHFE I 29.72 ~ 14 552.87,
IVW 20 Hr 4 3 R, A 274 i) i 25 35 [ 5 NAFLD
FEAE S5 OCHE, M s SR LR 1, Horp, bR IR
L.36(ribosomal protein 1.36, RPL36), B & &4 &
1 8A(bone morphogenetic protein 8A, BMPSA),
iy 2L T J¢ J5 A4 Y ot 287 5% R F- (mesencephalic
astrocyte—derived neurotrophic factor, MANF). il
{6, % P450 4F3(cytochrome P450 family 4
f member 3, CYP4F3), FPIRI%EE AP R U & HEH
7(baculoviral IAP repeat containing 7, BIRC7). g7}
5= ¥ (5 —nucleotidase ecto, NTSE). ¥ H J&
JIB 7,452 45 B (hydroxymethylbilane synthase, HMBS),
R AT I 3(Caspase 3, CASP3)., 2 fiil it 45 2K

F125 4 8 2(syntaxin-binding protein 2, STXBP2),
55 % 1(transcobalamin 1, TCN1), [ 4f g 328
Bk #E 1 #£ 52 1K Bl(leukocyte immunoglobulin-like
receptor B1, LILRB1) M5 £5 bR 3 B (glycogen
synthase kinase 3 Beta, GSK3 8) 5 NAFLD 2 [a] )
BN OR > 1, RIS bR B 354 55, NAFLD
KA BEZ 3, J& T el K& mkebe s i 1
(thromboxane synthase 1, TBXAS1) ik D(peptidase
D, PEPD), % 1 i R i 3 1 1k I % vy (protein

subfamily

phosphatase 3 catalytic subunit gamma, PPP3CC). ik
PRENS 22 R i U i 2 (peptidyl arginine deiminase 2,
PADI2), EHEEE 1 Al(annexin A1, ANXA1), =H[A
T 3(trefoil factor 3, TFF3), L[ #EHIE o W
% 5(sodium voltage—gated channel alpha subunit 5,
SCN5A)., k64l % 2(transcobalamin 2, TCN2).,
B B (choline kinase beta, CHKB), MutS [q] 5 %4
1 6(muts homolog 6, MSH6), ¥ ADAMTS £ [ 4
(adamts like 4, ADAMTSL4), F2BEAT B H KK it il
(hydroxyacylglutathione hydrolase, HAGH), B -1,
6-N — & 19 4 W i ' 7% Wi 1(ST6 beta—galactoside
alpha-2, 6-sialyltransferase 1, ST6GAL1), SLAM
F i W 1 8(SLAM family member 8, SLAMFS), £k
LA A A8 B 25 11 2(uncoupling protein 2, UCP2) 5
NAFLD Z i 0 AE OR < 1, FWI# Bk LA ik
R, NAFLD & A WU BEAIC, J8 TR R . =5
PERGEE R, 27 AL Q Bttt P{E R 0.368 ~
0.999, £ B4 SNPs AFTE S Bt 5 MR-Egger £ 55
& % B SNP K- 2254
2.3 NAFLMaaéTﬁke@}%EJ EOE R A o /i S ]
TN 27 AN TRAE R S AT GO ThRE E 42 4T, 245 )
o EFEMCOFKH 507/\(P<0 05), i & T BP,
CCHIMF =/ T AE Wi 72 v s S 314301 5%
H, A3 A0 1 3z S 1 L A o3 s £ A
B R A T L G Y A BROR
TR TE R 2 I X A e AR AR TQIHH’FJ
AL, B AR 19 4, a0 gn A i UL
IR IR S 2 BE I | 40 ] 3 5 45 i‘é%}%ﬁ&lﬂ,ﬁi
B A AR M I S . FE ST DI RE T I E%%’
LR S8NFH, WU ZE S OS5
e 245G | BRI AR P @é@ﬂﬁ%?ﬂ%ﬂ%%mﬁ
FITE M AL DNAZS & B0 MHC T2 400 R4S
FUTVE AR ASGE X LTI RE R VR, TEULIE 2,
jv%“%?NAFLD*H;@TJ&%%I/%E{DTWI, i3
17 7 KEGG L B & 40 M. A RILE R 11 5%
Fi % (P<0.05), H, HF@%EﬁE’J@%BéﬂiH@x
VA 5 B | 20 B R T S L AR AR DU AR IR AR
i AN A E - 17 (interleukin-17, 1L-17) {55
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. TN AZ AR Sl B (WL F 3A), K 3B & LILRB1.GSK3B.BIRC7.CASP3. TBXASI .
N 111 % AR i g AR LA, 4035 PPP3CC CYP4F3 . BMPSA 1 MSH6.,

exposure nsnp method pval OR(95% CI)
RPL36 2 Inverse variance weighted 0.014 —— 1.500 (1.087 to 2.069)
BMPBA 2 Inverse variance weighted 0.017 o 1.258 (1.041 to 1.520)
MANF 2 Inverse variance weighted 0.023 — 1.857 (1.089 to 3.167)
TBXAS1 2 Inverse variance weighted 0.024 m' 0.882 (0.790 to 0.983)
PEPD 2 Inverse variance weighted 0.025 '-H' 0.794 (0.648 t0 0.971)
PPP3CC 2 Inverse variance weighted 0.025 '-0—' 0.648 (0.444 to 0.947)
PADI2 3 Inverse variance weighted 0.026 m 0.889 (0.802 to 0.986)
CYP4F3 2 Inverse variance weighted 0.027 }O'I 1.119 (1.013 to 1.236)
ANXA1 3 Inverse variance weighted 0.029 l!g 0.903 (0.823 to 0.990)
BIRC7 2 Inverse variance weighted 0.031 H-l 1.167 (1.014 to 1.343)
TFF3 3 Inverse variance weighted 0.033 m' 0.841 (0.718 t0 0.986)
NTSE 2 Inverse variance weighted 0.035 m 1.110(1.008 to 1.222)
SCN5A 2 Inverse variance weighted 0.037 —— 0.625 (0.402 to 0.972)
TCN2 3 Inverse variance weighted 0.040 lﬂ 0.877 (0.773 to 0.994)
CHKB 2 Inverse variance weighled 0.041 - 0.804 (0.652 to 0.991)
MSHE 2 Inverse variance weighted 0.041 M, 0.869 (0.759 to 0.995)
ADAMTSL4 2 Inverse variance weighted 0.044 lﬂl 0.886 (0.788 to 0.997)
HMBS 3 Inverse variance weighted 0.044 IPO* 1.127 (1.003 to 1.267)
CASP3 3 Inverse variance weighted 0.045 o 1.145 (1.003 to 1.306)
STXBP2 2 Inverse variance weighted 0.045 H—l 1.203 (1.004 to 1.441)
TCN1 2 Inverse variance weighted 0.045 —— 1.278 (1.006 to 1.625)
HAGH 2 Inverse variance weighled 0.047 o 0.872 (0.761 t0 0.998)
LILRB1 5 Inverse variance weighted 0.047 » 1.087 (1.001 to 1.181)
STEGAL1 3 Inverse variance weighted 0.048 el 0.882 (0.779 to 0.999)
SLAMF8 2 Inverse variance weighted 0.049 '0-; 0.838 (0.703 to 0.999)
ucp2 3 Inverse variance weighted 0.049 o 0.900 (0.811 to 1.000)
GSK3B 2 Inverse variance weighted 0.050 l'!-‘ 1.137 (1.000 to 1.292)
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NAFLD A9 fefa 5P, DX 1) 1 H BE A 78 P bl 55
R 2, B R LA A QSR AL AT B A 7 A
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FT T, KR Kb 255 R UCP2 AT
NAFLD O RS — @b

NAFLD J& B i “PRUER” ik, A
TEHLN EILC IR, SR T 55, AL Ge i i o
LTI AT AT 2 T 3K — S i AL, T A P A s
7% L9 IR 2 5 TO0 o0 8 S 4 — g, S AR F
FURG R A5 - TP 27 TN AR R A T R A
A BEIEEAE Y E A A SRR A O
NAFLD 1) 31 2555 e A8 22 [8] W] G847 4E — 8 X G
Fo WIRA W= MEER , RAE RN R TG 5
W ORE AR A SO AR, S RN R
PEE L “IE RS SR A0 Bk
M5, CASP3 /15 ) 240 R 1 7 B A i G0 S I e Ji
BB S RE T3 5 e R 0 S AR, FE— R R BE b
MR Z LR B FRRIE ; GSK3B BK B
R BRI ZE AL AR GG Sl s S iy, 5 R A
Z A HA —E K ; M UCP2 5 ANXAT TR i
JIT 52 W P R A )y i 32 4t K T 4% g 0 B, WA —
SERRRE FARBL N G2 I RSP B R R RRAE
FEUE IR A Y A - R 2T A5 AR B
FHE H 2G5 FE PR R H 8 R DR A 5 NAFLD &
B HLEA — B0, REL CTEER” 5 H ) M4
AT AR, 7E BAR T 12 0, £ % CASP3,

LW IS KA P2y, BERE R L L 1 iR 7 AL

IE 2 LA IE W 22, RE RO b 4 i
PTTAE5 5 AR A0 G 1k, M AR BE D) R 287
(VR R 5. B UCP2 . ANXAT 5 P 40
i N 2 iR 7 ) B PR 2 o 7 T o 1
FE— R E L UCERE RIS S PR RE ST MR BL Pk
IE DABAR” (4 F LB o A, A X BT A s A
HMBS, AWF5E B0 3 55 1 B A 55 1A i e s 2
2, R X 2 W AE PR T AR R L G R
2 A RS T AT B LA RN AL

AR FEATAFE— 2 SRy B . — 5 1T, MR 4347
BT WM T A FRBUE , T A S5 98 76 - W AR o ) 3
TEPETTHE— DI UE ; A, B 88 B IR T A0 A i, wT
RE 15t T JHF FOE R e P A S 5 [ B, AR o g A 1
R - 2T SCHRIE T ORI, e = S 46
UE; 7300, <4 - §187 X R 26 R T 4 A I R KFEA
TEAGE Sy BB A TACHE . X B3R R BR , AR5
AU LA Iy I — 25 IR« — S 456 IR 5+
P QTL Bdi sk 2 41 2B A 4 TSR s, DAE— 20K e
FE LG R 5 2 [ SEABIEIY e IR I G BT
(4 HMBS | NTSE %) BAZCMRASE A, TF R ARy A1
IHAESCH , 2 50 B W HAE NAFLD 4808 K20 L 20 i oA
T KRR B 8 73 L, IR B0 AR DG P 2 1 24
RO TSR — R R ARG R BB | 4 3h 2 4 2%
WFIE R WG R 1 25 1, A ST Mgt A% R 2R 2
1 A G5 T NAFLD 56 ] il 245§ 05, JF R & H
SRS T SRR, R - A -
H2” A R REER AL TR Y L

S 3k

[1] Zhong H, Dong J, Zhu L, et al. Non—alcoholic fatty liver
disease: Pathogenesis and models [ J ]. Am J Transl Res,
2024, 16(2): 387-399.

(2] A, REEM, SBEE, 45 . b [ DU% AR AR SAN T AR
TR 2 At 5 AP T A I T 9 XIS DG 3% 1 [l st A o 4] %
HEWEgE (7], b E2RHE, 2024, 27(29): 3623-3628.

(3] 296, B®, 05, 5. i8Sl kIR RE . RS0
R AR R D R A L) ] Th A E RN, 2024,
60(2): 28-36.

(4] BRGU, FofE—, 82—, I F MG PlLFd S
B IR BEAIL A 73BT 2 S R I Jse 38 3 7 Wl PR 9 1) 4 AL



A2 B 8 M BoFeh & Vol. 42 No.8
92 2026 458 A4 HUNAN JOURNAL OF TRADITIONAL CHINESE MEDICINE ~ Aug. 2026
WL ] e P R 24k, 2025, 41(1): 155-162. of adipose tissue in patients with both non-alcoholic fatty liver

[5] Storm C S, Kia D A, Almramhi M M, et al. Finding disease (NAFLD) and polycystic ovarian syndrome (PCOS)[ J ].
genetically—supported drug targets for Parkinson’ s disease J Transl Med, 2013, 11: 133.
using Mendelian randomization of the druggable genome [ J]. [20] Tbrahim S H, Akazawa Y, Cazanave S C, et al. Glycogen
Nat Commun, 2021, 12(1): 7342. synthase kinase—3 (GSK-3) inhibition attenuates hepatocyte

(6] AV, fFTE, e, 36 SR REIGRIRE S]] lipoapoptosis [ J 1. J Hepatol, 2011, 54(4): 765-772.
hEZRk, 2015, 56(17): 14411444, [21] Oh KK, YoonSJ, Lee S B, et al. The convergent application

[7] Freshour S L, Kiwala S, Cotto K C, et al. Integration of of metabolites from Avena sativa and gut microbiota to
the Drug-Gene Interaction Database (DGIdb 4.0) with open ameliorate non—alcoholic fatty liver disease: A network
crowdsource efforts [ J ]. Nucleic Acids Res, 2021, 49(D1): pharmacology study [ J ]. J Transl Med, 2023, 21(1): 263.
D1144-D1151. [22] Wang C, Wang P, Chen W, et al. Mechanisms of Gynos—

[8] Finan C, Gaulton A, Kruger F A, et al. The druggable genome temma pentaphyllum against non-alcoholic fibre liver disease
and support for target identification and validation in drug based on network pharmacology and molecular docking [J]. ]
development [ J ]. Sci Transl Med, 2017, 9(383): eaagl166. Cell Mol Med, 2022, 26(13): 3760-3771.

[9] Hemani G, Zheng J, Elsworth B, et al. The MR-Base platform (23] Liu Z, Wu B, Liu X, et al. CD73/NT5E-mediated
supports systematic causal inference across the human phenome [ J ]. ubiquitination of AURKA regulates alcohol-related liver
eLife, 2018, 7: e34408. fibrosis via modulating hepatic stellate cell senescence [ J . Int

[10] SunJ, Zhao J, Jiang F, et al. Identification of novel protein J Biol Sci, 2023, 19(3): 950-966.
biomarkers and drug targets for colorectal cancer by integrating [24] Molina L, Zhu J, Trépo E, et al. Bi-allelic hydroxymethylbilane
human plasma proteome with genome [ J ]. Genome Med, synthase inactivation defines a homogenous clinico-molecular
2023, 15(1): 75. subtype of hepatocellular carcinoma [ J]. J Hepatol, 2022,

[11] Fabiola Greco M, Minelli C, Sheehan N A, et al. Detecting 77(4): 1038-1046.
pleiotropy in Mendelian randomisation studies with summary [25] E=Mg, skpias, BJy, 5. AETRSHERR UG T 58 £ 4 AME
data and a continuous outcome [ J 1. Stat Med, 2015, 3421): LTI E AT miR-221-3p ANXATHGRIELS ] A ERSE,
2926-2940. 2022, 43(6): 750-756.

[12] Bowden J, Davey S G, Burgess S. Mendelian randomization L 201 WFILMR, Fl—HE, BEARIL. BRECHR 1T AL B8 ROLARCAER
with invalid instruments: Effect estimation and bias detection (RBFFEHERE (1], R, 2021, 40(3): 383-387.
through Egger regression | J |. Int J Epidemiol, 2015, 44(2); [27] NG, Eie. UCP/SIRTS 550 8- AL R A5 7
512-525. MFERI LT ). i AR 2R, 2024, 44(4): 1016-1020.

[13] [T R A e\ R I 250, — 38 [ M ].2020 4 (28] fafls &, GUsl, BRITLr, 25 . 2t & J il A s 1 i Iy AT 1
B b0 o B 2R SR L 2020. I RIFTEHERE [ ] ). P Eh 2%k, 2022, 43(9): 87-91.

[147] GhEEE. BRI T 25 M ] ke o B 2 R [29] Zeweft, BHr, MB35, 5 BT SCHRAMIT A0 AR TR HE R 07 AT o
2021 EﬁELﬂﬁ#ﬁ%ﬁ [J]. HFhEEZS, 2023, 18(2): 263-268.

[15] Sinha R A. Targeting nuclear receptors for NASH/MASH : From (30 ] SRS, AR, WP, 5 RAMIE LS " B il
bench to bedside [ J 1. Liver Res, 2024, 8(1); 34-45. RFERERE L) ). PAERIREAGK, 2021, 36(12): 7248-7251.

[16] Jiang F, Wang L, Ying H, et al. Multisystem health [31) Hos, JIs, Ze ], 5 R PO BRI S Ak
comorbidity networks of metabolic dysfunction-associated HRMRAR L1 ] FRERTERA, 2018, 11G3): 416-419.
steatotic liver disease [ ] . Med, 2024, 5(11): 1413-1423.¢3. [32] %%, BT, EW, ¥ 2T WAL ERRTRAHE

[17] Zhang M, Yuan Y, Zhou W, et al. Network pharmacology SACBER AR R AR L) ] PR ER 25 5], 2025,
analysis of Chaihu Lizhong Tang treating non—alcoholic fatty 22(5): 145-148.

Jiver disease [ J 1. Comput Biol Chem, 2020, 86: 107248, [33] 28, SRS, Mo, 5 el - 25007 FRIE T EA Y BUBURL

[18] Peng C, Li J, Ke X, et al. In silico and in vivo demonstration WIS LR B R e R [0 ). B R R Ak, 2026,
of the regulatory mechanism of Qi-Ge decoction in treating 42(1):27-32.

NAFLD[ J ]. Ann Med, 2023, 55(1); 2200258. (A% B #7:2026-03-06)

[19] Baranova A, Tran T P, Afendy A, et al. Molecular signature [ k. 4w ]





