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Abstract

Objective: To explore the mechanism of action of Eleuthero in the treatment of coronary heart dis-
ease angina. Methods: The compound components of Eleuthero were collected by searching the
ECTM database and literature, and then the compound target dataset of Eleuthero was obtained by
using PubChem, SwissADME and SwissTargetPrediction databases. The angina related targets of
coronary heart disease were obtained through the three databases of TTD, DisGeNET and Gene-
Cards, and the targets of Eleuthero were combined and deduplicated, and the Venny diagram was
plotted. Cyoscape 3.9.1 software was used to screen core targets and construct disease-intersection
target-compound networks. The Metascape platform was used for KEGG pathway and GO function
enrichment analysis, and the micro-biotech platform was used to draw dot line diagrams and matrix
dot diagrams. Autodock tools 1.5.7 and Autodock vina 1.1.2 were used to molecularly dock the core
targets and corresponding components, and Pymol 2.5 software was used for visualization pro-
cessing. Results: Eleuthero mainly acts on core targets such as TNF, IL6, NFKB1, HIF-1A, etc., and
regulates IL-17, lipid and atherosclerosis signaling pathways, thereby playing a role in the treat-
ment of coronary heart disease angina.
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2.6. GO IRt EE M KEGG BREES T

OB - TN SR 2% 0B 55 _E A% Metascape (https:/metascape.org/) ik X #E4T GO fll KEGG &
ST, PIFBREA “Homo sapiens” , MIME®E “P<0.05" , JFELMAERETE
(https://www.bioinformatics.com.cn/) 347 AT AL -

2.7. GFXE

£ PDB (https://www.rcsb.org/) H1 B O B ¥ 15052 442 PDB A =X o 08 BRI Fin i S 1) 6 28 R0 o OF
7t pubchem (https:/pubchem.ncbi.nim.nih.gov/) #1 3R 1555 M ECAA ) sdf #% 20, #3045\ chem 3D 1 iE47 i
INGEEREAL, JERAEA mol2 #% 3. i ] AutoDock Tools 1.5.7 XFECAE#EAT 27K, InE4E, I/ Autodock
vina1.1.2 AT X%, 24k - BURII4E A 86/ T 4 keal/mol, $7R B — @AM, S5 REK,
RO, Fen AR Pymol2.5 34T 8% (A 6 aT AL 2 #r

3. R
3.1. & -BaE

JROETFRIM 39 MU AR 22 R E ECTM #di &, 17 ANk E A& ST A FIBAE: T4 = RO AH -
VUG AT - B H I BT B v 20 9 5 1% B (UHPL.C-Q/Orbitrap HRMS) ¢ A %o ) Ty 55 ¥k 14k 2 1 20 47
SEMEHT[6] (M BAREBIZ 1), 1 hILads 286 N5 4, 696 2%ibiER:, 39 MbaS 247
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Table 1. Main components of Eleuthero injection

F 1 RAEMEFREZRS

Complex =3 %ix ID KR
3-O-trans ferulylquinic acid 3-O-r 2 i 2 Je i CcwWi1 ECTM
Caffeic Acid VI CWJ2 ECTM
Isofraxidin I 1 IE CcwJ3 ECTM
p-Coumaric acid 2 R cwi4 ECTM
Vanillin R CWJ5 ECTM

Salicylic Acid KR CWJ6 ECTM
Stearic Acid T IR TR cwJ7 ECTM
3,4-Dihydroxybenzoic acid 34-“RIEKHR CwJ8 ECTM
Sesamin ZWRE CWJ9 ECTM
Syringaresinol TEM N CWJ10 ECTM
Syringic acid TER Ccwii11 ECTM
Coniferin FARAEF CwJ12 ECTM
4-Hydroxy-3-methoxycinnamaldehyde FARE CWJ13 ECTM
Coniferaldehyde Glucoside T R0 T Ccwii4 ECTM
Ciwujianoside B TSR B CWJ15 ECTM
CiwujianosideD2 LA S D2 CWJ16 ECTM
Eleutheroside L T FLANE S L CWJ17 ECTM
Ciwujianoside C1 P TUIEST 2 H CL CcwJi18 ECTM
Ciwujianoside D1 S FmE SR D1 CWJ19 ECTM
Ciwujiatone )T S R CWJ20 ECTM
Isolinolic Acid SV 7 R Ccwi21 ECTM
Chiisanogenin ZUIRP i T e B = A A ) CwWJ22 ECTM
L-phenylalanine L-RK AR CwJ23 SCHR
catechol A2 Ty CwJ24 SR

peonol ALl CWJ25 SCHR

vanillic acid TR CWJ26 ik
3-hydroxy-4,5-dimethoxybenzoic acid 3-23-4,5- — HAE SR H R CwJ27 SCHR
6-hydroxyhexanoic acid 6-F2 3L CLRR H R CwJ28 SCHR
2,5-Dihydroxycinnamic acid (E)-3-(2,5- ~ AR E) A FiR CWJ29 Sk
methyl cinnamate PRI 1 R i CWJ30 SCHR
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2-anisic acid 2- AR HIR CWJ31 SCHR

pimelic acid B CWJ32 ik

scopoletin s CWJ33 SR
3-hydroxy-5-methoxy-cinnamic acid 3-JRdk-5- H A PO R R CWJ34 SCHk
fraxidin RERIE CWJ35 SCHR
D-phenyllactic acid D- R A AR CWJ36 SCHER

suberic acid ¥R CWJ37 R

CWJ38 Sk
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3-hydroxybenzoic acid ) dik
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komas™LEC FLA‘F,’PMg Fovpimag o
MMPg o~ e ~___MANBA
SLC6A> 2 TTR NROBZRARBKDM 1A 1y _KLKB1
4B —— o TRmeis T eoe

“pmadiCARL F2 GSTK‘«KRWCQIF/ T//ﬁCNDW _RXRB

Z Apkg~ PDGFRA ADRA2B
/ FBP1  PTPN22  yapig

- PIM3” Z LCK —KCNMA1

cwu2g_ < - = T _REN
) - ~ -~ s HIFIA~_cCR1
e < = — — ; g SLC16A1

- PLG —¢cTRC
CWJ28— B 4 =" AKR1B10°CLB :agps
—~— b,

N\

\

% foe
RNASER1 SERPINEI
“KMO”~  PAK2

—
— - _KDM4A
PCAL1—
TNF ———=SERPINAe=—PCIL Tpaks
.. — - _GSK3B
< 3 = PPARD —_—cYP19A1— POR —1asy4

=

E = —— PG
CA1 @z

_ALl
%CDCQSA é;ﬂasm_/,PTGspjTGE2

_— 4 . — ACE
3 1 = ==UGT2B7—=CPA1

ey £ 1 = -cxcLs

. 5 A9 = — ——aporats
= ==com

= MMP2 — iDE"i
I = ~ ol GBA1

3 1783 MU _tpwr

= : APP
CWU1s e = : S y )LCSAZ”’ANXA‘/PEPD
- DM5C><LCGA4— ARRAZA
>__SLC0A oy
S PLA2GAA
CR1

———— = oP2A  ——POLAT OABERZ

A TGN —— HAO1 — —
\i&%‘-wﬁ?\ FABP G RMBsoaT ACHERARG . ——  FTO G
ORC:GABRA?™ S = TSNKID NTRKI
S e SSSo e
SLC15A1 49354 S RPA GPR17
A ~P4935¢NpE RSS
"PTPRC™ *EneepTaSE ~__ CHRNAT
RXRAS ~RSYP26R.
TGAL FDPSWEE

V7B AR TOIME SRR G, BRI EYIRLRL, Degree EACKIEIEBOR, BitiiR.

Figure 1. A compound-target plot
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Figure 2. The intersection plot of the database targets
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Figure 3. Venny plot of the intersection of angina and Eleuthero injection
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3.3. &% - 1  - LML EINE
KPS 110 N S, 259 ZLLiERE, 4% 39 ML AW S 71 NSRS B (L 4).
3.4. LR RFIES Pl MEHE

126 i 9 2 4G 19 AT, 163 SRAUAZ O R A IR ZE R 1 (TNF) . 4B 2 6 (IL6). 1%
X7 kappa B (NF-xB). % /KK 7 ZAK(EGFR). 3-¥23%E-3- 3L L — Fridls A I8 JFEF(HMGCR). kK
I 3 (CASP3). i 41l it 2 it E ALY &5 2 (PTGS2). 37 4 )& 25 111 9 (MMPO). i % 52 14 (ESR1)
BAFRET 1 TE o (HIF1IA). I RK KL UEF(ACE). 58 4F VA B RIS A0 HI7) 1 (SERPINEL).
HANANZE 1 beta (IL1B). #HFF W OCEKEF(REN) JEMFERTIAE F(APP). 1 E AW S8 5V S 2
1 y (PPARG). Toll F£5Z4k 4 (TLR4). i AWK IE TS Z 14 o (PPARA). H4HMfI/ % 8 (CXCLS8)
(W1 5).
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Figure 4. Network diagram of angina-intersection target-Eleuthero injection compound
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Figure 5. Screening flow chart of core targets and PPI network map (Degree value is proportional to size color)
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35.GO E&ESH

i3 Metascape 4 e} 19 MZLEL siEEAT GO FEK Dhfg s, JL3k15 576 1> GO % H, BHHAEN
IIFE(BP) 533 A, EEEHETIINERMSNL XA GORIT AT 7> T RN A0 X AR R (0 S L Xt 248 1
IR JOAE S BRI TT o X 2 IR0 SR LIRS S is s IR 5 473 (CC) 17 4>, BdE32 ik
Haf RS, BEUR. B, RN, IR, SRR X BRI S MR . MR B A
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Figure 6. Dot-line plot of the GO enrichment analysis
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3.6. KEGG BENT

JEi Metascape $04 Xt 19 AN 0 HE ST KEGG RKZhAEHr, LIRS 75 4 KEGG 4 H, %
BAEMAT 20 XG5 SIEMAKE: IL-17 (F50E. Winlow. ZERFFER. BG5S ke Rl PR Pk
I~ B E % SRR VERE D PE AT . = ORI =) - Z AR (AGE-RAGE) 5 ‘5l %« Bk L . i
FRIER T8 Sl . NEAMMmaE g GeRW a0 - Fodit . R, BRI, SURtE R
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3.7. HFXHEER
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Table 2. Results of molecular docking
=2 FMEER
. o TNF 45668 IL6 45& e
A 25 AN =
Ay a5 4> (g/mol) CAS (keal/mol) (keal/mol)
il fE 2 CisH3602 284.5 57/11/4 -4.5 4.2
3R CsH1404 174.19 505-48-6 -5.8 4.4
ZORP R R =R A CaoHaaOs 484.7 89353-99-1 -72 -9.4
DN HE PR CoHgO04 180.16 501-16-6 6.2 -6.1
LR CisH3202 280.4 1839-11-8 -4.6 -5.3
HHR CgHsOq 168.15 121-34-6 -7.2 -6
W E TR CoHsOs 164.16 501-98-4 -6.3 -5.7
ALl CoH1003 166.17 552-41-0 -5.8 -5.9
PIEERR F i C10H1002 194.18 103-26-4 -6.5 -6.2
L-RNEAmR CoHuNO2 162.18 63-91-2 6.4 -5.4
6-F4 4 CL IR i CeH1203 132.16 1191-25-9 -5.7 6.1
T CoH1604 188.22 123-99-9 -5 —4.4
Ty S 2 D2 CsaHgaO22 1085.2 114892-57-8 -8.7 -10.8
) T ST L CsoHos025 1205.4 39432-56-9 -8.6 -11
R0 T 6 W C1sH200s 340.32 579-75-9 -6.9 -6.8
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i3k
IR T S C22H2600 434.4 218901-26-9 -6.7 7.7
(E)-3-(2,5- ZF2 2K IE) N I R CoHsOq4 180.16 38489-67-7 -6.1 -5.9
TR 2T B CssHo2025 1189.3 114902-16-8 -9.3 -11.4
SR NSRRI CL Cs2Hg2021 1043.2 114906-73-9 -8.9 -10.4
S N SO D1 CssHasO22 1101.3g 114912-35-5 -8.1 -11.1
FHIAME D1 F0IL6 FIHINE L F0IL6
Figure 8. Molecular docking results figure
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1211 ANFHOCHE 5, MU S AE G LR TG 71 NSRS . JEIE PP 4 I 0 i 5 4 i LR A% 0
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I 5k RELALBF(ACE). 21 1B BGE 0 40#177)-1(SERPINEL) . 4l &K-14 (IL1B). B Ut K
(REN). VEMFERTIAR S FI(APP). S Y E A B V) I0E 5244 y (PPARG). Toll #5244k 4 (TLR4). 1%
AL PR S B B0 2 AR (PPARA) . 4l /2% 8 (CXCLS).

Wt 73R AR T BRI RR 8 AL O SO I TNF-a W 53 R L BA B2, i)t TNF-o AR 00
T OEREN B EER B[] TNF FEALAR G2 B 5 2 e BE rTVE ALK 4545 5 R 1k S R, 18 mT
XF IL-6. CXCL8 S5 = 15 AE A, L5 P R 4 PR A DR B i 4 M 8 B 0L 8 P9 B2 B, 7E 008
RIS R EETAER[7]-[9]. NFKBL & —FhiesgH 1, & W T2 gifarh, xR xEE LA
TSR, T R 42 A R - R0 4 i R 1 0 2 R e S [10] - WAL ) NF-xB $R B A-AE STk AR R AL B b,
H H AL 4 A R REAI R R TR IE, G0 IL-6. TNF. IL1B %5, M SEE s - mfG, W
B A RERERT , 328 3G 06 7k oo PRI 3 AIE AR 3R B NFKB L J2E PRI 78 7 0o R T AL R 4 3 EE L (1)
TR [11]. HIF-1A O AT EGE SR BR 1, HEMINE. /b T8 LA TE 2
J i # o B AR F[12] [13]. Sadiya S Khan 2545 Hi SERPINEL F35 A4 B & B P O JIE£F 4 A0 AE ¢
Bk, MR AZSO AR AS 75 2 SERPINEL [ 1E % RIA[14] [15]. @it/ Hr A% IR 2 A1 (SNP) 55 7k
TR S, 79 H T PPARG . CXCL16 53 K A7 76 AH FLAF F 75 5k Lo 1) A0 P R ¥ 45 — e I E I [16],
i %) PPARA, PPARD 1 PPARG &R £ A MERIL, 15H PPARG H:[H R 5 A F e MO S K
TRV IC[17]0 P AL, 368 3ok %o ) T S A B o0 B8 A O S BB R b, ) e S v s
VAR E O B 5 R O SR IR

X GO 1 KEGG &£/ R, Ml FOImvES AT O SRl e F EAEH T 1L-17 15 5@
(IL-17 signaling pathway). g5 5z ik s HEAE 4L (Lipid and atherosclerosis). 1= 2 BE LAk 28 K =W - 3244
(AGE-RAGE){z 518 % (AGE-RAGE signaling pathway in diabetic complications). & ¥R4E K115 5 38 4%
(TNF signaling pathway). #% X7 kappa B 15 ‘5 ifi % (NF-kappa B signaling pathway). Toll Ff3214(5 5 i 4
(Toll-like receptor signaling pathway) s 4 il 5 i 55 AH AS 5B A OC . 1L-17 38 B AE N AR 98 i s B A 4
JEDNRE R IFE AR, IL17 & T (THL7)Z0 50 WA e S SE 40 M IR -, R A 98 RE s I 3 1 o) 7 o0 £
FRIT ORI EEAEH[18]-[20]. B Fida th SORE A VbR B4 NF-xB F1 TNF-a %O & B A 12 Wik,
A8 SR R B A F ™ R 5 O B0 BRI [24] [22] . AXHTE A0, W BRI M HL O R S O ML
MEEGREE R, 2S5 RREA TR EE R, BRSO R — P sk . MR
[23]45 AR S5k A FE R A TR KA T I K UG UBEZE S RA O I D e, 2 0 LR A 9808, LA RE
5 TNFRL (2 RIRE, #H] TNFINF-«B 18 884 5.

A HE 2414 s A E B0 Toll #2415 S8 S5 QM AAE % DIBC R, 1 TLRs K%
BN PSRN o ORI 18 W €€ s o BB 1/ 5 W 282 7 B B W w8 2K 5 1 1] S M SRIWSATE b s -9 8
Or TR ISR 1 R NS B A S0 AE S AR ST, JCLARIFOIE SR B R
INESHRE A CL i FOINyE SRR D2 Oy S DL RO S L 5 TNF, IL6 #E AT
SEARe e, X UL TR SO MU G, S8RE AR A%y T A s R 4 e

DOI: 10.12677/jcpm.2025.42259 911 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2025.42259

ZE L RTIR, R NESHR ST O SOR R AR EEAE A T TNF. IL6. NFKB1. HIF-1A Z54Z 0048 1,

VAT IL-17 BRI 5 Sl Kk o8 REAE AL 5515 5 3 B M TT A 0T R Lo Do SO R, RV JRATT S 20 e 3 4 4%
2B R TN SR T T o D SR IEAT TIRANBIRITTT, (HAE 2 T E A — PR R . BEE
WG B MR GE AR AW R, JATAT CLidtE— 2D 58 3 25 W80 | 70« 2501 AL AN 25 040
SEITMAIBTTT, BEE BT TCRIABIR N, A VRS A0 L0 S AR VR 9T 76 Lo O 00 H (78S 0 RN (B R 15
B 77 W RN -

SE

(1]

(2]

(3]

(4]

(5]

(6]

(7]

(8]

(9]

[10]

[11]

[12]

[13]

[14]

[15]
[16]

[17]

(18]

Nair, T,. Jadhav, U.M., Kumar, K.P.S., et al. (2021) Consensus Statement on Holistic Management of Angina. Journal
of the Association of Physicians of India, 69, 11-12.

BB, TR, 2, S BT RUIR Meta 23 BT I 25307 AR e MO SURIN A Rtk Kz (], o ESER s
722k &, 2022, 28(5): 197-210.

WS, xE, TERY, S5 BT BTt FUR) FUME R 5904 451l Ca ML R G R A 2 RFAELD]. A e 2
£, 2020, 45(15): 3525-3532.

ZIBE, tkF, XIE, S BT RS A ol T SR T O U R I S 2R R 4 AT 0], FURLAE R R -
2= 2Rk, 2021, 23(2): 526-535.

MU, WTEN, ERE, S BLSSHE U FUME R RA ST 2046 {515 0o S I PR B 2R AE A [3]. A
rREERE 226 &, 2021, 27(10): 1588-1594.

RO, (LR, FRT5E, S T OB - DO AR - R 7 BT B v 4 R U SR I SR A B Ry
T[], i, 2023, 41(3): 207-223.

Abdulfattah, S.Y. and Samawi, F.T. (2023) Estimating the Role of Single-Nucleotide Polymorphism (RS1800629)-308
G/A of TNF-a Gene as Genetic Marker Associated with Angina Pectoris in a Sample of Iraqi Patients. Journal of Genetic
Engineering and Biotechnology, 21, 2. https://doi.org/10.1186/s43141-022-00454-w

5, XEE, EH7), % L8R EE MK O 4UH A -6 MR ERE F-a KB KR = ). H EEIEO
M B, 2013, 5(2): 161-162.

Sepehri, Z.S., Masoomi, M., Ruzbehi, F., Kiani, Z., Nasiri, A.A., Kohan, F., et al. (2018) Comparison of Serum Levels
of IL-6, IL-8, TGF-12 and TNF-I+ in Coronary Artery Diseases, Stable Angina and Participants with Normal Coronary
Artery. Cellular and Molecular Biology, 64, 1-6. https://doi.org/10.14715/cmb/2018.64.5.1

e, MEW, I0E, 5. HET UHPLC-Q-Orbitrap MW 2% 25 B 24 (KT 35 A2 K BE AT L S (K AL B 52 9],
FREZ, 2021, 52(12): 3501-3513.

Luo, J., Liu, F., Zhang, T., Tian, T., Luo, F., Li, X, et al. (2022) Association of NFKB1 Gene Rs28362491 Mutation
with the Occurrence of Major Adverse Cardiovascular Events. BMC Cardiovascular Disorders, 22, Article No. 313.
https://doi.org/10.1186/s12872-022-02755-x

SEUINI, R, £, . HIF-la FESIKHSFEREL P E BT FE R 0], wh E B kA {4 3, 2023, 31(9): 815-820.
Kang, J., Kim, D., Rhee, J., Seo, J., Park, 1., Kim, J., et al. (2023) Baf155 Regulates Skeletal Muscle Metabolism via
HIF-1a Signaling. PLOS Biology, 21, €3002192. https://doi.org/10.1371/journal.pbio.3002192

Khan, S.S., Shah, S.J., Strande, J.L., Baldridge, A.S., Flevaris, P., Puckelwartz, M.J., et al. (2021) Identification of Car-
diac Fibrosis in Young Adults with a Homozygous Frameshift Variant in SERPINE1. JAMA Cardiology, 6, 841-846.
https://doi.org/10.1001/jamacardio.2020.6909

Tang, S., Liu, Y. and Liu, B. (2022) Integrated Bioinformatics Analysis Reveals Marker Genes and Immune Infiltration
for Pulmonary Arterial Hypertension. Scientific Reports, 12, 10154. https://doi.org/10.1038/s41598-022-14307-6

Tian, J., Hu, S., Wang, F., et al. (2015) PPARG, AGTR1, CXCL16 and LGALS2 Polymorphisms Are Correlated with
the Risk for Coronary Heart Disease. International Journal of Clinical and Experimental Pathology, 8, 3138-3143.

Maciejewska-Skrendo, A., Pawlik, A., Sawczuk, M., Ra¢, M., Kusak, A., Safranow, K., et al. (2019) PPARA, PPARD
and PPARG Gene Polymorphisms in Patients with Unstable Angina. Gene, 711, Article ID: 143947.
https://doi.org/10.1016/j.gene.2019.143947

Boluri, A., Khazaei, H., Sargolzaei, N., Miri, H.O. and Khazaei, B. (2022) The Comparison of IL-17 Levels in Patients
with Unstable Angina before and after Medical Treatment. Human Antibodies, 30, 25-29.
https://doi.org/10.3233/hab-210446

DOI: 10.12677/jcpm.2025.42259 912 I RS PR = 25


https://doi.org/10.12677/jcpm.2025.42259
https://doi.org/10.1186/s43141-022-00454-w
https://doi.org/10.14715/cmb/2018.64.5.1
https://doi.org/10.1186/s12872-022-02755-x
https://doi.org/10.1371/journal.pbio.3002192
https://doi.org/10.1001/jamacardio.2020.6909
https://doi.org/10.1038/s41598-022-14307-6
https://doi.org/10.1016/j.gene.2019.143947
https://doi.org/10.3233/hab-210446

A, BkThE

[19]

[20]

[21]

[22]

[23]

[24]

Ma, K., Zhou, H., Zhang, W., Liu, J., Sha, Y., Kong, X., et al. (2024) Study of IL-17 and Intercellular Adhesion Mole-
cule-1 in Conjunctivochalasis Using Correlation Analysis. Cornea, 43, 537-544.
https://doi.org/10.1097/ic0.0000000000003480

Zeisbrich, M., Thiel, J. and Venhoff, N. (2024) The IL-17 Pathway as a Target in Giant Cell Arteritis. Frontiers in
Immunology, 14, Article 1199059. https://doi.org/10.3389/fimmu.2023.1199059
Gilani, S.T.A., Khan, D.A., Rauf, A., Haroon, Z.H., Khan, K.A. and Hassan, F.U. (2022) Early Diagnosis of Coronary

Acrtery Disease by Inflammatory Biomarkers of Atherosclerosis in Patients with Angina. Journal of Interferon & Cyto-
kine Research, 42, 493-500. https://doi.org/10.1089/jir.2022.0110

Hu, G., Jiang, X., Du, S., Zhang, K. and Chen, Z. (2024) miR-107-5p Ameliorates Neurological Damage, Oxidative
Stress, and Immune Responses in Mice with Alzheimer’s Disease by Suppressing the Toll-Like Receptor 4 (TLR4)/Nu-
clear Factor xB (NF-«xB) Pathway. The Kaohsiung Journal of Medical Sciences, 40, 119-130.
https://doi.org/10.1002/kjm2.12797

M, RAE, REEME, % BT TNFINF-«B {5 5B S2 ok (A HR I O I AE K B UL 453 O 1
FAPLI[I]. =S58 7 71 44 &, 2023, 29(18): 8-16.

ZHYE, HEE, KEM, F Toll FEZM(E S @50 R RNAEYE B[R]+ E AR R, 2019,
22(17): 2069-2074.

DOI: 10.12677/jcpm.2025.42259 913 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2025.42259
https://doi.org/10.1097/ico.0000000000003480
https://doi.org/10.3389/fimmu.2023.1199059
https://doi.org/10.1089/jir.2022.0110
https://doi.org/10.1002/kjm2.12797

	基于网络药理学的刺五加注射液治疗冠心病心绞痛作用机制
	摘  要
	关键词
	Mechanism of Action of Eleuthero in the Treatment of Angina Pectoris in Coronary Heart Disease Based on Network Pharmacology
	Abstract
	Keywords
	1. 引言
	2. 资料与方法
	2.1. 刺五加注射液化合物和靶点的收集与确定 
	2.2. 心绞痛的相关靶点收集 
	2.3. 心绞痛和刺五加注射液交集靶点获取
	2.4. 疾病–靶点–化合物网络的构建
	2.5. 潜在靶点的PPI网络构建 
	2.6. GO功能富集分析和KEGG通路富集分析 
	2.7. 分子对接 

	3. 结果
	3.1. 化合物–靶点图
	3.2. 绘制Venny图
	3.3. 疾病–靶点–化合物网络图构建
	3.4. 核心靶点的筛选与PI网络构建
	3.5. GO富集分析
	3.6. KEGG富集分析
	3.7. 分子对接结果

	4. 讨论
	参考文献

