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Abstract

Objective: Research the mechanism of action and material basis of Eucommaia folium treating ep-
ilepsy based on bioinformatics technology. Method: Employ LC-MS technology to obtain compo-
nents from Eucommia folium leaves, and utilize databases such as SuperPred and GeneCards to
identify the components and disease targets. Construct a network diagram using Cytoscape soft-
ware; perform enrichment analysis with the Metascape database; and conduct molecular dock-
ing with the CB-dock software. Results: A total of 113 active ingredients and 531 target points
were screened from the Eucommia folium, with 29,880 epilepsy disease target points, 57 inter-
section target points and nine core target points. The main related signaling pathways include
cancer pathways, serotonin synapses, etc. Conclusions: The mechanism of Eucommia folium in
treating epilepsy may be related to inflammation response, providing a scientific theoretical ba-
sis for further pharmacological experiments.
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R A2 — B T A AR S T AR IEE BOR S R B A RG0E, OR8N EE KE WA A RS
PR, WEIRTSRIE[L], ABRLAH 7000 JiEE BT, ERERLN 5%, 5B AFAHL, W S TR
RERH 2 2 3 £5[2] [3]. REFHRELIH 40 JH IR B[4 B0 K AEATLEAS BT T AN s SR A 14
JR[5] [6]. FHFHRE R ALIR 2%, WSk Z M UIE & vk B A @ RPN 259 Sk 45 i e K
B, (B — & B R AE M LA B3], M SRR AT 3R M R A . ISR K S I AR HROE RS T e
ZIRYTT BRI 0 1 R AR B S0 B A ACRE R R AP 7 2871 R R B DR AL IR IR VE R, &8
WAw, GaIy MIRATT T BUR4[8] [9], BARIER/N 288 mUNE/ i I AORE K AE BIIL
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FAf - (Eucommiae folium, EF) T~ 2005 4F 15 (RN (Hh EZ58L) —H8[13]. AR¥E 2020 R [ 24 il
#, ALAb AL AP RAE YA A Eucommia ulmoides Oliv. ()T . BAFMTFE, ®iE, HTIFEARAL,
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BRI 2 AR FE 25V E AP, o 25001 DL K 25 e A A 3R BI85 [21] . B B HIETH Rk
PIRIFHLE T ATERE, R AR S B 2532 WM B 7 T o 7 8 KPR Fift
iy mR VR AL, N fE S S IR Fi b i R S B A
2. N EHZE
2.1, #LAHRERE S B0 T IEFATINEE s A IR EX
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KH GeneCards ##f % (https://www.genecards.org). OMIM 4} € (https://omim.org). CTD %i#z /&
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DN Vil - ik 4 ) A a
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SRR UM N B 2B e, HE4T GO M KEGG 70#T, FRAFAL ARG B AL 2 A . difd sy 70 72h
BEAIAE (S T IE I G R o B SO N3, ARSI Wk (hittp://wwwe. bioinformatics.com.cn/) i 47 AT ARAL AL HE

2.6. aFXE

@I Pubchem MHuits RIRENAL S W01 SDF 4583014, JEid Uniprot £ FE3R1S 2K 1) PDB 45 #3C
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3. R
3.1. LR TFIE

it LC-MS AR IL3845 113 M kisy, FET SuperPred ¥ Bl 8E 113 ANIEPE RS (4 FHEE A, 3G HL
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Figure 1. Drug disease Wayne analysis chart
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Figure 2. Network diagram of “disease target component drug” in the treatment of epilepsy with Eucommiae folium
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Figure 3. Protein protein interaction network diagram (plotted based on degree values, with larger degree values indicating
larger target area)
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Table 1. Molecular docking results
F= 1 FFEER

HFR TNF SRC HIF1A PTGS2 MMP9  MTOR KDR MAPK1 MET
i -7.1 -8.9 -7.2 -9 -8.4 -8.1 -8.7 -8.4 -8
Bitg -7 -8.4 -7.2 -8.1 -8.3 -8.3 -8.7 -8 -7.9
B -6.8 -8.5 -7.3 -8.4 -8 -7.8 -8.7 -8.2 -75

SR 7.2 -8.3 -7.6 -85 -8.6 -8.8 -9.1 -8.3 -9
EntAy S -6.7 -8.1 -7.3 -8.3 -9.2 -9.2 -9.6 -8.6 -8.8

St R SLRE R EERT 2. Wk —FEMATE R R G, A2 g
P B R ELAOIEEIE B T AR R O BURRAE I [23]. AT RN, W RBE AR PURY. Mg Rpssy
AR [24]0 7EZRTRIRF TR BN, MR 25 s NN BB VR A, R 3 Bdd e b A A R
WA IE S N[25] [26]. TELLEER TR (KA) (10 mg/kg)ifs T AR 72 BALB/C /N BRI & 1EH, Mt ZiaR9T
BERKT KA FFIEREEEME, 5 KA RITAEMEL, W R0G7 4000 KA B K. Mg RE
SER ERBAT M =, JEIRGE, B S GRS R A S A Y 2 AR DI RE[27], B Z MY
T, AAEPUEL[28]. B LA R B[29] PURUR [301MPT 4 F[31]. 1L EEy e —Fh 2 my, |
RAFET AR B Mgy, REIL R R RIERH[32]. Al R AAPUEL . RGN,
BN A LRI F[33] [34]0 <22 Bk 1 3 I 38 Syt S8 TR AP A b AR H R OR AP D CA3 X 4 32 0
i 51 EE A2 T [35].

WAk, FAI ot TR TAUAR 9 MZLEE R, Z39il72 TNF. SRC. MTOR. KDR. HIF1IA, MET.
MMP9. PTGS2. MAPK1. TNF & —#h 5E K1, e & AE FE bl & g R FE R T o TNFo) 138 In[36]. %
PER 7 3ok B R IA T N A R R R, S RO DAL, AT WO . SRC SRR IF % 2 5 BURH
KA. SRC TEMUN A B0 AT Ae B 2R IR M 5182, 2 50 1 K 42 [37] [38]. MTOR 15 5 [0S S5
FRIRA NI RAE SN A 5, MR R e, MTOR 4 B, M 5] & Ei[39]. KDR Bk VEGFR-2,
WgR RAERS VEGFR-2 £xBE g, I A plci o f A8 P R A= e R -7 5 19 20 5 i o e 65 368 32 1 384 n A
K, RO R ILE I 2%, AT A A 2 SORE R, RO E ZE 4 AN A A I 1E JE[40]. TSR, HIF-1a
2 FHTNF-o B, $0] HIF-1a B3R5 171X LM X BORH TNF-a, EEUR KRS, HIF-1la f£1X
SO E 10 DX 1 () 3G 5 . TNF-a HLEMRE 7 #H 2 e fi[41]. Met (178731410 75 (Inh) B 4% BHL 11 28 iE
FEHS, REVMNEEARESE. Met MBS RESEURPERIIES, HREIEMBE T HFES
[42]. MMP-9 3& i 5042 i o 5 B A AB MO A0 T2, 255 00 A 1R 5 R R AR S5 A8 S I A )0 [43] - PTGS2
se P EE R R, ERAE T SPRZBOE, R RN PUTNF-a. PTGS2)7K5 T i B TA A =2 i
PR NF-KB SR #1122 2 RE IR X A% 3 (0 40 i &b 4 G 2% 51 2 111[44] . MAPK1 t#5 P38 5 ERK, ERK
Je P RIEN T, BN R AER, ERK il 20BN &K E[45]. H ERK FIFRIFEAK 18 & 1E 51 )
ERK F1 p38 i, I B RS 7 W AR K AEXT CA3 #E ST IR 1 I [46].

L LERTIR, PSR AT LU T AL i VE T IR P AL RIS SR A A b o AR e i 2 A
A2 B G3 LR TR PR A8 0 I A T R A VR T R R A FH

EHEWH

E % 5 ARl 4000 H (82060725)
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