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Potential mechanism of Erzhi pill on psoriasis using network pharmacology

LIANG Jun-sen ( Department of Dermatology, the Second Affiliated Hospital of Guangdong Medical University,

Zhanjiang 524000, China)

Abstract: Objective To analyze the active ingredients and potential molecular pathways of Erzhi pill in psoriasis using
network pharmacology. Methods The active ingredients of Ligustrum lucidum and Eclipta alba in Erzhi pill were retrieved
from the Traditional Chinese Medicine Systematic Pharmacology Database and Analysis Platform, and psoriasis-related targets
were searched in DisGeNET, GeneCards and Drugbank databases. The intersections between drug and disease targets were
uploaded to STRING analysis platform. PPI protein interaction network and core targets were screened by Cytoscape v3.7.2
software. The intersecting targets underwent GO and KEGG analysis using Metascape online platform. Results  In L. lucidum
and E. alba, there were 23 active ingredients, 211 action targets, 2 076 psoriasis targets, 118 drug-disease interaction targets and
10 core targets including TNF, AKT1, TPT1, TPP53, JUN and IL-6 genes. GO functional analysis showed they were mainly
focused on nitrogen compounds, hormone and lipid responses, while mainly included PI3K-Akt, AGE-RAGE, and MAPK

signaling pathways. Conclusion Erzhi pill might have therapeutic effects on psoriasis through multi-component, multi-target

and multi-pathway.
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x1 ZENABAYEARGERE
GrRs2 Mol ID Iy TR OB /% DL
771 MOLO000358 beta-sitosterol 36.91 0.75
NZZz72 MOL000422 kaempferol 41.88 0.24
NZZ73 MOL004576 taxifolin 57.84 0.27
NZZ4 MOLO005146 Lucidumoside D 48.87 0.71
NZZ5 MOL005147 Lucidumoside D_qt 54.41 0.47
NZZ6 MOL005190 eriodictyol 71.79 0.24
NZzZ7 MOL005212 Olitoriside_qt 103.23 0.78
NZZ8 MOLO005195 syringaresinol diglucoside qt 83.12 0.8
NZZ9 MOL005209 Lucidusculine 30.11 0.75
NZZ10 MOLO005211 Olitoriside 65.45 0.23
NZZ11 MOL005169 (20S)-24-ene-3p,20-diol3-acetate 40.23 0.82
MHL1 MOL001790 Linarin 39.84 0.71
MHL2 MOL001689 acacetin 34.97 0.24
MHL3 MOL002975 butin 69.94 0.21
MHLA4 MOL003378 1,3,8,9-tetrahydroxybenzofurano[3,2-c]chromen-6-one 33.94 0.43
MHL5 MOL003389 3’ -O-Methylorobol 57.41 0.27
MHL6 MOLO003398 Pratensein 39.06 0.28
MHL7 MOL003402 demethylwedelolactone 72.13 0.43
MHLS MOL003404 wedelolactone 49.6 0.48
NM1 MOL000006 luteolin 36.16 0.25
NM2 MOL000098 quercetin 46.43 0.28
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4 TEIGRIEREE A EN - A EAEMZE
F2 ZHRAMENTHIEWHRIET 10 MLORLFER
¥ UniProt ID LR A4 FR EARA4ER Degree
1 Q8NS587 TNF Tumor necrosis factor 49
2 Q8N9Z0 AKT1 RAC-alpha serine/threonine-protein kinase 48
3 P04637 TP53 Cellular tumor antigen p53 47
4 P05412 JUN Transcription factor AP-1 47
5 P05231 IL6 Interleukin-6 42
6 P00533 EGFR Epidermal growth factor receptor 41
7 P42574 CASP3 Caspase-3 40
8 Q04206 RELA Transcription factor p65 38
8 P15692 VEGFA Vascular endothelial growth factor A 37
10 P01584 IL1B Interleukin-1 beta 36
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LG X A AL A W 19 K ( cellular response to nitrogen
compound ), ¥ E [ )i (response to hormone ). Zf
B X B 5 1) 52 ( cellular response to lipid) 2545 H ;

Be6 GO

ap 2

Ae &

CC 43Hr b M EFE (membrane raft), JEf{ X (membrane
microdomain )., % & 455 454 (transcription regulator
complex) 545 H; MF 7t B AR N 455

(transcription factor binding ) . DNA &5 & ¥4 5t [H 1 4%
4 (DNA-binding transcription factor binding ). {5
ZARIEAT G (signaling receptor regulator activity ) 45
%H.
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AGE-RAGE {5 5 ¢ (AGE-RAGE signaling pathway ).
MAPK {55 [ (MAPK signaling pathway ) . X £ %
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Negative pressure drainage in patients with inguinal hernia on long-term antithrombotic drugs

CHEN Huan-de, CHEN Ming, LIN Man-zhou*, ZHONG Ze-kun, CHEN Wei-ce, ZHANG Yi, ZHANG Sen (Department
of Hernia and Abdominal Wall Surgery, Affiliated Hospital of Guangdong Medical University, Zhanjiang 524001,China)

Abstract: Objective To explore the clinical efficacy of negative pressure drainage applied to inguinal hernia patients

taking antithrombotic drugs for a long time. Methods 63 surgical patients on long-term antithrombotic medication were
randomly divided into study group (negative pressure drainage) and control group (no negative pressure drainage ).The
operation time, bleeding volume, hospital stay, time of the first postoperative out-of-bed activity, visual acuity of pain in
postoperative day 1 and 3 in the 2 groups were compared. analogue score (VAS), postoperative complications (surgical incision
infection, fatty liquefaction, subcutaneous haematoma, seroma, scrotal effusion, thrombosis), and the amount of drains were
recorded. Results The hospitalisation time and the first postoperative time to get out of bed of the patients in the study group
were shorter than those in the control group(P<0.01 or 0.05); the incidence of postoperative complications was lower than that
in the control group(P<0.01). Conclusion Negative pressure drainage has safe and feasible clinical efficacy for patients with
inguinal hernia who have been taking antithrombotic drugs for a long time, and it is worth to promote its use.

Key words:negative pressure drainage; antithrombotic drugs; inguinal hernia; repair
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