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Abstract

Objective : This study aimed to elucidate the therapeutic mechanisms of Alismatis Rhizoma in treating
psoriasis vulgaris using a network pharmacology approach and to compare them with those of prednisolone
and calcipotriol.

Methods : Active compounds of Alismatis Rhizoma were screened from the TCMSP database (OB=30%, DL=>
0.18). Predicted target proteins for these compounds were identified using SwissTargetPrediction.
Psoriasis-related target genes, as well as those of prednisolone and calcipotriol, were obtained from
GeneCards. Common targets were visualized with Venny, and protein—protein interaction (PPI) networks were
constructed using STRING and analyzed with Cytoscape. Core genes were identified via topological analysis,
and functional enrichment (GO/KEGG) analyses were conducted using ClueGO and Enrichr.

Result : Nine active compounds and 302 target proteins of Alismatis Rhizoma were identified. A total of 143
common genes with psoriasis were detected, and 18 core genes—including SRC, AKT1, PIK3CA, TNF, JUN,
MAPK1, PIK3CD, and MAPKl4—were highlighted. Key pathways identified included the ‘C-type lectin
receptor signaling pathway’ and “Lipid and atherosclerosis”, indicating involvement of both immune
regulation and lipid metabolism in psoriasis. Unlike prednisolone (primarily targeting anti-inflammatory
pathways) and calcipotriol (mainly targeting cell proliferation pathways), Alismatis Rhizoma was predicted to
modulate both immune and lipid metabolic processes.

© 2025 the Society of Korean Medicine Ophthalmology & Orolaryngology & Dermatology

This is an Open Access journal distributed under the terms of the Creative Commons Attribution Non-Commercial License
(http://creativecommons.org/license/by-nc/3.0/) which permits unrestricted non-commercial use, distribution, and reproduction in
any medium, provided the original work is properly cited.



gtoMlsm R ta]R] A3g8d A32(2025d 8Y)

Conclusion :

Alismatis Rhizoma may offer a multi-target approach to psoriasis vulgaris treatment by

regulating both immune responses and lipid metabolism, distinct from conventional treatments. Further in

vitro and in vivo studies are needed.

Key words : Alismatis Rhizoma, Psoriasis vulgaris; Network pharmacology: Lipid metabolism; C-type lectin receptor

signaling;
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SHH, E8(Alismatis Rhizoma)e ©|1ARFIIME),
AR Ase 7Y, Hiadh B Al
A, XSS, Gyt A2 et A A =55}
£ o ARZE. o] ofeld EAL IR
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OH BEZE A A0l wXE A Am anet

w24 788 PAskaAt stk

[I. 8 H (Materials and Methods)

1. ZRO Y alglz

10}
o

2 Ao BEe 24 sRiEE s 9
5fo] Traditional Chinese Medicine Systems
Pharmacology Database(TCMSP, https://tcmsp-e.
com/tcmsp.php)E &89t g EﬂO]HHﬂOV\
O] A B StoFS THAIRIE dEsto]
SRHE AEE ZRIsiglen, o] & OFO]%—Q{Oral
Bioavailability, OB)=30%, 2F&-3-AMd(Drug-Likeness,
D1)>0.189] 7|&E WEohs &S 8 48R
Ads}gict.  o]%  PubChemt(https://pubchem.
ncbi. nlm.nih.gov/)& S8 2 48 A8 A £
Z 9 SMILES(Simplified Molecular Input Line
Entry System) FEE &RI5Hct.
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2. #R9 Ra d=0 gt B Hed

o
B f8 Awol oigt AAA #A dE
SwissTargetPrediction(http://www.swisstargetpr
ediction.ch/)& °©l8sto] d&sty. 24 &9
SMILES HEE SJesto] dojxl ¥4 g & A
A 84 2E(Probability) = 091 FE2 EHojA A|
Qfskoich

3. 7¥ 2 H|w 2=(prednisolone, calcipotriol)2
HA O 43

A T 32 EL GeneCardsthttps://www.
genecards.org/)olIAl  ‘(psoriasis vulgaris) OR
(plaque psoriasis) & #HAoIZ 3o =451t H]
I FEEE M9 Amof| AMEE AT AHEO
TA prednisolone®t =4 HENWI D {&H<Ql
calcipotriols  A7gsilon, UL WA=
GeneCardsE &3l 7 oF=9] ¥4 ddE st
itk o]% 4= Venny 2.1.0¢https://bioinfogp.
cnb.csic.es/tools/venny/)& E-&sto] A, HE,

HIT OB 710l B RAAE ARSI

4. PPl HEY3 = & siA RMXKCore gene)
=

=5 35 ¥4 ool dfsf STRING database
(version 12.0, https://string-db.org/)& ©]-&5}]
Chl-child AJS2R&(Protein-Protein  Interaction,
PPD) YEYIAE I3t Organisme 'Homo
sapiens, Interaction scorex 'highest confidence
»0.700' 0= A7gstsior, sid 2o weh 154
YEIE Cytoscape(version 3.10.3)5 53| AlZ+
3t} 0% CytoNCA plugin(version 2.1.6)=
0]23}] Degree Centrality, Betweenness Centrality,
Closeness Centrality, Bigenvector Centrality]
Yl 7H] S48 ARE ARSI oH, HE A HOA]
B ol g2 v 8RS A Fd*HCore

gene)= Y5t

5. Gene Ontology(GO) &4 ¥ Kyoto Encyclo
pedia of Genes and Genomes(KEGG) pat

hway =M

56 B4 Tdol BESH 7|5 BEE B4
5171 sl Cytoscape®] ClueGO plugin(version
2.5.1002 Enrichr(https://maayanlab.cloud/Enrichr/)
£ 8519 Gene Ontology (GO) ¥ Kyoto
Encyclopedia of Genes and Genomes (KEGG)
E4E Sttt ClueGO2l £4 242 P-value
<0.05, Kappa score=>0.7°2& 73}t

. Z 1t (Results)

1. #RO g gz o8 & RE g2 ¥

HI

TCMSP HloleHo|~5 &3l & el 84 o1
E2 4% 23, A70l8E0B)=30% ¥ A=
AMI(DL)=0.189] 7|12 uiEsl= 10719 48 A
o] A=Y sitosterol, alisol B, alisol B
23-acetate, 168

-methoxyalisol B monoacetate, alisol B, alisol

monoacetate, alisol B

C, aliso]l C monoacetate, 1-Monolinolein,

[(1S,3R)-1-[(2R)-3,3-dimethyloxiran-2-yl]-3-[(5
R,85,95,108,118,14R)-11-hydroxy-4,4,8,10,14-p
entamethyl-3-oxo0-1,2,5,6,7,9,11,12,15,16-deca
hydrocyclopentalalphenanthren-17-yllbutyl]
acetate. ©] % alisol C monoacetatex= PubChem
oA £ FHEE SRIT 4= qlo] BAoIA AlLfskal
om FH0Z 99| fa HEO] T EA A
|E UK Table 1).
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H|w 2=(prednisolone, calcipotriol)2
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Table 1. Active Compounds and Molecular Structures of Alismatis Rhizoma

Active Compound OB(%)

Pubchem ID Smile Code

sitosterol

Alisol B

Alisol B monoacetate

alisol,b,23-acetate

168-methoxyalisol B monoacetate

alisol B

alisol C

1-Monolinolein

[(1S,3R)-1-[(2R)-3,3-dimethyloxiran-

-3-[(5R,85,98,10S,11S,14R)-11-
hydroxy-4,4,8,10,14-pentamethyl-3-
ox0-1,2,5,6,7,9,11,12,15,16-decahyd
rocyclopentalalphenanthren-17-yllb
utyl] acetate

36.91

34.47

35.58

3252

32.43

36.76

32.7

37.18

35.58

0.75

0.82

0.81

0.82

0.77

0.82

0.82

0.3

0.81

CCIC@HI(CClC@@H](C)[C@H]1CClC@
@H]2[C@@]1(CCIC@HI3[C@HI2CC=C4
[C@@]3(CCIC@HI(CHO)OO)C(O)C

12303645

Clce@HI(CIC@HI(IC@@H 1C(01)(O)C)0)
C2=C3ClC@@HI([C@HI4IC@]5(CCC=0)
C([C@@H]5CCIC@@]4(IC@]3(CC2)C)C)
(©000

162952178

ClCeHl(ClCeHl(C@@H]1C(01)([O)C)0
C(=0)0)C2=C3CIC@@Hl(C@H4IC@]5
(Ccc=0)C([C@@HI5CClCea@l4(Cal3
(CC200O000

163083573

ClCceHI(ClCeeHI([C@@H]1C(01)(O)0)
O)[CeH2cClCa3((Ce@HI2C[C@@H]
([CeeHl4[Ce@l3(CClCeeH]5[Ceal4
(CCC=O)C5)00)0)C

163065497

ClceHI(ClCe@H([C@@H] 1C(01)(C)0)
OC(=0)C)C2=C3CIC@@HI([C@HI4[C@]
5(0CC=0)C([C@@HI5CCIC@@l4(ICal3
(ClC@@H 20000000

162953612

ClCeHI(ClCe@HI([C@H 1C(01(C)00)
C2=C3CIC@@H]([C@HI4[C@]5(CCC=0)
CIC@@H]5CCIC@@]4(IC@]3(CC2)C)0)
00

ClCeH|(ClCeeH]([C@@H] 1C(01)(C)0)
0)C2=C3C[C@@H|([C@HI4[C@l5(CCC(=
O)([C@@HI5CCIC@@]4([C@]3(CC2=0)
000000

CCCCC/C=C\C/C=C\CCCCCCCC(=0)0
CIC@HI(CO)0

91668465

101306923

6436630

ClCeHl(C[CeeH]([C@@H] 1C(01)(C)0)
0C(=0)C)C2=C3CIC@@HI([C@HI4IC@]
5(0CC=0)C([C@@HI5CClC@@l4(Cal3
(CC200©000

14036811
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A7F A=) Bl oFEE A4H prednisolone
7} calcipotriol 242} 1,1967H, 104719] %4 th
o] gel= it Venny 2.1.0& S8 wds 24
< o Ax, AA-EE 7 3% S8R 1437,
AX-prednisolone 7+ 6827}, AX~calcipotriol 7t

9172 YepdthFig. 1.

4. PPl HERT 7= 2 siM QMXHCore gene)
=

B 7 3% AR 143748 7Rk
STRING database(version 12.0)5 83l PPI

HEQFE F=519H Organism Homo sapiens,

Fig. 1. (A The Venn Diagram Representing
Common Genes between Psoriasis and
Alismatis Rhizoma (B) The Venn Diagram
Representing Common Genes among
Psoriasis, Alismatis Rhizoma, Prednisolone,
and Calcipotriol.

(A) 143 nodes and 567 edges

(B) 18 nodes and 86 edges

Fig. 2. Visualization of ProteinProtein Interaction
(PP) Networks. (A) PPl Network of
Common Target Genes between Alismatis
Rhizoma and Psoriasis Vulgaris (B) PPl
Network of Core Target Genes Identified
Based on Topological Parameters.

Table 2. Core Genes in the Intersection between Alismatis Rhizoma and Psoriasis Vulgaris

Genes Degree Eigenvector Betweenness Closeness
1 SRC 45 0.29327303 3168.4502 0.2648305
2 HSPOOAA1 38 0.23389286 2049.1758 0.25201613
3 EGFR 38 0.255473 1243.7587 0.25562373
4 AKT1 34 0.24381825 803.99335 0.25406504
5 PIK3CA 33 0.22263846 595.4903 0.24366471
6 ESR1 30 0.19756189 1199.4636 0.24509804
7 JAK2 30 0.20001681 756.70984 0.24319066
8 TNF 30 0.15221012 2123.6611 0.24752475
9 JUN 29 0.20062453 578.20087 0.249501
10 MAPK1 29 0.20483884 692.6712 0.249501
11 PIK3CD 26 0.17269346 277.2955 0.2349624
12 PRKCD 18 0.12327294 349.0929 0.2297794
13 MAPK14 18 0.13787259 290.04745 0.23764259
14 PTGS2 17 0.095794536 1909.2244 0.23992322
15 PPARG 16 0.11658497 736.39276 0.2394636
16 KDR 14 0.116895095 307.87393 0.2293578
17 KIT 12 0.09853945 453.35056 0.2297794
18 CDK1 11 0.062405284 359.95523 0.22045855
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Interaction scorey0.70022 AAstom, g
YELTE Cytoscape(version 3.10.3)5 o]-&df A
skt At F 143709 =0t 567719 A= +
A=It}. CytoNCA plugin(version 2.1.6)& °o]-&
) Degree, Betweenness, Closeness, Bigenvector %
AE EAsIon, BE AHOA Bt ol #e
UeRd 18719 S A AR A sigitt
(Fig. 2). °I& Al SRC, HSP90AAL, EGFR,
AKT1, PIK3CA, ESR1, JAK2, TNF, JUN, MAPK1,
PIK3CD, PRKCD, MAPK14, PTGS2, PPARG,
KDR, KIT, CDK1°] 2= {tKTable 2).

S, YR o R FAA BAS ST A
ZAX-prednisolone WA FAAA = 94719 &
A fHAT =250, HAM—calcipotriol AT
R A F 11719 A AR Rl Qi

(ol

5. Gene Ontology(GO) £ 2! Kyoto Encyclo
pedia of Genes and Genomes(KEGG) path

way =4

B 7] A AL 1871 T AJEek
e ¥ A AR EHS 3] Cytoscaped
ClueGO plugin(version 2.5.10)% Enrichr& 3
sto] BaeHL

ClueGO 4 23}, Rojolat 4gatd Az
C-type lectin receptor signaling pathway,

regulation of miRNA-mediated gene silencing,

Lipid and atherosclerosis, regulation of
vascular associated smooth muscle cell
proliferation, Regulation of lipolysis in

adipocytes 50| Aol =&FAcKFig. 3).
Enrichr® GO Biological Process HAoA=

Oxide

Regulation of Phosphatidylinositol

Regulation of Nitric Biosynthetic
Process,
3-Kinase/Prot Kinase B Signal Transduction,
Cell Surface Receptor Protein Tyrosine Kinase

Signaling Pathway, Epidermal Growth Factor

Receptor Signaling Pathway, ERBB Signaling
Pathway 5°| 49 FEC=2 SRIFUKFig. 4).
E3t Enrichr® KBEGG Pathway £4 Z3}

ClueGO EA43 uRRFRZ  C-type lectin
receptor signaling pathway?} Lipid and

atherosclerosis 50| Aol gRIFoH, 712
Estrogen signaling pathway, AGE-RAGE signaling
pathway in diabetic complications, VEGF
signaling pathway, Fluid shear stress and
atherosclerosis 5°] T&%{tHFig. 5).

C-type lectin receptor signaling pathway 23.32% ** . _
regulation of miRNA-mediated gene silencing 6.73% R

Lipid and atherosclerosis 3.59% **
regulation of vascular associated smooth muscle cell
proliferation 3.59% **

Regulation of lipolysis in adipocytes 3.14% **
positive regulation of nitric oxide biosynthetic process

regulation of blood vessel endothelial cell migration
2.69% " A\
positive regulation of protein localization to nucleus -
2.69% "

Fig. 3. GO Terms and KEGG Pathways of the
Modules in the PPl Network for Common
Targets between Alismatis Rhizoma and
Psoriasis Vulgaris Using ClueGO

Protein Phosphorylation (GO:0006468)
Regulation of Nitric Oxide Biosynthetic Process (GO:0045428)
Positive Regulation of Nitric Oxide Biosynthetic Process (GO:0045429)
Positive Regulation of Nitric Oxide Metabolic Process (G0:1904407)
+ Reg of Phosphatidylinositol 3-Kinase/Prot Kinase B Signal Transduction (G0:0051897)
Cell Surface Receptor Protein Tyrosine Kinase Signaling Pathway (GO:0007169)
Regulation of Phosphatidylinositol 3-Kinase/Protein Kinase B Signal Transduction (GO:0051896)
| pidmmal Growth Factor Receptor Signaling Pathway (G0:0007173)
ilation of Blood Vessel Endothelial Cell Migration (GO:0043535)
aling Pathway (GO:0038127)

Fig. 4. GO Biological Process Analysis of Core
Genes in the Intersection between Alismatis
Rhizoma and Psoriasis Vulgaris Using Enrichr

C-type lectin receptor signaling pathway

Lipid and atherosclerosis

Estrogen signaling pathway

Chemical carcinogenesis

/AGE-RAGE signaling pathway in diabetic complications

VEGF signaling pathway

Proteoglycans i cancer |

[Prolactin signaing path

-ESS and atherosclerosis

-n cancer

Fig. 5. KEGG Pathway Analysis of Core Genes in the
Intersection between Alismatis Rhizoma and
Psoriasis Vulgaris Using Enrichr
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S, vla 24 flof 3 A43L prednisolo
ned] 4 FH1A| tigt Enrichre] GO Biological
Process #49l|4+= Positive Regulation of Macro
molecule Biosynthetic Process, Cytokine-Media
ted Signaling Pathway, Positive Regulation of I
ntracellular Signal Transduction, Positive Regul
ation of Gene Expression, Inflammatory Respo
nse 5 99 ¥ 5 # FE7}F I

X} calcipotriol®] A A EMoA=
Positive Regulation of miRNA Transcription,
of miRNA Metabolic

Process, Regulation of miRNA Transcription,

Positive  Regulation

Negative ~ Regulation of  Macromolecule
Biosynthetic Process, Positive Regulation of
Gene Expression & A& 4] 2 G442 &4 24

I wE ol Aol =EH-

6. Herb—-Compound-Target-Pathways S5t
M X2 7| 2M

—_ ="

Cytoscapes &-&5t0] Herb-Compound-Target
—Pathway YEYIE AlZsIst 23l #Ee] &4
A8 % 1-Monolinolein®] & 11709] 44 A=t
oF Aol 7MY =2 AZ48E YEHh alisol C,
168-methoxyalisol B monoacetate, alisol,b,
23-acetate= 717t 979 A FEARR}L HEEO|
71 FE olglth

A4y #E" F8 A= C-type lectin
receptor signaling pathway % lipid and
atherosclerosis@} HA] 8Az} Alo]o] HZL &9l
st A3y SRC, AKTI1, PIK3CA, TNF, JUN,
MAPK1, PIK3CD, MAPK149] 871l 4-4#p7} &= 4
2 mEol FaEEglom PRKCDS PTGS2:
C-type lectin receptor signaling pathway®},
HSP90AA1, JAK2, PPARGE= lipid and
atherosclerosis 329} =0 AAHFig. 6).

—sioneing pathuay

Fig. 6. Herb-Compound-Target—Pathway Network
of Alismatis Rhizoma. The Green Hexagon
Represents the Herb, and Orange
Rectangles  Represent Its  Bioactive
Compounds. Purple Rectangles Indicate
Key Pathways Associated with Psoriasis
Vulgaris. Elliptical Nodes Represent Core
Target Genes, Color-Coded by Pathway
Association: Pink (Associated with Both
Major Pathways), Blue (Associated Only
with the C-Type Lectin Receptor Signaling
Pathway), Yellow (Associated Only with the
Lipid and Atherosclerosis Pathway), and
Gray (Not Associated with Either Pathway).

48] o] Skl o] ohje, Tk A4l
sho] Qo] SRlE) KSR, ABEA 2B

AAe] et MRE Yol A4l 9%

o3} 7198 Adslo] e A

AA TR AR THEs SAl9} v

Aol 23}, Axo] Y g, wWakme] Hgow
St tﬂé

¢

A Ag A Ag ABA A 53 s & 9le
AN A
2

¢

~J
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AR E FAV AL 2P MM TL-230]
oA AGEM, o= A i Th17 AZE A=
sto] IL-17A% IL-22 59 A4 ARRIEZIR] #H]
Fegith o2t Ale]E7RRIo] oJsf ZHE Ao
At g5 wh3ol SXEH, WA OoR olet T2
o W3] s A e SA 7IdeR
pieg

2 AFoM = Aokl SR mEaelA ok
2 ZEEE AHERGS 4 9 F R
(Alismatis Rhizoma)S HAICE, XA AXo] o
e A= 713 EctaAt oFlTt. AHEMES B
BRELE AL MRE S S 0% Ao, kbl - &
B - 2 B El - B RS JEAN - B
AR - WO - i - TR - BN - A - R KR
SRk U AR So8 TAEgEY g
AAsIL 7 it 4 &3] 715E 285k 85
o] Qlo] toket A X =] &8, 144 = F
BB T =2 HIS o EgE0] 8 M=
FE?, P dFolME YEYD =lety A
2 590 HiglE7T w-hydroxylase P450 AZ %
FYLEE A 2ES B9l Ao Am aaE o
B RISIEHY. oo & oA HEY oF
o s B0, #EE Aol tisf ojwet BE
4 AEE o ZEoleAE gRlstarAt shgit

=11 "o —

g, o&l i

2

)

EEO] -8 AJEC 2= sitosterol, alisol B, aliso
| B monoacetate, alisol B 23-acetate, 168-met
hoxyalisol B monoacetate, alisol B, alisol C, 1-
Monolinolein, [(1S,3R)-1-[(2R)-3,3-dimethyloxir
an-2-yl]-3-[(5R,88,95,108,11S,14R)-11-hydroxy
-4,4,8,10,14-pentamethyl-3-oxo-1,2,5,6,7,9,11,
12,15,16-decahydrocyclopentalalphenanthren-
17-yllbutyll acetateZ} ERI=I%IH. ©] % 1-Monol
inolein°] & 11719] a4l Fd#tel A= o] 7H¢
=2 JZAS YERA. alisol C, 168-methoxyali

sol B monoacetate, alisol,b,23-acetate= Z}Z+ 9

M i FAAR BREo] 1 FE ol9ith
1-Monolinoleine a-Glyceryl linoleateg}a =
20, ZEME(glycero)T ZR=sdlilinoleic  acid,
LA)] 23 oI AlE(monoacylglycerol)
SRRIEoltt. ol FxFoZ FgH FH Y Feyiit
AGAE 2-gshs, mjFo] A A =dlite] 4
4L Hot Ay o s {udt & Sl ek
o5 g st A5 9AL A A 2 AT 5
ot A FS Ad 8 Ao E, A, of
Ex 3iY, odEF T 954 fF Ak gyt
Pelo] Y= Ao BusEw QehY. sEAke A
giopole M, ZHEAE AE Q]¥(corneocyte
lipid envelope, CLE) ¥4, A1 & £4
(trans-epidermal water loss, TEWL) A4S E3f
o5 ] 24 Y 715A P A9
293t g2 Y. Z A0 PPAR-a(peroxisome
proliferator-activated receptor-o)& ZAJslolo]
ZHAA ] Ealet A4 S Esh, ol#gt 7]
Ae 53w e 3jEo] 7Rttt E3F 2l
ALS PGE,, 7 Ed A (leukotriene) 59 F= w7}
Aol AFAR 2 4= AT, PPAR-¢ FRE
& IL-18, IL-6, TNF-a 9] APE7IQ] RH|E o
Agtozxn 9 TS vepd 5 o,

Alisol F=A= A1 HAF & 2t 75& SAlo &
Ao, JAF, FeHFe}, THRS 5 O 3
2] A4 ts BElE B9l oY 248 YEdl=
4 EZolrt, Alisol C FEAQl Alisol C
23-acetater AR EA(lipase)d] A HY
(GLY-77, PHE-78 )2t ¥=AHZ F9I(VAL-426
)l Adsto] a4 DS AT =N AW A
FE AaA714L, olof wht Higt A& 7|ofg
Q= 7Fs4do] g vl YHY. E3t Alisol A, B,
C 4 o|59 oHPIE f=Al= @53 2t Wl &
FYLEE FAE A2AIE A Ast anE U
EFl™, farnesoid X receptor(FXR), PPARy, LXR
5 OeRt dxgAE 25 Aos JEA Y.
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E35] Alisol B ZHIE oA RARe-HNF4e
-PPARy && 45l A4 43} A% ve2 o
Asla'®  wLTLA Z]H}71"§(non—alcohohc
steatohepatitis, NASH)Z} 72 7t ZA3lo] ofst &

T avE fEshs o= L%E}

Bl AX A 7He] mAsto g wEE A
T4 18705 g3 22 Cytoscape % Enrichr 7]
Hro] YEQE BAS Y% 2y, 8 AE=R
C-type lectin receptor signaling pathway7} &<l
=3t C-type lectin  F&A(C-type lectin
receptors, CLRs)x= FAAA|ZE BIESH AHHSG
Aol =, HAH Y] epitE F2E Q1AS}o]
WY ¥R3O] WS 2ok 8 S AR Vs
P, B3] Zgo] digt QA1 FAHoE Addd
7 AgHAY] AF THEA A% AT She
o7 d#fA glomn, o HEEoL 7148%,
ByEE T Rt tﬂtxﬂi QAUA] 97t @’X}ﬂ—l—’—
oF0. Yol CLRse A7HeY, dej27], W] g
4 24 5 A WY A= 7]?@"&
ofgit.

CLRse= =H20% 52 thE WA 24 84
(PRRs, pattern recognition receptor)2}e] A& 2}
4= B9l AIEZIRI ‘%}a% FESt, ol B T
’\1]37294 B3l 1 ¢ ukgo] EAS A, &

ot CLRse Teet BA| 14 841 ol A=
APol| kel damage-associated molecular
patterns(DAMPs)= ZAsto] A 9 23 HA
FYE 243l F4 AT sHE 283, o]
gt 7152 CLRs7F A Aint ohzh A7k,
T AR, bV E5(IRE S EHEss 5)
= vkt W AejshA Aol W AL o

AsAY ey 45 Weg 8ok H 7|0 &
UeZ HojEth CLRse HYARE oflzt Al &4
oLt THAl WRfel 2 Uil Aok vEEE 4= 9
o olZet EAL WA} tiAbg e Hsto] 2
4o f&otes Fe o HAT & Slrh &3] g

J

[l

foox 30 o W

Ol

elan

_1

shEo] HYEH Ak} FHAT L FEshke
At =7 BAeREEE?, CLRsE o3t tiAA
A5 oM W BRI} tiAF 2F Afo]9] At
&2 Wifslkes 92 1YE 8T 4= Stk
#4921 CLRQ Dectin-12 A2 B-glucan 4
ES gt 5§ SYK 9 Raf-1 F2E ZAJsIA]7]H,
ol= NF-4B Aadd =5 &3 IL-6, 1L-23,
[L-10 59 ¥4 9 284 AlP|EZIRl ¥Eg &
ETHY, o3t Alo] 71152 Thl % Th17 A%
9] B3}2 £A5l1, 11 FoJM% 1L-23/Thl7 ¥
29] A4S AT} 2L why dFA giAgio]
g deol| o] 34043}— Aow dEA Qo A=
A4 ®RoA= Th17 AZ 9 B AR|EZR]
(IL-17A, 1L-22 5)9 o] F7F=lo] 3lom, oje}
HHE 27] HY WS R FEEA CLR A8 A
AL o} o] Fa3% ITZ T 4= Slrh wEbA
C-type lectin receptor signaling pathway+= 741
S e vt viel 28 A= 7
3HH, Lipid and atherosclerosis®} Regulation
of lipolysis in adipocytes 5 A& A} T A2
= A Aol == o= B Y 2EE
gt ofyzt A A BEE SOAE AV A4
Hepgelo] Fk vA 773 AR A1 o
ARS] ok 2149 HHMgRM 2%t 84= 2l
AET 9low, ofg] AtolA HA gt F Y
SEY2HE, LDL SFEHAHE 2 S84 371,
HDL SYAHEC] 74, oAkl (apolipoprotein)
T3] W3}, ARA AL ARE ] I 5ol HalE ]
o, olaigt A1 sk AETR) SHH AR
2 45 2 ofish 44 B 891 sk

T
&2 ‘5%—"4 éol & 2ge] 35d 1Y 7|3l

2 AXEGY. B3], Bt PR £22 TNF,
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IL-6, leptin, resistin 5 °FHZE7IR1] HHIE 37t
AA AA dF B FEstl, ole ZHERAAIE
o] 54 9 Thl | ¥Hg9] g2 53 24 |
o] JF2 vE S A,

A ARz A4 tARE ofye} TR A A
A= LS| Bofsh, o]et SHolA i 7
o] 24 7]54 ol JAl AA HEiAzler A4
2 & i} ZFE(stratum corneum) FHA 7t
AN Z(corneocyte)?t ©°lE EFF TS AA
(multilamellar lipid membranes)22 =M,
T SAS PASHL R oy YA ME
2 Adsle gk SR, o] A Fure Akt
o|=(ceramide), A4, FHAHE] 9F 1:1:1
o] HIGE A, o] F Aol 24 HY
A3} A 71 GAlo] Al ek Fp. A
=, 24 HHoA= Alzirtele 2449] w3t} 3
ANgkato]l= AJgHdo] F8 @49l serine palmitoyl
transferase(SPT)9] Wao] 7Harjo] glom™ Az}
mpol=9] gy Aok dA 49 S5t U4
31 e

e TSt o 2= o] AA(RIIME), 5Bk
ol B5S 7HH, IS (RRIE), B=dS(%
BRI, AR AGERD), ARESCMERF), 5
SATOKER), BHAHEEwER) 5 5730 &
2o} Y. APA ATLE B uA DS A,
Fugtazp? So] HuEgon, A2 e 1Y
A 28 Ao FE5 oEeH AEE Bl
o]foj|1L It} ¥E= Alisol A 24-acetate®}
Alisol B 23-acetate 59| 8 &< B9l AMPK,
SREBP1c, FXR A2& Fdsta, IXYzh P95,
7St FHlnt 5 Gt o] B4S YEhi o
AT BT A Ago] 7|0 5
AT, E3}, ] oeke 22EL Y I~
B2} LDL SHAEIES FolotA a7,
nPETe] 243 FHAHE At B AR &
3] Insigl] TS 2AToEN Ad HALE 7iA

10

sl AR HYPY. e sk g
AHARRS SRt T AolAE EEF IXES
A7 EdolA PPAR 4Al54d, QIAE 9 APIA
4 AL TNFSF ILIB 2 d%5 /34, 18x
PPARA, PPARG 59 A4 tiat ¢ =
Ao =N A4 it oS AAs: 71dS ¥
@ HF AP

2 A7) HEQA EA0A A diat T A=
=0] 9ol =29 AL, #Et WY WS oyt
A tAarg BAE A9 el FFS v
A 4 952 AARIT ol 4ol Tt HAES
< '9ol, A4l A} o)t miE A 2l Habt B
gHHo g 225l Agolehs Hukx Foh. ot
2hA] Y] WY 9 Ad A AR 2d B4 A
A AzoA Felnfet A7 Mo s Al

2017'd0] e = o o Aol TE,
SUollA M A& 7P £3] AMgEE e A
Al EE =4 2HE0IE AAIB2.3%) %2, 11 FHE
olo] =4 ZAREZE AA(78.3%), HAl A|ER
AREH(29.1%), A4 oNEHR(23.8%), H4l HE
EZA0]EQ22.2%), BESH] AA(G.7%) #2& At
& HIETh EodehO.

EEet A FF Prednisolone ¥ Calcip
otriolo] AA g0f 2+t 7|4 2lolE H WS} ]
flef 7+ EA4Z stSitt. #4] A3t Prednisolo

neolAl= Positive Regulation of Macromolecule

¢
Jo
R
3
ik
rel

[o

Biosynthetic Process, Cytokine-Mediated Signal
ing Pathway, Inflammatory Response 5 ©<¥ Ht
S A5 JAlo] BHAE AES0] FE LS,
e ¥Y A8 B9l AAE FHsks Aor Y
ERsith F=EFAHZo|EE HS Aol anbzl
A @Al AE, Z4AZe] AE T HRETE olFF
Fde Wafe =N wF Ao 24754 &
Aol B9 JFE A 5 P, drizte] =
& LHEOE ExToRE | Aol AHo
A g)Eo] el ZaEo] £AEHY), oj: 1)

ot
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F= —r°1 e O]'/\c]-/\é Tx]oﬂ ’53"— 2= A
SHH Calcipotriol HIEF] D AR, & A+
9] E40fl-E= miRNA Transcription ® Metabolic
Regulation of Gene
Expression & A& $4 9 {42 4 243 &
gl A2 50| Ao ===tk Calcipotriol2 H]
BNl D3 fARE, 3] ZPEAPAI2 F4] A2t
A5 vk 282 55 A A= Eﬂ]‘g LHERHTH
ol2|gt Ak= STAT1 ¥ STAT3 AlS HES AAF
ogx ZAEFINEY uFAA F % ZAsh=
7|45 BAEGO,
ole} wlwslo| EEEO| WH FHA A=
C-type lectin receptor signaling pathway2t
lipid and atherosclerosis 27} Ao =&5 %
om, ol ¥Y ¥k ARG oYz}t 2 that E
& A fAo TS 4= Qb= APESHE AR 71A
AAFSIT} Prednisoloned 22 AHIZO|E AA|
7&"?}3} T ATE HoARE AE A ARt
A5 & 59 FEEoE Qe yi Y V|5
S 4= Q= AL Tk olof] whef B A
2% av= AREY 4 oy, A diaet
g B AR BASHE Bt a5 &
As}sh= o 710 4 QUek ol2fdt B4 HE
, Blfic AHEolE AAIY W] X® &
I1E 9}6}-1— FAES 20l H B8 7ks/de] Stk
2 A= in silico 718 B4 08 AA| BA W
o9 R AES AFH R AFH 4 gtk o

Process,  Positive

01

Fl[‘

2N e m{o
ok OIN-

o

}4

=)
o —(u: o

c‘uj%oﬁ

o)
il

At Qick. E3F TRt Flojejlol A B85k 3
oA ARst A% ARG rerEge Fsol

Qo0 74 7% Agolt Yole) 4% THAolA ¢
T o] AYHAE oA ARt} Tgo]
SOl QoM ThRE B APE FHoR X
27} olol7] o], Tl okAjeke A & ¢l

7] A AA ol IR H-Eske ol Al
gto] Qlrt wEbA 2 Ate] Avk= 71d g9 7]
Z Amg &84 £ 9loH, FF in vitro, in vivo
AT A AFE o L B S U5 et
AUtk
2 A UESA oFetd BAZ ol EEL
AV A4 dis] | 24 9 A giat HEE

Wl 8T A ANSEoR, ol mat
Axie] B39l we Aelol 7]jd 4 9l o)
2 AN B3] 2 AR 71 A4 AEAee

Apaslel 28 710 PASGTHE AolA, 2L
Nz M| A5 AN Ao Wid 4
ok 2 Ak 3% 43 @% 9 g 482 9
3 7zARE 889 4 e A0R ldurh

V.2 B

1. & AFolde HEYA oF=st 7vt #4285
E8(Alismatis Rhizom2)®) & J& 9725
Z 302719 A SdZ dEsiglon, o] &
14370 A3 A T faAete] o s
ZRI= ATt

2. @4E 5 1-Monolinolein2 =it ALA|
2A] 05 A 723}el J= 240, alisol A
+ A it 2 FAS A= 28 7]ofd = ok

3. 94 AR 18710 ot #4 A3}, C-type
lectin receptor signaling pathway®} lipid
and atherosclerosis 427} Aol =&E Y,
ol 3l wE/F v 2 & A Al o
Sto] A S AET 7RsAdel e
Eipis

4. 81721 Prednisolones ¥ =, Calcipotriol
A ‘?4'6‘4 23 A7 FHog Zg3|eir)
W, EEe WY 24, A A E e R 3§
2| AR ?}7‘4_.% Tojs}H, predmsolone-/]
A7 g4 AR olet WE X V| AFE B

<

ol
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