Advances in Clinical Medicine Ifi/REE2£3E /%, 2025, 15(10), 1803-1814 Hans XM
Published Online October 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15102949

ETRMBHEF S S5 FIHERITSET AR
XIRBHMFEEFRFLL “FHER" B
{EF#LE

KR, B P2, TR

TR R 2 R 2E M8 3 —EER R, BT MR RE
2RV R B2 KA T AR BE, SR OBYT A R

'

Weks H i 20254E9 H16H; FHHB: 20254F10A9H; KA HM: 20254¢10H17H

HE

Fi: DLRE “RRREVE” NERKRE, REMKHAHEETBRENSE QAR BOT4R B WA 8 S a6l
FIYERNLE . ik BEHEREAHEZEEES 2ITF & (TCMSP)ERIKNSE AR BE 7 iE ks
KSAEEE i, FF GeneCards#iE FEARBUERHE &, i E DUEEIRAGEFHE S . BILSTRING11.5503F
EWEEAR - EARME/ERPPI)M%. {#HCytoscape 3.9.0BS X ARE “Bar - #K - B
M, KBS ARG KO S . F A DAVID6.8%E B M4 (5 A Xt O ST B89
o &8: HERRELYWHARRS0N, ROESFEYKFEHBER (RELA). JEIRFEE F(TNF).
E4ifaNFR6 (IL6). MM R Z/k1 (ESR1)%, WL N F B 5 £ RIS 58 (pathways in cancer),
B8 % 5 3h ik 36 #E 4L (lipid and atherosclerosis), FAABI VIR 1153 Bk 5 FEMEAL (fluid shear stress and
atherosclerosis) ¥ £ & F S @K Y. &i8: SEARMF SMEERSEL SR BRERKEMNH %
TERMN. FBRERAREATER. SERERER. RitBEMESTE. KEHERERNEWSTIRENE
B, FIZHRRTSEEARR “RBRER" REHRAGERFERILEBEE S STREDZENH], RN
R RBELR KGR ARES %

XK ia
SEXPRE, WER, BEER, RBRER, B - Bk

AR
FEERE

WESIH: EWME, G, DRE. FET R 5 R TTS R AR EOH R I A T R 2L R
HIVE LRI, IR R 233k &, 2025, 15(10): 1803-1814. DOI: 10.12677/acm.2025.15102949


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15102949
https://doi.org/10.12677/acm.2025.15102949
https://www.hanspub.org/

T 5

Mechanism of Shenling Baizhu San in
Treating Psoriasis and Intestinal Flora
Disorders with Concept of “Same Treatment
for Different Diseases” Based on Network
Pharmacology and Molecular Docking
Technology

Yutong Huang!2*, Can Shi!2, Tianming Mal.2#

!Dermatological Department, The Second Affiliated Hospital of Heilongjiang University of Chinese Medicine,
Harbin Heilongjiang
2Graduate School of Heilongjiang University of Chinese Medicine, Harbin Heilongjiang

Received: September 16, 2025; accepted: October 9, 2025; published: October 17, 2025

Abstract

Objective: To explore the mechanism of Shenling Baizhu San in treating psoriasis and intestinal flora
disorders with the concept of “same treatment for different diseases” in traditional Chinese medicine
(TCM) by network pharmacology. Methods: Searched Traditional Chinese Medicine Systems Pharma-
cology Database and Analysis Platform (TCMSP) to obtain the active ingredients and potential targets
of Shenling Baizhu San, used GeneCards database to obtain the disease targets, and intersected the
two to obtain the common targets. Constructed a protein-protein interaction (PPI) network using
STRING11.5 database. Cytoscape 3.9.0 was used to construct the “component-target-disease” network
of Shenling Baizhu San, to obtain the core targets of Shenling Baizhu San in treating psoriasis and in-
testinal flora disorders. Gene Ontology (GO) and Kyoto Encyclopedia of Genes and Genomes (KEGG)
enrichment analyses were carried out by the DAVID6.8 database and the microbiology platform. Re-
sults: A total of 50 targets were screened, and the core targets were mainly related to proto-oncogenes
(RELA), tumor necrosis factor (TNF), interleukin 6 (IL6), and estrogen receptor 1 (ESR1), etc. The po-
tential targets were mainly enriched in pathways in cancer, lipid and atherosclerosis, and fluid shear
stress and atherosclerosis, etc. Conclusion: The active ingredients in Shenling Baizhu San can inhibit
inflammation, reduce apoptosis, improve psoriasis lesions, promote intestinal microecological bal-
ance, and restore the structure and function of intestinal barrier through multi-targets and multi-
channels, which preliminarily revealed the potential targets and modern biological mechanisms of
Shenling Baizhu San in treating psoriasis and intestinal flora disorders. And it will provide a reference
for the in-depth study of experimental and clinical applications.
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WERETHER “age” P poe” T8 SR, B LIRS OMRERED - “ETE:
RanZ . AR, mRAR TRk, MRARRIRIE. ~ Hije, HrRome Bam: “mEiR
PEAGEiI~E, T R. 7 5 AR E R A 8 RS . BUREE VO 2 — Ak Sk
I PHPRATYE SAENE B, 1 2 RS AR R R AR 1% 2 OB E P B[], SRR s B A
gttt &FRY) 125 LN DUBARIBI, |z W% R0 SR R, 25 /BB ANk 2ok T BRI f 4 2].
ILEER, ORI 22 RE T B RES 5 BImE @R KRR, MRS mEME NS S T
WIS, B el feigde . AR AE S N 7> W AR U BIR[3] [4]. M iE /e
IR RO W) RENS I R 1T T 4RAR AT SN . SEMALhAE T 4RAR 9 T 40 A A R 503 G e i 52 A0 ¢
REZ [P, A A BT D RE, BTSSR FE[5]. KA LA TR, R RRA iE
M BIRIET R — R Z, BAMUURE S-SR . [N, BRSPS 5 i) e B ph 4 N 7 i
WE, WIEMERE S BURAR S L IR EH VIR 6] HH E= 2% BB S I o6 R AL, INBiES
BERFE— D RGMAMSAFAE,  CGERANL) 8 “EREE” “MS5KBHEER” [7], WUERS
FiE ) ok AT AL S AL il i ST IR AR

IR B AR R AT R WA [8], AT 44.41% 11 B N AR IR RAIE , fg RN RS o 2 R
BRI 2. ZEFARBME CROFERMFRTT [7], L @R, BRIEERARTT . kK
Tz AT AR T AN, REHHIER Y, ERRAE, SRR Fit, AR T 5 A,
HEWBL T M FEFPREHLERE, BURSREE -8 7 5%, BT B “HRERIE " 16775 AR E N . I
PRAFFFCUESE BRI S84 A I 2% AR s S OR 0 BEAT HER[10] . RN 2% FR BT P Ak &
WEUR B LG, &AW Ee], SeRmE N IEE[11]. R IENR 7 SRR AN E R, 7EH R iR
o R BT AR BEALED “UE” ARE), wRT DR AR BRIk SR PR
S99 [ VBRG0P T R R A B AT o ASHIE TE AN 2 B+ RS 5 TR AE LA P R B AR A R
GEBEATHT ST, (ELMERTFUEAL I, PR EE 258527595, N “RIFENG " MERIP RIS % ARE0A
TOBIR BAERIFLEL, D9l AR N AR 5%

2. MM ERZE
2.1. BEBEREEMER S R RATGE

AW FTAE h 25 R G5 245 2 B0 e A T E S (TCMSPY R R 2 AR E T AT, AR, PRE
HEL R, E 0. AS. B g, EUIEME Y, TR DR YR FH EE(OB) > 30%. Szt
fEH(DL) > 0.18 X & PR o HEAT Rk « K4 TR IRA3 1 10 P 259 H3E 1% B4 F A Uniprot #4iE
(https://www.uniprot.org) FI73 B S A 245 0 HE R R R YEAL

2.2. BEBREATTRIBHRMFERRFEL LR~ HTHE

DL “4RJE 95 (psoriasis)” iz ¥ (Gut microbiota)” JhyJefaia] il i GeneCards % £ ¥ 2
(https://www.genecards.org) K 2 # 5, 7 HY relevance score > 3 fHE A, FFEBRATE KM A, K15
LS A g T TR TR0 B R o RRIZ A R N B2 ORI B B A AFE SR Venny 2.1.0
(https://bioinfogp.cnb.csic.es/tools/venny/NEXAZ £&,  I-2a:4i] =5 BLA

2.3. XS R ITIE
7E STRING %4 /% (http://string-db.org) ' FAE LA EE &, R E RN, BEmEEE, 3

DOI: 10.12677/acm.2025.15102949 1805 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15102949
https://www.uniprot.org/
https://www.genecards.org/
https://bioinfogp.cnb.csic.es/tools/venny/
http://string-db.org/

T 5

{6 0.900, HAZH W E NEIN, FSEA R - 8 E 5UAH BAE H (protein-protein interaction, PPI) M 45 . K
45\ Cytoscape B IF AL, $h4h 70 #7 Ja i UZ B AGR I ET 10 ML AL BIZZ A ARBORE RNE K
(0 P

2.4. BEETHT

B AL [F 0 55N DAVID6.8 B3 (https://david.nciferf.gov/), BEEVIF NN, K45 FIHEHE S N
A5 F & (https://www.bioinformatics.com.cn/) X 2% FAAREL “ Tl [RIVE 7 BOAE B BE St 47 1200 B0 i 7 2 22
R A4 (GO) Fl i R JE IR 5 B R 24 A B2 F(KEGG) & &£ i, 1% P AEMN/NBIRFET . ZehilHE44 10 10 (45
RE.

25. G FxHEZ O RENE

1 PRI 2% rh s fi BB e i ) 5 ML R B S R VE SO BT 0 4R, RN s S TR Y
Z VB FAR ELAE FH SR EE RN, 43 5llE 35S PubChem F1 PDB #{4fs FE SR HL 228 AR B 103 PR Ry 25 B A0
|AREH, 12H] Autodockd.2 BAFHEAT 707X, PyMOL BAF I AL o

3. &R
3.1. EFBARBHEMER S S iFE

M TCMSP % i h3R 13 2% R E 10 BRI 2535 P2y, i83d OB >30%41 DL >0.18 fifiik 3k 45
ARy, o, KNS 22 8. AR TR K% 15 By RSEE 7 Bh. RS 1R HE 92 Fhy E T 11
Py BUAZ 9 Ay 12 16 iy WP 10 b, A E MRS REE IR S 3R AT 225 MR, KSR
Ry - BT M4 E(E 1),

3.2. $SRIBRHAER R FHALKYEE S T

7E GeneCards H¥ 2 i, A2 5 95 %o I ) Bk 2 55 )i 40 5 4568 A, Ji73E b B ok N I B 2 45 i 8 4 533 )
£ Venny2.1.0 33|22 R HC R [RIE 2 Fhygcsm g fE/E HEE A8 T 50 A4S, IRl =5 B EI(E 2).

3.3. PP PB4 5 < 80 = fik

FAZE) PPI 2 AL 5 A 50 A, 1 133 AN Horp, SR FREUTIR R 1A% O 3 552 e 5 [R]
(RELA). MEIRZER F(TNF). A% 6 (IL6). MEBZ 3244k 1 (ESR1). HZMI/ % 10 (IL10). A4
M2 4 (1L4). R p53 (TP53). HANEN &K 18 (IL-15) 2245510 5 (A ¥4 14 (MAPK14). CXC
LR FHLAA 8 (CXCLS) (14 3).

3.4. A BEEEYTR

H ERTAT NI LB AT\ DAVID6.8 i, K5 2 8 T AU G #EAT0 GO B&E
Hrfl KEGG /i 45 R EIR: S FARHO AR S 5 A7 8 s B 28 6L “ O [RiR 7 R0 B 2 s 4R AE
EEAES, XTAMEYERIBII RN, RIENZ, RNA BEH 1 83 TR0 7T, DNA BRI
TSR BORSE, WESEEERA 4).

RHE KEGG & 014 Hea il KEGG HE4 AT 10 2SI, S5 A AREU [F GRS 7 i g
B AR EL B ORE (5 5l 4 (Pathways in cancer), Jig i 55 s ik FEAE 1k (Lipid and atherosclerosis), it
PRHIYI N 5 5 Bk sk AL 1k (Fluid shear stress and atherosclerosis), A FL4H g5 28 /& %% (Human cytomegalo-
virus infection)&5 £ 415 S B (14 5).
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Figure 1. Network diagram of “component-target”
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Figure 2. Venn diagram of target intersection of Shenling Baizhu San in treatment of psoriasis and intestinal flora disorders
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Figure 3. Protein-protein interaction network diagram
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Figure 4. KEGG pathway analysis of Shenling Baizhu San in treatment of psoriasis and intestinal flora disorders
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Figure 5. GO enrichment analysis of Shenling Baizhu San in treatment of psoriasis and intestinal flora disorders
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Table 1. Molecular docking results of key compounds in Shenling Baizhu San and core target proteins

# 1 SEAARBXBUSYSHOBER S TIHRER

L= PDB ID &Y 44 fE/keal-mol ™
RELA 6NV2 B -8.0
TNF 5UUI REBEZR —-6.8
IL6 1ALU o -7.0
ESR1 6SBO L 25 -8.3
IL10 1ILK o —-6.8

35. FIRASFIHEHIT DI REIE

EHL PPI 464 RELA. TNF. IL6. ESR1. IL10 X 5 NefEsl &, FRELPPI ID FIEE S 554, &
B S A SRR AT B (R 1) N T E R TEARG S & B & A BUEIETIH, 46
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Ae <O ULEHRCIA S 2R RE A R4S 6, ZIRSIATNS G RBIL, ARG SN TRetER. H ESRL 5
Ll Z3 03 PR 45 45 BEAZE IK T-—5 keal-mol ™ (1 cal = 4.186 J), R H B mif 4 ; RELA 5 -4 S EEEE AR IR Z 5 1L6
55 A RO BT o R WX S O E 1 o 5 0 B ST B BESEA y, #E—PIE T RRS
R RENEY S0 E A 5T X (4 6).

()
vE: (@) IL6 5 EHE; (b) TNF 5ABER, (c) ESR1 51LZM .

Figure 6. Molecular docking patterns of key compounds in Shenling Baizhu San with core target proteins

E 6 $EARMLRUAYSHOIER S TRHEER
4. VWHig

TSR L 2 (CUE SR ], e B S 2 I 2 3, M TR TR AL T LS e 7 4 1 428 SR B 2 J
POFR I, ELUE AT I 4 i B K AU AN e 47 B 6045 R JBR e P 1 BC A AL 40, T B B
M B R ) AR 3B L B G SN [6] o P RV A “ ROKIBE S R B <8 R
A L 209 NSRRI L1 150 £5[12]. 7ESRORIRIRA T, Woidi BIRE (03085 P00 /T Bmisn, T
U RGeSO T S R B SR T A2 46 RSO RIU[13], SR BEAREMILL, 4B B 1
ET RG] B R AESE, SREEMRAE. FLARE R B il s R B R . e E KR, BAK
— R T R e LS Y BSOS T R (18], IR T A 2 T il A R o RS 9 11
W,

PER I, AR SEZ AR, SRR (EFNE) da e
CHIEE, KGR, RHH, Kipd, K%, BEAH, KKK Ka%, Kpamk, kng, X
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W BMRAMERE, Kipg” , “BPEmARE, WARMEE, Wkl g%, SRS, %R
T5057 [7]. VLA B HORAE S i sha B EANDG, A 5REEE iR 7k 5mEr R, 4k
BHUEZ) R “JUtE, Bl TR, NI, WASEKAEMAE” o UH BT i A
WNLZ SIS R R A %, BHRIAMERMZHHNEERE, B “FGETHN, LIETIN o PR
EVN B R TEHRUE VR YT Hh A YR AN AR TE 7 SR . R R AR B2 R A T AR UK T
{ERKERA LN TERR R, BRI TE T AR B L RO ALARE T 25, A et 8 RIF a7 R, i
— TR R AR O N E B T RN B B R E SR S B R S, (&R
BN W EE BIA e  C DUZRBEEA AL, BREE FIThRE B WA S Z 2 AR, B ISR L
AR HLEELI & SRS R R RRIE . EARTE CREAMERGVEY i« FLAMRE B R R ARS o [
T, eeeee HIRFR SRR 7 RIS AR ERAE, gagdEd, HAHBEELAE T — “8”7
T, AMERNAE AR, MEESREY), NERBURHEER. SEARBURRAEN, BRiBIEEARET
A, iz R BB P, RIS E, [ES7RE, ARERIERR, HE-PE R E 0 LIEE[14].

H 2258 RO T W v 3 25 L B AR (0 1 PR 1 AS 5 A B M o AT 9 30 Jok ) 45 24 B 25 5 2 0
W15 B 2% AAREE I A JOE R 33 i, oA 4E A AR s 2 003 PR B4 A2 M 2 (quercetin,
MOL000098). 11125} (kaempferol, MOL000422). /A J# 5 2 (luteolin, MOL000006). S-75 i B (B-Sitosterol,
MOLO000358) F &7 {§S fi (Stigmasterol, MOL000449). #fit &z = HA B % . Pt bl bumseEEy s
TEPE[15] [16], FFREMS TR AL « BEPRIE . ELE o O L ORS8O [17]-[19]. AWFFLRA, Src XX
R Tt S R VR R S8 5 R v FERIA T B 2R R DABH A AR AR 0 B, B HIAR S AR N
R AT A % [K 7 kB (nuclear factor kappa-B, NF-xB). 1% [K - «B {401 & A (1xB) A o (IKKa). NF-xB i
S (NF-xB-inducing Kinase, NIK) 13 1A LA K AR BE s R BRI 7 2 AR F A7 3 (TRAF3) 13 1A M F%
KT L3 P R SR FE R T--o (TNF-a)« IL6 FIE A 2=-17 (ILL7)FIKF, $Rma b H ik, i S A
R A 7 S A D A Dk R 00 R 9 2 R TRV L [20] [21] o R1 T4 Bz 28 e 0% 1R 1 Rl v B P o0 A, 4
R R, SO R AL, (R TE A, TR TE BRI S5 8 S ThRE[22] . iE B B A
WA DIREA SRR SR BRI S OB I R R B YIAR G . I st B s K ss . $1
SEAFIPUBERE . LIU C 25 R BI[23] 11 23193 mT LAPRARAR Jg 5 [z 45 i CD®* T 4132 i A 32 i 2 40 B [H 1
(R R IE , FEARSMIE] T 28 1 i 15 56 S i L3047 7 A %% 3= $E 21 B (mammalian target of rapamycin, mTOR)
55 1ES, HH AT USRI E R E R R . H0] Toll #3244 (Toll-like receptor 4, TLR4)/NF-xB &
FE[241 KPR FIFRHEAG AL U EThRE . ZHOU W %5 R I [25] A J2R B il 4] NF-xB [ i A Sk 4 il
EMELNA . T Z0AA0eb MR 40 i (0 52 IRIZ 0, AT DU R RAR B /N BRIOE AN BRI IE, AT oo st 4R B i A
e p- S BERA ISR T QUG ME. ATARG i S T, UE R REAI ARG T . (R A R A
YEHI[26] [27], T3] TLRA Il NF-xB [id [ 3k . 4 24505 10 2R M (MAPK) (5 Sl B s 4L, TR
TNF-a IL-15. IL6+ A4 2K-8 (IL8)EF S AE /K F-[28] [29]. A5 #E 55 RELA. TNF. IL6. ESR1. IL10
LGS TR R ILER. KRRER, p-0 I, 580 TS BARRIX 5 NP S AT BE 2 5% )
TEIAZ O HE 2 . ESRL RETA T EAZ AN MBS R (3R 0E , JFREmm #E2H b 41 A 39 58 5 7316 [30]s RELA & NF-
kB [ —Fp R RO IE, I8 0 IR Ak 25 2 BB R IS S 1 F 1 NF-xB [R5 & e ThRE[31]; IL6 HE
W2t A Je T AR i, 2 T G A JRE ) EE L (R [32] s IL10 & —Fh it RAHMR -+, FETRT 2AEFI H
B G PR h L AR, RETEA[F RSP b BE W a2 SO, 7= A R0 o s 4 i B DI AH DG [33]: TNF 2
— PTG T, TE G RGN B T 015 S AR e E R [34]

Jaer i A PR E B AT DLIE I F0 ) ESRL RIASRAR R B AN IR T T H AT RIS R W[35], BRI ME
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WERZAE a (Bra)RIE/KF 0] Be2 75 5428 00 M T A2t PR SE AN Be 0 oA A, ol s e i e (1 3 i v
PR T EE R . AR BT YN 715 3h k3 A A# 1L (Fluid shear stress and atherosclerosis signaling pathway)if
I ETUIN e TN B A, JREOE — R SCHIME SIEE, RATTRRMEARIA. IL17 87 LUE
i B IL8 WIERIA TS T KR R A AR ARG i AR AL R AR, S AR TR AR M ik B RE T, (R B R
RA[36], Uil p38 22 R JFE 5 AL B F U (038MAPK)/IL17 15 5 i B AL AR 5 i R A R e Hhke 22 0 B 2 i AR
F o BT SORE = A KR ILL7 4R R 75 S0 B LA, BRI b R 4n i S AR AR, 5 &Sl 1 s Rk
W[37] [38], Ui ILL7 15 50 EE AT Ae 23 520 il SORE IR 1 sl b e 4m 453477, B i e s vk, 3
T 52 0 Ji T TR A AR

5. &

ZREPTE, T2 ARBA RUS o PEE 2810 248 mURFEIM] SO IROME PR AR AR 0 1A
FI ARt B e A T YR il B B R 45K 15 T RE A4 PSRRI R A B T AR M, SeBbx &2
RGP “SHIRFNG” FVER, SEINBA TN filE Bt 5 B 1 1, DA B S B AR SR
TR TR BRI, )5 SR R s s ia e ot 1 R BR AN o A BT 7T A Bods PR T 32 2 KIS 2R SRR
W] REAFAEAH R HHE P AN AR il R, IR 7R B4 5 SRS AT T S5 A S s B R T Bl e 7 A 52 3
HA W RIRYE, TSR 25— D AT Seda n LAIE R .

=

FETHIET N, 16 DURCIE, 1 DU BRI B4 IR AR #6977 T AR AR 2 I B T 78(ZY W2022-
021).
SE 3k
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