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Abstract: Objective To explore the common mechanisms of "treating different diseases with the same method" for
Dampness-heat accumulation syndrome (DHAS) using network pharmacology and molecular docking. Methods Based
on clinical studies of DHAS, traditional Chinese medicine (TCM) prescription data were extracted. Three representative
diseases and ten core herbs were identified through frequency and association rule analysis. Core herb active
ingredients/targets were obtained via TCMSP and SwissTargetPrediction. Disease-targets were retrieved from databases
such as GeneCards. The potential target intersections between ingredients and diseases were screened (InteractiVenn).
A "drug-ingredient-target" network (Cytoscape 3.10.3) identified core components by degree value. Protein-protein
interactions (PPI) were analyzed using STRING, and the results were visualized in Cytoscape to identify core targets.
GO functional and KEGG pathway enrichment analyses were performed on the intersecting targets using the DAVID
database. Molecular docking was conducted between core components and targets using AutoDock Vina to validate their
binding activity. Results A total of 352 articles were included. Acne vulgaris, ulcerative colitis, and gouty arthritis
were selected as representatives. Ten core herbs (e.g., Phellodendron chinense Schneid.), 133 ingredients, and 10 core
components (e.g., berberine) were identified. Fifty intersecting targets (including 10 core targets like TNF) were found.
GO functional enrichment yielded 435 terms involving factors such as inflammatory response and immune response.

KEGG enrichment resulted in 107 pathways, including the NF-kB signaling pathway and the HIF-1 signaling pathway.
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Molecular docking provided preliminary validation of the above network pharmacology results. Conclusion The

common mechanisms underlying the "treatment of different diseases with the same method" for DHAS involve not only

classical biological processes such as inflammatory responses and immune regulation but are also intrinsically associated

with metabolism-related pathways, including insulin resistance and hypoxic environments. Together, these elements

constitute an inflammatory-immune-metabolic interactive regulatory network, providing key insights for elucidating the

modern pathological foundations of DHAS.

Keywords: Treating different diseases with the same method; Dampness-heat accumulation; Network
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BT BB AR, I 1 B AR RO A
SCHERARE HIF-1o 7133 4% Ubc9 RF kR, #S
IL-17 i35k, SRStz M 45 W 5% 245 W R I AR AE
B R R SE T R A, e A A
BB 2 — Y, i HIF-1a KR T
e S AU DG RS TR I G, — 7T, S
T AY R A B HIF-10 K F BTV, RS2 B, i
SBR[, HOK P2 3 R
IE 520, P EURAE O SR R 2H 2Lk U i
PEOEER, INEALURR Y, BhAh, HIF-1o B3
1% AT 3 iF AMPK/NF-xB i 4%, ] M1 A B 14
P A RTDRRRE A 3R G R B R ) 0 BE

U DI RE 57 B RO Y B B 3R, T
Jifi & Z HEPT (Insulin resistance, IR ) & H ¢l 3H
2z O R 2R A T e S e AR
£ HF -1 (Insulin-like growth factor 1, IGF-1) %%
A, DRt F B 0 5 BRI Wi 430 7 (R B AR
i s 2k IGF-1R ), 734b, Sl sl & ihsE
KMEAE AW 1 (Mammalian target of rapamycin
complexl, mTORC1 ) W4 X B, mTORCI — J5
25 R e A R A4 . BG58,  AT OS2
S6K1, fR BT e £G5S @isE IR, 42
7N IR 7] RE 2 RIS TE SR S R . TE B R4S
R, IE R ATEOE TLR2, P& I8 HERIE,
IR HE 2 FOBE R AR S0 TR ), 4R il — 103 —
WL A BEAE M . i XM T 2 W A IR, JF Hom
PRIZIKF-5 IR 46 b5 58 2 3R 8P AR B PF-Ah 48 £k
(HOMA-IR ), Ji &% ZURAEH (TAD) Z A7 (e
BRI RN Z I TR R 4 AT 2,
(Bt £ 7 A 578 1T B 5590 XU OG5 R 1 R AEAR S
FAEEHAEHL

REAE B XTI HR N 25 0E 1 2 W 2 AL o 2 4 v
T IO I 5 g AT, Wi A 5T 8 i KEGG
WA R, BRZ& M E) NF-xB, NOD KE3Z {4
Th17 20l 70 A 55 90 — e g oh, IR, AR
WL (HIF-1 15538 % ) A5 QAR OC I8 i [a) 2 i
R DI EDLE] . SR B RS L R
U 5 i A RO AR G RS T IR, B TR AR,
R A 25 L I B e IR S LA SCH o = 1R 45 A
FrdERR, FEGOU ERT Ry BAR” B MU Y
A X G RN SRS R
TEAT A, BELSPEER, WInl A3 | B L Akt FRUEA

FERE, ARDE . IR, R i SRS,
By LABE R A 2581 e A AR 15 ) o L
P X P S TR AR EOR IS I, G YRk
AR IR SE LR — KRR . R, D4R R
B, TEIRPGIER SR Z R, B, 8. 2R
R LA b i i A 2 & A 2L, T AR E R E S
IS BRE R PR e B R 2 B BT R,
YR AR — B — R S TR 2% R 1R
PN R SR BRI . HUATEZ R A RAEHTT
RAE T4 TNF-o, IL-18 B3G5 | K e e kA (4l
Un Th17/Treg SR A ), a1y 18 aod 37 ¥ HIF-1a 323K
el AR S A, 5 AL (AR AR A N
e i5 AP ), WA 5 5 SO SR IR 58 i 52 Bz |
PP, T CENEEER

AW S — e S, AR R BT 5 RIE
I BEET AL S . HIF-1o /E N —A> FEAR
ML RS . TEATF R SR di il (anEvEAiiE . A%
ARAUML . PR AR . T 40 ) LA SR e g 4 i v
Py ARk Y, A AR, AR vk A R T
F TR AR 8 0 B P S B R B R T I 4
M1, HIF-lo 2 HINREM EE K 7, RERS T
M) NF-xB 055 s 0l . i 428 40 R i e ik DL &
O ) e A B R A AR A, TRV G 00 L P B 28 S
A R RAEVHARHE S RO I IE AL
e Z PR EAE AR, G E g . hi
KEAAMIFT T, B bk U 20 M A5 Sa e 4 M =08 . 80 5
T35 25 98 i S H S 928 17 280 5 ESCARLTH AR 1 o
DI SR AR LUk A, A, ZHEUB R LN
5 & i S FI G B T RERRA: , PR JE LR 2 )
ﬂﬁﬂ:téﬂo

A, IR SHUKRAE RN . S Thaef 45 &
FIME TR, BFFERI], RAE. SIERT . B
B RE 7 A PR 3R AT D A e G B A HE AN ZH Y
FI%) 200 L PR ISR, DA 2 i JBR & 3R ) A A S RE
DEAHIRGIR T, ERMRET, IR
S0, 8 7 A AR A0 AR R TNF -0
AR 4 i 4 1k 2 1 -1 ( Monocyte chemoattractant
protein-1, MCP-1) Fl IL S84 & K+ LA K C i 4k
FH ( C-reactive protein, CRP ), iX &L 58E K1 18
i ZRHLHIE S IR L FEERE ARG 2140
KRR R PR - BB R R Z AR ) — SRR
W 3- 4 i/ 25 94 B B (Insulin receptor substrate-
phosphatidylinositol 3-kinase/protein kinase B, IRS-
PI3K/Akt) {5 5 il A P, BHLIL 40 B 5% iz
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( Glucose transporters, GLUTs ) FJHEAv, /08 i
240 0 P S A B SO R IR B2 A, &
PR /IR, T 4 I R b e JiR B 3R A 0l R A
T, BIANEOE NLRP3 R PR/, 7T 5 IL-1B 1Y
PEAERG M, R IR, 25 2 BRI &

B P8 A AE TR FIACHI PR 5 1 2 s AL i v ke
HERREZWNEN, B W0 A28 6 1 R
VRS2 R RN 4 By JEhE J IR K JBEOFERE T, MR
PrFREIBANM, HEU8" 4 TNF-a A6 PR E 52 2 0E
PR, ELIE IR . v PRk 4 i R 2 4R 200 it . RE
AN IR AN, Mt R G n]
SEVEAT AV | SR A TS DL R 1B R
W, MR AR IR &R T

BT R, PR REENFRINREE T
AP SFGTRAE RIS 6] NF-xB 195 AL M ¢
T ek, MRS S0 S8 7, e it o it
T NLRP3 %k /IMAOR &A% G 45 A7 1
7E IR BAEOL R, X —AE 2 23], A2 LIBH 1k
A SR 25 R AR O e 0 B R — A
AEEEN, BTSSR E SRR, FEIR K
Az, DTS ¢ — 2R 51 ol S 7] 2 A Ak A 110 i 82

BRI S AR A, i — 20 T BUIR FMBE K- 7Y
}I‘l—% [77]O
4 B &

i BT, AW iE A 2 IR R S M4 2
PO, 48 78 T AR P A E S5 [R) A 9 S ML
AR 55 28 ML) ST — SR REIE I, T S R AT
TRAEIA T AU R LIRS SRR B R —
G — AR SSRGS, X — Wk R A
PR ZEEUIE ) IR B AR AL T OB . R, iE
b 2 — O AR IR N L A
. FRER. B- FEHESROSY, BO AW
O3 F XA AL — 20 e T SR A 2R Y DGR
P o 0125 IR 42 T K o 2 2 B 2F PR AT I A N 25
UESE LSS R AT S, R IR ISR SR L T3
SRR S, AR IR, YR T A oA
USSR, R . RN R4 R
oM, HEEE M T I — 2P AR N SRS (NS R e
fi&. Western blot, ELISA 5§ ) ¥iF. Hik, #T
SCHR AT B AQ R B HAT LA | B T
RN ZEUEAE HoA 2R GE s v 58 PR AT S B 22 SR
RN J3oh, TEME 299 — ior —#a”
gt A, HRE (BX) PRHIE MRS S5 5
B SR A AR A R g SR, X — I T e

K225 IR o i 3k 2 JR BRAPEAG A6 $ /R AT 1732 ]
0 285 24 B2 S BAREOR T R B2 S [mlif ™ D
W, TRADEEPELY "SIy, e, AR
W7 ORPE IR, DA S 4 TR R R v R HE BB
IR
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