W41 2 wHOMROBE 2 AR B e Vol. 47 No. 2
2026 4 04 H Journal of Jilin Medical University Apr 2026 — 81 —
LF 45 :1673-2995(2026)02-0081-09 - Koad Ht o -

ETHEHBER S FNESHFHAFRUN =51
frigtE &Iz RAE AR

Z= BHLRARAR, L AT (1L U HB E R 25255, TR LT 33200052, ST R EEBERE T JLIT. 332000)

"T@Jl Il:|

OEBAN AWML HEFRN=ZFWYA(SSTMNEMEAEEXR(CPID) WHEAER R A EF&RE, BT L HTIH. F
R It P A Sk E s E A SST Y E R 2 LR CPID R Ee i, sk b Fl S M A R 8 A M 4, R B HATE
BEZCEEMN B ERADTHERKRE 2 T FENER B R B p xRN En., GR FR i SSTH 44
MUEM R 2L CPIDMW 22 MR ¥ A, B OB @45 TL-6.CCND1 .CASP3 \VEGFA . FOS 4, ¥ R FhvE M B HEE KL A Mt

B, EETIL-17.TNF.AGE-RAGE NF-kBE£ X E M X 2 5 &

CCNDILESRIZEEE LM RREL &KX Ko
Wit H R H A S EEEKE LT CPIDB1ER .

Bo 2 FHERRE R, A HERFHRRER
DTHHEEN -SRI T FHRR-ESRILAE G WA RE

P
f o ZEi® SSTH

*x 8 W.WEHEF, ZHWUNTBEEER 2T TF 5 FENEANF

HFE 45 2%ES:R285.6 XEkFRERD : A

124 7515 R (chronic pelvic inflammatory disease ,
CPID) & —Ffi W ELME LA A I RR5E 0 L W 5
o B 00 5 | R A A R E AR LA R B 45— R
SIN BV . ARG BEA2 e, CPID O il 3
SHSREL” BB | LT 1 A T FAVAA 2 LA 0% I A5
:ﬁm%%(Sanhuang—Slwu—Tang SST) AU & B e

B LEE (), LLECE IR IS HAT 2 (Y
Pp) o LA T BRI SR R SR R
FIHE” B ), & A 5O G 2 k. s
BPEAIR 5 PRI, V5 KO3, AR BRI
AR5 2 A R B R I35 L, AN TN 5 AT RIS
FHF IR AT S S . 070 AN ZE AT A, %€
TIFDF , BORh et , 222 0 i 2 TR LR 22 2 8%,
PSR I SR A B 2 HIE 24

AW Iz W 2% 24 B2 31 042 LA K gy
T3 Sy E BB, 23 B SST /Y F2 2% 1k ok 5
CPID £ $8 s 1 25 45 J7 MM B, SST iR YT
CPID $2HEHHE AR .

1 #R57EE®

1.1 SSTiE MR R R iE
SST HI A IS \AAT A B BE R
B2 AL . SR H] TCMSP & 4i & (https://old. temsp—e.

com/temsp. php) Fl BATMAN-TCM %4 J% (http : //bio-
net.ncpsb. org/batman—tem/) £ 2 SST T 4 16 ¥ 1L 43,
i 25148 O AR 2B W A (ora]blodvallablhty ,OB)
>30% 251 ( drug-likeness, DIL.)=>0.18, 3k 15 QSYQ
T PR OT TR IR 2 AR A B 8, B SOk A 2E
LRI IR e o W & VAL 7/ R W S 1T SIS
I TCMSP K BATMAN-TCM £ 4# 4 46 3% SST 176 4 1
I B HB LR, R Cytoscape3.10.3 #X 4 (https : //cyto-
scape.org/ ) ¥ FE 5 PE AL — 48 5 HAE R 2%
1.2 CPID % w58 m Y i ik

K H GeneCards ¥ 4 J% (https : //www. genecards.
org/) & OMIM % 45 J% (https : //www. omim. org/) ¥ &
CPID ¥ 95 #0 /5 , ¥ 2 i) & “ChronicrenalfailureDis-
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X R 15 5 ClusterProfiler GO.R i {4 J Perl i
F L SST IR 4355 CPID [R5 47 A 284
H W) I 1€ (geneontology , GO) 43 #1 o 2K HH ClusterPro-
filer KEGG. R #fi /£ 2 17 A\ W A % 0 3 % (KEGG
pathway ) 737 .
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o >R I RCSBPDB # 1 J5it 45 14 #0405 J% F1 PubChem
BRI 3 00 BRAT R AR Y R R R T 0
fb2fgsH) . K AutoDockTools ¥ F IR FH 2 AR AT
PRIEAT H RAL TR . R FAF AutoGrid RS X 4215 M
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2.1 SSTiEMM 5 K a B iFiE

K F TCMSP . BATMAN-TCM %045 2 , 45415 &
4 0B=30% F1 DL>0.18, % SST [ 7 1 H 24 £ 42 38 1)
T MRS A TR R , A5 2 61 AT MR (LR
1) F56 S E FHHE S . HEA SETT A 2o M AT 25
MR AT PRURRR B4 I A B L2 .
B R 5 1 FHE 5 6 N, &80 1A TS PR T VR 22
AR AL, 2N IE MR R AT R R VR 1A A, 3R
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Molld Mol Name OB/% DL
MOL000073 ent—Epicatechin 34.59 0.64
MOL000096 (-)—catechin 65.96 0.22
MOLO00098 quercetin 64.84 0.26
MOLO000173 wogonin 57.79 0.51
MOLO000211 Mairin 54.52 0.29
MOL000228 (2R )-7-hydroxy—5-methoxy—2-phenylchroman—-4—one 57.54 0.19
MOLO000358 beta—sitosterol 49.06 0.39
MOL000359 sitosterol 59.07 0.65
MOL000422 kaempferol 49.69 0.24
MOLO000433 FA 55.56 0.52
MOL000449 Stigmasterol 50.77 0.57
MOLO000471 aloe—emodin 74.04 0.42
MOL000492 (+)—catechin 70.13 0.66
MOLO000525 Norwogonin 49.74 0.58
MOL000552 5,2'-Dihydroxy—6,7, 8—trimethoxyflavone 74.48 0.35
MOL000622 Magnograndiolide 48.66 0.36
MOLO000785 palmatine 41.91 0.56
MOL001454 berberine 65.12 0.50
MOLO001458 coptisine 50.53 0.59
MOL001490 bis[ (28 )—Z—ethylhexyl]benzene—l ,2—dicarboxylate 39.40 0.41
MOL001494 Mandenol 73.36 0.23
MOL001689 acacetin 30.85 0.28
MOL001918 paeoniflorgenone 54.70 0.24
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Molld Mol Name OB/% DL
MOL001918 paeoniflorgenone 54.70 0.24
MOLOOIO 19 (3S,5R,8R,9R, 10S, 14S)-3, 17-dihydroxy-4,4,8, 10, 14—pentamethyl -
2,3,5,6,7,9-hexahydro-1 H—cyclopenta[ al phenanthrene—15, 16—dione 62.18 0.55
MOL001924 paeoniflorin 57.12 0.26
MOL002135 Myricanone 47.25 0.74
MOL002140 Perlolyrine 65.63 0.45
MOL002157 wallichilide 53.80 0.74
MOL002235 EUPATIN 71.65 0.60
MOL002259 Physciondiglucoside 33.20 0.20
MOL002268 rthein 33.92 0.34
MOL002280 Torachrysone—8-0-beta—D-(6'-oxayl ) —glucoside 30.91 0.25
MOL002281 Toralactone 67.47 0.35
MOL002288 Emodin—1-0-beta—D—glucopyranoside 65.02 0.25
MOL002297 Daucosterol_qt 69.15 0.36
MOL002668 Worenine 55.58 0.34
MOL002714 baicalein 57.76 0.65
MOL002879 Diop 37.26 0.68
MOL002894 berberrubine 35.32 0.33
MOL002897 epiberberine 58.80 0.48
MOL002903 (R)-Canadine 36.45 0.23
MOL002904 Berlambine 72.51 0.51
MOL002907 CorchorosideA_qt 53.48 0.71
MOL002909 5,7,2,5—tetrahydroxy—8, 6—dimethoxyflavone 72.47 0.18
MOL002910 Carthamidin 60.68 0.57
MOL002913 Dihydrobaicalin_qt 46.18 0.33
MOL002914 Eriodyctiol (flavanone ) 49.67 0.60
MOL002915 Salvigenin 61.39 0.73
MOL002917 5,2',6'-Trihydroxy-7, 8—dimethoxyflavone 32.71 0.32
MOL002925 5,7,2',6'-Tetrahydroxyflavone 60.00 0.51
MOL002927 Skullcapflavonell 60.18 0.52
MOL002928 oroxylina 39.47 0.51
MOL002932 Panicolin 35.8 0.31
MOL002933 5,7,4'-Trihydroxy—8-methoxyflavone 44.19 0.72
MOL002934 NEOBAICALEIN 46.37 0.43
MOL002937 DIHYDROOROXYLIN 55.66 0.66
MOLO008206 Moslosooflavone 59.39 0.51
MOL010415 11, 13-Eicosadienoicacid , methylester 414 0.68
MOLO012245 5,7,4'-trihydroxy—6—methoxyflavanone 50.98 0.57
MOLO012246 5,7,4'-trihydroxy—8—methoxyflavanone 41.00 0.59
MOL012266 rivularin 37.15 0.47
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2.6 oFITHE
¥ ] SCHR', 45 4 iE<-5.0 kJ/mol N4> 50 A5
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Oleanolic acid - MAPK8

Hydrogen bond

Oleanolic acid —BCL2

Hydrogen bond Hydrophobic interactions

) Hydrophobic interactions

El6 EFEMHDSHENMXEIE RS FIEE

F2 TERSEHENXERIAS FXHESR

ESE SELL PELIER S
ESR1 -8.1 ~7.4 -9.2
FOS -7.2 -6.8 -8.9
MAPKS ~7.4 -7.2 -8.6
BCL2 -1.5 6.6 -8.4
CCNDI1 -6.9 6.1 -7.9

2.7 NFHOFEMER

3NE AW 10~15 ns J5# T E , B K RMSD
B SVE RN, RR RO R 3V A . Horp | SPEUR
R -ESR1 % 4% RMSD &2/, 39294 0.20 nm, &7~
%2 A WAL TR v 5 R R T R 5 SR R -
MAPKS & & ¥5 RMSD 75 0.22 nm Z2 47, KasE Pk B 4T
FHEURIR-BCL2 & AW 3 shig K, {H 20 ns 5 #4 T
Fa i , RMSD ZEHF7E 0.18~0.22 nm Z |1,

RMSD of Ligand—Protein Complexes over 50 ns Simulation
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ZA I LR s RS
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FE TR 0 SNy AR AT YR AT S
BIOCR RS M B— 4% 8 B A L X A i AE T
ESR1.FOS.MAPK8.BCL2.CCND1 4 5 CPID ¥ 1 %5
YA O A% 0 0 05, 0 35 A% 2 IR A 5 56 3 5 S
T A0 M TS0 A0 O T R S R S S A
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ZARTENE SR FAS S R YR At TR R )
AH IG5 1 KEGG 3 5 43 B ) S o, He = B vh 1 1L-
17 . TNF .MAPK . NF-«B . PI3K—Akt % % %iF 55 % 93 I
A A 5l %, $ER SST ] A i 22 40 5 W3 eI AL
A AR SN A0 R A R R Tk AR AR
Gt s M Mk RAE RS

Iy FRHEEE R — LB UE T R I R
HMEAZHAEAEREMEM N, DA<
-5.0 kcal/mol Ay fifi 1% #5 1fE , A5 25 47 —~CCND1 , 57 B 5
fR-ESR1 A5 245 -BCL2 5658 A I X A5 4y e B H:
TE R T Ao MR IR -HE5 2 G 2kl . o SRBUR MR
YEN HIA =il AR, AU ESR1 454 R i
1%, S BE BT M 45 & MAPKS8 (JNK1) F1 BCL2, 77
AT g A2 SST i b R4 FH A SC S AL ) o

E— 250 F 3 J1 225 (50 ns) R, SFEUCR R
5 ESR1.MAPKS . BCL2 H & ) 5 & W1 10~15 ns P
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s, R BA RIF ¥ Ret. 446
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Yy SR AR M IR L I S AR R E T
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Wi R 2 AR5 S, i NF—«B Fl PI3K/Akt 18 i, HA
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[FIVE B %2532 oy X4 550 738l 12
B SE AR TG0 E , $ 7 FFHUR IR AT 24 45 OB A
g3 ]l I FR A 45 A ESR1.MAPKS , BCL2 %5 #H i, )]
2 NF-kB PI3K-Akt \ TNF  IL-17 %5 {5 53 % , S0
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2024-2031.

(4] 28, Sfadl . 8 UY7 X LPS 75 5 1) RAW264.7 4
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