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hyperplasia (BPH) and chronic prostatitis (CP) with the concept of "homotherapy for heteropathy" based on network
pharmacology and molecular docking. Methods The active components and relevant targets of QTC were collected and
obtained from TCMSP, BATMAN, PubChem, and Swiss Target Prediction database. Target genes of BPH/CP were predicted
based upon GeneCards database. Intersectional targets were calculated by utilizing Venny 2.1.0. Cytoscape 3.10.1 was used
to establish visual network diagram of "drug—ingredient —target —disease". Protein —protein interaction (PPl) network was
constructed via STRING database and then input into Cytoscape for outputting key targets. Gene oncology (GO) function and
kyoto encyclopedia of genes and genomes (KEGG) pathways enrichment analysis was conducted through Metascape database.
Molecular docking was tested lastly. Results A total of seventy active components of QTC were obtained, quercetin, etc.
included. There were 214 intersectional targets of "drug—disease". QTC could act in hypoxic and inflammatory micro—
environment of prostatic tissue, upon several targets, such as HIF-1a, STAT3, 1L.-6 and so on, and regulate several relevant
signaling pathways, such as NF-Kb, PI3K, HIF -la and so on. Molecular docking indicated that quercetin had a good
binding energy with all core targets. Conclusion QTC may act a "homotherapy for heteropathy" role in treating BPH and CP
through ameliorating prostatic hypoxia and inflammation via various targets and signaling pathways. Nevertheless, much
more studies should be further conducted to test and verify.

KEY WORDS: Qizhi Tongqiao capsule; benign prostatic hyperplasia; chronic prostatitis; homotherapy for heteropathy;

network pharmacology; molecular docking; hypoxia; inflammation

[ 51 B¢ 34 4= 5F  (benign prostatic hyperplasia,
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BPH ) FE P Aif 51 Ji 48 (chronic prostatitis, CP)Y o B
PERGZIIRSNR , INHLE W IR B BHIm R 1#E 2 B
2021 4, Launer 55" A ARETE 17 4F LR T IR 3
SiEIR (lower urinary tract symptoms, LUTS )/BPH £ 4%
FHATN 80% ; Clemens 252 IE 7R FE T4+ X JH 28 1Y
CP/&VE IR 255 1E  (chronic pelvic pain syn—
drome, CPPS) AT N 8%, 1M 50 % LLIF ik 3
11.5%. BPH Al CP 51 BRI IR 2 JRA A3 IR IE
ANiEAE LUTS SER PR W 1 B AT A A= 0 o a, %
LUt FRE T 18 25 7 T S M BPH A CP 2L
5%, Zlotta S5 WIEGE N U RN 55 0 26 55 PR AT R AR AE
(inflammation) F1 BPH Jif7T30 &8, 7 fa it
709% B VEAFAE ML JAE , 5 BPH HAT #8 B A G HE
HATIESE R, 12 HEATS IR R AE 20 BPH % &
(¥ 22N 3R, BPH/CP 3Lk A LUTS JiE R 50 ™
L H AR SR B LS R, SEAE R 3 n]
AEEL BPH AL WIBT FRCR A, SR E I E 4%
PRI N BPH . CP I PG R 25 538 IR S
SR, 5KAF FIZHZICA BPH Al CP RA 3[R
14 2H 205 B2 B A, 9 B 2 U TE S (lumen ) 25
F, PTVA J rp BE 2  8  2Z AE AE E H E E  DA
16 BPH .CP RO JEAE, e R FP DL 4 U0 I3 45 b
B AL O R, JFE A TR 1 I
(Qizhi Tongqiao capsule,QTC ). QTC B K= Fg & H =
B B B ) (=g 4 2 it e B A SR L SO < L
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GG Z — QTC IR [FIA"BPH Ml CP A B H) H )i
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B, BIBR 2 W) Fh 4 “Homo sapiens”, & H 5 KT 3
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PRI AR ARG SR A 214 >0 ILIAT 1,
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214 MBS 1A% STRING £8P v, #4225 1 5T BAR
M2, A Cytoscape 3.10.1 FAFIEFT 45 4 F o0 #r
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W HQ1 Mairin TR SZ10 D-Mannitol
HQ2 Jaranol SZ11 ursolic acid
(35,85,95,10R,13R,14S,17R) -10,13 —dimethyl — SZ12 GARDENOSIDE
HO3 17 -[(2R,5S) =5 —propan -2 —yloctan -2 —yl| - SZ13 D-Mannoheptulose
2,3,4,7,8,9,11,12,14,15,16,17 —dodecahydro—1H - b2y WY1 6,7-dimethoxy—2—(2-phenylethyl)chromone
cyclopentala]phenanthren-3-ol WY2 DMPEC
HQ4 3.9-di-O-methylnissolin WY3 Norboldine
HQS5 7-0O-methylisomucronulatol WY4 C09495
HO6 (6aR.11aR) -9,10 —dimethoxy —6a,11a —dihydro — WYS5 nubigenol
6H-benzofurano[3,2—c]|chromen—3-ol WY6 Boldine
HQ7 Bifendate -1 YZRI Daucosterol
HQ8 formononetin YZR2 Stigmasterol
HQY9 Calycosin YZR3 sitosterol palmitate
HQ10 FA JII4E#E CNX1 Betavulgarin
HO11 (3R)-3-(2-hydroxy-3,4-dimethoxyphenyl) CNX2 Rubrosterone
chroman—-7-ol A RG1 Proanthocyanidin B2
HQ12 isomucronulatol-7,2’-di-0O-glucosiole RG2 Cinnamaldehyde
HQ13 hederagenin RG3 Melilotocarpan A
HQ14 5’-hydroxyiso-muronulatol-2’,5-di-O-glucoside RG4 Cinnamyl Benzoate
HQ15 9,10-dimethoxypterocarpan-3-0—B-D-glucoside RGS Cinnamic Alcohol
HQ16 isoflavanone RG6 Anethole
HQ17 1,7-Dihydroxy-3,9-dimethoxy pterocarpene RG7 Procyanidin B1
H24F TSZ1 sesamin RG8 Procyanidin B5
TSZ2 NSC63551 RGY9 Protocatechuic Acid
TSZ3 campest-5-en-3beta—ol RG10 Cinnamyl Acetate
TSZ4 Isofucosterol RGI11 Procyanidin C1
TSZ5 CLR RGI12 (-)-Epicatechin-3-0-Gallate
TSZ6 matrine RG13 Trans—Cinnamic Acid
TSZ7 sophranol RG14 Ethylcinnamate
JKIgE  SZ1 Crocin RG15 Cinnamic Acid
SZ2  Geniposide RG16 Styrene
SZ3  Dulcitol RG17 Procyanidin B7
SZ4 Gardnerilin A 525 4.
SZ5 Enoxaparin W LT Y1 quercetin
S7Z6 Heparin B2 4
SZ7 Nadroparin W 0T GY2 beta—sitosterol
S7Z8 L-Galactoheptulose 525 3817 GY3 sitosterol
S79 CROCETIN B 22T GY4 isorhamnetin
SZ10 D-Mannitol GYS5 kaempferol

FHQI-HQ17 A 8 TGS, TSZ1-TSZ7 J % 22T 1E M A 43, SZ1-SZ.13 /K E 15 L AL 43, WY 1-WY6 Hy 5 2% 1k 1 43
YZR1-YZR3 Jzs BTG HERG , CNX1-CNX2 1AL, RG1-RG 1T IR PER ST, GY 1-GY S SRR 254 Z AT 54y
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GY1 quercetin 184 2 IR W LT
GY5 kaempferol 91 W LT
GY4 isorhamnetin 90 W LT
HQ11 (3R)-3—(2—hydroxy—3,4—dimethoxyphenyl) chroman—7-ol 57 BT

HQ6  (6aR.11aR)-9,10-dimethoxy—6a,11a-dihydro-6H-benzofurano[3,2—c] chromen-3-ol 53 B

HQ2 Jaranol 47 W

GY2 beta—sitosterol 47 L2 N A2+
HQ4 3,9-di—0-methylnissolin 45 WS
HQ16 isoflavanone 45 B

S79 Crocetin 45 kg

4B, HUCHE A5 B 1y 4% 0 FE PR A5l - SRCVEGFR |
AKT1.HSP90AA1 ,STAT3.IL6 \ESR1 . JUN, #f ] J2&
QTC* 59 [F76 " BPH 11 CP AT 7EAE FH A A5

2.5 GO FtkA KEGG @35 £ 44 GO & E0HT
BN B4 W) 33 #2 (biological process,BP )3t 2 334 4~
FH SRR M RN R I BERR AL AL Y IE

PEAT . ARSI BT SN R R A O

(cellular component, CC)3t 121 P (H , G Z KK

G BE A M G RS 4E 5 4y

F 1€ (molecular function, MF) 3t 237 45 H , AL 5
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NEHRB(BPBL @A H, CCM s A4 H ,MF: WA R (microRNA ) 75 82 0E WP AR 615 5 i 18 55, B
WaesH), WK 5. KEGG B4t 203 % 07 20 IRfl, WHE 6, ¢5REM QTC nl g &Y
AT REBS K B 15538 %, A0 35 A A OG5 5B A il ZFh BP, ¥R Z ARG S i 450 A SR RR

Tk LT 3— 384 i/ 46 111 B (PI3K/AKT)(E S /M BPH 1 CP (EH .

50 40 40 50
-0g10(pvalue) Gene count

B 5 GO IgeE&%E 4 # BP,CC,MF =§—&

Pathways in cancer

PI3K-Akt signaling pathway

MicroRNAs in cancer

AGE-RAGE signaling pathway in diabetic complications
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26 HFaELZR AR QTC hEikh 2y
AR A HE A — 00 M Wi
(quercetin) #1770 F X4, SO EH SRC.
EGFR. AKT1, HSP90AAI, STAT3. IL6.ESR1. JUN
(45 4 RE 23 1) —6.154 keal/mol . —6.998 kcal/mol

it iz % &EGFR

T YENHE

=YX

il 2 2 &HSP90AAL

-5.061 kcal/mol,-6.240 kcal/mol . -5.289 kcal/mol .
-5.496 kcal/mol . -5.249 kcal/mol ., -5.142 kcal/mol,
BB <=5, KW & Z [ X0 42 R R AT o AR SO 45
B RERE <—6 19 =41 X 42 DL — 4 F0 =4 BIAE R
1, DLIE 7.

Mt 2 &SRC

B7 SFitiE4g =g R

3 it

BPH 1 CP 2 W R AS [R] 14 36 BR 55 BHE 00 , (ELS
PR 7 B —F, YNSRI A2 H B A B e
NI, EARE S RN AR A, Ak
F M, PRERHAEASIER BPH Ml CP, — &%
JEFECLUTs (% ULJFEH . BPH FIl CP &R 48 1
2015 4 Wang S5P—I0 b 5% 7 v B KRt 40 %7 LA 1
B BPH WiATR AN 36.6%, BEHE N EIRLLHE—
AR RN E 45 640, Liang 2505 12 743 443k
B AL s B VY A B TR T, 245 2R
7N 8.4%(n = 1 0TV AFAERI B R AFEAEAR (prostatitis—
like symptoms ), 1738 12 [0] JA5 sk Fhb N\ A 1) 6 PR 252 95 9
REAH: 52 I 45 A A 5 iR ok A I &2 B, Hih 53.3%(n=
571) AIHEIZMIA CP. CP 4R T 2 H IR
T AL FE B EIRAE IR (LUTS RS fi O B R B 1 2
RE B A5 PR A5 I PR P 812 1Y CP iR 3 1 1 R g
AR B IR . a0, HK BPH 5
CP ¥HEfa 2 e, (ARG B E R T E R G0
JE 7 K 25 40, H™ o AR A 16 i DR, R
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U] 22 42T A R 7 VA3 BPH 1 CP 2 B A7 U] 52 I TR
B EH A Ny : OFH % BPH F1 CP, £ fiE S
SR — T DL — 7 5 A R X SR X I R R T
JERA MR, =R SR RNG T HE T
s @FHXT BPH Fil CP L4714 AN BEA: BRER Y, vh
24552 77 (A FEIE il FH S 22 0 A 255007 D) ] 2 AR

QTC kB A H A &2, A B A I I e
B Nl 72— QTC 2l 778 A (B MU ) £ 3 I
2 ANHIE 7 Z 2 A BPH/CP /MEARF]
AL T A RS BB A A SRR, PR KR
Yoot B2 g A R IR T R DL 22
B, I 2 AR AL 22 25 AT I 2% 4D B AR AL T 8
5 Z IR BT 9 2 W] QTC I JRYAYT BPH/LUTS
IR DI CY, I AAE & FRILHEY, AE S i B
I HORIEIS T SER S N B A R R
(B ) M 2% B > Hh 22 4F 55 1 BPH AN CP 1) G rh
BERRHL, A AT 0 4 R AF IR IR 52 i e 24 Sy BPH
HIF CP ZHLEE i, U iR HLZ QTC 559 [F]
16 BPH & JF CP AU HLIE AL, I PRI 58 9] 4 35 W
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QTC 7E3AYT I P X BPH FICP & T “SKIRNG”
A PO, T 258 T L R 2% PR R o N T R

AR SCR FH W 2% 234 Ry T X R O i W14
I QTC “SE[H1E " BPH 1 CP 194 I Sl 5 9 1
PLBHE, FES BN S5 B AR SR AR AT QTC 1k
53 70 A4S IFARE AR SRS 2E T HER T 10 BYTE
BAE HE7R T QTC 59 [FIVG "BPH Fl CP (AW AEY) it
SEfl, Hob Mz R QTC T2 Rh R rh 2 T
PERT , HEEME LS55 — o B A s o it R aT
T ) s A P i 40 R R 4 4 A AR I O A
Nif2 FiR3, #if iz R S5 HR Y F A T iE— 54 T+
BPH J7 541%; M Jz AT A 2k 3% CP/CPPS K RS Y
HIS AR SO CE , AU RAE (P E AN A
FH, EACHLHI T BE 5 ) NF-«B il MAPKs B 1k A
K, i e R T i — AL 2 I R FA BPH &
It CP HMEE.

QTC {647 BPH/CP i 1y 52 A2 48 53 214 >, PPI
D 25 K6 AL AT S BT8R 8 MAZOHES . GO I
KEGG & £ W4 QTC il i ZFh BP 5 Tl 2 %f
BPH/CP i A& 4% 5 i [FlVA VE AT, Hoad #2 b K £ fb
CC HFZm | ZFh MF , R4 AH DG LB AEA S 43
% 20 £5 . BPH Fil CP {9 &ML & 2%, QTC 171E
70 AFPIEE R, L, QTC (5595 IRl A 1 FAIL il
I 45 (R G0 ) S AR SR 11, 55 v B 24 1) S A o)
TTRFIE R A AT Y, H A S EGR R B C AT
BPH Fll CP Wy 58 ad fe b 32 B 5G 1 , iX 5 AN Rl PR 2
(RIS 7 T BT A A DG o AR 4l AR Uk I 45 24 B2 4
Brasit, ZEHEXR R T LRI (1) BHRIES
BPH/CP: M50 & BPH/CP g i) S bl i 1 4 13
A5 . 1979 4, Kohnen Z5359%} 162 44352 25 bR 1B Hi 41
BRI B PTG, B 98% (1) 1) iR 41 41
FEA T AEAE 48 0F ;2014 4F , Zlotta ZE5BF 5T L, AR
I B e iR AR A TR IR 2D B A S, (RS A i
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