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MEER: (EgEI TR, FrENFH B R ER TSR ER. Hoefa. B0 e S
B ERERBNACSHE, HIBSRTITF. EmAad AR, HERse e A e i i
TR CRIEM L LI HERUE R, AT AR . WIS . B e R R
FRAFE 45 W1 DUIL8) O e (0 ED R Sl Hh AR A B T S 1 o S e R X 468 1 R R N 2 L 2B & (il
SR FLAG) A T H B EE ) e FARI AR BA QIR RHEERGEE, FF 6
BRSO R, AAETE S AR AT g S HARZ AT s R ) 28 BB A & [ 5 R T
HAR R AR R, ERE MG —HEIE S 7 f9 87 AU BE 1R E T AL Mo B AR S
DR T E R 2% R i, SRR — kAT, MBSO SO H & . WU AR AR N 2%,
AL BT R R AT A B S B L

HERBA: 400 T g 5 (P ESART OefBo) BraELGRARZY, £ (hHE
FARIAT (WD) R & LA S 40T T P9 25— B 4 i, DLE RS B A O 20, 7 B
W /TR SO s i HERCE R B e Ae . R R E AR (2RO ) 2 [ 58T H
PG FEL R TR 1) R 2% S S R H YD (ISSN 2096-4188, CN 11-6037/Z), Ft LAZS LI 3T (1 44 i J4 4 1
KRS IE AR
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H T ) 245 24 3 2 A0 SC IR U0 IF R T % LR 286 FRIVA T I S 2 i oL
R L2, ATERE Y2, EERE L, FEE L AR
(LA R E RS — B EERE, A 4500005 270 e 22 24 K2 ) LRHEE 2B,
FBHN 450046)

FE BRy: 5T % 20 2 RS0 IE HR T30 LR 48 IR 7 T v 5
HI7> T . J5k: 18 H] TCMSP ~F- G4 28 1 1R 585 77 % v 24 B0 1tk A 20 Kokt
SIHEEE T, 38 UniProt 2 2R ke R L U AL R BRI . 43 iR R
GeneCards. DisGeNet. OMIM ##f FZ fifi ide 1 #5P4 2598 (Henoch-Schonlein purpura,
HSP) Fipitl s, £l 4 S8 BB Bt L3R 48 4 V67 HSP A 4R, B A G
#E R I H] STRING s s S 48 s HEAT PPI 214, 5 A\ Cystoscape 3.8.2
BAFHEAT PTG 7347 o 32 FH DAVID %488 FE X R B 14T GO 23#ir 5 KEGG 73 #7 .
iz FH AutoDock B vt iR 584 7R1VA YT HSP S 4 ) G BB 55 7 v Hp 24560 12 1
WIS AT 4y 0, 18 Pymol BRAFAT RIAAL A0 AT . SRS Id ELISA R 20
S0 3 2R I ST B A DX 4% 2 3 2 TN 25 SR o B R SR I 3B 58 5 R 1 s oy
136 1>, 260 XS RLFFERE, HSP BRI AH AL 11 293 4>, 13 BISZAERE A 42 1.
X R sEAT PP 2% H, Degree fHE = HI: TNF. IL6. I1L10. CCL2.
VEGFA % . GO 73 #r 1 KEGG 75 # /s S HE sl & TNF {5 510 % L PIBK-AKT
{55 18E%. NF-kB {55184, HIF-1 {55184, NOD MRS Sl igE. 777
X 5 SR R GBI i 5 B I A S A AR E - SRR AL R R T MR K A
FIBENS FLIA I 75 FE FRE A A (Immunoglobulin A, 1gA). #fEFREA E

(Immunoglobulin E, 1gE). % JZEKkE 1 M (Immunoglobulin M, IgMD. IfiLiF A
U125 (interleukin 5, 1L-5). Ifili& E 4/ ZR-6 (interleukin 6, [1L-6). JiJE
RFE A F-o (tumor necrosis factor-alpha, TNF-o) 1 y-T-$ 2 Cinterferon-y, IFN-y)
SREMIEENGT HSP M H B, £518: BB EE ) F 2@ RO5E R B, A
BIEFETT HSP BIMEH, N a8 sga B0 — e Hk i

R RG] B, WA, TR AL

it P28 (Henoch-Schonlein purpura, HSP), XFR IgA MM %, &JLE
*FEETH. ERARBFEESTE (4S5 U2004107) ; WA FREZGRET R EIRE ('S
2019ZYBJOL) ; VAFA ER P EAKRAATEFROE FBHERZ[2018]5 5) .
EEEE: T, 8%, BALEIMN, WA, o7 m: LR B R 1) TG B 45 & Ik R 55T 5%
Email: renxq723@163.com:; EZRIN: Riped, Ht, BEIW, JFrm. PEARIE ) LEE NN,
Email:jjwu0316@163.com.



o S a5 LI 4 B PR /N A 9 T, 3 DA /NS 80/ W R PR SR REAE T
RVEIFRIE, O, BRERmn. BES. BEL. TR, KT RAE
WEL, —FENRERRERKLE 30%~40%2, HSP H)LE G 552 21
ERREA K, miE 50%0 HSP B )LTER G 4~6 J& P HBLE T 52 R R B,
HSP &)L, RIS R R A5 4 A D B i A IR B R #, 37 ReAEERR RS
B, DEC B R AR B (R, BT L, HSP ™ E e T L
EY AR, 0 A RS W7 BORBUCE U677 5 LI IE TS
FERELEM.

BRI NE R B2 L T HBIRER )T, MHTIRRE 20 4, 73
B HLEIER, R/ B S R kR, F AT IR R A%, %
7 RO 58 BRI AR FU ), Tl A D r v s 24 K 2 5 — B I = B e
P FF- o MR A 77, IR SCS 78251 220200002,  [R]I FE A B
LRNOEERFHF, RS AFAWAR: Aheg, HPH . BsmE s, G2y,
NE . DA k. SO, IREALRTIIN FE g 100 51 i #2247 IR
BRI E L, ST 8 A Mt MR AR IRIAYT, BA ) 96%, Hih
I A 8] 75 491 (75%), BRL 12 B (12%), U745 96 (9%), XL 41 (4%),
AR YA FE Ik X 28 2 BT R0 S B B0 UE PR T Tt MR 58 A FIVR YT HSP R 24 F AL
i, A PR AIHE SR AL BRI, S SR SR N SE S B B
filh 2 BRAH T 11 JEL i
1 MESE
1.1 5626 AHEE (b5 1706031). HrgEsss (b5 1802282). Z5AJH
({it'5: 1806082), AT AIRAT: HIFE (5. 180916). &
HE (5. 180916), ZRARPHRAHRAF: B4 (5. 1809080172,
M TP HEZNARARD, NS diS: 171229). @4 (5. 1710100, T
Z (5. 200400, ZRCAHESBPZRAARAR: M GitS: 2001131,
EEXE (fib'5: 1908310), LRI A AR AR .
IR A 22T e R 24 K A — B S I B 24 R R EAR T e, £
#2015 i (PEZGE) —HAHDGHE . VORI 4% TR, BERE. WA
F i T REAn AL, i 80 H, & T&-BER-TMURREL N 1:1: 1 A



gy K AT, Kk S, k& 5 min~10 min, HIKE A 0.15 g/mL KB .
CRIMLIB A TG o5 A BE . PR BT, AATRI)IE % 116.3 g,
BABERMEAABES 17449, % H T 69.89, I 10 f5/KFEMIK, &Ik 1h, &F
ROREIT, JEMORAEZE &, IR HIBCHI Y 1.05 g/mL R4 1l R 2807)
B 1. 2. 465 ME5H.

1.2 ¥

4 R HEVE SPF 2% Wistar KB, 50 X, fAE (80220) g, W H bxi4EiEF)4
SIENHARBRA A, AP YFAHIES SCXK () 2016-0006. 46 A i&
VLRI TR 3 d, BRI AS B R RF 12 h BT, B BB OK, Al FRIRE 21°C ~ 27°C,
FAXHIRIE 40% ~ 70%, 525677 ZE o] g Hh 5 2 K 2 58 — B IR R B AR 3 25 7 2= ik
#E, fiEgm5A: YFYDW2020003.

1.3 55

YIEEE (OVA)  (it5: SLCC7169) . 3hIK7ELEF (FCA) (iS5
SLCC8269) , SIGMA Aw];: KBRS b (ELISAD kil &: IL-4. IL-5.
IL-6. 1L-10, IgA. IgE. IgM. IFN-y. TNF-o (#lt'5: Oct2020) , LiEFHEA
PR A R A .

1.4 {3

fiEFR1X Multiskan FC (Thermo ZEER K /REHEA R AR IEE LR E
i (Eclipse Ci-L  Nikon); fH##i b ff (CaseViewer2.4 3DHISTECH);
45U (PANNORAMIC DESK/MIDI/250/1000 3DHISTECH); F#3k
EEA RS (O S10 TP Z A D IWiElR 14 (Vortex Genius 3 #E[EH IKA®
AFD. 1.5 J5ik

1.5.1 VIR SE A FIE T B o BB 0 ik

I8 FH P 25 R G 25 322 5005 PR A4y M7 & TCMSP Chttp://Isp.nwu.edu.cn/tcmesp.
php), Z3 iR 2R i MR S8 & )% 2 RVE R oy, AR IRAE R R EE Coral
bioavailability, OB) >30%#F1252j: (drug-likeness, DL) >0.18 JyfifiikbruEel,
T A5 R 25 T R Ay o K F A SR AR B 4, I TCMSP 43 BG4t
SN EE AR . 32 UniProt i E  Chttps:// www.uniprot.org/) Kk 2= LR A
Al xRN BT BE A


A茁彩生物&zcibio
Highlight


1.5.2 HSP Jipi AH 4L m 7500
PA“Henoch Schonlein purpura” A % id], 4 ik % GeneCards #i #% /2
C https://www.genecards.org ) . DisGeNet %4 % Chttps://www.disgenet.org/ ) .
OMIM a2 (https:/www.omim.org), ¥4 bl %508 FEAS 28 45 B 6 1 5 i R &
BAH, HAAE] HSP Zoi AHRHE
1.5.3 FRIMIB S FNATT HSP SCHERE ;SR I PPI [ 2% 4 1
W L3R 58 5 77 B o 25T PR B2 0 N BRE L AL HSP i A SCHE R BEAT 4
B L, PRECEE ST, B MR E A FIETT HSP ORI A, K ook
A S N STRING ##E % Chttps: //string-db.org ) % 1| 2K (1 H.1F M 4%
(protein-protein interaction, PPD), /RS AP EAEH KRR BT
PPI 4% 5 N\ Cystoscape 3.8.2 # 14 Chttp://cytoscape. org/), #]H Network Analyzer
AT AT A A
1.5.4 GO 7 #fr5 KEGG 7 #fr
K i MR % & AR YT HSP A 2 i) S B 48 il 5 N AR 45 B R s 1
DAVID Chttp://david.nifcrf.gov/) #4T GO Thfit B4 015 KEGG Mg & 40 H7
X R B s M AR . ARy D RE KR T IE AT F
1.5.5 “r 2 -5 L Rl - R B -5 5 G B 4% ) S
NG T IR S S T R A 5K &, 15 H] Cytoscape 3.8.2 i, il

IBEAFIRERL) P 2GR K IR 4 G YT HSP A R S B 25U
HEETEB TN, W 2 MR- SR E A Sl M g%, IR
Network Analyzer 84 3E47 # HJ& M 4T

15.6 7rFXfH

XML S N7 HSP SR S B AL p 55 775 v v 2456 2 R 1 e o EAT
Iy TXHERRAE, 78 ZINC 4 #E (http://zinc.docking.org/) T 3% 14 B 4 1) mol2
A, {E PDB ¥4 2 Chttps://www.rcsb.org/) 1 R EERIERI ) 3D 454, {RAEN
pdb 3L, iz Al AutoDock BRAx T BT R AL H E Z5 A ANy T B AR HEAT R
RS & RER VPN LR A SRCA S S AR ENE, Iz Pymol AT AT #IAL

ST
1.5.7 I F k56

KEARESG, BEHL A ER X IRA 8 A BRI 13 K 3L %557



105 + 21 . 42 g/kg 1% 13 H . HSP s & el KRR B T 22-BE K
-mmmmﬁawym,éﬁﬁﬁsﬁ,lwm,Eﬁﬁ%ﬁﬁﬁ@%ﬁ%%ﬁ%

K. fE4~6 KR, EHERREEENINEESS B RESERRE
LB (10 mglkg), 1EH R REZH K BRI RS VR S R SR AR I AR R OK 148 3 .

55 3 IR ST U AR A FLIBUG TFIRS 3 d, &R RIS SRR E, 43 5 M NE
S 1 mL 0.3%[ 51 1 2k A AR R ER KAV, IEFOW IR AR S AR B ER K . SR 6 JE T
IR AP E BN 258, ESL 9d, IEFXSIR. R IR B AR AR K. 5B
7R 5 m, MR ER KA 0.25 mL BF AR A AR R KA TR (10
mg/kg) AR,

15.7.1 Bk Rikg2i)aE, Z5EAEK 12 h, KEME F3h KU, 2.0 10 min
(3500 r/min), WEHUIMIE EiEWT-80° CUKAMRAEZE T, BUE. B B, g,
TR R, AFRERKIEDE, WKy, I 10%4E /R B bk [ E

157.2 fatriieR  —MORAMWE: WEIL R AR R HIRES . dEadt
KEL BRIGE. FMERA. HHEPRGEINIEA . ELISA fabrfaill: 4
ELISA K7 & v B e, KMy IL-4. IL-5. IL-6. IL-10. IgA. IgE.
mMJchmPa%QEOﬁ%ﬁ@%%%ﬁ&ﬁ&%ODﬁﬁﬁﬁﬁ@%%
I ELZR R JT RS, AR Sl ) OD A AL B3 75 R b vk B ek LA RE I B o 441
IR EMEANIESE, RS B B D 550 Rk e
IR AR TR R AE R A IR AR, & 4% 2 R EEREE, BERESR
TFJG, PR T R B SRR R AR HE B ERE P AT B BT . K. B, Y. HE
Qeft, B REERGREIIE R, T8 WSS A0 B s .

1.5.8 Giit2 i

i SPSS v 16.0 F11 GraphPad Prism 8 #4347 Fi il 2= A B AR, Al Lk
BRI R 200, P<0.05 Ron % A Giih 278 o
2 SR

2.1 A28 2 B T

2.1.1 IR A NG R  A B R ik

1E TCMSP (3 = A 43 i 2R i IR 55 5 7745 25 1 iE e Rl 43, 4k s OB>
30%H. DL>0.18 AT de, FFdid & e AH S SCHR, B 2445 2R 255 71 F 2806



PERr L 136 A4~. 3t — P AE TCMSP B8l P R S d PE e o LS B, JFAE
Uniprot 4/ 122 FroRe 1 B A6 0 R BE R DR, & 9 25 5 49 B3 IR 58 4 77
TR B 0T L P R R 3 260 A

2.1.2 HSP P AH S HE s i i

PA“Henoch Schonlein purpura™ At 2 1A, 73 7llKi % GeneCards 4 P |
DisGeNet #4572, OMIM Hd i, 1k 5 Hidfa 2K TR A5 21 HSP B AH OCHE 1
114 4~ 198 >y 254, B &R R G I G MIBRE S, AT E] HSP ik AH
JH 293 1,

2.1.3 FIMIBEAFATT HSP JCH I s i 1% S PP [ 2% 22 il

o U ML AR 28 7 P % o 2408 P s 0 IR PR SRR TR 260 AN, 5 HSP i A %
BB S 293 /), HEATHE IR 2], 19 B0 AERE T 42 A4, BRI IMIGR %A VA YT HSP
AL R SR R L 1

B 1 GEIIE A -HSP A48 4k R A

iz STRING Hfi i, X ARG 42 i #E A i PPI (4%, 75365 42
ARG, 522 2530, IS K 24.9, PR )RR £ K 0.795 HI A A AR R 4%
B, VEILE 2. # B3R PRI RRZ% S R s PLtsv SUAF BT UERAF, 2\ Cytoscape
3.8.2 A+, FIH Network Analyzer fiffit 47 a] AL HT, LK 3. 1ZEE
R (node) kK degree fE S ; 14 (edge) k25 &0 BUEMOR, 1%
T TERE () P R R R B S . Degree B 45 =1 HI BT 10 AZ8E UL AR 1L6
(Degree=38); TNF (Degree=37); VEGFA (Degree=36); 1L10 (Degree= 35);



CCL2. MMP9. PTGS2. CXCL8 (Degree=34); MAPK3. TP53 (Degree=33).
FT AR, X R R REAE B IR 5K 5 570VR T HSP il EZARH

B 2 IR A FIEIT HSP S48 /X PPI 4% &
B 3 BIMIBEEAFIGIT HSP SRR 55 P 48 AT ARAL 44T

2.1.4 FMIBEAFEIT HSP GO ‘& 0
W IR ARG YT HSP AR 42 4 RBEFE s\ DAVID Hdli e, 4T
BRI AR ( gene ontology, GO) E4E7#r, Wik P<0.05 sk H 3k 248 %, B¥E4
Yt (Biological process, BP) 196 4%, 4Hffujk 4> (cellular component, CC)
18 %, 4> IhhE (molecular function, MF) 34 k. %4 Hikl & EREHR,
Horp BP W K RANE | G305 # 31 IE R (positive regulation of transcription
from RNA polymerase Il promoter). #¥E & C(inflammatory response ). 4% &
Z: (immune response ). 1= #2 41145 (negative regulation of apoptotic process)-
{555 S (signal transduction); CC ¥ & fd#h75[a] (extracellular space). H4hX
(extracellular region). fiX (membrane). 4B 1H Ccell surface). /MY (caveola).
Y0 A% FE X (perinuclear region of cytoplasm); MF ¥ KB A 454 ((protein
binding)). Ui K7 i&PE C(cytokine activity ). 2% [ 5[5 LG (protein
homodimerization activity). %% [KF454 (transcription factor binding). 45 &

(enzyme binding). 2{&z54 (receptor binding) %5. LI 4.



B 4 FIMLE AT HSP R /5 GO BEMT
2.1.5 BB AT HSP KEGG il %73 Hr
iZJ1] DAVID ##lafE, X 42 ASCHERE m AT HUAS L PRI L R A v Bl 4 4
(Kyoto encyclopedia of genes and genomes, KEGG) B/, ik P<0.05 1]
K HIL 85 %, MESEEEAF, HNE 4. SEEERSNZEAE: TNFF
SiEE% (TNF signaling pathway). HIF-1 15 5% (HIF-1 signaling pathway).
2 it DR -4 e DR 7 A2 4R R HoVFE - ( Cytokine-cytokine receptor interaction ) .
PI3K-Akt 15 5l #% (PI13K-Akt signaling pathway). NF-kB {5 5i# % (NF-kappa B
signaling pathway). NOD #2141 53 #% (NOD-like receptor signaling pathway )
T M 2415 S8 #% (T cell receptor signaling pathway). Toll ¥£32 44 (5 Sl %
( Toll-like receptor signaling pathway). MAPK {55 i@ (MAPK signaling
pathway). #1LH 715 5l (Chemokine signaling pathway). HTLV-1 &L
(HTLV-I infection).FoxO 15 5 i& % (FoxO signaling pathway).Ras 15 5 i i ( Ras

signaling pathway) %5. W[4 5.



R 1 GRS G T I Btk AT R SR R B k5 X R L R A R A 5 b4 35 I

& 5 BB A FV897 HSP S48 /i KEGG B 4T

ETRS) (EREpEl= JEE B P1E
VCAML1, MMP3, PTGS2, SELE, TNF, MMP9,
hsa04668 TNF signaling pathway 14 RELA, ICAM1, CXCL10, IL6, IL1B, CCL2, 5.77E-15
MAPK1, MAPK3
BCL2, MAPK1, HMOX1, RELA, EGFR,
hsa04066 HIF-1 signaling pathway 12 1.92E-12
MAPK3, VEGFA
1L10, IL4, IL1A, CXCL10, IL6, CXCLS,
Cytokine-cytokine receptor
hsa04060 11 CD40LG, IFNG, IL1B, CCL2, TNF 4.97E-07
interaction
IL4, 1L6, HSP9OAAL, NOS3, BCL2, MAPK1,
hsa04151 PI3K-Akt signaling pathway 11 TP53, RELA, EGFR, MAPK3, VEGFA 1.19E-05
VCAML, CXCLS8, CD40LG, PLAU, IL1B,
NF-kappa B signaling
hsa04064 10 BCL2, PTGS2, TNF, RELA, ICAM1 6.56E-10
pathway
hsa04621 NOD-like receptor signaling IL6, HSP90AA1, CXCLS, IL1B, MAPK1,
9 4.65E-10
pathway CCL2, TNF, RELA, MAPK3
hsa04660 T cell receptor signaling IL10, IL4, CD40LG, IFNG, MAPK1, TNF,
8 9.69E-07
pathway RELA, MAPK3
Toll-like receptor signaling CXCL10, IL6, CXCLS, IL1B, MAPK1, TNF,
hsa04620 8 1.44E-06
pathway RELA, MAPK3
hsa04071 Sphingolipid signaling NOS3, BCL2, MAPK1, TNF, TP53, RELA,
7 4.35E-05
pathway MAPK3
hsa04062 Chemokine signaling 6 CXCL10, CXCL8, MAPK1, CCL2, RELA,
0.003331

pathway

MAPK3




2.1.6 BB K AFIVET HSP 5 1 70 - S B RE £ -1 5l R I 2%

W MR R AR h 2, XRIEYERT, 1897 HSP REAU R A, HEEAE
S SN Cytoscape 3.8.2 #fF, 2:HIMZ K, FFIH Network Analyzer Jiff 3t
FTRTAAL AT, 1% 167 AN 5, 795 S51EFI &R, FIH Network Analyzer
T REAT AT 0 A, DL 60 AT WL H RN N T PE SO 2, O EREL, 4%
FiHE; Degree [EHEAFERT I 2535 PER 644G : MoL000098-quercetin-#i 57 2
MoL000422- kaempferol- 11 Z= [ , MoL000492-(+)-catechin- JL %% = .
MoL000449-Stigmasterol- 1 #J & ¥ , MoL000354- isorhamnetin- 5 i 2= % ,
MOL000211- Mairin %5,

ETE: e, IS OETEEPRHRP RS NI T & b 2R BRI 1 g s
B asEm. SRS, WO S5al: BRI A SHARNY S R E LS, U
BZ RSB E RO KB . B75: BS; JIIE: CX: HE.: GC: £ fijk: LST: 4tFHi:
MDP; 4:Hh3%: SDH; #£%i: ZC.



B 6 JX MR 2-AFIETT HSP -TE MRS -15 58 B - R B2 5L m P 4% [

2.1.7 7y TR

iz F Autodock 4, % PPI X 4%t Degree {544 A 10 £7 (I #E f(1L6. TNF.
VEGFA. IL10. CCL2. MMP9. PTGS2. CXCL8. MAPK3. TP53) 5yiflil
AN T P20 R Degree (B HEA SEHT B0E 1 O/ HEAT 40 F 0 R B0IE, X4
SEREIR, 5 IL10 B /NY A MOL000211- Mairin, 454 figN-5.33
kcal/mol, 7 CYS-62. LEU-65. PRO-113 fll LEU-23 & JEEA 4 MOL000449-
Stigmasterol, 454 fE4-5.94 kcal/mol, 7£ LEU-23. LEU-65. LEU-105 il LEU-112
WA . WK T,

B 7 MBS P EEHE RS 51897 HSP AR B S i T Bt s A

2.2 Wik

2.2.1 G E FE BT HSP K AN S 54

5 IER SR L, BB KR BRI LT I6E, 2 Wi, k.
EAR, FAEI SRR, RO Bk I e pE b, fE A A, RTOLARAE. B
IR R, TR R, SRR A TSR EA R, FRE . SHEioK
BEARIEH, AP RO I B AR Bk, BT, IS EA R,
BEARIEH, G 90%. LA 8.



C D E
A: IEHXHE, B: HAEXHE, C. HIMIB4A7) 105 gkg; D: WmILIBLEEH 21 g/kg; E: MBS
42 g/kg

Bl 8 G IBERAFIN HSP K RABEEL B Bk 5

2.2.2 DRIMLIR SR X HSP K RS L7 e 2 PRI -7 R 90 PR 4 52 1
55 IEH G R A, AR Xof R A K BRI S TR 7 BB i (P<0.05 B¢ P<
0.01) , TNF-o S EEZETE (P<0.01) , IFN-y & & EZERF(L (P<0.0D) ;
ERIAGO REZH LU AR, IR 555 71 &5 B 4 K BT H 1gAL 1IgE. 1IgM., IL-5.
IL-6 F1 TNF-a {2 5B 2% (P<0.05 5% P<0.01) , IFN-y K& EHEA = (P
<0.05 5 P<0.01) . W% 2. 3.
£ 2 GEILBE AN HSP K RABEL 7 45 B FHIBM ( x+s, n=6)

A REREAA RENESE  REREAM F% 5 % 6
= Cug/mD Cug/mb) Cug/mb (pg/mi> (pg/mb)
5
(ol
kg)

IEF %R 14.4936.18** 1.8040.53** 90.74324.60** 3.9941.14* 5.8441.79**
TR R 23.5543.19 2.6440.15 136.95+21.26 6.6742.21 8.50+1.40
HIEY 105 12.0343.81** 1.8240).28** 84.29422.75** 5.3440.34 5.61+1.30**

TR 48 21 14.3343.01** 1.7630.49** 83.64+14.71** 3.154.63** 4.9540.84**



WIMRE 42 23.2647.49 2.6840.52 128.41432.91 3.50+.00** 6.17+.96**

5 PR AL L P<O.05, *++P<0.01 (Rl

% 3 FRILBK AN HSP K RALRLIMTE X AEH FHIFEM ( x+s, n=6)

) Fiills PUIRIRFE A y-FHE HA K 4 A% 10

(glkg) F-a (pg/mD (pg/mD) (pg/mD)

(pg/ml)

1B xR 30.6228.54** 214.22415.78** 5.92:+1.59 6.3620.43
HLRY % R 58.0549.69 166.80431.01 7.9741.92 6.3240.33
YIRS S 10.5 43.8243 52* 229.13417.86** 7.0241.29 6.3840.33
ENIRES S 21 38.79411.14** 183.12+412.38 6.0241.87 6.2740.42
IR ES S 42 43.8549.60** 216.31424.63** 8.8342.04 6.93+1.40

2.2.3 YIRS A 7% HSP ok BB 8 4 45 1) S5 i)

7 O B KR R TEDGE, BRIk, B BEM 0 FUET. B . HE
Gy P, BRI, BERURBIREARAE, BANVERESEREY K, bE
AL, B NE A AT S RRYEYI T 4 2 IR R A TS A R R, Bk
AR, PR WL B 2 A . S O IR IR AT A AR 38 21, (B S
ZUHE 7 FHIEMT: B R B RE S 2R FUE MW, AR R G R, A5 4520
WG Z R MR IR R, ABEECEEE . BRI, LG E, W
ARESEY TR 45 2R 584 75 10 W45 40 AU AR P 2 10 & R4 IR
ZLREIR W2 B RESME A0, 7T W2 B RRIAIMIIRIE . 2 FON R T 3 B 1 21
MBS ZE R IE R R LB B 28 1 s s AR A SR O B VA O SR A R R R
BRI JE, AR R A A A, R R R R AR E S S,
18 W3R 7 Z 08 IR B A AN Ay, AR L S5 I R0 8 P s o s e B B R 4
IR W B8, g 2S5 5T, T 0L K& 1) i %6 Tt b R 4 e e v B0
RO, IR WL B R MR, BATEILIR R ARG AT Z ], FHHRGY
B RS FILHEAEZSR. WA 9.

(=1
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A B C D E
A: IEFXIE, B: BAEIXIE, C. WIMLIE%A7 105 g/kyg: D: HIMIBLEEH 21 g/kg: E: MBS
42 g/kg.

Bl 9 BB EEFIN HSP KRR ZHIREKIE M (HE, ><00)

3 Wi

HSP 7F JLE 1 4R A% %A 15/1000000, B2 ¥ Mi)G K iF, (HRFETLE,
With o R, ERIEREREE 2B A ANE, TTRERERS: 1 A0 R, K
ARV ACEREAIR . SRATIEIR A IERAT, K4 1% R B 3k Oy 2 RIS
J9% (end-stage renal disease, ESRD) 1M 5 F B AHMY, X & & O B 5 K
ET, SR BEMRUTE K 4. HSP ARSI ARS8 2] 1, Hw By UL
I W ST B A L AN SRR R PR S ONL, AR S . R R LS
HSP A & UIAH G U2, — e i [N 3k — D 0 0RE ML R L IS, BRI R
F B SR SE SRR A R WL, SRR I AR RO S AR i B OCE
TMEHDY, BRAERFFE R, KEZH HSP B LA AT H B0 L P & g, e
FEAR ) EE A R 2R b IgA FEREASRAR R ORHE T E AR, . 1
JRERZGH S 1gA K 2 S ANAME C3 UTAR T JE k. -7 B i A il
BT, i B S B RN R ) 1gE &5 & UUAR T M8 Y B0 A AT



BECARNEA T, SO/ I A P B 1000, Py Rl At 7 i 452455 1) 4 S 8 A 46
SR VR T R AR DGR, P B A B A B T A Ik Kk DR R T R e, N
PRI, TS EUA B RO AN R A, T TNF-a 55 RAES
J AR A AT A — S R RE b SOSLIL A Y R A PR BT £5 b, AR G 2L
PP G AT . BEIMALE . RIER B, ML N AR T3S HSP K%
VIR, ¥a97 b, PUERIGYT A — G FIHE B e - Huibsn st i MEUR AR 24
P, I K B T 5 T A ) 7R B R TR RO AR S BRI S i AT, R
TERECKR: ERIGIT AR BABENS, EhaE8 B2, ZHA. 245
JH 88 B Wp [ R 28 0 i, 25280 I it S AR R LA B i, — e R BRIFR T
TN o R IR 2B AL T AT R A TE A, BT il E s A,
e 2552 77 i AT W RIVE A &4, 1ol W3 v 24 52 07 28 7 AR AN X 45 3 42 A
(9, it 7 245 52 75 WA R AL B L 13 1 SR i

AWtFric M 28, R il MR 8-SR VE T 136 A, 035 T i
(sitosterol). %) {$EF (Stigmasterol). Mairin . 1L Zf (kaempferol). JL&&
((+)-catechin). #it iz & C(quercetin). Z W45 & (acetylshikonin). Al &
(naringenin). AREBEZE (luteolin). %% (isorhamnetin) 55, 47 J& E L
M. REYR. WSS, (WZRBGIEERZ, BaiR. PiEl. HUE.
GBI T E 2 A ORI E R o L SRl AN R AU SR g T,
RAHMITE 77, R PIBK/AKT Rl HTLV-1 5538 8%, I 3k S 7 4 s
id, 1 MMP-201, R FEUESE, 1l 2T ]2 IR INOS. COX2. NF-kB # 14
K7k, 4% 6-OHDA i 51 PC12 4i i 2 iE e M2, LA &l R b
By, 40 NADPH-%LHEE: BT ECAA S5 2 AR AR EAE R, B TNF-o; AT 7
2 A LR DGR % 1 9 I MO FE AL M R S ) LA R H A B R P AL R
HIPE R, eATT 2 ) AT B e I AR EL AR F 1R 2 5 0 e ) OR 4 400 0 S A T8 3
M, WAERFA AN FEAR S R E B, 2B R H TNF-o
JE BT IR A SRS 3 B S SR P AN, SRR R R
fEH 540 NO. PGE2 F11/55 iINOS iiiid NF-kB il %A KL, Hil s =AEH T H
WRANND, 55 Nrf2 0%, Nrf2 2 —FizE 7, ATdSia MR Ny, %S
HO-1 &R, 70 FUUE SRR A R R 3 T4 NLRP3 S MEAR OS2t



EWRgHf ] M2 RARAL, AR R PRSI AL TR IR, RRER
AT REIA L KIS NF-KB 55388, 5P TLRA FIiHER ROS FUE, M) BV2
BRI LPS A Sk e iR, AT251F AR, AEs N TNF-a
FIL6 /K, BRI ML R IL-8 Rl FEA it COX-2 IERIE, H| R AEAS 5 18
B NF-KB (13640 R0 30, p b vl L, DL & 1 B o0 7R T IR 58 & FIVE 7 HSP 24K
AR R 3% T EEER
R FRAER TR, LIRS AFAIT HSP AR ¥ S A 1L6. TNF,
IL10. VEGFA. CCL2. MMP9. PTGS2. CXCL8. MAPK3. TP53 %, REA:#f
FAESE, H{@E)LEME, HSP HJL IL-6. TNF-a /K P75, HSP £)LaE
SATTRE S 5 JRE RIS, 17 8 R AT AU IS I8 1) e FE 5 W I 52 38 7
JEA KB, Ak, HSPIRAEH IL-17A. IL-18. IL-23 /K°FFhm, IEH T 41E
K53k CCLS. RANTES ¢ IFN-y 53 1P10 5200 = 4 i [ 2 AE HA7 1Y) B A M
25 HSP & ER%, CCL2. VEGF Al ACE #:[K7E & 2E HSP Fdm A Al it FFE A -
BETRAH BAE ROV T IEEE. A0 AR HSP Sk L H + CCL2
A CCL5 7K P4 1E 7 X LB Bt & (P<0.05), &tk A fEse HSP KA K &
AR E IR R, A 0 A R, VEGF & —Fh AR Rr 5 1
VEF T I8 A B2 1) 2 D RE AR R 7, 76 P9 B 4 i) 4 28 S BEAE S h R4 2
{EFIBO, TGF-B1 A1 MCP-1 [I£RiA 5 HSP KR ZAEMKEN, MMPY & T35 &R
EOEE, HAEIhAe 2 bR M A B, g i A 6 R R B S R
(EMMPRIN) 7] LU IS Toll #52 44-4 8 B 77 B R0 5 WK -FE, 76 i =
BB FE T, B MMPs 55 (R 4H B /S 5T 6 R B Al R I A2 ZE 10, b4k,
ST RE Ah R IR oy DGR p 5 Yt iR 55 B 7 P E S T R A0 4 A
FiasE, LR CAH ISR EIE R T AW 78 00 B — 5 AR M A R 5
L
AW TS RN 7 i MR 2R G AVEIT HSP ¥ R (W78 7 5 2215 5 @ i 46
TNF {55385 . PI3K-AKt {5 50#. NF-KkB {5 5i0#. HIF-1 {553, NOD
FEZAAESEE T 4IRS ARE 5@ . Toll B2 1(5 S IM M. HTLV-1 B,
HSP £ JLAA7E Toll #E524& 2 (TLR2) mRNA FIE A /K L, HAH EHhE
(R LI N B, SRORHLAA I AFTE G Rk KA (A I, TLR2 Al S5 HSP 1)



G RN . R FCIESE, HSP &L NF-kB mRNA /KPR H L2 B2
FhE, S B NF-KB X 4% R 1 IL-6. TNF-o BEECRA R 56
&M, TLRO-My D88-NF-KB {5 5l #§ 2 5 HSP K, Jf £ H i B 24 A 12
BrRiG I SRR SR I, I 3 S ABEIAYRYT HSP LI NF-xB. ICAM-1 1
Gd-1gAL /KFIMKT X, R4S R BH R 2035 . PISK/AKT 38 2% 75 4 i 15 74
Gl T DR I A S AR i FE b 2 L E A, #E VEGF IEATT,
AL AKT A1 eNOS 45 &, eNOS #BEIR I 2 Z E0E, 74 NO, M 5l 2 i
BRI A AN A AR RS R AME Sl A BRI FUIE SR S HSP
T ARG

A I 2% 24 B TR R IR 55 6 YR YT HSP R s BR80T, 456 SOk
W5 (IgA. 1gE. IgM. IL-5. IFN-y 7 HSP &% thie s e D, Attt
SRS IR IR L IR £ AN HSP B KRR & 1gA. 1gE. IgM., 1L-4. IL-5,
IL-6. IL-10. TNF-a Al IFN-y RIE M. B 7545 B R /R i R K& 77 B s 10 3%
B HSP BAUR RS PORES . BEE—RIEIL. 52 A R4 ELE, HSP B
HARRIMET IgA. IgE. IgM. IL-5. 1L-6 F1 TNF-a & & 2 E TR, IFN-y [
SERERC. BIMIBL A AT A 1gA. IgE. 1gM. IL-5. IL-6 F1 TNF-a H5
B, R IFN-y 8. 805G IS R B IR HSP AFAY 4 R AT A0 B A
S —EREEE s, B ILR 564 7RI e 8 B35 U HSP LAY ZH K B AN
PR AL . AT HSP R R AUA AL AN 28, SUESE HSP AW AL 5 248
P GE . AT S AL DA S8, HSP gt e iy IgA TR T I N BE, K
A N, TR R R AR, LT 4B ANE DAER K, B R
BTERKE 26, T 4HA T RERRASLE HSP A bl il A SCER /R I, T bk 4m
RIS, U B AR B BE N R, JETEER, PRI R
FhAI L, Jpib KB 1IgA. IgE.  IgM %%, B2 AW, SRS RN
A, SESREANINE @AM, SRR )L IR AR R A e, Al 2010 AERK
TR I 2 AT R T A US4 R B 19 A VTARAE HSP 12 W b r (10 B 24,
IgA 7E HSP [0 h i T B2 A €, DIRE A B 25/ NI 1Y) 1gAL P I s
H & N SRR S 5 HSP 1R RPEFEF (IL-5. IL-6. TNF-a)
Ryt B k4 2 B I 2 HSP RwifLi 2 —, B 4HfIsg5E 5 48 P 8 10



A A S RRE RN, 51K HSP B AR, IFN-y B Thl 45l &
WﬂTM%%%%%W%J%P%AEﬁ*nwﬁﬁﬁhﬁ,ﬁ%Tm%%w
REA], 1f Th2 dHfd BEWOE, s AuinEl, W] A4 Thl A0 shfe, &
Ji HSP i) LAH A G B AR G i SR A BN . 23 b, IR S5 700 R 3 3 2 T
IMi& 1gA. 1gE. IgM. IL-5. IL-6. TNF-a A1 IFN-y K& = 1iA 2677 HSP # H
¥,

gk b, ARSI 2 2B A5 G SIS IR s T IR A VA YT HSP
ZAGTERy . 2R ZIEEEAONE], FEIEESORE LIRS AR
FEE MR AT SRR EERSE, i IR G SUE T (IL5. IL6)
KA gE AT (IgA. IgE. 1IgM. TNF-a. IFN-y), 501 TNF {5 5185, PI3K-Akt.
NF-kB. Toll #3255 5 il it M AR, W75 1 R 5 & 77 32 S ROE [ M |
G BTEBIATT HSP IR o 1X 5 AR Fe 45 S A Bh T8 25 BT T R S,
A AR J5 SR — B UR N  SEBGHIF T B AL 3T B 7 R

SR
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Mechanism of Liangxue Tuizi Mixture (FZILiB48& 7)) in Treating
Henoch-Schonlein Purpura Based on Network Pharmacology and Experimental
Verification*

Wu Jingjing!?, Ren Xianging>%", Tang Jinfa!, Li Weixia®, Xu Shuang'?

(1The First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000;
2School of Pediatrics, Henan University of Chinese Medicine, Zhengzhou 450046)
Objective: To explore the molecular mechanism of Liangxue Tuizi mixture (7B
4 & 7)) in treating Henoch-Schonlein purpura (HSP) based on network
pharmacology and experimental verification. Methods: The active components and
corresponding target proteins of Liangxue Tuizi mixture were screened out from
Traditional Chinese Medicine Systems Pharmacology Database and Analysis Platform
(TCMSP), and the target proteins were transferred to target genes by UniProt. Disease
targets of HSP were retrieved from Genecards, DisGenet, and Online Mendelian
Inheritance in Man (OMIM) databases. The crossing targets of Liangxue Tuizi
mixture in treating HSP were obtained by Venn diagram, which were the key targets.
STRING was used to construct the protein-protein interaction (PPI) network for the
key targets, and visual analysis was conducted by Cystoscape 3.8.2. The Database for
Annotation, Visualization and Integrated Discovery (DAVID) was used to conduct
Gene Ontology (GO) and Kyoto Encyclopedia of Genes and Genomes (KEGG)
enrichment analyses. AutoDock was used to conduct molecular docking between the
active components and key targets of Liangxue Tuizi mixture in treating HSP, and
Pymol was used to make visual analysis. The prediction results of network
pharmacology were verified by enzyme linked immunosorbent assay (ELISA) and

histopathological tests. Results: A total of 136 active components and 260



corresponding target genes related to Liangxue Tuizi mixture were obtained. A total of
293 disease targets of HSP and 42 key targets were obtained. PPl network
construction show that key targets with high Degree values were tumor necrosis factor
(TNF), interleukin 6 (IL-6), interleukin 10 (IL-10), C-C motif chemokine ligand 2
(CCL2), Vascular Endothelial Growth Factor A (VEGFA), etc. GO and KEGG
enrichment analyses revealed that the key targets involved in signaling pathways of
TNF, phosphoinositide 3 kinase-protein kinase B (PI3K-Akt), nuclear factor kappa B
(NF-kB), hypoxia-inducible factor (HIF-1), and nucleotide-binding oligomerization
domain (NOD)-like receptor, etc. The results of molecular docking showed that
Liangxue Tuizi mixture treated HSP by affecting immunoglobulin A (1gA),
immunoglobulin E (IgE), immunoglobulin M (IgM), interleukin 5 (IL-5), interleukin
6 (IL-6), tumor necrosis factor-a (TNF-a), and interferon-y (IFN-y). Conclusion:
Liangxue Tuizi mixture has active effects on HSP through inflammatory response and
immune response, which lays foundation for the further study.

Key words Liangxue Tuizi mixture, Henoch-Schonlein purpura, network

pharmacology, molecular docking, molecular mechanism



