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W OE: A6y ARG AZARSHLFE T EIRITHRE LT Z RIS P RALE . k. @i
TCMSP# 45 B 3R B3 B 9 4200 & M s o A A ¥e % 18 i3 GeneCards £k 48 F- 46 & J I i SR I 5 = A 1 LR /%
8K B9 ¥e b A Cytoscape 3.7.28: 432 “Hhp—E Moy —fe b—%hR” R&E; HELSBHERETZ
PSR JE 69 3o 5 - ASTRING# 4B EMEE G F—%F G A48 L% A (Protein-Protein Interaction , PPI) M #&
B, JFiBdRIET A X RETGOMKEGGS £ 04T, 4R : KRB XX T ZEMRN3F, H3 g
$2 8534, M IUIRE A9 AR X #2,8.50100 . FAH LR fe 8 A 424 . PPIM % Bk 2320677 = A SLIRE 09 £
¥ EAB@EMKEE2% G (B-Cell Lymphoma 2 Protein, BCL2) . ¥ jk # B2 & @ B3 (Caspase-3,
CASP3) . @mfe B & aD1 (Cyclin DI, CCND1) . # & & %851 (Checkpoint Kinase 1, CHEK1) %, GO
kg R HFEGOK B 12804, KEGGE I 'S EH9ATIF 212 58561145, 3 ¥PIB3K-Aktfz Fill 3% 5p5343
SBMBANEF LB, L HAEABTZARILRETRILE S, FiE%. SR EGMIE, L2087
R TRAXNZTREZ, X F., &6KF, ERAWB TR EAT @I, oFE R, LERERS. MG
RHA X

T HX ZMMILRE: MY, PI3K-AKtE 5% p53fE 5il%

It

El

— ¥ FLRE (Triple Negative Breast Cancer, TNBC) & —FimE E R itE. mEREBELAEFREE KR
DA ) UM T 2, 24 5 LR 5 1120%,  FLAFAEAE T AR B2 AE K Kl 52442 (Human Epidermal Growth
Factor Receptor 2, HER2) . MM 521K (Estrogen Receptor, ER) Fl1Z1#Z 524K (Progesterone Receptor,
PR) MIFRIEBK [1]. EHEESET, TNBCHIHA “3ua” “FAm” S50 (2], CGEMIESR) hic#: ©
PONIRZ W, KR, BB PR K R, XM K R AR5 g (1) R A B it e VA 96 o
I, BRI T AR E TR — [3].

TSR, MGE, RN TR ARE, FEIDEEEENE K BERES .. WRAEE AR
By, WA FELERS AEIENEY, mEFHR, BE5HLONEF RS B, EXRRIEIRL. bt
B PR e S e AT 45 2 ARG (4], EFLE R ITIE R ,  SEFE AO R AL 32 A e 4
MFESE . DD AR S EET), DARAR SR T4 T AR 5]

BL— oy IR O AEAE M A R h G AE 2 2050 . 2SR 2B T IERNLE, 2 BT 5T
TG E FE N A . W 253 2L T 2B M R G MY, Wt “AY—mnr—m—5K 7 BAEMZE, M
FE RS 25N 2 TR R &R, il i FH T v 24 25 L] 20 AT 16,710 ASHIT 78 35 T W 2% 24 B2 F 9 5 %5
1BIT = IR VR R BLE, s 2R SE et 2508 1 ARl o

1. 7%

L1 BUREET & RA MK LN

TCMSP#( 4 & Chttps://www.tcmsp-e.com/tcmsp.php) ;5 GeneCards%{# & Chttps://www.genecards.org) ;
£ ofE R ¥ 5 i & 1 22 ( Bioinformatics&Evolutionary ~Genomics ) [ %
(https://bioinformatics.psb.ugent.be/webtools/Venn) ; Uniprot#{#i & C(https://www.uniprot.org) ; STRING#(#
J& (https://cn.string-db.org/cgi/input.pl) ; R4.4.1, R Studio, Cytoscape3.7.2.
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1.2, BT RIS B S L B 2 58 KR

DA “%” yocskin], il id TCMSPHUR FE Rk B 2556 A AL S L CHE B B . KB 2580 )% 5
% (Absorption, Distribution, Metabolism and Excretion, ADME) , # & HRA|FHE (Oral Bioavailability,
OB) >30%LAJ K21 (Drug-Likeness, DL) >0.18 it JEFRAE, MMk H 3525 B AH ST 1 Bl 7 S A B2 1Y)
88 5 . FJF GeneCards#(#% %2, DATriple Negative Breast Cancer (TNBC) Ay ial#iiT# %R, FFE S5 TNBCAH
KATHE S FE R, FFiEId UniprotBUdfE 72 fTPerlif 5 I ACKE B8 5 1 28 1 BRI A R B R 4 7K

1.3, BB IE R ST EE R SRR K EE R A2 SR IR BY

B AEYE B 5 427 (Bioinformatics&Evolutionary Genomics) M3 FH [ VENNE T E, Xf£&
i A ) B 25 A DL S TNBC I E s 3T 20 A, AT A AL RIS A, BB 25967 TNBCHI#E AL R . Il
VR4 M B 73 B8 R 009 AH SG B FVENN&]

L4, AT TS —$B S eRmR A E

MR 7 17 S P S R R A ST 2 W B 7 — R R PR — 5 X 45, R ] Cytoscape3. 7.2 BEAT AT AEAL o 7E M 45 K]
H1, “node” MR AL,  “edge” ARZGWI N7 —HE mi—IR A Z 8] (AR LR &R
15 BER-EEREL ARG

W3 %167 TNBCHEE s ASTRINGE P2, )M+ 9 N (Homo Hapiens) , ill{EAHICHI & H 5 AH B
EH (PPI) P25, FF MSTRINGH¥5 2 T #3555 97 TNBC 1) “string_interactions” 3, ¥ HF A
Cytoscape3.7. 2 HEAT AT AR AL o AR X 285 H 1) 71 5 5 71 05 1) R 28 AN B0l I R 1E 5 A G5 21 TPPIIN 25 73 4T
19313 S0 77 TNBC A% 0o 2 IR A IR B

L.6. gt lE S BB EE TN

HITRIEF B “Bioconductor” A% 3 % FMITNBCHI LA #E 4 A #EAT GO M MKEGG 73 M« GOZ3 it 1) 32 22
HWAE T X F = e g A7 ik, B4 EWILHE (Biological Process, BP) . i ffiu4l 4 (Cellular
Component, CC) Fl4r-FIEE (Molecular Function, MF) = K38, KEGGZ#1 i i & 4 K518 7 B iZ 4% O
TS AR, DAP<0.051E Atk DhRe J EHEL@ M, FFXT i@ e AT B i .

2. 4R

2.1. Z9YDE MR $E AR AR R $E R Y SR BLEE R

1 1 TCMSPEHE Fe i 6 HH 3525 12 BN MR B oy 3 1A, HOxS AR s 538, 7 FH Uniprot#5 F& F1 Perl i 5
ARG S E AR ERONER A (WED o #id Genecards ¥ 5 35K HUF 5010 F# 5 TNBCAHH 26 (O #E 5,
BCL-2. &% % S [H -1 a (Hypoxia-Inducible Factor-1 o , HIF-1 a) « H4HE/ -6 (Interleukin-6, IL-6)

%o
R1E EEIEVER S R A
Drug MolID MolName OB% DL Symbol
g MOL001689 Acacetin (&ERR) 3497 024  PTGSI AR PRSS1
A MOL000173 Wogonin ( JHEEE) 30.68 023  PTGSI ESR1 AR
HE MOL002714 Baicalein (#&%%) 3352 021 PTGS1 AR PRSSI
T MOL002915 Salvigenin (fREBHZ) 49.07 033  PTGSI ACHE PRSS1
e Skullcapflavone 11
g MOL002927 R BRI 69.51 044  PTGSI AR F7
B MOL002928 Oroxylin (T JZ4%&) 4137 023  PTGSI AR PRSS1
A MOL002932 Panicolin (J&ERIHD 7626 029  PTGSI AR ESR2
e beta-sitosterol
A MOL000358 Cp -2 ) 3691  0.75 PGR NCOA2 PTGS!
A MOL000359 Sitosterol ( 2+ &5 E%) 4383  0.76 PGR NCOA2 NR3C2
A MOL000449 Stigmasterol (& &%) 4137 023 PGR NR3C2 NCOA2
Eigs MOL012266 Rivularin (GRIEE ) 3794 037 PTGS1 AR PRSSI




FLRIRH & KL T R4 Y BRI BT — B PEFL IR rAE AL

2.2. AR R T R IR R K R X R ARG R

J8 i VENN B 25 90 f i B AS 46, 0 ak 9% % 5 TNBC L A #8 s5 424 (K1) , @ HEBCL-2.
CASP3. CCNDI1. CHEKI1% (.%2) .

HQ

TNBC
BT B P 70 BE R AL SR #E R VENN
EITE: HQIVR M. TNBCIE=HIME AL

AR2 LM T ) HE RN A R R AL £

FEE AT TNBCHE 2 S A

PTGSI1 BCL2 GSK3B CHRM1 AHR PGR
AR CASP3 CCND1 ADRAIA IGF2 PRKCA

PRSS1 TP63 CASP9 VEGFA CYCS PON1
NCOA2 CASP8 IL6 FOS ACHE NR3C2
NCOA1 FASN AHSA1 HIF1A F7 AKRIBI

CHEK1 ESRI PTGER3 FOSLI1 ESR2 PLAU
RELA PPARG MCLI1 CCNBI CYP2C9 PDE10A

2.3. AR —EE R — IR TR 4R B RV B L5 RN S 4

FI FH Cytoscape3. 7.2 5 {1 AR 2 2 %5 5 TNBC Z [ 1) “ ZjW) oy —H0 s — i I 48 7 o P2 A 4 70
BTSN (AT A BT A BR3P AR 42 ) R247400 . BTN, K
O SRR AR, SR ARG EE R, 1 UK/ R R RN % S E . (Degreeffl) , 17
FUARRBROR . BRI ) 26 B HoDegree i imr . 5F— 25 IR B (RIE MERR 73 B FLRE 2 5 TNBCAH G BE R AH
HAERH KA. DegreefH i m M EHEN #H %5 2 (Wogonin)  # X2 (Baicalein) « & & W& (Acacetin) 5%,
W 3% LU 75 M Bl 40 & ¥R 9T TNBCI 2 A 1 B i 4 . BCL2. CASP37EVRIT TNBCHEF T B EM/EH . %M
ZEAIL T HEEHEITINBCE AR Z . 2. ZBEIRE.
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(2R)-7-hydroxy-5-methoxy-2-phenylchroman-4-one

salvigenin
I\ y epiberberine
| // /]|

B2 25 R o —HE i —0 9 2% ]

24 EAR-EHRMEEIERPPHMEHLELER D

W B 5 MR 2 968 9T TNBC 1 AH G BE 5 085 5 NSTRING 2 #5 %2, W) FhiE 9 N (Homo Hapiens)
interaction score i B N “Medium confidence<0.400>" AT 73 #7115 23 5 V07 TNBCH & H HAEM 245 &, FF
I EIRITTNBCH “string_interactions” U, K3 3 A Cytoscape3. 7.2 @470l ¥tk CHLE3) o 5 AR
KA BUERER UL S 2 SR A 2 7 HoDegreefd,  THIARBOR . A B R DU B I A2 1 R B Bl vy, 5%k
FHIU UG BT AR R R, W OAR SRR R EE LR, BOLKERAELR. FAMNEERES “countR
T Gt TZEITR R RS R ELA . (HHEE, Degreeft) FFH4HT30- Ik PR i i A AR B AT AT
AT BT, ER R DU IE B 4T RS A Y S TR B A B Rk . 25 oK, B4 %6 (Interleukin
6, 1IL6) MHMEHKm (K4 , HICHHIFIA. A HIE AD1 (Cyclin DI, CCND1) . MR ZAk1
(Estrogen Receptor 1, ESR1) . L& N A=K K FA (Vascular Endothelial Growth Factor A, VEGFA)
CASP3. CHEKI1. BCL2%%, #@/RIXEET fi/& 354G RO /0¥ 7T TNBC [ H B 15

AHSAL
CCNB1

CASP8

FASN BCL2

PRKCA

L HIF1A

dccia cYes CHEK1

AR MCL1

FOS
FOSL1

ESR1 VEGFA
NR3C2

CCND1
CASP9

IL6
PTGER3
NCOA2  GSK3B 585
CASP3 8
ESR2 RELA
AKR1B1

PTGS1

AHR
CHRM1 PPARG  cyp2co

GE) ™
PON1
ACHE

K3 # A p- AR A AR (PPD 2% [
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CYP2C9 10
ACHE | 12
FOSL1 | 14
PLAU
BCL2
FASN | 18
PRKCA | 20

NCOA2 | 20
IGF2 | 20

NCOA1

CHEK1
ESR2
AHR | 24
MCL1 |

CCNB1 | 30
CYCS | 32

CASP9 37

PGR 34

GSK3B |

CASP8 |

AR | 36

|
|

sy e).

ﬁ[ﬂkﬁ

PPARG
RELA
CASP3 46
FOS
VEGFA |
ESR1 |
CCND1 | 52
|
|

HIF1A
IL6

| [ | | | 1 |
0 10 20 30 40 50 60

B4 SRR RO B (Degreeft) HEARE

2.5. Mgt fE S BRERTITER

IR “Bioconductor” & K ZHE i 73 TR A1) “clusterprofiler” 5% izt Hi ) 35 %515 7T TNBC 42
AL AT GO SR T MKEGGIE H 7 Hr . GO T 13 2 2% H k128041, HrpZAEW)id e (BP) 2% H 11354,
L 88.6%, W A& WS Kk H ik (Reproductive Structure Development ) . A R4E K & i #2

(Reproductive System Development) X8 [l B2 & (1) Mid #2 (Response to Steroid Hormone) %5; 4Hffi4H
9 (CC) 2H344, HI2.6%, WK% E AW (Transcription Regulator Complex) . 2% FR A kg 2
&%) (Serine—type Peptidase Complex ) . RNA R & FEII4 5% 17 2 &%) (RNA Polymerase II Transcription
Regulator Complex ) %5; 4 T IIfE (MF) 4 H 1114, /& H8.8%, W KAt ik —i% b %N 1t

( Ligand—Activated Transcription Factor Activity ) ~ % 3¢ ¥ [6 il 15 7 45 & ( Transcription Coregulator
Binding)  #Z2/RiE M (Nuclear Receptor Activity) 5. FFilIL “pathview” BT A FLALALEE (JE5)

KEGGIH & £ A3/ Bl 1142608, 20 RGN Zh K FEREALIE #S . PI3K-Akt. p53. HIF-155(5 518

B . FR3AKEGGHE B & £ 0 T HEA AT 20 i@ % . 8 1d “pathview” A0S H 7T 204 5 2258 B% 3E 47 7T M0 AL b 22

(K6) o Hps3fEsmgHi4 e, BE8AHL, GFCHEK]. CASP3. CASP8. CCNBI1%53:[A; PI3K-
AKtE S IEMHEAZ 5518, A& 1A A, SHFBCL2. GSK3B. CCNDI1. CASP9. IL6%:FE[N., p5315 i@ MMl
PI3K-Akt(E 5 18 % 35 & B 25767 TNBCHI H 25 5 il ik . K7 APIBK-AKtE Tl g g /L i ], B8 pS53 (s
T PRV AR R R
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response to steroid hormone 4
reproductive structure development -
reproductive system development -
gland development

intracellular receptor signaling pathway -
mammary gland alveolus development -
mammary gland lobule development -
epithelial cell development -

dg
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RNA polymerase Il transcription regulator complex 1
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mitochondrial outer membrane -
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20
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K5 GO= S/ AR I

Lipid and atherosclerosis -

Measles -

Kaposi sarcoma-associated herpesvirus infection -
p53 signaling pathway -

Chemical carcinogenesis — receptor activation-
Human cytomegalovirus infection 4

Human immunodeficiency virus 1 infection -
Hepatitis B+

Thyroid hormone signaling pathway -

Colorectal cancer-

Apoptosis -

Legionellosis -

IL=17 signaling pathway -

Prostate cancer-

Apoptosis — multiple species-

AGE-RAGE signaling pathway in diabetic complications -
Non-alcoholic fatty liver disease 5

PI3K-Akt signaling pathway -

Prolactin signaling pathway -

Influenza A-

2
=}

2.5 5.0 7.5
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Kl6 KEGGIH = & Mt IR 1B

o
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-
N
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0.001
0.002

0.003

pvalue

5e-07

1e-06
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3 KEGGIH 4% & 4570 M HE 4 520110 18 4%

ID Description pvalue Count genelD
.. . RELA/BCL2/CASP3/CASP8/PPARG/GSK3B
hsa05417 Lipid and atherosclerosis 2.39E-10 12 JCASPY/IL6/FOS/CYCS/CYP2CY/PRKCA
RELA/BCL2/CASP3/CASP8/GSK3B/CCND1
hsa05162 Measles 8.12E-10 10 JCASPY/IL6/FOS/CYCS
Kaposi sarcoma-associated herpesvirus RELA/CASP3/CASP8/GSK3B/CCND1/CASP9
hsa05167 infection 1.30E-09 11 /IL6/VEGFA/FOS/HIF1A/CYCS
Lo CHEK1/BCL2/CASP3/CASP8/CCND1/CASP9
hsa04115 p53 signaling pathway 1.69E-09 8 JCCNB1/CYCS
. . . . AR/RELA/BCL2/ESR1/CCND1/VEGFA
hsa05207  Chemical carcinogenesis-receptor activation  3.34E-09 11 /FOS/AHR/ESR2/PGR/PRKCA
L . RELA/CASP3/CASP8/GSK3B/CCND1/CASP9
hsa05163 Human cytomegalovirus infection 6.25E-09 11 IL6/PTGER3/VEGFA/CYCS/PRKCA
. . . . . CHEK1/RELA/BCL2/CASP3/CASP8/CASP9/FOS
hsa05170  Human immunodeficiency virus 1 infection =~ 4.85E-08 10 JCCNB1/CYCS/PRKCA
.. RELA/BCL2/CASP3/CASP8/CASPY/IL6/FOS
hsa05161 Hepatitis B 6.17E-08 9 JCOYCS/PRKCA
. Lo NCOA2/NCOA1/ESR1/GSK3B/CCND1/CASP9
hsa04919 Thyroid hormone signaling pathway 9.55E-08 8 JHIF1A/PRKCA
hsa05210 Colorectal cancer 1.58E-07 7  BCL2/CASP3/GSK3B/CCNDI1/CASP9/FOS/CYCS
hsa04210 Apoptosis 2 37E-07 3 RELA/BCL2/CASP3/CASP8/CASP9/MCLI1/FOS
/CYCS
hsa05134 Legionellosis 2.83E-07 6 RELA/CASP3/CASP8/CASPY/IL6/CYCS
hsa04657 IL-17 signaling pathway 2.93E-07 7 RELA/CASP3/CASP8/GSK3B/IL6/FOS/FOSL1
hsa05215 Prostate cancer 3.64E-07 7 AR/RELA/BCL2/GSK3B/CCND1/CASP9/PLAU
hsa04215 Apoptosis-multiple species 3.99E-07 5 BCL2/CASP3/CASP8/CASP9/CYCS
hsa04933 ~ AGE-RAGE signaling pathway in diabetic op 7 7 RELA/BCL2/CASP3/CCNDI/IL6/VEGFA/PRKCA
complications
RELA/CASP3/CASP8/PPAR K3B/IL6/F
hsa04932 Non-alcoholic fatty liver disease 6.48E-07 8 /CASP3/CAS S/Y cs GIGSK3B/ILE/FOS/C
. . RELA/BCL2/GSK3B/CCND1/CASP9/IL6/MCLI1
hsa04151 PI3K-Akt signaling pathway 6.51E-07 11 JCHRM 1/VEGFA/IGF2/PRKCA
hsa04917 Prolactin signaling pathway 9.76E-07 6 RELA/ESR1/GSK3B/CCND1/FOS/ESR2
hsa05164 Influenza A 1 37E-06 3 PRSS1/RELA/CASP3/CASP8/CASPY/IL6/CYCS/P

RKCA
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PI3K-AKT SIGNALING PATHWAY
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BT AR M AR (GBD) 2021504 P2 v R AE G v B0 0 M, 19904F LIk, Hp ] £ 1k L it 1)

PR A LB AR BT, AnmR R o [ 4 i s e 0 1 LR AR B 4E [8]. TNBCHT Jy 3L e i FL AR 2 AN
W I FUE A, SRERE R, T AU, TR ZE, BEE MR TR R, FERRST BoR

TARFIAR S (91
TNBC/& Tl “3. 5”7

“FRT SEaRE, AT, SHTAVE S RE Y. TNBCH AR AL 2N

THRERIFMIATSE T, AT TR 1S4 BRI L IR B AT EZ R AR R TS, &R&SFEAUM
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BECREA, IERRIDRERI IS, MM FEAE R bk, ISR B =Y, HEmERE BT, K. B RS HER
WAL, SEREMEHE T IURE R R AE . K. PEHEBIAN, TNBCHITRILZ RINA B, Bk, B
WE B S AT DhREAS R AHOG, 1 STUE T 2 3R BN 35 A MG AR 5 [10]. BB KW & A 8% (11748 H, TNBC
M. R TR, AEEERN “ERT , MR mAMER, EXIEEANY, [Nk, kEEEEE
K, MELHE. Bk, KELTNBCHBEMEZRM, “IFHAME" WETNBCHEEIRTE [12]. #HEIEIFA
s B A BERCR, O 2R R A B PR E . B aEas @ I P AN s i . 5 S 40 i
T2 PA 52 DN A 1 s 37 38 B AL VA 77 TNBC [13,14].

W2 B2 T 85 REER B, JEIRTT INBCI B ENE S B DR S R WE R, &R, L
05445 BCL2. CASP3. CCNDI1. CHEKI. HIF-1 a « ESR1. VEGFAZ%£427/; HE B4E H 8 B £ 35 PI3K-
Akt pS3%E(E TIHE. AP BEE R S e R A R RS, HAEPEA. PIRE T
WHIETEH. JOESRAEG ZWAEDEN, BFEUME. btk prE L EPUR S, DO R LU
1 U8 S5 PTEN/PI3K/ ARt = 38 B 410 i L s A0 M P 36 5 0% B 5 309 T, PTENAE NPI3K/AK 38 6 1) S B i
WERA, MiZ@EEEA FOETER, OSSR DUEHPTENRZRIE, M HH]p-PI3K Mlp-AKT 2 H [ £ iX
Rk, P82 0E a8 1T PTEN/PI3K/ Akt {5 518 5 >k 40 1) L g Frb R A B 36 5 SR T2 [15]. R A A
R PR DL e AT E R, @RI PIBK ST, TR Akt ER A,  2E T 520 T mTOR % 5
HEEYE, R&E SRR A AR T E B [16]. #%5 RAEBMHIHIF-1 o) Rk, IR N LR
UIVEGFZE 7K, M TG U 22 Ff o8 20 e f) B8 B AT A% [17,18]. BE2%5 E I8 1] RS i 5 i BE 2 iR i 42 SR O3S TNBC
NP AE SR AT PIAREPIRAS, A3 = T 29 UM [19,20]. LR FRSE R, B 1 O ER
P 43 RE B 388 o 0 1) 85 2 S FH T AR DGR A i g, BRI TNBC I R AE K &

PPIWF 7T 45 B 7%, BCL2. CASP3. CCNDI1. CHEKI%H] fE4E #2157 TNBCIL F2 b () 5 8 55 . BCL2
R—FMEENPETEA, REZMMEARtSRE, S5 N I BCL2AEM @ MHI4niEiE T
BARRA B R AT B ATTE , M R B R AR R PR B R . (ETNBCH, BCL2 [ 2 1A 5 i 8 4 o st
AIT 23 R 245 TS DIAH O, IR A8 AHET X BCL2 I 1) 77 B N T8 78 B YR I SR I [21]. CASP3 24N T il f2 rh
KEMPATEE, NS5 TFHIT, &5 MR RAEHE. T8 K28 B, fETNBC
i, CASP3RIRIE/K V5 & # WG /770 B 3 KRBk, s 1 0928 46 vT 68 522 b 8 1 R 8 A0 V68 7 1 e B
[22,23]. CCND1 /2 5 22 1 2t i J] J3 30 45 PR 5, sk 52 v 40 i ) S0 2R 40 B NG e NS, AT n s L i e
MGG . E LR ) N BRAR T SEaG v, PISK/AKYE 5@ BTG AL, 8 — R 50 THLE] ChnmiBg (L AH 5% &
H55E) #4018 3 D1 (CCND1) BIEfE, St FLARE 40 i 8548 [24]. CHEK Ll 3% G2/M
YT ] SRR A A R S 98 40 i ) A 7E . TNBCYH L ZEDN AT 5 J5 2% 90 B /K B AUl 22 (DSB) , iX
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