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Network Pharmacology and Molecular Docking Reveal Anti-Oxidative Stress Mechanism of
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Abstract: The anti-oxidative stress mechanism of Bupleuri Radix was studied by network pharmacology and
molecular docking. The major anti-oxidative stress components and core targets of Bupleuri Radix and the com-
mon targets and signaling pathways shared by Bupleuri Radix and oxidative stress were obtained by network
pharmacological methods. The binding affinity of major components to core target proteins was predicted. The
results showed that 14 anti-oxidative stress components and 378 targets were screened from Bupleuri Radix,
and 191 common targets were shared by Bupleuri Radix and oxidative stress (1 934 targets). Gene Ontology
(GO) function and Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway analyses showed that Bu-
pleuri Radix mainly regulated oxidative stress via the cancer pathway, Alzheimer’s disease pathway , phosphati-
dylinositol-3-kinase/protein kinase B signaling pathway, Rap1 signaling pathway, and interleukin-17 signaling
pathway. The molecular docking results showed that the main anti-oxidative stress components of Bupleuri Ra-
dix exhibited good binding affinity to the core targets related to oxidative stress. In conclusion, Bupleuri Radix

might regulate oxidative stress via multiple components , targets , and pathways.
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SEEH MY BHAE 9 48 51 (Bupleurum chinense DC.)
BB I 28 (Bupleurum scorzonerifolium Willd) f¥) | pEs
R, FZEH TIRIT RS & IR A AR < L H
ORI AERE R, AR 2y B2 o 3R I, S A e
AL PUR AP R A R A MR IR, S
FRAFTE R FEAM 2 HE R B R E M AEYNE
PR, AL SE b A A 2 A SOF R AN B
B S HU A BETE PR SR R AU AR T | T
B FINETT I AL R GEBENE P RGEBENA O NS R G g
i AR S5

W 4R (reactive oxygen species, ROS) B4 ¥y2# 3
REAR VR AWV E 20 B 5 | 240 B D 200 i (8] 455
1 O BRI BTG P B RS RS 2, &
AR S PT AL R GE AT, R A AR, AN
T 2x 3 AR BT i 5T R AR A% R A% TR (deoxyribo-
nucleic acid, DNA) SF i 02l 43454495 , DT B4 i Dy R
BT B T S R RN MLIRSE , 5 | AV 2™ EE A
TIERIE BEPRIA O IS0 A 22 0R A 7 e (B35
4 AR F BT R R RO ) A2, BF TR, PR A
2 CYIHFIEE A ISR I A 2 AR b AL, T aE
i FAEE R A 2k AR o A AE A% I T B2
FH K 2(nuclear factor E2-related factor 2, Nrf2)/IfiL £T.
R A E-1(heme oxygenase-1,HO-1 ) .p38 22 L E AL
| ?)’?ﬁ@ﬁ(mitogen-activated protein kinase, MAPK) Filfg
A5 UL 3 -1 % (phosphatidylinositol 3-kinase, PI3K)/
I B (protein kinase B, Akt) %5 5 A0 R OAH S O A
I PR R IR AR THU AR T, A
R R MRRPTUAMF (INGEE R EREETILER
BB FIRER ) 1A H R B 1B PR 1 -5 sl A 2 v i
A3 , A5 2802 fifk S REVE I s FRBR AR 58, 136 B0 A6 5
2 ILE T BB 1) A RR AT B 1Y e rh ke SRR
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SIS S X B T A 7 4R BB 4 R B AN 2
A , TRIS Ry S — 2L T B I B PR Al

1 ik
L1 SERATE P A3 PR S HE A5 0 1k

i o 24 2 G5 25 PR B0 JE (TCMSP, hittps://old.
temsp-e.com/temsp. php ) K5 2 48 8] (975 4 B 43, B T
2530 Ve Uy B AR N S 22 28 W 18 WOBCEE A I T
KRR, W B8 0 ik 4= ) R B2 (oral bioadoption,
OB)>30% 2 24 ¥ (drug-likeness, DL) >0.18 [ 5 1fE i
T390 A0 i 16230, 38 3 AT BIL N o3 AR I R RO T
(PubChem, https://pubchem.ncbi.nlm.nih.gov/) 25 % 1 4
J8 A3 24 FRXS R A Canonical SMILES 2, 4351 5 A /Ny
F 245 W B 5 T A 28 A PR (SwissTarget Prediction,
http://www.swisstargetprediction. ch/) ¥ 47 ¥ &5 f0 i , X
AT BEME (probability ) >0 1E S A o i 128 1 P i 43 i 24,
IR S TR M BR T A0
1.2 S IO S HE A5 T

i F§ GeneCards (https://www. genecards. org/) Fl
OMIM (https://www.omim.org/ ) %3 # 55 K e %2, L oxi-
dative stress” & A fE 2 . 7F GeneCards BUfs
3 BB g )RR T A5 R I B D), LUAR SC A
73 8 (relevance score) >5 iy A Ui 46 %< 5 HE 5 o H%
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Analyzer Network 73T 28 40 ¥ S8, i vk 54 H T A b
DY) G MR Y
1.4 & -5 A EAE H (protein-protein interac-
tion, PPI) I 455347

AR T i e A BT AN B 1 AL K 3R
Ao 0 S - S A R ) S R B A B AZ & STRING s
i (https://www. stringdb.org/) , Rk N7 (Homo
sapiens ) , H4fE AR BLAE TR AR AT BEAG 2B, B0 e /N
HAERH {ﬁj}“Highest confidence>0.7"126) | [ JT I B 17
A AR T E BB B 28 SR sy RS K
B “tsv” T Cytoscape 3.9.1 84, Analyzer Net-
work T HXFRZE AT /00T, 15 2 PPL 2K, 255
EAFE CytoNCA 37, T 26 H A% L 127
1.5 FEFEARE(Gene Ontology, GO) TIHE & M1 M 5t
#IEE S5 E A H A B2 P (Kyoto Encyclopedia of
Genes and Genomes , KEGG )i i & 45 #1

FIFH Metascape “F- 15 (http://metascape.org/gp/index.
html) % 22 4B K HEAT GO DIREAI KEGG il # & 4E 43
Mo WFPis 8 “H.sapiens” , % £ Custom Analysis, 1%
B P<0.01, 73 B H B AR WA AR 5 A O
P ot ik GO Thig s 570 Hr iU 10 T4 2R
1 KEGG 3 % & 5 /3 Mr 9 AT 20 4538 i , FII FH Graph-
Pad Prism 8.0 {4 AU 15 7E LA I I35 Chttp:/Awww.
bioinformatics.com.cen/) 5 45 5 43 551 2 il B AR B A<
MR FEAT AT AL
1.6 S FXHERAE

TEFE PPT 2% rf BEAE HEA SEAT B9 3 L A %
DR AR, 3045 bR T 0 S T AT T
XFHEAIE . 75 TCMSP $ 4 b A =205 Py 44
S “mol2” #5230, - A AutoDock Tools 1.5.7 %X
PEEAT B RLAL B, PR BEARTT DR A “pdbat” 45 X
7 Uniport ZUHE e i A A% 038 55024 B, FR 360 1 Yy
Entry % %5 , iR 3 Entry i %5 M PDB (http://www. resb.
org/ ) B E i L H AR S 2R (NREE A JRURBCIR S
X4 R P SR AR, 23 A ) B G HE AR T
TG E IS A PyMol 2.5.4 %142 6 B A B AR Rk
S F SRIE T A AutoDock Tools 1.5.7 FPFN AL 2L,
BN ZAEIFRAE A “pdbat "M 2o K IR 2 AR
PRIINGYF 1) “pdbat” L5 A AutoDock Tools 1.5.7 %k
e, ARS8 R T E Grid Box, FRIIESR FI#E5E
A FRERE AutoGrid TP ARAF R A7 21, AT
RPN RIS G R IS AR PR A AV
TFHI LY, K FH PyMol 2.5.4 B3 45 5 k47 Al ¥4k

2 GRE5HH
2.1 Ll A A SR A AR L
i 5 TCMSP #d8 PEAE &R, I L 0B=30% #1 DL>

0.18 HYBRMER] A6 07 L5 2] 17 Fb S8 934 RO L 53 -

i1 PubChem 03 5 F1 SwissTarget Prediction SR
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Table 1 Active components of Bupleuri Radix

MOL ID TR OB/% DL,
MOL004653 FIAERTS 2 3% 46.06  0.66
MOL004598  3,3",4",5,5",6,7-N & FLHE  31.97  0.59
MOL004609 T R 48.96  0.41
MOL002776 et 40.12  0.75
MOL013187 ETE TR 57.13  0.64
MOL000354 SRR 49.60  0.31
MOL000422 L7 4188  0.24
MOL001645 o RIAT A 42.10  0.20
MOL004628 PRI R L T 4782 0.8
MOL000490 AR 30.05 031
MOL000098 i = 4643 028
MOL004644 BRI 7991 0.3
MOL000449 O 4383  0.76
MOL004648 hve T 31.60  0.28

2.2 SEARI IO SCHE SR AR

i3 GeneCards B095 FE K2R “oxidative stress” ¥ 5%
O 5 L relevance score>5 Nl bn i, 5 2] 1 792 4>
PO FE T OMIM 038 RS 2R “oxidative stress” Y24
B AR5 202 A0 R B 7SBS0 e A 3] 4 5 s
BAAIERE LA E] 1934 AR A S5
2.3 ATHEH AR E R S TR A3 L 5 1
F a5 43 A

¥ H Venny 2.1.0 75 2k /5 18] T E K i 26 1 58 50 1%
PR3 8 15 A RO O s IR B, A5 31 S8 -
SR S A 191 A4S, BRI 1,

Leit AR

191 1743
(82.2%)

(9.0%)

B1 SEMEERSBASRUEEERERE
Fig.1 Venn diagram of targets related to active components of

Bupleuri Radix and oxidative stress
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3, 5, 6, 7-tetramethoxy-

4, 5-trimethoxyphenyl) chromone
(+)/~Ago malin =

———

quereghin.

pejiingdi

SAIARHBEIIE R Y s ARG PR X

TTR VDR

- ‘REN..—SIRIH.’E_-CDKL_.AHR ‘AKRICSALOXSAP FLTI
= =

~ TYR  PARPI ROCK2 PPARD MMP12 ADORA2ASLC6A3 CHRM2 MAP2K1 CASP1

PTIKEDKT‘PRKCG»PFKFB3 CCNAZ —XDH_ MYLK MMP2 ~ APEXI" RORA PLA2G2A GRIN2B BCHE

~PPIA CYP17AI MTOR — MMPI  PSENI PREP

BACEI
ESR2
GSK3B
CRHRI--AMYIA MME
PIBI- —F2 _ AKRlAl POLB ESR1
OXlZA—_jABCCI OoDC1 TNF TSPO
= MMP13 CA3 AKT1 HDACI

S——
=NOX4— C‘?PSIAI H-MGCR AR ILZ\ IDHI HTRIA EPHXI JAKI

2 /

= AZQ@PII@PHBZ ﬂKSCB RBBQ» 'IGFIR SERPINAGOPRMI PTPNZ CNR2 —ALDH2- ADRB3 NRIH2

‘jﬂCmAPT <€FTK KCNJ‘S S FIO PRKDC DRDZ ~SRC CASP8  TGM2 CCNBI AOC3 MMP3
= - -

NI -CYP19A1-PIK3CG ~ALOXS CSNK2AF—INSR=—MCLl  PTPN6 ~TERT

O A A 5 19 5 5 R B R AR A - S R T AR ARG &R

B2 SEWIUIEMA - M

Fig.2 “Active component-target” network of Bupleuri Radix
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TR L R AR A R (R A R, 3 S P A
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TR B LR 2,
F2 OKEHIEMRS MG SEE

Table 2 Network node degree of active components of

Bupleuri Radix
MOL ID TR EE
MOL004598 3,3",4",5,5",6,7-7~ H A 2k 66
MOL000490 BAErR 65
MOL004653 FIFERTI 2 3% 64
MOL000354 FRER 64
MOL004609 4 ¥R 2 T 63
MOL000422 W75 63
MOL000098 Witz % 63
MOLO013187 EEWIN R 47
MOL000449 i f 30
MOL001645 BRI B 28
MOL004628 PRI R S e T 23
MOL004648 A= 12
MOL004644 SR 12
MOL002776 WA 11

o e 2 Al FEAEHEA BT 7 (IS MR 3,37,
4",5,5",6,7-75 WAL S AR R AR R .
SRR T BREEN | 1L A A R 2R TT AR S T
EAL R I B
2.4 PP W% KRt
4 AR HL A S - S N s SR 2 A STRING
B R AR AR S A A B AR AT 4 BT, ABEAE
TN LR 55 R /0N R 0 8 TR, DT g o D) 4%, &5

UL 3,

H L 3 R X R34 179 ST
257 2 808 J 15 R B 9.609 0.

1E Cytoscape 3.9.1 FAFAEEEY PPL L& v, |
CytoNCA il F BT EE(E A RIS hA 2R i
— B AR . P EE(EOR, 19 GUBR, DA £
IR B A ISR 3.

®3 EERSNETABESE

Table 3 Network node characteristic parameters of key targets

JEA 860 45311,

B JEAH E SEE
SRC 56 0.1586 0.507 1
HSP90AAL 51 0.0990 0.494 4
AKTI 44 0.0855 0.4877
EGFR 42 0.0773 0.4890
PIK3R1 34 0.017 3 0.434 1
PIK3CA 31 0.013 2 0.4320
CASP3 31 0.0540 0.449 5
APP 27 0.078 0 0.436 3
TNF 27 0.076 7 0.439 5
PTK2 27 0.019 1 0.417 8

M %% 3 ] %1, SRC 7 W 2% v [ & {5 A 56,

HSP90AA1 i {H 51, AKT1 Bl h 44, i ) SRC
HSP9OAAT AKT1 J2 58l 31 A0 07 3850 A 4% 0o A5

A, 32 i A K IR F 52 K (epidermal growth factor recep-
tor, EGFR) .PIK3R1.PIK3CA .} Jbk 2 ¥ 2 11 -3 (cas-
pase-3, CASP3) JEMRE B IR E A (amyloid-beta pre-
cursor protein, APP) 9 R FE K F (tumor necrosis fac-
tor, TNF) 45 [ % 22 178 14 it 2(pr0tein tyrosine kinase 2,
PTK2) At 2 B 2 AL A

2.5 GO YIfiE5 KEGG il i & 540 Hr

“TEME TR R S GO TR E AT ULIE 4.



ERtHrR

202544 A a 1y
=Y =] [
46 % % 8 B REMRASHR
AK}nBﬁ{M?C N2 D112 pa an

AKRIC2
ADRBI
ADRB3
O Mmps
CYPSIAL

CYPIBI

B3 191 MREMAE PPL ML
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Fig.4 GO enrichment analysis of targets shared by active components and disease
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i 4 W1, GO Zhie s i, L4524 Yy
#£ (biological process, BP) AL HL 189 > 4 MY 4 Ak
(cellular component, CC)BHELET 107 T ik
(molecular function, MF) & 545 5 134 4~ BP £ 2%
R A MR AR 00 SO S PR T XAk AR
PR SO T TCHIL) BT 1 2 7 A L LR AR AL
GV CC F 2V M RAE Ph & oo a4 3214k
BEY SRS R S AR A A0 B A A% A
DX AE s MF 323290 K B RO Ve S S e P
AR R VES E RREES S JIKEE P D) R 5

PR R - B R KEGG Sl % & A 4 B
LA 5,

A B ®

BRI S °

PI3K-Akt{5 518 % o
R LR -2 A A
TR R A o 10
Rap {551 ® 20
i 2 e ® 30
WA G R AT | e o
PAR A 217025
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WML e
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Fig.5 KEGG pathway enrichment analysis of targets shared by

active components and disease (top 20)

FH & 5 ATHTL KEGG 38 #% & S22 i, H5 51 168 4%
gL R P AEHES AT 20 B H2E R T AT AL,
P A TR R/ IV SR 208 % b S R D A A, R
R U B PR A i 22 s SO B (R e AR L B
R TR 6 IA 5 AR B IH B o SRR A A N T B S
SE VRAE PN AR AR T AR R I AR LR S
o FRBLAE PR SR A K | BT R R R PI3K-Akt 15
5 3H % Rapl {5 5 i A 20 M AR -2 (R AH BLAE
I AL 2EEUE -2 AR A A 17
IMLYE R BB S fish | Ik ) A2 44 FL A7 38 30 1) 9 A R 49 g
J1I5 210 L 7 R4 00 ) B0 4
2.6 FAHEEE R

M 23 B 45 1, R B PP R 2% i BE (48 k1Y 3 4
U 45 SRC(PDB-ID 1fmk) \HSP9OAA1(PDB-ID 5j80) #il
AKT1(PDB-ID lunq) , 20515 7 A~ BE(ERE K15 M o0
3,3",4",5,5",6,7-7N AL B R4 2 FHALHT
OF SRR BRI LSy M O E iET
PEPERTEE AR UK 4. WA SIS Z MG
H BE<—1.2 keal/mol (BI=5.0 kJ/mol, 1 kcal/mol=4.18 kJ)
TR A W) 5 FORE 5 2 () AT B4 SR FN g8,

x4 FEEERSSZOESNSFIE
Table 4 Molecular docking between main active components and

core targets

TE RS 25468/ (kJ/mol )
SRC  HSP90AA1 AKTI1
3,3",47,5,5",6,7- 75 HUAE L —20.8164 —14.4210 -14.4210

BAESE -21.4852 -15.7168 -12.8326
FAERTTA 2 -259996 -18.3502 -17.848 6
FRER -25.748 8 -18.057 6 -16.302 0
14 o 2 T -25.7070 -15.4242 -14.044 8
1L ATy -24.076 8 -20.6492 -18.4756

Mt i -23.6588 -16.7618 -14.880 8

1% 4 TR, R BEPER M SRS 2 (R HA R
WFHIZERN T o SHEEE AR 5 A BN FIAERT I £ 2% -
SRC(-25.999 6 kJ/mol) . ¢ 2= % -SRC (-25.748 8 kJ/
mol) . B % 8 B - SRC (=25.707 0 kJ/mol) . 111 %% 3 -SRC
(-24.076 8 kJ/mol) HitFz E-SRC(-23.658 8 kJ/mol).

P XL AR PyMoL 8 4FH rT AL, 25 R LA 6.
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A, FIERTH 2R -SRC;B. 5 AR -SRC; C. B BRETER-SRC; D. 14
153-SRC;; E. #iit ¢ 3R -SRC.
E 6 ZAaMRIFNEERSSEAERRE
Fig.6 Schematic diagrams of docking between active components

and targets with strong binding affinity

& 6 AR, 36 PR B A3 I AETT I & % 538 AL SRC
[ 2 N2 LR 5% 2 (THR -247 . PHE-150) JE i 2 A
BTG R R AR R SN SRC BY 5 A E SRR sk
(CYS-245 . THR-247 .PHE-150.GLU-146 .GLN-144) £
6 AR, T A3 TR R T S A SRC Y 5 MR
AL (TYR-149 .GLU-147 .\VAL-244 .LEU-89 .THR-
247) B R 7 AN AR T A 1L A I 5 SRC 1Y
3G KRR 5% (GLU-146 . GLN-144 . PHE-150) JE %,
3AEUSE, IS PE AT 2 S HE AL SRC /Y 6 >z AR
3 (GLU-146 . GLN-144 . TYR-149 ,GLU-147.CYS-
245 THR-247)JE 1%, 8 ™S4t .

3 e 5&iR

ARG 308 o X 4 2 B2 i, R ISR B S A
B B 3,37,47,5,57,6,7-75 RS EE
M REER AR CE 5 REER BRI 1L
2l M. Hd3,37,47,5,5",6,7-/ A8 L R
B R SRR HREE LR M R R T
A&, R PUAL TR B o f s
PR AR R0, SR A RAE N —Fh A A AL T
£, 0] LU 5 85 NADPH A AL 4 A9 2 15 K 3 il
ROS F=Hz , I3 0 LGN I 52 S8 A R 3 %3 , 938

T B 4 MO R 2 (Bel-2) i A2 B 1k LAH Bt 04
T8, S RAERAERSN AT BR DPPH H H £ F ABTS*
F ER S, S R A B it AU A , BAT B B 4
FREPER SRR 2 R B I 1 BTG PI3K-Akt {5 5
BEARFPT N R 8,25 K2 (RPE ) 4 52 32 80 A0 R 33
7S A A0 A6 T3, 38 ] LUE 33 B Nef2/HO-1 141
i A0 {5 5 98 9T 34 B8 (extracellular regulating kinase,
ERK) i 42 4 3 5 41 bt A2 AL B A0 B8 1, DA B 1k /1N R
JILCC2C12) IR A HL0, W AR PERY . 5 4E
A CAHLE, B BRI X OH [ i 5281 DPPH [ i 5
HA R A1 BRAE 155, 1l 4% B A A AT DL i 35
Nrf2/HO-1 {5 538 B4 il S8 A0 7 RN 9E | DA TT 28 ik 2
P B G50, R BEAS BTG HO-1 35, M)A S/ —
A4k A 4 B (inducible nitric oxide synthase, iNOS) M
NO 724, TR RAW264.7 E W 41 it (/) BB A%
i 4 ) AN A2 Big 228 A 4500507, [ B fig @ 2o PI3K-
Akt A1 1 Nef2 {5 538 F 30 1) 5 K R B 45 B 175 5 1) 46,
Ab 7 BRI AN AR PR 708, A R 20 —Fp AR BT L
F, Alia SEPONIE S K2 28 0T LAREAR 988 40 il HepG2
H1 g ROS 2 1§ — 18 (malondialdehyde, MDA ) #¢ J& , b\
1117 3E 7% i BEL 1 40P O 38 & o i A e 3 o 1A
A5 PI3K/AKt {55 10 4% oAt 2R R K 3y i AN 26 B 5 e, 0
il A A , DA T DA T R R 40 i A S A R S A
MR R E TR R EY, i EF O =
443 %R R A R R BRAE BT B B oAt
AAL R, A IR A SE T ) T R AL
B B BT B P AR TR BRI T 3,37,47,5,
5",6,7-75 H A LB | AR RIS 20 2 1A R B I AH G
HL] B 55 AR A5 2 R ke ] LAAE b I 3 36 R 52 1
I,

PPI ¥ 4 43 A7 7 16 75 1) 5 5 T 480 Ak 17 S0 0 0 05
J3 SRC., HSP9OAAT ., AKT1, EGFR . PIK3R1 ., PIK3CA ,
CASP3,APP,TNF,PTK2, H:H SRC J& Src %% i i
(Sre family kinases, SFKs) FF i i 51, & —Fh AR 52 (4 14
1% SR P , 5 5 VR4 A0 M A S5 A 06 LA R S T g
SRS SAL I mARH, BF9E 2B, ROS (Y FH E gk
58 SFK 13 M 175 506 i Ak VR BB DN A 4
W 4 AR A 4500, DT S B0 B Th RE A T PR T2 2 i
PP2(—FfiZ SFK #lil50)) nf DLl i #0 # NADPH %1k
it 145 1 SH U 55 7 SR S ROS, HE— 25 2B it S i FI 4R
Ak 3443, HSP9OAAL & HSP90« 1Y ZhRE KN , 2 1k
AL 72 b B RS L AST] D g —Fp o AR, B
JAT DNA B0 152 A0 JE I 3k R 2k A s
SO 0L TR A AR T, AKTL & 22 &R/
TR VAEG (AKT) EZ ) SR Z —, S SA AT Al
PR A5 A M o R L AKT RESI I T 155 5 V8 iy
1CASK ) X 420 P 17 85 1 S5 187, DT 0 41 S A I 3875
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) 240 6 8 11T AR ST R B, S A T
55 SRC . HSP9OAAT AKT1 % A0 S AT AR,
E— 25 4 F 0T BERIE T W45 24 BRAf 25 3 1 n]
SEPE TR T S M B A3 5 A 0 B R R LA A
WA A RETT

GO MIREE M BoR , Se A A0 16 P Al 0 5 2am 1t
PE T AR B A A R O B M AR A
LAY SN 45 BP IRAE 2 C AR 2 IR A5
CC, F BB M | Al SRR I I 2 1 I A TR T ity
TEPESE MF SEBBTE RN 3 . KEGG i i & AR 45 1 i
N, SEHA S I DT SR A N TR O SRR E BT PR
T B PI3K-Akt Rapl \IL17 255 S B . E AL I
JEB| RIHAE BT IR P BRI A 1) L R) TR 2% il R
A7 2 T B RYA 7 3 LB i e ] i o v,
PI3K-Akt 42 4l fifg v S 22 ()15 5 55 300 7, 2 1 4 il
K5 AP T T 75 19, PIBK- Akt 551 S 7T LLIE 5
ROS %3k M40 i S A0 B & 4% . T Tk i 52 A R
Rapl {5553 & 76 B 565 R AW & — 2 PEH il
Aok ) A 530 5 T T LA o A 0 e O T e
AT SV, WA TR 551 4B T B AR I B T R B &
Ao AN OIS B Rapl BT LA TNF-o 355 (00 ik 2%
JEL N K2 40 i (choroidal endothelial cell, CEC) # ROS 4=
WU > CEC i H , BEAR fik 2 B5 8T A= 14 (choroidal
noevascularization, CNV) & J&& , T 4 iE A28 A W 3 4B 5
CNV & AT 481, TL-17 & —Fh e R A IR, 3 il
TL-17 {5538 % T DA 55 16 455 SR A0 Ry 8, 12 o8 i 48
IEHALIEREARR LSBT A AT REPEL, L EFgE R,
SEHA TG N AP E A S R A £
ARSI, 5 RAE JRE A TSR
A

AT R 435 8, B0 T S8 Y 7 Fh 32 2
PSSy 3,37,47,5,5",6,7-N AR R R4 R M
AT R SRR BRI LS MRS
3 AN A SRC . HSP90AAL  AKT1 454 e )1, 45
P TV INE S ST C IR R Y SR B b e e g
HrhZs At sl SRC 5 AERTIH O %, 454 fE
-25.999 6 kJ/mol; 45 & g 11 AR A AKT1 5 B B
R, 455 RE M —14.044 8 kJ/mol , =5y SR 4 4% .

Zx FRTR, Se i 3,37,47,5,57,6,7-75 A 3
W REG R AN O R SRR R
1 2% Wy M e 2555 06 M 4y BT g Al AE T SRC
HSP90AA1,AKT1 S5 #% .0 ¥ 55, T 10t PI3K-Akt,Rapl .
IL17 JEEAE BT 2R 2 T BRI 55 A5 - 388 3%, DA T 8 % 98 i
LI HEAE SN 4 I A 0 T 2ok R O HE T A
PAEH o ARSI FE 45 SR I Se i B 2 00 (2505,
2238 [ W7 VA R SR L AT O — P IR AR LA
B BE S G , PR 3R S AR B () T RV YT

i AR M 1O RG] R S 8 i — A0 T K B v
MR T 25K
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