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WE . KRR M BT 5T 3t 5 15 I HEBF 50 A, o 55 42 38 48 s 26 @ Aa- a9 E A ALE] . AR TCMSP 248 & | i it £
3B 094 52 R, 5~ BAE R $eAF 5 VL “ diabetic foot ulcer” “ diabetic wound” & 4 % 4% 78 /£ GeneCards #= DisGeNET %k ¥ & P #& & & 5%
e b Bt 3B R A He b S R R Y B R MR - R R - W B AT AT TR A e 3B AR 0 0 A A 09 A R AL R
Aottt K nBmoh e s ZoE o, RA DR EE MG AFR A 0B R H B 5 5T 048 AL = M 2R
(the receptor of advanced glycation end products, RAGE) & & & ik 49 %ve , % R &R . WM& 2532 5§ i 13 3 226 MLA-H % 9%
3 ¥et7 ; KEGG G £ oM 48 =, KB4 7 48 f s R A @ ey 4E A T4k 5 AGE-RAGE 2 5 8% FM%, 2 FHE4LRE
T ok A Kk B kA C ki D GRFE T,4-=5AF 6 MRS RAGE Z R HBIF 45K, Kk
BB E B H B A I AL A K Z M (AGEs) 51265/ N R E£ 400 RAGE & & F % Rk, 45 b, A B8 34
Jrgm ) @45 3R 4E AGE-RAGE i@ 3 , 474 AGEs R 43| & RAGE & &1 4% £k A%

KRR A58 4B kR R W 252 3L 57 4 F ST wh b AL ) 2 AR

HE 5> 2S5 :R285 MRS A

SI AR A TR BRI, 2540 55, TR i A2 E i PRms 2 B TE A B PE AL [ 7. LR K224 (BI2ERR ) ,2025,60(9) :31-40.

Mechanism of Resina Draconis in promoting healing of diabetic foot wounds

YANG Ziyu, DAI Zhaoyuan, LI Gen” , FENG Xinchi
(School of Chinese Materia Medica, Tianjin University of Traditional Chinese Medicine, Tianjin 301617, China)

Abstract.: Network pharmacology, molecular docking, and experimental verification were employed to investigate the mechanism
by which Resina Draconis promotes the healing of diabetic foot wounds. The TCMSP database was utilized to screen the chemical
constituents and targets of Resina Draconis. Disease targets were retrieved from the GeneCards and DisGeNET databases using
keywords such as “diabetic foot ulcer” and “diabetic wound”. A “component-disease-target” network diagram was created using the
intersections of component targets and disease targets. Bioinformatic analysis predicted the mechanism of Resina Draconis in
facilitating wound healing. Molecular docking was used to investigate the combination of the components of Resina Draconis and key
targets. Mouse macrophages were used to study the effects of Resina Draconis and its main components on the expression of the
receptor of advanced glycation end products (RAGE) protein. The results showed that 226 common disease targets were obtained by
network pharmacological screening. KEGG enrichment analysis suggested that the effect of Resina Draconis on diabetic ulcers may
be associated with the AGE-RAGE pathway. The results of molecular docking demonstrated that loureirin A, loureirin B, loureirin
C, loureirin D, resveratrol, and 7,4’-dihydroxyflavone exhibited good binding activity with the key target RAGE. Resina Draconis
and its main components could significantly reverse the abnormal expression of RAGE protein in mouse macrophages induced by
advanced glycation end products ( AGEs). In conclusion, the mechanism of Resina Draconis in promoting healing of diabetic foot
ulcers was associated with the regulation of the AGE-RAGE pathway and the inhibition of the abnormal expression of the RAGE
protein caused by the accumulation of advanced glycation end products ( AGEs).

Key words: Resina Draconis; diabetic foot; network pharmacology; molecular docking; RAGE
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SERTUFE N RS R ASIET- S+ RIEE Y BRI & S BWUA EZ IR R i E , L H
JEMZ RGN ARG, 1M H I 2R G052 30007 5 1R A M PR 12 507 2 W DR fe i LI O & E =2 — 2 2018
SRR —IRGE T4 T R AT R W DR O 1 A A X B AR M , B A B ) 1 ) S B R A L IR
Ji JE 597 ( DFU ) 2B SRR R 19% ~34% , 15t 45 52 K 838 40% , [AlIT DFU BTRYT AR & &, H 3 A
B 5 ARG SRAEA S

B A A — WU 4 A A 2 iz B B AR (b I JROAE | X4 A M S 9 4 AN SR
BT AT — B B BRI AR 0] BE P 005 A A HER L R IR A AR B A T 20T RE DL AL T
e MBS T T 30— RN B o3 A 22284k, QAR R DR 43 WA s/ | BCZT 4 4 Ry g s/ 55, 6T =
FOBE PR A T A A IR T R, AT BE PR AN B3R T vk A PR, — s e g AT,
IR DU IR 2 259 BN AR 259 HUBA 25 W) S5 R R 02 sl i A 3 T A /R, il
i R BB AnvE BRI B AR R IRYT R T RN SR AR R AT IR X SIRYT
Pl RN B 5t FCRSEARFTHEAR . FR MBI 259 O R PR 2 B I R T e i PR

JE 1.9 ( Resina Draconis) , /& [ & FHEYI &M I8 LA Dracaena cochinchinensis (Lour.)S.C.Chen &5 g
AW AR IS BN ARG , LR R, A B 28 Im R b TR AT A0 R i RS 95 AN SR
BRI BE, e )2 N FIRTT R IR Bt R R AR JE BT A I AR AT 22 B o i 983 S 2 N
BRSNS R U Z IR YT AR FOBE e ) T 4 /N T RR SN 10% , BEAS B 2 HE v A IR A AR Rl IR
R LUE R AP BRI IR AT L 4 K, S 4 e 0 T A A R SR, e it s £ AR R R T A
()5 FHILH 6 R 58 4 B, AR50 R I8 25 B 5 IR 256 0 F X B R 5 5288 i, TR AER ST I 1l 5
A A PRI B THT A 1 4RI, A e i v () — 25 5 I IR A B, P e S 4

1 M5 7%

1.1 SEEe#t#Y

Je it 3B W B 2548 T3, 2 R R 2R v 24 2 B v 24 B R BT B AR S T R B M E ORI T A R
Y e AR b 25 e i . IR A JeiliR B Je iR C el R D HZE A | 7,4' - R HEE HHL 5 53
A B20767 ,B20768 \B50551 . B50474 . B20044 1 B50550 , W [ L= i3 Y - A= Wy Bk A5 PR S W1, o 82 0 503 =
98% ., /N ERLBALAZ 400 D 1 IS 400 A (RAW264.7, TCM-C677) I [ 5 JH I B A= BHE A BRZA 7], HiAYR
I F BALHE  RAW264.7 41 % FR 2L (HES CM-0190 , 37 38 £ i RH A BRA 1) ; AGEs-BSA (#E5
CY30824 , IR A PR A R 7)) s RIPA 2L (L5 G2002, I servicebio A= I RHE A FRA ] )
Cell-Count-Kit-8(#It %7 iy CA1210, K i# meilunbio 4 ¥ A B2 ] ) ; B b5 5L L 28 7= 1) (the receptor of
advanced glycation end products, RAGE) Hi/& (L5 & ZB15001 , i) servicebio “E ¥R 4 PR/ 7] ) ; Tubulin
PO (50 11224-1-AP, I =B AW HRABRA D) #2401 180 T35 4 1 (4it*5J PR1910, JL AT solarbio
FHEARAW) .
1.2 LB ESHEE

DMi8 7 i} 1#%5% ( Leica Wi RSt A FR2A 7)) ; Epoch HIfiHR{Y (3 [E BioTek ) ; EPS-600 Y H kX ( i
R B BR AT . BdE FE S Wk {5 B . TCMSP ( http ;//tcmspw. com/tcmsp.php ) . PubChem ( https://
pubchem.ncbi. nlm. nih. gov/) . GeneCards ( http://www. genecards. org/) . DisGeNET ( http.//www. disgenet.
org/) . String ( https://cn. string-db. org/) . David ( https://david. nciferf. gov/) . i £ {5 ( http://www.
bioinformatics.com.cn/ ) . Uniprot( https://www.uniprot.org) ,PDB ( https://www.rcsb.org) ,
1.3 SRBAHE
1.3.1  Jo A58 25 $e A7 &4 T

£ TCMSP 8 P v, LA 1 3 Ay O B 1) 2% S L Jl o0 N o, D38 o SRR EA TR 72, K T rry 0 A
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AT R GE L String 88 EXTHEAR A TR G AL AR B, 15 20 e 1l 98 B3 AV AR VR AR .
1.3.2 ¥R Jm 2k Ik Fe A 04 Fm]

L1 “diabetic foot ulcer” . “diabetic wound” , “diabetic foot” F1“ diabetic ulcer” S 54817 , 7 GeneCards Fl
DisGeNET K A28, Wi Alise & i N7, TOIHE 0 (0 T A #0000 A 0 A b A7 25 o R B, e 275
B 5 A SO0 PR O T T A AR A
1.3.3 o s8m 45 5 fkogm 23k B $eir g ik it

i 345 ) 1 43 SO BT RS MO AT 5 A Venny2. 1 7848 W s b B3 | 75 3] £k 4 0y 0 A 05 06 40 T 1)
G
1.3.4 & &a-%& 948 EAE A W% (protein-protein interaction, PPI) & #)#

W LRI FEAR T AE String HCHE P, PIFP R N7 R B R (22 0] BB AR BAE T 40 R 0.9, e &3R5 R
HZ I EAE AR . a5 R 5 AH Cytoscape3.9.1 Hib A7 AT MLALALHE , Fy HE2R FH — 2R (UM AR FH M 45, 3l
id Cytoscape H'H“ Analyze Network” LIRESMT PPI W 254 M4t 44
1.3.5 MR- Jm—3einAn LA R W 2569 #) 3

W A S ARV o7 A S R PR 2% SO type SCIF, 5 A3 Cytoscape3.9.1 H b A7 il #L {4 B 44
I3~ — AR FAE FHIN 4
1.3.6 GO % & 5 ##= KEGG @3 % & 547

B B 5 L R HE 05 5 A DAVID %8s | #E47 3E R A48 (gene ontology, GO) DIHE 1 B Al Ht AR 3
A5 7K 4 B 45 ( Kyoto encyclopedia of genes and genomes, KEGG ) il i} & 42437, T0U A] BE A7 1€ AU 1E
FABLEL, Be)a W 1o 45 5 5 AP A {5 R Ml i A 7 ] AL 2 #r
1.3.7 &F 8

£ PubChem $ii 5 A R I R 488 138 i 43 1 2D 454 3K (sdf 4% 20 , I H A6 ol mol2 #5 3k, 1
Uniprot Z0H5 & A &R ¥ 5 8 11, N0 Entry 5, % A 5] PDB K8 2 o, 4850 5 8 1 pdb A& S0, @t
Autodocktools1.5.6 , 73BT EE RN FECARIEA T RO A, 3 B X S5 R B ik 74y X
. J#it OpenBabel2.4.1 #7 7 F X 545 5 -5 A Pymol 447 AT HAL 3 HT
1.3.8 RAW264.7 L3z ir

W RAW264.7 A MIIER7E & A 58 25 JR 519 25 em? 853890 1E IR 5 R A IR E R 37 °C,CO, WEH
5% B HE, Frai il & ik 5 90% 247, 3 5 R 3R 3%, N A 2 mL 1 xPBS & VB & PR, BT A
2 mLoE A R IE  BE MR AR R R T, (N BE A i, 800 r/min .0 4 min, #%1/ 1/3 UL,

1.3.9  2h4p ik 64 B

FRBGE S B 25 Rk Jeiz A i B iR C iR D (AR 7,4' - I W Ehr
i, IAGE AN EES 3R 94 DMSO, ffififf 7 1R 43911 R 50,250,893.75 , 206.25.1 125 ,337.5 il 662.5 pg/mL,
10 mg AGEs-BSA #yA& /LA 2 mL 1xPBS ¥R , 15201 R 5 mg/mL AIAE
1.3.10 AGEs-BSA 5 %, 35 # 2m L 2 M 3% 1

B RAW264.7 41570 T 96 LA, 40 i %6 B 0 2x 10* 40 /L, Wi BE 24 h J5 4525, ¥ AGEs-BSA
(500,200,100 .50 F1 25 wg/mL ¥ %) B e 1% (50 .25 ,12.5 .6.25 .3.123 .1.563 F1 0.781 pg/mL #KJE) , 551
S gifare 37 CTHEER SRR P ILFEIPEE 24 h, 24 h JF A 10 uL CCK-8 TAEWL, ¥ 3246 H#OLIEE 1 h, 1
450 nm P KR, OD i, AT R,

1.3.11 % & % % ¥ if (Western blotting ) 247 5% 3

1) AT HC ) 200 0 H ol A S 4 24 A i B A T, W Rk FH R 7% ( bicinchoninic acid assay, BCA) € & i
i AR HEFT SDS-PAGE HLIK , 5 IS SR F 5% 1 B RS 0 B A WAL B 2 h, A —47, 4 CIFE 17,
AP, EIEE 1 h, A ECL &G B, [ Image J 8K FXT 8 2y AT AL B, G511 K BEAEL, 1105 4%
2 H SR AR KT,

1.4 SGitFEAE

K FH SPSS 21.0 FAF A 8E , 1i OR LU bR ifE 25 (x+5) Fom, 4 A) L3R B B R O 22 43907

p<0.05 ARG FE L,
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2 RS

2.1 MR EEARR T

Z5-G 7% 18 TCMSP £ds 2 i e i 58 1 o3 S SCRRIAIBIFAS S 1648 0 1l 38 1Y) 25 622 53 120 4T I 2% 25 31
FHETE, BAR  Je iR A JEILER B JRIER C IR DR 74" - BRI 3,7 ,4' - = k-5
FH AR 3 S B o ) PR SRR AR S AWK 3,74 - - S- A S R il 5,7 - A IR
fil 37,7- " fdk-4' - AR 2,4,4' - = FHE T AAIRE 3,2',3 4" - -4-F ZILAIREN 7,4 -
ORI AR 7,4 - TR -3 - R SR 2,4, 4" - SR -3 - RS- 3 - R AU R SRR T
FEILERR 5,74 - = -8 - HI RN 4,4’ - -2 6- I E I A AR5, 7T- -2 4 - H
AEL T AR 3 L AR 7 - AU A 5, 7 - R AR R eI R R R R O A 25 Ak
3l 2 TCMSPAI Pubchem $4is PEFEATHG 38, 20 R B 26 o 5 R4 3] 478 ML S WHE s, HHHE AU A String %X
PPE R N7 X g5 R AT L E AR AL A5 T 252 e s A2y A AR
2.2 HEPRTR B R ERAR T

L) “diabetic foot ulcer” . “diabetic wound” . “diabetic foot” . “diabetic ulcer” S 8817 7E Genecards Fl
DisGeNet 4l ZEAG 2%, MR 852 100, HA5- 2 1 573 ANPRBAHSCHERR , K H0HR 5 AR String B8 P2, Yy b k4%
CNT NFEE AT 2 T AR EAL e RS T 1 347 A S 0E RO T A AR S A S AR B
23 EH-ZECHEEERMLZ(PPI)IAE YIRS W

B 2.1 N ARAS B0 5 LA BEBR AN 2.2 /N ARAR Y
PR HLPR A Venny2.1 7542 W 434, 15 31 226 MMEA
YL m R AR A5 R UL 1, A5 R R A String BdE 226 1347
JiE , 3F2% Cytoscape3.9.1 HEAT AT ALAL 3 S5 R ILIE 2, 16 gesey  (3.8%)
PPI 45 1 BRI €0 B R 3R I 1719 45 Degree {H B
B B, 45 SR . STAT3, MAPKI , SRC, AKT1,
MAPK3 ., FOS . PIK3CA, TP53, RELA, CTNNBI1 , JUN R ‘
KHEEH o and diabetic foot

FASN  ACHE SIRT2 (o0
ADRB2 / . TNESFIL

' sTATes GHRL HMOXI BIRCs/ prpo / //sm

CYPIBL

AKRIBIO

K2 #EA-EAMIAER (PP M4
Fig.2 PPI network
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24 Pio-HER-EAREEE R M EREE

B B0 AR A A S B X 2 S RN type SCAE, 5+ A Cytoscape3.9. 1 #4 HE A B /E &, i 1
Analyze Network ZREFEAT ML FRFNEGER 34T, HL 8845715 15, Degree {8, {E#R K 2 AT A0 3% 5 1 K, )%
TR T R SRR 3 iR, Hirp Degree /8T A% 5, Average Shortest Path Length( ASPL) %I
T2 15 B B T A dR % 1 SF- 24K B | Betweenness Centrality ( BC) S/ % .00, Closeness Centrality
(CC) Mzt Neighborhood Connectivity (NC) A 17 5548 & AU-F Y3 45 5 . 25 R 00 . Je i sk b 42 37k
W RS B T A A i B BB AL T RE N B R A eI E B RINME C JplilE D HEE S EE 7,4’ -
FRILEEE TR R S HRER SARE HEREM 7- 2580, E2/E SN . AKTT ,MAPK1 ,MAPK3
MAPKS . PIK3CA , CASP3 , TP53 ,IL6 , NFKBI1 ., BCL2 , VEGFA , STAT3 ,CDKNI1A . CCNDI1 . RELA , CASP9 |
TNF .PTGS2 MTOR .JUN .FOS MAPK14 SMAD3 EGFR BCL2L1,

WP2324 R-HSA-6785807

CochinchineninC
Isoliquiritigenin apigenin

“-‘\\:
S————
—_— =

PDX1  # ITGAM STAT6 | 1IL17B (1 VCAMI - || TGFA

raaall 1 v
MAPKI | SMAD3 [ | THBSI [ SLC6Ad | CYP2C19 [ B § AN NFo| ABCG2
e o : : 4 5 N
NFATC1 ] /] ¥ SIRT2 NOS2 d N X CYP27B1
> - 7 .\ X \Lg
BRCA % cyeEl GIAL corwa B src H peN N1 ; g X \ CYPS
Y (e Lo —_—— o A . a e = by’ N e
SELP R EEETEETE B , N K s S MUCsAC N \ PLG
il Z . - 1 3 ’ X i === o 3 ~ ..
coHl NTRK1 FOXMI {2 CINNBI 2 SIRT3 () > 83 : o ) ACHE & GAL
e Jo 1 # i v v 2 ; - 2 3 X 3 s 2 SN\ S
wa / PRKCB & PRKABI I ) . A4 PECAMI J MGAM G \ \  RELA
o rmsereal - s i -~ . ¢ “ 4 e 3 “ 3 \. o R
SMAD2 _1 ‘ 3 Yome b \ xon
BCL2L1 CASP1 COL2A \\ MT-CO1 ) rnnc\ MAPKS \\' NQOI
i A e v r3r wa N1 2w m s - - (Shiarly ) sPpphy " R\ e —p - s N
ESRI f FGFRI 7 PPARGCIA/ ST3GAL4 7 AKRIBIO %5 DUOX2 7 ITGBI / FGFR2 [, CCL2 > e N MMP2 N ILIA PLAU % APC KCD
wimn Fim wmw [ 2sa i dfuraran \urrme =25 s 1 o s Iy AR v v e wmm s N\ a1 Yo men v Nt mom \V_‘.
IRS1 Sop1 GUSB RFC2 PLAUR § CD4OLG # ADRB2 BRCA2 (/, IKBKG \) ADIPOQ ) POR \ RUNX2 )\ BCL2LII |\ TGFB2 s MTOR
o WD B s i e Wopevea ppigtyy /GRmmeing PR RO NS \ e Ty RN
DDIT3 / CYPIAS 2 CDKNIA CRP HIFIA 7 AKT1 [ HSPOAAL INSR O 3 i BSG /' 6 GSK3B PRKCA \ TLR4 S HDAC2
-1t e w o R R R, P O R S WO e/ S S N e S - e ~—
FASN g CDK4 GHRL PPARA CDSO SCNSA KRTS >< ALB Lep X onci SI RACL . CYPIBI N ERBB2 > JUN
..... o et s R e NG St QS S, ) N\ N TS i
ESR2  SLCOIBI s - ccn Z vowt ™F 7 ivoxi TGFBI TNFSF10 STATS ILiB PRKDI IGFIR . TLR2 O XIAP
ANXAS  AKRIBI SETD2 CDK2 CYPIAL CYBB CYP209 PLAT CDKNIB NFKBI  SERPINEI F7 HMGB1 CCR2 4

B3 s g —Febn e
Fig.3 Diagram of compounds—disease—targets network

2.5 GO IJgEFREM KEGG BREEEST

A e 3 A 2 1 A5 8 PR 2 T A i AL [RIFEAR S AL DAVID 48 FE 1T GO & 4 70 #r fil KEGG il
RSN, GO INREERILIAS 802 41~ GO & H , Hiih 1 fF 640 /4= #2433 #2 ( biological process, BP) 4%
H,61 N4 5 ( cellular component, CC) 2k H,101 /4~ FIIHE ( molecular function, MF) 25 H . &5 H %
M p {8 (—log10) NREI/NHATHER K545 25 B b HEA T 10 B4 BT AT Ak (& 4) , 2533, Je i o 1k
2 A XPRE PR R B TR SRV K« 25 SO0 R DR 58 1) I [ 9 S A ) L R s A SR BRI A X 4
YHML R VA S B L 45 A B SS & %5 TOIRE . KEGG i & S s 42 31 897 2% i, 4 FR Al % 0
MKENINHATHET , - HEZ 1T 20 BUMF 538 B AT AT AR 3 AT (181 5) o S5 SRR, S5 PR O i 25 DI AH G
(') AGE-RAGE f{ri 538 i 9 7 4 . %15 5l i AGEs 52k RAGE 45451 % , i s 2 4515 5 3 1%,
1 NF-«kB \MAPK FI PI3K-AKT-mTOR % , 7E4 i I R AE 19 Az FiUR S i R B B . AEWE IR 2 1Y)
PR, AGE-RAGE 155 553 i T3l s i i e 1 21 15 3 AR 0 5 9 ) i A7 748 55 22 T T, N e s
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EAR Y B, AT 28 AGE-RAGE {5538 B E A7 IR 2R 30IE

response to drug | | N, s
positive regulation of gene expression [EREESSTNET e 0 LC W Biological process
negative regulation of apoptotic process | e I = Cellular componsat
s B Molecular function
inflammatory response f e I
response o hypoxia f T
positive regulation of apoptotic process | e e ones] KN
regulation of transcription from RNA polymerase II promoter | R 200 [N
response to xenobiotic stimulus [ onee kA
aging T
positive regulation of transcription, DNA-templated f [ i
extracellular space | [
extracellular region e
macromolecular complex | [ERESRGRaNGE Y
cell surface | T
membrane raft | E——  pa
caveola [ e |
plasma membrane | I 2 [
mitochondrion | EEmmeses R
external side of plasma membrane | T
perinuclear region of cytoplasm [ [
enzyme binding [ —">
identical protein binding [ I
heme binding | T
protein binding | [ 2 kW
transcription factor binding [ .
cytokine activity [ [ kY
protein kinase binding | | o
1 sequence-specific DNA binding transcription factor binding [ I >0
ubiquitin protein ligase binding [ |
protein homodimerization activity [ [
30 20 10 0 50 100 150 200

~log, (p value) Gene count

K4 GO YifeERH
Fig.4 Chart of GO function annotations

Top 20 of KEGG enrichment

Interleukin-4 and Interleukin-13 signaling o
Pathways in cancer O
AGE-RAGE signaling pathway in diabetic complications O
Lipid and atherosclerosis [ ) ~log, (p value)
Signaling by Interleukins | @ 45
Cytokine Signaling in Immune system [ 40
AGE/RAGE pathway o 35
z Gastrin signaling pathway [ ] 30
é Hepatitis B [ ) 25
£ Hepatitis B infection )
Malignant pleural mesothelioma | @ count
Hepatitis C and hepatocellular carcinoma ° ® 30
PI3K-Akt signaling pathway @ 4
Pancreatic cancer Y @ 50
Spinal cord injury ® @ 50
Prostate cancer @
Oncostatin M signaling pathway ° @«
Colorectal cancer Py
Pancreatic adenocarcinoma pathway PY
Leptin signaling pathway °

0.1 02 03 04 05
Rich factor

E'5 KEGG il = $E5-Hr< El
Fig.5 Bubble diagram of the KEGG enrichment pathway
2.6 HFIE
L AGE-RAGE {55 # I SCHEE £ RAGE Sy K132 44K, Je g 6 A~ 2y, BRIz A el R
B JEIMZE C Jeii R D (AZE S EEA 7,4 - R 5E0W R/ NV RO - T 00 . Bk 6 A5 SR
RAGE 2 [i] 34 A B A S o, 45 5 RE /> ) —26.13 ,~26.17 . -25.87 .-25.08 ,—29.01 F1-29.18 kJ-mol ™' ,
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YE#E5 RAGE 75 145 G R i i 09 I BE S B 7, 4" — — B 8 i 4 431 %245 538 5 Pymol #E47 1T 41
(K 6), BBk FIRRIEY B ERRIRFRTE S S A SRR 5L, S5 RW], 3EM BE 4 iE
it ARG-77 #l VAL-78 1 RAGE i M F AL A S ESE & 7,4/ - R AL 23id ik SER-65 1 ARG-77
£ RAGE 3 M FHASTE A S 2

T
T — :
. 7 RS
4 whe T
L e \? r )
<, - . € f
‘s IR
JP
(a) HHIE-RAGE (b) 7,4 -2 HLHH-RAGE

Bl 6 A xiEtistE
Fig.6 Molecular docking pattern diagram

2.7 AGEs-BSA 5 MiBHMAMmSERR

i CCK-8 524, XA W) e i 1Y) AGEs-BSA Xf RAW264.7 4l ifd 384 5l 175 100 i 5% it , A H: 40 g 75 7
(Bl 7(a)), 45H %W, AGEs-BSA Y JE 7E 25 ~ 500 wg/mL 3 [l P B 356 A5 I 0 40 o 25 1k, fe X i 9%
200 pg/mL¥k 1Y AGEs-BSA HH4T/54E50 5 .

I CCK-8 S5, %5 2 ARl B (1) 0 1ML 3 X RAW264.7 41 i 36 5 5 0 952 (1 7 (b)) . S5 5R M,
50.25.12.5 pg/mL B i35 BEAE 25 10 ) 40 MU 51 (p<0.001) 11T 6.25 wg/mL K2 LI A4 45 24k B2 X 240 i 44
BEJCHH RAMEIVE ] . R E$E 6.25 .3.13 1 1.56 pwg/mL 3 N4 259k 5 ] T IR L5256

151 157
ns
i — T
| T - | e
s TR AL L « o
e H
& s HRE
= 2
g o5t § o5t
0 0
0 25 50 100 200 500 0 020 040 0.79 1.56 3.13 625 12.5 25.00 50.00
e ¥/ (ng-mL™) e ¥/ (ng-mL™)
(a) AGE-BSA (b) Je1 ks

HSEWH(GYIRE R 0) b, ns BRI IT2¥2E5, “p<0.001,
7 AGEs-BSA 5Jpifi % RAW264.7 4iHII% 1 (0 (n=3)
Fig.7 Effects of AGEs-BSA and Resina Draconic on cell viability (n=3)
2.8 R IMiB%75%% AGEs-BSA S H) RAGE &K%
P TR T 6 fLAR Y, 43 % BRAL S AL 20 D) K e it v 25 245 41K v s R0 s A, BR O BRZEL AR 3 A
200 pg/mLI% AGEs-BSA, 5% RAGE ik R IR &Rl s 41505 A 1.56 3.13 1 6.25 pg/mL B ¥
138 25 W)L R E 24 h, $RECAN I 85 11 /5 51T Western blotting S256, 25 R UL 8, 45 5380, 200 pg/mL
AGEs-BSA ZbFAA AT D I 242 = RAGE [WEE 13RIl e B 45 25 /5 g i 7% RAGE By &k, HAE 1.56 ~
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