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[ ZE] HH: Wi EE3oUESE (MD DNREIRITER, Jf AR & KI5 77 MIAY ¢
SRS FHLE . FEE: M50 H 57/ B AL 10 H/NRAE B F AR 5348 40 H/NECR O E A2
AR S 45 L8 7 /N UMY, s B ) 1) 40 U/ BRUBE AL 3 AR 2] | R AR 9 R 4 (5 mg-kg !
MER), mAEMSERA (10 mg-kg "MER) MHEEAYWH (KIFEHALA) (2 mg-kg KA
), B 10 R, Frge2l dEBEESTAZY, BH 1K RS O 3h R4 4L/N R Th e br, i
B e W B (ELISA) 60 45 4 /)N Bl i ob LR B4 1) T/ (CK-MB) FIALES & 1T (cTn-1)
K, HE Y@ Mg 45 41/ RO LA UK BRI 25 2 B, Masson 4 8 W 545 41/ U0 LA LT 4L 15 B
G 20 LU 2 Y 0 1 R0 088 56 ' A I 4% 2 /I BUMIT 3 5 X0 LA 40 CD 31 363K 55 0 R A 1 A K i .
FIHA BN F A DG BE T (Pubchem) SRV S RE5HE R, RS AT IEUREE (SWISS)
FE B AR RBEE (QSAR) BRI 8 R A S AT, SR TIH MG 35 I N 28 B4 % (GeneCards) . £ [A
W 25 %4 e (Disgene) FIFEZk A2 (8RB 08 2 (OMIM) R B MITEEE HE 0, 2R OCHEE .0
WUREZE” , R4S 55 22 FH O 1Y 4 30 5 i 0 o o O MR 3 25 100 0 5 5 00 1) I 0 2R A7 3 A DC i O 5 4R 2 ) 4
5. 32 H String BUR PEA A R (- UM EAER (PPY) MOZ5 1A, S HCHE & 550 1080 A 58 8 217 T
e, AT FIRT MIMG @M. &R SHFARM K, BRA/NR A= a%5 (LVEF)
e 4 4 % (LVES) W R FRAE (P<<0.001); SAEMYAL s, 0w ) i 10 o 2% 2 SR IR
FIA/NRLVEF fILVFS B 7+ /5 (P<<0.05). ELISA#k, ST R4, R /N R
CK-MB #l¢Tn- [ AKFB & (P<<0.001); SBIRVZ L, AR e 0] A5 o 3R A1 S MR 1) 28 /)
UM% o CK-MB Ml ¢ Tn- T K370 8 FA% (P<<0.01). HE 3o, A2 /0 Blo LA0 e 25 ek 4x
M Z AL AW B, RYEA MR E R £ (G50 AR R AL/ RO ILAN IR B8 AR B A
By e ) e AR 2K A /0N B AL AN R R Bk RK L HE B R T R AT A D 24 e IR B R 2% A% . Masson Bt (@
PRV ZH /N B WLEF AL B S, O 5 T RE AR, IR s A B AL/ B0 LT 2 b T R AR, o 5 40 ) 2
el B &, R P 2K A /N B0 LS 4 b i A s/, 2R 4k AL T BRI AR s ek e . e
Uk e I M e 9O, SRR AL, @R R A/ R ML & OB A S0 e (P<
0.05). M HE, MERAA YA 1004, Hrh 684 M E R-MIMIL R G, 5 MIA LKL
L R 4G R AE K 324k (EGFR) . B AR I LR 3-8 i A6 7 PR o (PIK3CA) it 484k ¥y i
RIG R G 2Ky (PPARG) %o 70 FXHES AT 85 R WoR 8 1 5 G . EGFR M PIK3CA Xf 4% R
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Therapeutic effect of prunetin on myocardial infarction model
mice and its mechanism

CAI Meng, GUO Yang, MA Yingfang, CUI Jinglet, LUO Jia, WEI Lili, ZHANG Yunhua, WANG Yang
(Key Laboratory of Xinjiang Local and Ethnic High incidence Diseases, Ministry of Education, School of
Medicine, Shihezi University, Shihezi 832000, China)

ABSTRACT Objective: To discuss the therapeutic effect of prunetin on the mice with myocardial infarction
(MD), and to clarify the key targets and molecular mechanism of prunetin in the treatment of MI.
Method: Ten mice were randomly selected from 50 ¢57 mice as sham operation group; the other 40 mice
were used to establish the MI mouse models by ligating the left anterior descending coronary artery. The
40 successfully modeled mice were randomly divided into model group, low dose of prunetin group (5 mg-kg ™'
prunetin), high dose of prunetin group (10 mg-kg™" prunetin), and positive drug group (2 mg-kg™' enalapril) ,
with 10 mice in each group. The drugs were administered by intraperitoneal injection once daily for
21 consecutive days. Echocardiography was used to detect the cardiac function indexes of the mice in various
groups; enzyme-linked immunosorbent assay (ELISA) was used to detect the levels of creatine kinase-MB
(CK-MB) and cardiac troponin I (cTn-1 ) in serum of the mice in various groups; HE staining was used
to observe the patho morphology of myocardium tissue of the mice in various groups; Masson staining was
used to observe the fibrosis of myocardium tissue of the mice in various groups; immunohistochemistry and
immunofluorescence methods were used to detect the expression of CD31 and the number of new blood
vessels in myocardium tissue at the MI border zone of the mice in various groups. The Pubchem database
was used to obtain the structural information of prunetin; the SWISS and QSAR databases were used
to obtain the targets of prunetin; the The GeneCards Human Gene Database (GeneCards), Gene Web
database (Disgene) and Online Mendelian Inheritance in Man (OMIM) database were used to obtain the
disease targets of MI; the targets of prunetin and the disease targets were intersected to identify common
targets. The String database was used to construct the protein-protein interaction (PPI) network diagram.
The top-ranked targets were selected for molecular docking with prunetin to analyze the signaling pathways
of prunetin in the treatment of MI. Result: The echocardiography results showed that compared with sham
operation group, the left ventricular ejection fraction (LVEF) and left ventricular fractional shortening
(LVFES) of the mice in model group were significantly decreased (P<C0.001) ; compared with model
group, the LVEF and LVFES of the mice in low dose and high doses of prunetin groups and enalapril group
were significantly increased (P<C0.05). The ELISA results showed that compared with sham operation
group, the serum levels of CK-MB and ¢Tn-1 of the mice in model group were increased (P<C0.001) ;
compared with model group, the levels of CK-MB and ¢Tn-1 in the serum of the mice in low and high
doses of prunetin groups and enalapril group were significantly decreased (P<C0.01). The HE staining
results showed that in model group, the morphology of myocardial cells was altered, the tissue arrangement
was disordered with obvious rupture, and inflammatory cell infiltration was increased; in low dose of
prunetin group, the degree of myocardial cell necrosis was alleviated ; in high dose of prunetin group, the
symptoms of myocardial cell swelling, disordered arrangement, and myofibril rupture were significantly
relieved. The Masson staining results showed that in model group, myocardial fibrosis was obvious and the
anterior ventricular wall was thinned, while in low dose of prunetin group, the myocardial fibrosis area was
reduced, significantly inhibiting the development of fibrosis, and in high dose of prunetin group, the
myocardial fibrosis area was significantly decreased, and the scar-like changes caused by fibrosis were

alleviated. The immunohistochemistry and immunofluorescence results showed that compared with model
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group, the number of new blood vessels in the MI border zone myocardium tissue of the mice in high dose

of prunetin treatment group was increased (P<C0.05). The network pharmacology results showed that

there were 100 compound targets of prunetin, among which 68 were common targets for prunetin-MI.

The key genes related to MI included epidermal growth factor receptor (EGFR), phosphatidylinositol

3-kinase catalytic subunit alpha( PIK3CA ), and peroxisome proliferator-activated receptor gamma( PPARG) ,

etc. The molecular docking analysis results showed that prunetin docked well with the key targets EGFR

and PIK3CA, and had better affinity with EGFR. Conclusion: Prunetin can promote the angiogenesis of

capillaries in the infarct border zone of the MI mouse models to alleviate ischemia-hypoxia injury, thereby

alleviating cardiac dysfunction in mice after M1.

KEYWORDS Myocardial infarction; Prunetin; Angiogenesis; Network pharmacology; Molecular docking
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£ EFF, OWFESE (myocardial infarction, MI) J&
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R AE MK A i /)y BRc I 1 2 57 38 A6 I 52 8l ik
RUIMI KRG 2 fib & B & M8 A R 0, H X Fh
L Tl 0 VA < S NS W /= BTN || N <0 7B SR 7
AGHAJANIAN 45 BIF5E 7R« 1% 40 91 558 B R 334
BN O E B A SIE . T 40 . 20 B A IR R
oLV N R 1 B BRIE 56 ) DL EGE MO DI RE
FEAR HE MI XI5 8 A4 . FE S A 2R
PERL T AR 2 8 R A, &R UM B HDIE R
AR M g% 3 [ 45 0 5 AR A T AN i A Y B
Az B0y v 2 3% 0 T K O RIS I 25 A< B Bk
T PR R BB TP A 8 E S8 5L A A 0 LR i
AU A A R TR T (R E AT N E T 2
W%, AN RN K, RITRIK . e
B 1= AR AL S YR A RO AR BRI 42
HAHZR, MERE T RAMDME, &5k
G —Fr, B WSS Y0 2 82 AR
M, AREPUARAN . PR . PUIRRE . PRI ECE A
A S RN T R AR oK Bk
A BT A Ak, R RE S G B PR AZ IR g
G, P CE R R RR B 1T (cyclic adenosine
monophosphate, cAMP) ik K . 5 H bf
g8 R AR R R LR RS0 LR
Difr DA, (ERE B 3% E HA O 5 v 10 2
AE B35 VR TH R BB 52 4 I W] o A AIF 5% ) T O 75 .0 3
KBl . HEZ4 (a8 . Masson J o S e 20 U4k 5 g (%
FI P2 9 Tk 55 T 1L 45 6 I 2% 24 B2 [ 43 - AR

TR B R RE T 08 o I A B T R T RE L B ]
B ZO0 MRS L BAARBLE], S MR
7R AL RIS

1 HR5%®

1.1 ZBRHH EZZXMNPE 50 H 7 50 HEE
ST/, WAL N A HEARERAF, )
Y =Rl E S . SCXK (1) 2024-0001, /M HE
M E B K, 12 h B s 58 B R B rp 3 0 M AR 3R 7 d
T, HME R (4 =970, iS5
B30453) W B Fi#Ed AR AR A A, Sk
AR KR 3 ) W [ 7 7 1T 24 b 4 T YT 95 1 24 B ) A
B2 |, WK SR Bl 3% (enzyme-linked
immunosorbent assay, ELISA) &M H k7L
AW N TF, K BB/ BN AR R 40 A B
F-1PUiR I 5 3 2580 7], Masson 2 R 7]
A, 6- TR IE-2- R L W e (4, 6-diamidino-
2-phenylindole, DAPI) W AL RIFEEARA A,
SERBERRIBER (BPE 25 153717015) W [ 15 Bk
JE R A R T, HE §e i 5] &l g i %
R A A . KRR 2 2 WL (85
VINNOG6) 1 [ 75 M AR A BRA R, BEbR (7
51 Multiskan Fc) My FHL (A5 . HM325) 1y
M 36 EZE B R A A, RO M B (B
ECLIPSE Ci-L plus) WA HAJRHEA R, HE%HT
FEEAL (B5 . BSA124S) W [ 1% & 38 £ F] H 2
A, HIREBEKEER (RS, HH-2) WAL
SN TE L, WK R RE 1400 BT REEEEI [ LV 4 b
BEIF A R A A, WL e (345 . HFsafe)
WA EENREAE, ANAENL (845 EG1160)
WA E R R A, NSRRI R (R
OX143PH) W A 4t 5t 3 FEEE o B 7 55 A IR A | .
1.2 PR MIBEA R & 7N 57 /)
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B, 50 H/NER AP B ALEE B 40 R AT iR . 4T IR /)
e R IR 37 °C, B 10 min, 3410 K
INBRAE R FARA . &4 57/NRH 1% 5 5kt 4k
FERRIE, R S5 B /N BN RO B 2 e R R -
FAXBAHREH LBRE, JFH75% LB
IR RE o 76 BE B 55 1 Pk b AB0R 1) 22 K 2 1 em
Pmyre, fEY)Oab iR A S L 1k i B EEPE S B
N ZHA B EEWAT W, SR =S A
JU ) B A, D o A T I ) B, PO Bk 3h
2 TR BT A O JIE A BT B b B AR o WA
H- 55 il 2l bk B o, 2 ) R TR Ak ) R 1~
3mm fF Ak, SRH]6-071 2k 48 G BT I AL B 5 4
o, BROREEFLIN RIS T BESS T Ik B AR T
() BERE o JE 2 [ s, 2 0, [ i Bl s i 5 )
FAb 7B 48 5 2k 0 TR 58 UG T B S R ke ok B &
0, BRI IE® 1~3 min /IR, BFARLHN
B FEAR Y A 8 5 F AR LM A, Ha T AR
55 1 AR ZH /N BUAH TR o

1.3 SBsithaatseds b 40
FUBEAL 3 AR A | R AR v R A e R
RAFHEL WA (BIRERME), A I10H, N
TR RIS U H IFdh AR ey ) e M R 2 /N B )
S I 5 5 10 mg-kg PEBEE, IR A 4L/
FESE 3 JHME H 45 25 2 mg-kg KRR 5 AR 4
AR T A 2 /0N B S A [) 5 o 9 2 BRER K, B
H1w, #2e3. BRIRTFARAN, HAaA4dKET:
1T HUNEL, 7S S0 g DRSS A A1 R BT R 4/ B4
1 HARIR O 2 5 5 i L B, ELISA S259 1l b 4 B
PLREE AR 5 HU/N UM, B0 5O S5 30 R 5 21
6 HU/NBLOE,  FHA /N G IR T HAl S 5

1.4 SEAEFEMNESEDRSHEERF F4D
B AT R ] 5 T SR A AR b R AT R A A A, I A
AN BLAE 0 & S I 43 B0 (left ventricular ejection
fraction, LVEF) Hl A .0 = 5 B 45 & 3 (left
ventricular fractional shortening, LVFES).

1.5 ELISA %54 & 28 K o i ¥ ILER L 8 F
I B (creatine kinase-MB, CK-MB) #= & BL AL 45 &
@ I (cardiac troponin [ ,c¢Tn-T )KRF /NEARHE
ML 5 A R R E TEIRT 2h, A)EMRE
L4 CL 1000 g0 20 min 5, HUCEIE T
FRCT —80 CAR IR VKA P AR A7, JH T RS2 585 .
N EAR R R %, BEARHERT R, AR A
PRUES IS 37 CHER 1 hs AR BT KU ALY

il

7N

=

FZAPUR . WA AW TAERAURY o M40 & vt
] 4545 7€ I ] EATHR A AR WS 7 ENTE B
450 nm ZE I 5E & LY ROEEE (A) i KA AfH
RAFRHEMZL, T8 CK-MB & cTn-T K.
1.6 Z#EmAH4E DEROMEBA 4K 28 HE
W E 12 he Bl S BRI K , WK 58 UG #5882
FROR B B B K B S O IR R B L R0 R
T A Y FARIR T & B, T E R
TRAF o P BE P2 38 TS SRl [, WY R R
50 pm B, HER WAL LB R, K5
REJERE RS pm, KUY A B R Tk I,
RRpE, =IRAAMW.
1.7 HE2 &M E XA PASCHNALRERS
AR KHAMUIRETHERE L, A 65 CHAH
W R 2 he A1 U0 R B0 08 &2 7K 5 45 U1 R ik &
ARG . BRPR OB . AR, BREW. AXK
Ko B, ASRK . ¥ O 58 sny Ul e AT K &
. BT R R R, SR E A, B
WMEE I RAE BIR
1.8 Masson & MERZ B DKL HLHE R
K25 4L/ R0 IR AL 2L A W5 D) 7 F 60 “CHE A b g
fil 1him, Bas =K, ALl T 5 4Ll xs U ik
T (291 min), FAEREUs, ikt h 30s,
Ve LS RIGMA IS 30s, ik
30 sYE LYW s M IS 40 (O 4 5 min, )5 M
RATE A Y AE Y 5 min, LK LERY A £
FN R R RL N o mc P i w7 D =R U D I R G v )
R, e BB B, JERERIR .
1.9 SBEMABMAFEREEEMNEHEPIAMIZER
SRALZA R P CD31 R EH L A H /DN B LA
g, WHMOK . EERY) L Bk . Fr R ek
BE . #HH, CD3IIHKL CHRBEET. —HHH
2 hiim DAB W50, W N WA &4 CD31 &
RGO
1.10 S EkEma & AMIZEKSILE
L CD3LAZHL BUNROIEH L, M
K AASEYI L Bk BUEAEE  BEB N R
FALER . B, BPAISHRE, PBSZE ol vk,
TN CD3L R T4 CoOkFE L&, KH,
PBS ZZ e 5 W H Pt . YRR S N DAPT,
SN 1B L D= Wi I B o S S T
LS IR R A R, TE 400 X JBOR A% B B
Wi B 326 BOARE BB 3 2% X [R5 . Tmage TS #E4T 73 7
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L A9 00 R CD3L bR iy I A8, B8 €5 o 41 il
Wo TEBAFh G EYOEE , 5.0 m ARk
P, DUREF 5 2 K v il 48 50 Fe e A7 T AU IfL A8
HH.

111 ME@EkiESMIFRE FI B E R K
K E e E (The GeneCards Human Gene Database,
GeneCards, https://www. genecards. org/ ) ## 2 5
i) .0 LA FE (myocardial infarction) " K552
AH G Y 4 R i #E o A A LN 23 7 A W 1 P2
#5 JE  (Public Chemical Database, Pubchem)
(https: //pubchem. ncbi. nlm. nih. gov) 3K A% &
R OYAHCE M5 R, DAL o BR Al R 26 F1 T 41 2
& PE (SWISS-PROT Protein Knowledgebase,
SWISS) (http: //swisstargetprediction. ch/) Fl &
A REPE R (Quantitative Structure Activity
Relationships, QSAR) 2k B 8 R 09 8 05 . K P2
B 5 MI A % e 88 5 o F5 B8 HE E (Venn
diagram, Venny) (http://bioinformatics. psb. ugent.
be/webtools/Venn/) # 47 X} IR, 45 2 4H K 79 5 &
K, JF T R AT T — 250 .

1.12 AZB%F-MI- i RMEE 0k e
Mo N | P -8 A 5 A/E ] (Protein-Protein
interaction, PP1) #¢ #i# % String (https://string-db.
org) , JF &l PPI M % |8, Z J5 ¥ £ 48 & A
Cytoscape 3. 9. 1 844 2 i 9 £ (&1 . H o Bl s AR 3R
HAR, WAMEEERRANED S HE A&
e B . B BRSO B BOR

1.13 #BEFE X i 5 T8  Pubchem i
J (https://pubchem. ncbi. nlm. nih. gov) H 3k I
PE B R 3D 4 M SCE L N AR B B A A B R
(Protein Data Bank, PDB) (http://www. rcsh. org/)
oo B AR K IR T 21K (epidermal growth factor
receptor, EGFR) HIB lig Bt JUL B -3- 5 1l A1 1 7 52
i a (phosphatidylinositol-3-kinase catalytic subunit «o,
PIK3CA) HEZH, A2 EAMEAR S, X &
M 32 R AT 8, A Pymol Bk 44 v 25 B K 43
T BT RN TR, S SO EETT B 2l
6 I M 5 R 5 EGFR R PI3CA ¢ 5§ 45 1) 25 4 #ie
K HGEMME . 456 REBIK, N 5EA%E
AE 1 ARG E T A

1.14 %# %54 R Graphpad Prism 9. 0. 0%k
X B AT Ge it 7 o o 25 /N BLG D RESE bR AT
ML 2 DB AR 8 RO B 75 5 IR A, Dlats 2

N, ZHBIEAREILERHBRZE T 200, H
[) A5 A 347 B0 A L B R FH LSD-2 & 56 . LA P<<0. 05
HERB G FE XL,

2 # R

2.1 &2#a)p0RKLVEF#LVFS 5HHEFRHAILE,
HiRIH /N LVEF # LVES B B &AL (P<<0.001) ;
SRR R, AR e 5 AR 2R 2 AR TR A 2H /)
BULVEF fI LVFS ¥/ & 715 (P<<0.05), W1,

#1 K4/ LVEFHMLVFS
Tab.1 LVEF and LVFS of mice in various groups

(xts, /%)
Group n LVEF LVFS
Sham operation 9 75.76+3.34 43.72+3.09
Model 8  36.15411.33 17.474£5.74"
Low dose of prunetin 8  46.75+4.26" 23.204-4.08"
High dose of prunetin 8  52.6544.97° 27.324-3.38"
Enalaprilat 8  59.4243.52° 31.1042.25>

"P<20.001 vs sham operation group;“ P<C0.05 vs model group.

2.2 Z@h A eeFP CK-MBAecTn-I KF 5
e F AR, B /N EUME T CK-MB #l ¢ Tn-1
AOERA B TR (P<<0.001); SHORIAH ks, kAN
e R P R A SIS A 2H /) B im T h CK-MB
M cTn-1 AKFBBREEAL (P<<0.001), W2,

#22 KH/MNFIMHEH CK-MBHM cTn-1 KF
Tab.2 Levels of serum CK-MB and c¢Tn-I of in mice in

various groups (n=5, x%5)
Group CK-MB [p,/(pg-L" D] ¢Tn-1 [py/(ng-L" 1]
Sham operation 4.53+2.12 33.33:£13.41
Model 23.44+9.53" 62.424+7.05"

Low dose of prunetin 7.0042.30" 32.464-14.85"
High dose of prunetin 5.8341.38" 28.704-11.70°
Enalaprilat 6.274+1.37° 48.83+11.12°

"P<20.001 vs sham operation group; “P<0.001 vs model group.

2.3 BHANRACSMARKBERSEIL BRFRL/N
RO WA IEH , HEFVEEST, JCR M4 i ;
SRFARM R, BRI /N WU Y 2 & AR
AR AHMLIE BRI GE, HEFUZEEL, 0T WL WLER LT
RUEAMMIIRN ; SRR A, R AR e R
2H T AR TR ) 2H /0N B0 JOLER 2 HE S AR X e, O L
2 LTE Y DO RN 211 €T A N
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A : Sham operation group; B:Model group; C:Low dose of prunetin group; D:High dose of prunetin group; E:Enalaprilat group.
1 &4/hRo NHSRETE SR (HE, X 400)

Fig. 1 Pathomorphology of myocardium tissue of mice in various groups(HE, X 400)

2.4 BHPRCMARLEHRLEE Masson L {4
R 5SERTFARA L, BAH /N O L4
R TR R S 3 K, O R REAS G AR LA,
IR0 o M v 2R AN B0 LR i Al i AR s/, s )
PR R AL/ 0 LT 2 b 72 ] A B o,
MI 5 09 2F 4 Ak i o MROIR 5 ) 41 /0 B O LT 4 b
T AR A H SO S i i MR s R A . LA 2,

2.5 BAPLEAMIZER AR P CDIIEEG R
B SERTFARA R, BAL /N MK
FCD31EH R AL WAL SHA 4 g,
e ) AR R LN M 4 X0 WL 4L CD31
MRS E T, WO R ZH /N B MR 2 X0
Mg CD31 & Rk it W] ARk . DL IRl 3,

A B

D E

A': Sham operation group; B:Model group; C:Low dose of prunetin group; D:High dose of prunetin group; E:Enalaprilat group.
H2 K4/ RONARS LR E (Masson, X150)

Fig. 2 Fibrotic degrees of myocardium tissue of mice in various groups (Masson, X 150)

A': Sham operation group; B:Model group; C:Low dose of prunetin group; D:High dose of prunetin group; E:Enalaprilat group.
B3 FHEMRMIEEZRONAR T CD3IEARKHI (FEALLSE, X400)

Fig. 3 Expressions of CD31 protein in myocardium tissue of MI border zone of mice in variou groups

(Immunohistochemistry, X 400)

2.6 HEFAFHEMNEMEDRMIZ LRSI LR
P CD3ZGARPHLALERE SHTAR4AL
B, BRI /N ML & X LA 8 CD31 & M
FR BB, A MEREER LRI *E
X (P>0.05); HEAIHE, SR sy
N MR XL CD31 & R BT,
B M ECR T (P<<0.05) 5 MR F1 41708 B
MI i % X0 L 2 CD31 8 H & ik i 0 B ik
L B mE R 2E S RG I FE L (P>0.05),
ULIE 4 F13 3,

2.7 BEESMIELAHFRE KMERHA
Pubchem 4l b, AR U B Z WA XC S50 15 B
TR AR A 45 H A B A SWISS Hls i b 46 &R
F) 100 S FER 4, L “myocardial infarction” A
KB TR 7E GeneCard Ui 17 3K B MY 8 55, IF0%
YR B AT NSRRI 4 067 AN o0 5, Wi i =
F14) B 5 G A A 5T R A D T B 5 A e 4, JLak
B[R B g 681, Mg B, WE S,

2.8 BEFEMI s MER KBEENLY
MI ¥ &5 [l if 5 A STRING #3441 i PPI
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A': Sham operation group; B:Model group; C:Low dose of prunetin group; D:High dose of prunetin group; E:Enalaprilat group.

B4 ZH/PRMIAZKOH

HEH CD3LEARB B (GIEHR N, < 400)

Fig.4 Expressions of CD31 protein in MI marginal zone of mice in various groups (Immunofluorecence, X 400)

£3 FYPBRMIBKXHEDEHRE

Tab. 3 Number of new vessels in MI marginal zone of mice

in various groups (n=6, x+s)
Group Number of new vessels

Sham operation 12.24+5.62

Model 10.67£3.74

Low dose of prunetin 18.22+5.26

High dose of prunetin 22.06+8.65

Enalaprilat 12.11+£6.50

"P<20.05 ws model group.

Prunetin MI

32 68 51999

El5 #BERSMINEERER

Fig. 5 Intersection diagram of target points of prunetin

and MI
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Fig. 6 PPI network diagram(A) and target network (B) of prunetin and MI

B7 #BERSEGFR(A)F PIK3CA(B)AF & H
Fig. 7 Molecule docking diagram of prunetin with EGFR(A) and prunetin with PIK3CA(B)
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