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Influences of miR-152-3p on Angiogenesis of Rabbits with Deep II-Degree
Burn Wounds by Regulating Notch1/DLL4 Pathway*
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ABSTRACT Objective: To investigate the influences of microRNA (miR)-152-3p on angiogenesis of rabbits with deep II-degree
burn wounds by regulating Drosophila Notch homolog 1 (Notch1)/Delta-like ligand 4 (DLL4) pathway. Methods: 50 new Zealand rabbits
were randomly divided into control group, model group, miR-152-3p antagomir (antagomir) group, miR-152-3p antagomir negative con-
trol combined empty load group, and miR-152-3p antagomir combined Notch1 knockdown group, with 10 rabbits in each group, except
the control group, the rabbits in the other groups were constructed with deep II-degree burn models. After group administration, real-time
fluorescence quantitative PCR (qQRT-PCR) was performed to detect the expressions of miR-152-3p and Notch1, DLL4 mRNAs in wound
tissue of rabbits in each group. The wound healing rate and microcirculation perfusion value (MPD) of rabbits in each group were detected.
The immunohistochemical staining was performed to detect the wound microvessel density (MVD) of rabbits in each group. The levels of
serum vascular endothelial growth factor (VEGF) and angiopoietin 1 (Angl) of rabbits in each group were detected by enzyme-linked
immunosorbent assay (ELISA). Western blot was performed to detect the expressions of VEGF, Angl and Notch1/DLL4 pathway pro-
teins in the wound tissues of rabbits in each group. The targeted regulation of Notchl and DLL4 by miR-152-3p in rabbit umbilical vein
endothelial cells was detected by dual-luciferase reporter gene assay. Results: Compared with the control group, the expressions of
miR-152-3p, Notchl and DLL4 mRNA in the wound tissues of the rabbits in the model group were increased (P<0.05), the MPD and
MVD in the wound, the levels of serum VEGF and Angl, and the expressions of VEGF and Angl proteins in the wound tissues were
decreased (P<0.05). Compared with the model group, the expression of miR-152-3p in the wound tissues of rabbits in the miR-152-3p
antagomir group was decreased (P<0.05), the wound healing rate, MPD and MVD in the wound, the levels of serum VEGF and Angl,
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the protein expressions of Notchl and DLL4 mRNA in wound tissues, and the protein expressions of VEGF and Angl in wound tissues

were increased (P<0.05). There was no obvious difference in each index of rabbits in miR-152-3p antagomir negative control combined

empty load group (P>0.05). Compared with the miR-152-3p antagomir group, there was no obvious difference in the expression of

miR-152-3p mRNA in the wound tissues of the rabbits in the miR-152-3p antagomir combined Notch1 knockdown group (P>0.05), the
wound healing rate, MPD and MVD in the wound, the levels of serum VEGF and Angl, the protein expressions of Notchl and DLL4

mRNA in wound tissues, and the protein expressions of VEGF and Angl in wound tissues were decreased (P<0.05). The miR-152-3p

could target down-regulate the expressions of Notchl and DLL4 in rabbit umbilical vein endothelial cells. Conclusion: Knockdown of

miR-152-3p can enhance the angiogenesis of rabbits with deep II-degree burn wounds by up-regulating the Notch1/DLL4 pathway, thereby

promoting wound healing.
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Betiie K AR ARSI I SR 5140, T3
S IRANMIRTE , UG IR & AR Bafs, PR 1L et vl BlA HZ 2,
MERICZH UM, B 6 I AL J5 AR RS (R R B 9 R 4
A BRI R R B B BB SR 4R R B0 SR IR R
T A AR BB TR 1T BERE 6  ALA 1Y BB A BURRE , H5R
BT AE A5 A AT AR A A g AR5, miR-152-3p SR
EAHICN N A 32 B i B A5 A B Bl 1 B B AR AZ R (Ri-
bonucleic acid, RNA) 43+, W/ EIE SRR M, Hibt
miR-152-3p FHR AT LUK Ak P9 2 4H LTI 6E | insEw PR
SR BITEAE AL, I HEN miR-152-3p P REVEEIR 11 EERE4s
AT A Bt F2 . Notch 55 AT 4 PY B2 4 LD i S i 7%
G, X AT I P R I A AR R 6 PR T 3R, A i A TR
JI S B TP IR 4 A= 0o Delta #E LA 4 (Delta like ligand-4,
DLL4) £ Notch iy —Fh LA, 7T 5 REE Notch [A] 54 1
(Notch1 )54 SR (0 a1 & A= 5, 90 Notchl/DLLA 155
AT Y8055 I A T W 5 AR R AR BUEAE R M, A B
Notchl ATyl FREE 0175 T 1.0 WU A1, I3 ik S5 2 Jy 2T 4
Y AE A5 U RE AR E R R0 (4 405 11 A0, A BIFSETIE 5
fll7IN RNA J& Notch i j#% 2 5 I 45 A5 i ash % v %) 22 B2 4 (]
FUI, [ HERN miR-152-3p W] g3l i3 9745 Notch1/DLLA i %
MR 1 Re A m A A= i, A SCER SRR R UL
AL, X6 L R4 TR SR E

1 AR5 07

L1 #18

111 SRIezh#  SPF Ul 2 KR A 75 & Fe R A= Rk
HBRAF, AEFEVFAHIES SCXK (4)2021 0003, HEfk, (A
2.0~3.0 kg, ™A Fie BE b A A R [ S 55 2 0 4 B4R 461 ) 1Y)
BORMATIR TR B L5

112 TEZERKFRMF sk gkam (g5
PRI-C-0002) . A B¢ 41 Jifd % F 5 37 55 (5545 ZQ-1304) 1 H 116
IS E YR A BRA B s S i A P Bz 40 M AE K R (vascu-
lar endothelial growth factor, VEGF ) i i 9072 W [} /2 v ( enzyme
®A&E (%5

EK-R61701) A fie IfiL %5 4= 1% Z 1 (angiopoietin 1,Angl )ELISA

linked immunosorbent assay, ELISA)

W& (175 EK-R60467) W B i 4k fA: YRk A BR A A 5 /)
BUEPL . VEGF —Pi( 55 NB100-648) Al fe DLL4 —41
125 NB600-892)1W [ ikt 7 4k AL B e A IR 7 5 e
JE4T 4 Notchl —Hi (45845 YLK-KT0599) W F AR AR i) A=
A RFA IRA AL /NEIES TS GAPDH —4i (5745 AG019)Il
MG A RAEYE ARG RAT ; WFEFED R Angl —HL (555
ab133425) HRP L LLFEH/NR 4T (5245 ab6789) HRP i
BRI ILE —Hi (525 ab6885) HRP I L FHi R _Hi (185
ab6721) Wy H Abcam 23wl ; HEHi R CD34 —HT (525
HK21008 1L ) 1) [ LM ¥ 58 A= W AR R FRA W 5 34 5 RNA
BRI & (55 B518621 ) X3 Bt 2 DR A I35
& (575 E608001) RIPA ZfiE (4555 C500005-0050) BCA
A E AR & (555 C503021) — 4k JUfE SR od e
HER & (585 B639277) I A A4E T AR TR (il ) e A3 FR
3] i SP AR gl U= & (1845 SP004 1) Il [ b &
SEFE AR A RA R, SCHT 9w i R A W EE R N
(qRT-PCROMY (LA S A FRAF], hE ), #15 Ro-
tor-Gene Q ; J¥O't: 2235 1 I VA HEE Y JiAZ A (Perimed 2\ 7], B L)
5 LISCA; Jigh6 U A Hl(Leica 4 ], f8[E ), A5 CUT 4050;
FF5E 7 fee (22 S BRal A w] L, g K, -5 Motic; 4 I K il
B (biotek AR, 3& [ ), #45 Uquant ; ALy A3 AL VR L T2 T AL Ok
fili o LA (Bio-Rad AN F], ZEE), A5 PowerPac Basic
1645050, Tetra Systerm ,Power PacBasic %%,
1.2 #ik
121 BxRBRIERGERRSELT S RICH V9%
R ARR L BRI R = KRB LB S 1L 8%
WAL S, B YL B EAR A 15 om, DLAE FRER K wise 2 52 ik
R B R BRALAN (B 98 CHUK BYERE (EAR 5 cm) it E
TER IR 18 s, FAFLIEA: X FRElg 2 AT 1A,
BT YD 7 AT SRS 2 R« IR IR AU SR AT, B A I A Y
ke FLAS T DL VR, FRBAMEAIEE ST A, SRR T EA 40
H, BEHLIF B ELZH omiR-152-3p 547077 (antagomir) £
miR-152-3p antagomir FH ¥4 %t # + 25 4 41 .miR-152-3p an-
tagomir+Notchl FiflK4H , /40 10 H, Fik 10 Hgm 2 F 4 A
PEATRE B AL FRAE A X HR A . DA A= B AR K 7 f% miR-152-3p an-
tagomir ,miR-152-3p antagomir [ 4 %f #& | 25 28 Jfi i Notchl
SiRNA ki , miR-152-3p antagomir 4 & # ik 73 5 miR-152-3p
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antagomir 500ng; miR-152-3p antagomir B 4 X B8 + 25 25 4
F2 # ik S miR-152-3p antagomir [ 14 X BR 1 25 4 kL 4%
500 ng;miR-152-3p antagomir+ F {0 & # ik 7 5 miR-152-3p
antagomir 11 Notch1 siRNA JFifii4% 500 ng, X REZHAMGEAIZH Z
RV S AR AR K B A G 2 R S TR 2 A
122 REGEREZE, MBI M 5E# i & (microcirculation
perfusion value, MPD) #ill RARARULE KUK RE 2 HT
TEEHG , 2R TV 225 4 1 30V 3t A0 5 B T MPD,
WSHCAMTIE 64 8 F oK 50133 W RS SHz LR
12 em 3 AL 100 ms/Line, 4 H 534 3 KB 1ME. X
KW R B B 4 BIFE L 29 R0 IS A THA R, LA Motic 6.0 %
BB EMG AT R G s B AR, A A AR =
(L-FRaAlim R / g Al A ) > 100% RS HF RE-2
K ML , 2000 r/min #.0> 10 min FRAFIMGEE, A7 -80C & M.
THGHNKIEA 15 mL 125 A FEE S, # N5 Ebets £l

AT BRZHEY Onf SRR ISR B B B RR ), B R RBT B 24
0.5 g fATEM A KRBT T 0.5 g iIn Adfi& RIPA 243, BF
B0, (3000 r/min, 4°C , 20 min ) FRAS 7 2 22K I RR LR, DA
BCA 0t o rp S B (R B2, A7 A -80°C &5 JH 5 T 4 01 il iz ik
HLUEVCIE M FE E K B A A B 6 R TR
) AL U 4 pm JBRY) R A .

123 oA AL miR-152-3p 5 Notchl . DLL4 mRNA %%
B bR 122 iR RIS, TR IR IR T 30
Y15 RNA Pt #2070 S 3 A28 RNA, 4331 s Hvk
JE, BUE A RNA FEE 5 1A — 25 B sk oot e ik
Rl &R TR PIRS), S R8I 48 S5 R 41,
FTEEm 9 ik PCR I J 34545 2 Ct f, miR-152-3p 14
%] U6, Notchl DLL4 P53 GAPDH, SR 2 @ &yk
SR I AT AR SR A B3R SIS L R 36 1,

% 1 qRT-PCR 3|¥15 751
Table 1 The qRT-PCR primer sequence

Primer name Direction Sequence( 5'-3')
F CTAGTCCAGTTTTCCCAGGA
miR-152-3p
R CAGTGCGTGTCGTGGAGT
F CTCGCTTCGGCAGCACA
18[9)
R AACGCTTCACGAATTTGCGT
F GGTGAGACCTGCCTGAATG
Notchl
R GTTGGGGTCCTGGCATC
F AGGCCTGTTTTGTGACCAAG
DLL4
R GTGCAGGTGTAGCTTCGCT
F GCACCGTCAAGGCTGAGAAC
GAPDH
R TGGTGAAGACGCCAGTGGA

1.2.4 % 6 H4H KA 7  E 55 E ( microvessel density, MVD )
il CD34 Zfum4s FEBAREY) , W ILF ARG TR W] Ik
PE MVDU™8 122 a1 T 2L 2000 7 B 5 s R s 7K
16,.0.3% H,0, 5 JEYRALTE, L 5%1112F 155 = 4] J5 i 5 A B
200 fEAYPi R CD34 —4t, SRJ5 R A SP s 44k =it
R & E —hi DAB €, , 58 i S 2 2 AL BRAE , 4 B 52 R
REME, Lh Motic 6.0 $i0hD 2% 2= B 51T R el A T 431t d il
) T AR R IR (R E CD34 B2k 40 Mo sl 4 Jfa s
R UAS M TR ) , &3k MVD= I &8 / Y1 R T
1.2.5 K& MiE VEGF & Angl K E#K/M  1.2.2 PR FELE
-80°C (1 MLV B s 218 M vk , >R JH ELISA 127 & il & H vh
VEGF J& Angl /K, B4 B2 IR S v B 43647

1.2.6 REHIEHL VEGF,Angl 55 Notchl/DLL4 B EE %
BRI 1.2.2 PORAEAE -80°C B I ZUER FURE SR L 2%
MRS, TR 20 pg SR HAEYE L BRE BHLUK JREE, L
Ayt P A RCEE T B iy S AR S0 ARYE 7 TR R
VEGF ,Angl Notchl .DLL4 GAPDH # T , LA B — 41 . — 0
T RPN G B0, R4 EIE UG LL Image -Pro plus #1453

M2 8K 455 JKBEAE, A2 GAPDH 3 b i 45 41
B AR FRIATE

1.2.7 #& i % B % Bk M B 48 B & miR-152-3p XF Notchl &
DLLA BOSBE)EEE R SR ii bk N B 40 M5 2 90 15 97 AR AR
FERTETCR 24 fLAR P (1% 1054~/ 4L), 1555 24 h J5 BEPLA
Notchl %78 +miR-152-3p mimics [ %} BE2H (5 Yy g8 AR 7
Notchl 3-UTR # 45 i %i + 25 2% it k7 ) Notchl % 4%
+miR-152-3p mimics 2 (45 R Notchl 3'-UTR #{ #5 ks
+miR-152-3p i F ik i 7 ) \Notchl B} 4= +miR-152-3p mimics
[k %k B (% Y BF 4= 7 Notchl 3'-UTR 45 BUkL + 25 2% i
#7) Notchl Bf4E +miR-152-3p mimics 2 (%% 4L %7 4= %I Notchl
3-UTR #} 4 ki +miR-152-3p i 3¢ ik fi k7 ) .DLL4 %8 2%
+miR-152-3p mimics [ X} JRAL (% 44582 7 DLL4 3'-UTR 4
MR + 23 20k ) \DLL4 2874F +miR-152-3p mimics 21 (%% 42
2875 # DLL4 3'-UTR #f 15 ik +miR-152-3p i 36 35 ki ) |
DLL4 ¥ 4= +miR-152-3p mimics B ¥ % BE4H (5% Yy B A= 7Y
DLL4 3-UTR {3 45 ffoks + 25 4% Jfokr ) .DLL4 ¥/ +miR-152-3p
mimics 41 (s Y4 MIDLL4 3'-UTR 45 Fiks +miR-152-3p 1
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FIRPORL) , KRG UK 2000 7p HAEATHE YL 24 h RJG IR AR R

2] 248 0 308 e X 0\ 2 T o5 e IR 03] 5 A 45 2 240 B XL SR BRALAR L, A 20 5 A ) 1T 2 4 miR-152-3p 5
PR BEAHXIE 1 , AL B BRI i il & W] 45 rhdE S Notchl \DLL4 mRNA Rk F4 & (P<0.05). HEEAYZH A L,
FrEE TR miR-152-3p antagomir 41 X % 0] 1] 41 2! miR-152-3p & ik F#AK
L3 Git= o (P<0.05),Notchl DLL4 mRNA % ik F+ & (P<0.05),

A SCE g ] GraphPad Prism 8.0 X HE&E 1% 347,71 miR-152-3p antagomir B ¥4 XJ BR + =5 48 4 5K 4 61 10 41 21
EPORR I PRt ) Fw, AR LER A E  miR-152-3p 5 Notchl .DLL4 mRNA £iKA T B2 F (P>
Ir 20T, WG 22 (Al 3t — 45 LA SR i SNK-q #556, L P<<0.05  0.05); 5 miR-152-3p antagomir | #f . ,miR-152-3p an-

HEFAGI L, tagomir+Notchl Ff i 2H K S 61 1 2 4N miR-152-3p A TCHH B
) E 252(p>0.05),Notchl .DLL4 mRNA 5[ (P<0.05), Uk
- 2 iR

2.1 HBAFREGEHALE miR-152-3p 5 Notchl ,DLL4 mRNA #&

%2 BAREFEAHLR miR-152-3p 5 Notchl [ DLL4 mRNA X} i%(n=10,x% 5)
Table 2 Relative expression of miR-152-3p and Notchl, DLL4 mRNA in wound tissues of rabbits in each group(n=10, x£ s)

Groups miR-152-3p Notchl DLL4
Control group 1.03+ 0.15 0.96+ 0.12 0.95+ 0.11
Model group 2.24+ 0.20° 1.30+ 0.15° 1.28+ 0.14°
miR-152-3p antagomir group 1.12+ 0.16° 2.18% 0.19° 220+ 0.21°
miR-152-3p antagomir negative
) 223+ 0.19 1.32+ 0.14 1.27+ 0.16
control combined empty load group
miR-152-3p antagomir combined
1.13£ 0.17° 1.36x 0.13¢ 1.35+ 0.18°
Notch1 knockdown group
F 128.201 93.279 81.820
P 0.000 0.000 0.000

Note: compared with the control group, *P<<0.05. Compared with the model group, °P<<0.05. Compared with the miR-152-3p antagomir group, “P<<0.05.

22 FEFREUEREER MPD RN R KA1 A A % MPD JCHH i 2% 5 (P>0.05) ; 55 miR-152-3p
EGXF BRZUAR LG R RUZH S 1] 1fT MPD B 2 B3I (P<0.05);  antagomir Z{4H [¥,, miR-152-3p antagomir+Notch1 fiRZH % .t

SRR A L , miR-152-3p antagomir 1 F A E A4 MPD  E &A% .MPD I B f#(K(P<0.05), % 3 fiizs.

W B FFE (P<0.05),miR-152-3p antagomir FPEXT HE + 25 #41

3 SEFREUEREER MPD(n=10,xt 5)
Table 3 Wound healing rate and MPD of rabbits in each group(n=10, x% s)

Groups Wound healing rate( % ) MPD(PU)
Control group - 1437.93% 251.46
Model group 29.14% 5.23 359.84+ 78.52°
miR-152-3p antagomir group 73.02+ 12.63° 1384.12+ 176.30°

miR-152-3p antagomir negative control

30.23+ 6.74 364.25%+ 90.13
combined empty load group
miR-152-3p antagomir combined Notchl
34.95+ 5.92° 391.76+ 81.45¢
knockdown group
F 65.621 140.760
P 0.000 0.000

Note: compared with the control group, *P<<0.05. Compared with the model group, °P<<0.05. Compared with the miR-152-3p antagomir group, °P<<0.05.

2.3 BARKEE MVD el R B MVD JEHH 5 2% 5 (P>0.05) ; 5 miR-152-3p antagomir 4]
Lxt BRZH A L, A ZH FR AT MVD B B BEAIR(P<0.05); A H, miR-152-3p antagomir+Notch1 #{IK2H Z 4 Bl MVD B

SRR A B, miR-152-3p antagomir 2 K1 MVD B BRFFIL(P<0.05), WA 1.38 4 iR,

F+E5 (P<0.05), miR-152-3p antagomir [PE X8 + 25 48R4 K %
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miR-152-3p antagomir combined Notch1 knockdown
group

B 1 R AR FRenl&AREEIE MVD(x 200)
Fig.1 MVD of wounds of rabbits in each group detected by immunohistochemical staining( x 200 )

* 4 SHEREEE MVD(n=10,x+ 5)
Table 4 MVD in the wound of rabbits in each group(n=10, xt s)

Groups MVD(n/mm?)
Control group 53.45+ 4.24
Model group 32.12% 2.13°
miR-152-3p antagomir group 49.36+ 4.32°
miR-152-3p antagomir negative control combined empty load group 31.01% 2.76
miR-152-3p antagomir combined Notchl knockdown group 35.94+ 3.30¢
F 89.471
P 0.000

Note: compared with the control group, *P<<0.05. Compared with the model group, °P<<0.05. Compared with the miR-152-3p antagomir group, “P<<0.05.

24 £ARHEIMTE VEGF & Angl /K R NLE R

50 BRLAAR LE AU S 1L 7 VEGF B Angl 7K-F-B i
REAI (P<0.05) ; S AIZH A1 1L , miR-152-3p antagomir ZF Z< A Ifil
1% VEGF K Angl /K7 B F+ & (P<0.05),miR-152-3p an-
tagomir BAMEXT R + 25 A AL VEGF Jz Angl 7K-F-JEH]
S (P>005); 5 miR-152-3p antagomir 2 48 I ,
miR-152-3p antagomir+Notchl F{lZH F %I VEGF K Angl
IR BREAR(P<0.05) ., HZE 5 iz,
2.5 HAREGEEL VEGF. Angl 5 Notchl/DLLA BB EH
RIEHHEM L5 R

5% BB AR L, BT 2 R G B T ZH 2 VEGF \Angl 2 13%
KKK (P<0.05) ,Notchl DLL4 & (132 ik T8 (P<0.05), S
I 20 A 1, miR-152-3p antagomir 4 5% % A i £ 41 VEGF,
Angl Notchl .DLL4 # 13k Tt (P<0.05);miR-152-3p an-
tagomir [ P Xt B + 25 28 40 % % 4 i 41 1 VEGF Angl .
Notchl DLL4 #& [ %35 JC B B 25 55+ (P>0.05) ; 5 miR-152-3p
antagomir 214 [t ,miR-152-3p antagomir+Notch1 K 2H 5 % bl
MiZH% VEGF  Angl Notchl .DLL4 & |1 F3A[AK (P<0.05 ), 1
& 2.3 6 iR
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RS BAXRHEMFE VEGF K Angl 7KF(n=10,x+ )
Table 5 The levels of serum VEGF and Anglof rabbits in each group(n=10, x* s)

Groups

VEGF(pg/mL)

Angl(ng/mL)

Control group

139.46+ 15.76

879.35+ 114.63

Model group 48.59+ 9.13° 124.86% 16.54°
miR-152-3p antagomir group 128.24+ 13.82° 847.14% 120.36°
miR-152-3p antagomir negative control
] 50.15+ 11.42 119.75+ 20.18
combined empty load group
miR-152-3p antagomir combined Notchl
54.83% 12.19° 137.92+ 18.24¢
knockdown group
F 129.145 283.808
P 0.000 0.000

Note: compared with the control group, *P<<0.05. Compared with the model group, °P<<0.05. Compared with the miR-152-3p antagomir group, °P<<0.05.

VEGF [

43kDa

Angl 57kDa
Notchl | 89kDa
74kDa

36kDa

A B C D E
B 2 B ENid ke il & A K % G EH LR VEGF, Angl 5 Notchl/DLLA
BREAFRE

Fig.2 The expressions of VEGF, Angl and Notch1/DLL4 pathway protein
in wound tissues of rabbits in each group detected by Western blotting
Note A: control group. B: model group. C: miR-152-3p antagomirr group.
D: miR-152-3p antagomir negative control combined empty load group.

E: miR-152-3p antagomir combined Notch1 knockdown group.
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B %) BB 20 L4, DLL4 8§/ +miR-152-3p mimics ZHAH %152 %
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Xt B2 5 Notchl €748 +miR-152-3p mimics 412 [fi] \DLL4 %8
AP +miR-152-3p mimics PAPEXT R4 5 DLL4 287 +miR-152-3p
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* 6 SARKEIEALR VEGF, Angl 5 Notchl/DLLA JBEEE X RiX(n=10,xt 5)
Table 6 Relative expressions of VEGF, Angl and Notch1/DLLA4 pathway proteins in wound tissues of rabbits in each group(n=10, x* s )

Groups VEGF/GAPDH Angl/GAPDH Notch1/GAPDH DLLA/GAPDH
Control group 0.79+ 0.13 1.39+ 0.24 0.69+ 0.07 0.55+ 0.06
Model group 0.16% 0.04 0.67+ 0.08° 0.94+ 0.09* 0.86+ 0.10°
miR-152-3p antagomir group 0.73+ 0.15° 1.32¢ 0.25° 1.45+ 0.16 1.37¢ 0.22°
miR-152-3p antagomir negative
0.17+ 0.05 0.68%+ 0.09 0.93%+ 0.10 0.87+ 0.13
control combined empty load group
miR-152-3p antagomir combined
0.23% 0.07° 0.74+ 0.11° 0.98+ 0.11° 091+ 0.14°
Notchl knockdown group
F 103.079 44.768 63.320 43.817
P 0.000 0.000 0.000 0.000

Note: compared with the control group, *P<<0.05. Compared with the model group, °P<<0.05. Compared with the miR-152-3p antagomir group, “P<<0.05.
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Fig.3 Binding sites between miR-152-3p and Notchl, DLL4 were

miR-152-3p 3

obtained by querying Starbase database
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Table 7 Relative luciferase activity values of rabbit umbilical vein endothelial cells in each group when miR-152-3p regulates Notch1 targeting(n=6, x s)

Groups

Relative luciferase activity

Notchl wild combined miR-152-3p mimics negative control group
Notchlwild combined miR-152-3p mimics group
Notchl mutation combined miR-152-3p mimics negative control group
Notchl mutation combined miR-152-3p mimics group
F

P

1.02+ 0.20

0.32+ 0.06*

1.01+ 0.13

0.98+ 0.15

56.398

0.000

Note: Compared with Notch1 wild combined miR-152-3p mimics negative control group, *P<<0.05.

& 8 il miR-152-3p 3¢ DLL4 $[a] 185 A &5 40 G FF 5% Bk P B2 4B REAE 3 5% S R ERTE MEME (n=6, 2% )

Table 8 Relative luciferase activity values of rabbit umbilical vein endothelial cells in each group when miR-152-3p regulates DLL4 targeting(n=6, x* s)

Groups

Relative luciferase activity

DLL4 wild combined miR-152-3p mimics negative control group
DLL4wild combined miR-152-3p mimics group
DLL4 mutation combined miR-152-3p mimics negative control group
DLL4 mutation combined miR-152-3p mimics group
F

P

1.04+ 0.22

0.35+ 0.04*

1.03+ 0.17

0.97+ 0.18

39.877

0.000

Note: compared with DLL4 wild combined miR-152-3p mimics negative control group, *P<<0.05.
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