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21 . HG+miR-409-3p 48 .HG+ si-con 28 . HG+ si-CACNB2 48, HG+ miR-409-3p+ pcDNA #= HG+ miR-409-
3p+ pcDNA-CACNB2 41, £ F % % & % PCR(qPCR) i # M miR-409-3p # 48 %} %k ik &, Western blotting
(WB) ikt i) L- &, /B4R #1745 18 38 BCCACNB2) | 2 % 89 ¥ B X & 85-3 (Cleaved caspase-3) & & & £ % . 7% X,
2 i A (FCM) ¥ 2m e, 8 = » B BE %, 9% B W 3K 30 (ELISA) 4] £ 5% B F K-, B AR AL Z 3K, 7] & 4 ) &4k B g 48
¥ ¥ AR, WK EBA N (LRA) B 4E miR-409-3p 5 CACNB2 iA#x % 2., &8 HG 4 miR-409-3p 48 3F & &
FAK T2 . CACNB2 mRNA ## B G A5 & T BAE., £ F (A %+ %5 L(P<0.05 ., miR-409-3p 7T
et 454 CACNB2, £ HRCEC #Zm ¥ # s394 CACNB2 ¢ %35, 5 HG+ miR-con 4848 b, HG+ miR-409-
3p 40y SLEE BL 2B (LDHD B 4 B Ak (GSHD K F 9+ 3% (P <C0. 01) ,CACNB2 & & &5 & . % % A (ROS) & &
—# (MDA) K F 4% (P<<0.01) ;5 HG+ miR-con 2848 b , HG+ miR-409-3p 28 Cleaved caspase-3.Bax & &
AR MR T E, G min-F& (L)-6.1L-18 & IL-18 K -F ¥ B A&, B &, 29 Jo 18] 46 4 F (ICAMD & & & &
FTHAK, 2 F A% FEL(P<C0.01), sk CACNB2 A4 me94F A, it &2 CACNB2 7T i# 4 miR-409-3p
if & ik s HRCEC @ fe AL ik oA = K R R ag#om . 4518 miR-409-3p 474 HRCEC 4a it 69 R.AL &2
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Mechanism of miR-409-3p regulating diabetes retinopathy by targeting CACNB2 "
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Abstract . Objective To explore the effect of microRNA-409-3p (miR-409-3p) on oxidative stress,apopto-
sis and inflammation of human retinal vascular endothelial cells (HRCEC) and its mechanism. Methods The
HRCEC cells at logarithmic proliferation stage were divided into control group, hypertonic glucose (HG)
group, HG+miR-con group, HG+miR-409-3p group, HG+si-con group. HG+si-CACNB2 group, HG+ miR-
409-3p+pcDNA and HG+miR-409-3p+ pcDNA-CACNB2 group. The relative expression levels of miR-409-
3p were detected by fluorescence quantitative PCR (qPCR) ,and the protein expression levels of L-type calci-
um channel B2 subunit (CACNB2) and Cleaved caspase-3 were detected by Western blotting (WB). Flow cy-
tometry (FCM) was used to detect cell apoptosis,enzyme-linked immunosorbent assay (ELISA) was used to
detect inflammatory factors,oxidative stress related indexes were detected by enzyme-labeled instrument and
kits,and the regulatory relationship between miR-409-3p and CACNB2 was verified by dual luciferase assay
(LRA). Results The relative expression level of miR-409-3p in HG group was lower than that in control
group,and the mRNA and protein expression levels of CACNB2 in HG group were higher than those in con-
trol group,with statistical significance (P <C0. 05). MiR-409-3p targeted to CACNB2 and negatively regulate
the expression of CACNB2 in HRCEC cells. Compared with HG + miR-con group, lactate dehydrogenase
(LDH) and glutathione (GSH) levels in HG+ miR-409-3p group increased (P <C0. 01),while CACNB2 pro-
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tein expression levels, reactive oxygen species (ROS) and malondialdehyde (MDA) levels decreased (P<C
0.01). Compared with HG+miR-con group,protein expression levels of Cleaved caspase-3,Bax,and apoptosis
rate,interleukin (IL)-6,1L-18 and IL-1f8 levels in HG+miR-409-3p group decreased,as well as protein expres-
sion level of intercellular adhesion molecule (ICAM), and the differences were statistically significant (P<C
0.01). Knockdown of CACNB2 had a similar effect,and overexpression of CACNB2 could reverse the effects
inflammation of HRCEC
Conclusion The inhibition of oxidative stress,apoptosis and inflammation of HRCEC cells by miR-409-3p is

of miR-409-3p overexpression on oxidative stress, apoptosis and cells.

related to the down-regulation of CACNB2 expression.
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(miRNA) & K 292 22 > 8% 1 IR 1Y A 6 AE g 15 /)
RNA J3F 75 5% 5% Ja w] 40 il BI04 90 56 B ) 2% 308 i 9]
BAES WA, o — 2 2 55RmERY . miR-
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BL 25 ORI B G st R R A BR A A OB
6 BTG PEAR I (LRAD 357 & W A 26 [ Promega 23
7)), CACNB2. 1f 14 % (ROS) . Cleaved caspase-3.Bax
K Bel-2 Z PRI A 35 E Santa Cruz 24 W), BiAR
o EAE Y B AR IC 0 L E BT SR TeG LRI B 36 1 Sig-
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1.2 HRCEC 4ifMi¥s 3 & 7 HRCEC 41 fid. F 4
10% FBS ) DMEM $5 5% 5 8 1485 il 55 35 48 h 47
B B SN 37 CLCO, RBUAr B 5% 18
97 % o R A AR KR B (A B A 2 80 %0 ~ 90 Yo it
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1.3 iS5 nd #yai—KH 1X10° 4
HRCEC 4l i % %0 % 6 LK. ] 50 uL Opti-MEM 5
Fi HeA B miR-409-3p i3 323K WKL M 25 1 5K (miR-
NC) ., ¥ %5 i HRCEC 4 g 4y %t 18 41 . 5 1 45
ZpE(HG) 4 . HG + miR-con 4 . HG + miR-409-3p
41 . HG+ si-con 41 . HG+ si-CACNB2 41 . HG + miR-
409-3p + pcDNA F1 HG + miR-409-3p + pcDNA-
CACNB2 4. *F W20 F§ 5 mmol/L Ay % %45 ¥ &b B
HRCEC 41l 48 h, HG #H Jf§ 30 mmol/L 7% %5 8 4t
1 HRCEC 4 fifl 48 h, ##R& Lipofectamine™ 2000 iz
) G AR 2D TR ZESR L FF AR B TTRL % g 2 HRCEC 41
M e d5 2k 5 he B Y5 . A 30 mmol/L Y
B PR SRR FE 48 h WL H A4 F .

1.4 2856 PCR(qPCR) B 46 I 4 ffg tp miR-409-
3p.CACNB2 %35 Trizol i |32 B0 i i RNA,
R A% BRAX (£ [ Thermo 24w X RNA i 17 %E &t
Fie 0 3 SR R AE U] B RNA 30 5% 5% cDNAL X
BEJEI AT 4G . 9B 4502 95 "CHUZM: 3 min, 95 C
sk 15 5,60 “CIR Kk 30 s,72 °C ZEff1 30 s, HLfFH 35
W, miR-409-3p: L W 8l ¥ K 5 -GCGAATGTT-
GCTCGGTGA-3', Figal ¥ H 5 -GTGCAGGGTC-
CGAGGT-3'; 8% U6. LiF5I4H 5'-ATTCCCCT-
GTAGGGCTATGA-3", F W5l ¥ K 5 -AACGCT-
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TCACGAATTTGCGT-3";CACNB2: L5145k 5'-
AGGGTCGCTGTTCCTGCATC-3', F i8I ¥k 5'-
AATTCTTTGCCTGCTTTTCTG-3'; | & GAP-
DH: I §if 51 # & 5-ACAACTTTGGTATCGTG-
GAAGG-3', F i 51 ¥ & 5-GCCATCACGCCA-
CAGTTTC-3", LA 27% ¥ i & miR-409-3p Al
CACNB2 mRNA [ A%t ik & .

1.5 Western blotting(tWB) i #:ll 25 H #i5  RIPA
1 2 PR R AR TS L 4 L1 B B L 13 400 X g B0
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M1 h, SRJG .35 CACNB2Z 2 1) 2 e R 4 -3
(Cleaved caspase-3) . B kB 40 i si-2 25 14 (Bel-2) Fll
Bel-2 &k X # H (Bax) —$15 PVDF i 4 CHi & 1
B, TBST YEEE 3 ¥, P AR L AL B AR 10 19 — 910 % I
JEE 1 h, YRR S W52 R A E 1R R e g A IR
fd 1] Tmage J 24443 & 25 B 450 K BE{E . DL H 9 &
H5 W2 GAPDH %45 (9 K BEAE 1 LU (B #F 47 8 T AH
Xf A i
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3p HM ALK CACNB2 fA7E 45 & i s, 1@ CAC-
NB2 B4 % (CACNB2-WT 44) Fl %€ 45 %1 (CACNB2-
MUT 4D %ot R it 5 24k . i Lipofectamine™
2000 & 7 & 4> %1% CACNB2-WT, CACNB2-MUT
5 miR-409-3p. anti-miR-409-3p, miR-con, anti-miR-
con iYL HRCEC il ., 4% 24 h J5 .38 & 9806
BT R ) A U A 6 o 2R T ) 9 o L R
DL R 98 R S Ve /1 B 08O R TS R Y
IR
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#2538 % 10 min, 1% BSA 2 30 min, 41 iy
T N3 R RE S Y ] (1 s 2 000) ) ROS — i,
A CWEE R N2 6 P (1 = 1 0000, DAPT 44
PLA% e JE R B ] AR B 3500 106 BT A3 L BT 2 Ok T
KANE o 26 R T R ERIER .

1.8  RAEHFHI WA, 13 400 X g B0
20 min, YR FUE - 2 B G 4 25 R BT a0 36 (ELISA)
o I3 7] G 106 B P A T P 40 B A R (TL)-6 . 11-18 ¢
TL-10 73 WA 0 o {87 1 4 U K il A {00 75 TL-6 ,T1-18
FIL-18 7€ 450 nm AT 9 0% 0% B AE , I 1 5 & E
7K

1.9 EALR B AR AN, 13 400 X g B0
20 min J5 A b3 . e BRI R £ R A U0 P AG 0 2L R
B (LDH) § % (MDA) . 4 bt H Ik (GSH) 3 .
i 4 KRR A 45 LDH . MDA .GSH 7£ 490 nm
WA AR AR, 7™ A% i BRI U W S R ORI
S

1,10 ARSI AR T AR
ZHARM . A 600 pL B9 255 22 vh ik T B 20 i, P-4 IR
20 Bt 08 T 4 0 3 7 & ( Annexin V-FITC/PD) #:/E i
B, 5 m A 5 pL f9 Annexin V-FITC 36 2 i 20
min, FfIIA 5 L # PT#ES% 20 min, 300 H 4}y
SUIR/I-E U9 =Nl U oW B/ B W UK o oL I |
TR TR IT 20 0 8 TR = R R TR
WRTE., BMEMER 3K,

111 geit2# b3 I SPSS26. 0 B4 43 Bt B4 »
MEESHMATZFNITERRL 2 +s FR. MW
AL IA) F AR R ST REAR ¢ K56, 3 4L B DL b R A
Jr 22 M A B LSD k36, LA P<<0.05 hZRAH 5
EISE
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2.1 miR-409-3p fl CACNB2 7£ A i % i ifiL 45 N J2
i e SX IR . HG 41 miR-409-3p
Xf 2535 A% (P <<0. 05), CACNB2 mRNA #17% [

EHREAEP<0.05), WE1HfFEL,
BB HGLR

CACNB2 | S——————

GAPDH r. -

1 AL BRI & P R 2R A CACNDB2 & B Rk

*® 1 P 4H miR-409-3p #1 CACNB2 mRNA . &
REEBLE(rLs,n=9)

ikl miR-409-3p CACNB2 mRNA  CACNB2 &[4
X B AL 1.0740.13 1.0240. 12 0.2940.03
HG %4 0.434+0.07" 4.0940, 78" 0.46+0. 06"
! 13. 004 11.670 7.603
P <<0. 001 <20. 001 <<0. 001
T 5 R H L P<<0. 05,
2.2 miR-409-3p # ] CACNB2 ik  miRDB %4

JEF M miR-409-3p 5 CACNB2 45 & v S 0L E 2A.,
LRA il 45 5% % 7~ . A1 3 F miR-con 4, # 4 miR-
409-3p mimics ) CACNB2-W'T £H 41 fifl 7 >t 2 Fi§ 15
PEFEAL (P <<0. 01) ; 5 anti-miR-con ZHAH L, #% 4% an-
ti-miR-409-3p ) CACNB2-W'T 20 4 s 7% 5t % s 15 1
FFE5(P<0.01), CACNB2-MUT 41 411 Jfi 5% 3 2 Fj i
PEASE 22 % LG T 2% 7 X (P >>0. 05), miR-409-3p
4 CACNB2 FEHFE LB T miR-con 2 (P<0.01),
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anti-miR-409-3p 21 CACNB2 & H FE A & 5 T anti-
miR-con 4 (P<C0.01), i ] CACNB2 2 miR-409-3p
MR IERE . WA 2B % 2,

2.3 miR-409-3p il CACNB2 & [ % ik % HG i S
) HRCEC 41 il S fb W 3 i 52 45 2 CACNB2 &
355 8 fl & 41 ROS W#, HG 4 & F X 41,
HG+miR-409-3p % T HG+ miR-con 4, HG + si-
CACNB2 41 it F HG + si-con 41, HG + miR-409-
3p+ pcDNA-CACNB2 4] /& F HG + miR-409-3p +
peDNA 4, 22 R ¥ F g it 2 2 X (P <<0.01), %4
CACNB2 [ 335 8 M 45 41 ROS () Heo A 4 i — 3k
%) B 41 A e, HG 41 miR-409-3p AH X} 2% ik & Fl
LDH K GSH 7K F-FA% (P <<0.01) , MDA 7K FFF &5
(P<C0.01); 5 HG+ miR-con #H #H It » HG + miR-
409-3p 44 miR-409-3p #H ¥ F ik . LDH & GSH /K
S b iE . MDA KRB (P<<0.01) ; HG+ si-con ZH #H
. HG + si-CACNB2 41 miR-409-3p #H X} & i & .
LDH K GSH 7K 7t (P<<0.01), MDA 7K F F [%

(P<<0.01); 5 HG+ miR-409-3p+ pcDNA 4 4 Lt ,
HG+ miR-409-3p+ pcDNA-CACNB2 4] miR-409-3p
FiX 22 ik bt \LDH & GSH /KF F R, MDA /K7t 5
(P<<0.01), WK 3.% 3,

CACNB2 mRNA 3'UTR WT 5'-caggaaauuuguaauAACAUUgG-3'

miR-409-3p 5'- uccccaaguggcuogUUGUAAg -3

A

CACNB2

GAPDH

B
A BTN miR-409-3p 5 CACNB2 45 & fif ;B WB %46
] CACNB2 % (1% 5
& 2 miR-409-3p 5 CACNDB? #8 5 F 5 fu i 3=
CACNB2 EBRI*

*2 WMRARBBREZHLER (x£5,n=9)

2H 5 CACNB2-WT CACNB2-MUT CACNB2 1
miR-con 4 1.0640.12 1.0840.11 0.42+0.07
miR-409-3p 4 0.55+0. 04" 1.1240.11 0.23-+0.03"
anti-miR-con 2 1.0440.08 1.0440.15 4540. 04
anti-miR-409-3p ZH 2.3940. 36" 1.0940. 09 0.68+0.05"

F 147,584 0.717 123.758

P <20. 001 0. 549 <20. 001

7 .5 miR-con 41 FL#5¢,° P<<0. 05; 5 anti-miR-con 41 FL %5, P <0. 05,
HG+miR-con4 HG+miR-409-3p4

&
& & > &

& £ S

o 5 & &L T E é&»
5 « < ¥
%@ L & & F L & ¢

R p—— ———

GAPDH | M ——— :
A - —

WA Sk WB &I HRCEC 418 CACNB2 & [ %1%

Q‘?’
X
0‘?9
&
0\5
& &
& o
KO o

Bhﬁ'ﬂf‘x)‘ﬁ(ﬁh{)" HRCEC 4iifs ROS /KF,

HG+miR-409-3p
+pcDNAA

HG+miR-409-3p+

HG+si-con4d HG+ si- CACNB24 pcDNA - CACNB24

A 3 i % 3E& miR-409-3p, F#t CACNB2 3f HRCEC ZHi1 CACNB2 E B/ #1 ROS 7k E &
*3 i #Fix miR-409-3p. FHt CACNB2 3 HRCEC #if LDH.GSH #1 MDA 7K g & M (z+s5,7n=9)

2153 miR-409-3p CACNB2 % H LDH(%) GSH(U/ pg) MDA (nmol/ mg) ROS
popiEiiN 1.044+0.13 0. 2340, 04 100. 96413, 72 1.01+0. 10 7.5041.09 105. 76-10. 93
HG 4 0. 43+0. 09" 0.5340. 03" 55,0142, 42° 0.61+0.07" 18.2341.63" 403. 43431. 76"
HG+miR-con 41 0. 4740, 04 0. 5240. 06 53.5342.42 0.580. 05 19.77+1.17 435. 16449, 32
HG+miR-409-3p 41 4.6240.52 0.3440. 06" 0. 3544, 38" 0.7540. 08" 11.2241. 89" 178.76+9. 28"
HG+si-con 41 0.560. 05 0. 5740, 04 53.3473.01 0. 560,07 20.8141.75 432. 62437 63
HG+si-CACNB2 41 0. 75+0. 08° 0. 3520, 07 78. 9674, 90° 0. 790, 08° 10. 912, 70° 180. 46+15. 80°
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gx3 3T %X miR-409-3p.F# CACNB2 3¢ HRCEC 48 LDH.GSH #1 MDA K F R (2 +5,n=9)

2550 miR-409-3p CACNB2 B LDH(%) GSH(U/ pig) MDA (nmol/ mg) ROS

HG+miR-409-3p+pcDNA 41 4,3940.55 0.3340. 09 77.9045. 98 0.77-0. 08 12.9041.37 176.80+13. 71

HG + miR-409-3p + pcDNA-

] 2.1440. 33 0.4740. 06" 61. 0842, 42 0. 660. 06¢ 16. 6341, 36¢ 316. 50+31. 16°

CACNB2 4

F 336. 345 40, 273 70. 918 32.242 76. 241 223.583

P <20.001 <20.001 <£0. 001 <£0. 001 <20.001 <20.001
SN R . P <<0. 05; 5 HG+ miR-con 41 b5, P <0. 05; 5 HG+ si-con 41 [ %5, P < 0. 05; 5 HG+ miR-409-3p+ pcDNA 4 1.

i .4P<0.05,

2.4 3Rk miR-409-3p F LT # CACNB2 X}
HG 55 HRCEC 4 T-HY R 500 BALAT L
HG 41 HRCEC 4iiJffs Cleaved caspase-3.Bcl-2 # 3%
KRR (P<C0. 01), Bax [ 25 3k 5 M 40 M = %
FFE (P <<0.01); 5 HG -+ miR-con 21 48 kb, HG +
miR-409-3p 4 HRCEC #4i ifi Cleaved caspase-3. Bax
B AR SR T AR R (P<<0. 01) , Bel-2 & H
Feik it AN A T2 3 TR (P <<0. 01) 3 5 HG+sicon

HAH B HG + si-CACNB2 41 HRCEC 41 fifs Cleaved
caspase-3,Bax # [ % 35 it S 40 4 T R FEAR (P <
0.01),Bel-2 /K _EF+(P <<0. 01) ;5 HG+ miR-409-
3p+ pcDNA 20 A H» HG + miR-409-3p+ pcDNA-
CACNB2 2 HRCEC 4 J)ig Cleaved caspase-3.Bax &
H s i S A R TR T e (P <<0.01) , Bel-2 2
B TFREP<<0.0D) . LA 4.3 4,

HG++miR-conZl HG+miR-409-3p%H

Ao 10°
] ]
10 10
O‘Q{LQ |§ ‘é‘
o F 10 10
s 5 10°Frrra ot 109 by A0 -] A6 v
2 ,;{QO & P P VP M P W PR P Wi P M VR Pl Mt P M
3 Pl ) ) . HG+miR-409-3p+
HG+si-confl HG+s i ~CACNB24H HG+miR-409-3p+pcDNAZE pcDNACACNB24E
10* 10* 10* 10*
Cleaved caspase-il’— 10’1; 10’1;
— 108 10
- — 10'— 10'
r 1w BT S S Y I S M e
GAPDH | >
A B Annexin V-FITC
AN WB RN HRCEC 41 il Cleaved caspase-3.Bax Fil Bel-2 2 [ 35 ;B N g AR K HRCEC 44 i 1.
4 FEiE miR-409-3p FiEFFH CACNB2 3 HG %5 HRCEC 2 i i3 211
x4 i FiE miR-409-3p RixFF$# CACNB2 3t HRCEC ¢ fg ) 1= & Cleaved caspase-3.
Bax #1 Bel-2 EAFRER M (2 £s,7=9)
57 Cleaved caspase-3 Bax Bel-2 AIHPH TR (V)
X IR 2H 0.1540.05 0.2140.03 0.7240.12 2.5340.40
HG 41 0.46=+0.06" 0.44=40.07" 0.4440. 04" 12.394+1. 28"
HG~+ miR-con 41 0.49+0.03 0.4840.03 0.45%+0. 05 11.55+1.71
HG+ miR-409-3p 41 0.2340.05" 0.22-+0. 04" 0.64-+0.07" 6.75+1.09"
HG+ si-con 4 0.42-+0.04 0.40-+0. 04 0.41-£0. 06 11.00+1.91
HG+si-CACNB2 41 0.2440.05° 0.28+0.11° 0.65740.08° 5.54+1.13°
HG+ miR-409-3p+ pcDNA £ 0.24%+0.04 0.27+0.11 0.71£0.04 5.63+0.56
HG+ miR-409-3p+ pecDNA-CACNB2 4 0.3370. 044 0.3240. 04" 0.55+0. 04 8.02+1, 25¢
F 66.352 21.911 28,734 66. 685
P <20. 001 <20.001 <20. 001 <20.001

A SN HEAL R . P <<0. 05; 5 HG+ miR-con 4l b5, P < 0. 05; 5 HG+ si-con 4l %5, P << 0. 05; 5 HG+ miR-409-3p+ pcDNA 4 H.

i,4P<0. 05,
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2.5 1133k miR-409-3p F ik M T CACNB2 X}
HG i & HRCEC 20 g & i€ N 5 70 W 1% 00 19 32
M HG 41 1L-6,1L-18 K 1L-18 & T %t B4 (P <

CACNB2 21 11-6 ,1L-18 J% 1L-18 /K VA% T HG + si-
con 1 (P<C0.01); 5 HG+ miR-409-3p+ pcDNA 4
It % . HG+miR-409-3p+ pcDNA-CACNB2 4 1L-6.

0.01); Y5 HG+ miR-con #H A It . HG + miR-409-3p
2 1L-6 . IL-18 K IL-18 F R (P <<0. 01); HG + si-

1L-18 K TL-18 7K F-FH 5 (P<<0. 01)

JI_LI‘%5O

%5  FFiE miR4109-3p FiEF T4 CACNB2 3¢ HRCEC ZAHf 11-6.1L-18 #0 TL-18 4> 7k ERIZM (T +5,n=9)

2151 1L-6(ng/mg) 1L-18(ng/mg) IL-18(ng/mg)

X 2 2.2820. 24 5.0740.91 7.5840. 69

HG 4 16.75+1. 03" 16. 3841, 48" 16.2441.17°

HG+ miR-con 4] 16.36+1. 62 16.5340. 96 16.64+1.29

HG+miR-409-3p 41 7.484-0. 54" 8.1940. 69" 7.4040. 96"

HG+ si-con 41 16. 434+0. 81 16.48+1.10 16.3620. 95

HG+si-CACNB2 41 7.2440.71° 7.5540.61° 7.4040. 86°

HG+ miR-409-3p+pcDNA 4] 7.8540. 54 8.0040. 96 7.7540.59

HG+miR-409-3p+pcDNA-CACNB2 4 13.63+2.41¢ 12.234+4.57¢ 16.43-+0. 90¢

F 220. 062 61. 980 246. 548

P <<0. 001 <<0. 001 <0. 001

SRR . P <C0. 05; 5 HG+ miR-con 41 H 4, P <C0. 055 5 HG+ si-con 41 H %8, P <C0. 05; 5 HG+ miR-409-3p -+ pcDNA 41t

& ,1P<0. 05,
2.6 i Fik miR-409-3p ik Al + o CACNB2 X} &
HG % 5 HRCEC 41} VEGF fi ICAM [ HG & O‘g“’

41 HG + miR-409-3p -+ pcDNA-CACNB2 4] VEGF.
ICAM £ [ ik 15 43l s T X B4 Al HG + miR-409-
3p+pcDNA 4, HG+ miR-409-3p 4 . HG + si-CAC-
NB2 4 #) RGF,ICAM # 8 % & #7251k F HG+
miR-con 41, HG + si-con 4, Z R ¥ H K il ¥ 2 X

(P<<0.01). ZRILIE 5.5 6.,
X6 I %X miR-409-3p FiXF FH CACNB2 3f HRCEC
i VEGF #1 ICAM EARZEH =M (z£s,7=9)

205 VEGF ICAM

X HEZH 0.3140.02 0. 38740, 04
HG 4 0. 650, 05" 0. 660, 05"
HG+miR-con 20 0. 63220 04 0. 66220. 05
HG+miR-409-3p 4 0. 4440, 06" 0.484-0. 06"
HG+si-con 2 0.5740.03 0. 6940. 08
HGsi-CACNB2 21 0. 260 03° 0. 3240 03
HG+miR-409-3p+pcDNA 20 0. 4040, 04 0. 460,07
HG+miR-409-3p+ pcDNA-CACNB2 4 0. 520. 05 0. 580, 04
F 57.351 105.173

P <£0. 001 <£0.001

W5 X4 L. P <<0. 05; 5 HG -+ miR-con 41 H #5."P <
0.05;5 HG+si-con 4 5 . P<<0. 05; 5 HG+miR-409-3p+ pcDNA
4 H.P<0.05,

B 5  WB%#&ill HRCEC 45 VEGF #0
ICAM &R &KX

3 it ®

HRCEC 2 Jfd i) 5 58 2 IR &8 97 145 £E B i) 33%‘—)?
AL [ s 25 S B A k- P A AL R G ZE L 40
R()S,hﬁfﬁéﬂiﬂ’@éﬁm%ﬂmﬁﬁ,%‘Ifamﬁiﬁﬁﬁtmﬁﬁé’ﬂ
b BE 2k, i LA P BR BE ALY L kL 1
HRCEC 21 il i) 35 58 M SR B 53 W 1 1 48016 1 ¥
R0 DR #F #8 B A BRAEN . miRNA 25 A
KPP B R R LR R IR R B TR
miRNA AL 6 52 5% . R OC T JH J8 45 5 0 1 AL
il 328 5 A W 9 R . AR AT A O B R R R T R b
IEE) HRCEC 48 i . A5 40000E JR i £8 8 7K P9 e 1t B AR
A4 H HRCEC 4 s miR-409-3p, CACNB2 % ik 1%
B, 37 BF 98 miR-409-3p i of #8 1) 45 & CACNB2 %
HRCEC 4 Jfd iy %040 I 3 L 08 T 28 i 98 755 76 S A
KL .
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A BEFE K B miR-409-3p FA 5 41 1M 45 A AR
FH L3 miR-409-3p K- FE 1 BURE IR & 2 Y 5
T B W R AR 2 1B 9T I B A e 1 22 A T A B 4
e BRI B miR-409-3p 55 A g AR 65 AH ¢
SRR RERY, CACNB2 3EH 5 EREA LI H
AT A /N BRA R ) SR 2 LT i ok 45 3 T 2
5 DR & . A5 LB, miR-409-3p BE W% & 11
] 15 CACNB2 #0 ihi 3 if 45 A= 1 s [A) i & 305 3% 5K
) miR-409-3p B fk i CACNB2 ##&% 7 LDH &
GSH /K-, I i ROS K MDA /K F F . iE 8 T
miR-409-3p A DL MUK A AL B 8OK - 55 40 A BF
AR K, 1 FRKIB B miR-409-3p P 1 & 75 &
() HRCEC 41 g % i P 1L-6 . 1L-18 J IL-18 [ 43
W BEAR T HRCEC 21 il i) 28 E S, #0417 DR (4 2k
. MM miR-409-3p A 3X Fl/F FH e 0% 4 i 3R 35 CAC-
NB2 B 98 55 . X #2758 miR-409-3p Z 585 HL 1l
A BV R AT g 5 L ) 45 CACNB2 7 4 48 Jifd 41
A 1 B B A ARE S IV AH 5

5% R I8 (6 26 1 2 f VEGE 1 3838 fiL g
i CACNB2 A5 ¢, Jf 38 2 35 B i Bk 52 36 U B 173X
—iE s BB A B, VEGE 2 1M 4 A4 B A% PR 6
PR T A 1058 1 T B R % 06 R 4 D Y RE
KW M VEGE 0] By 1k B8 358r A4 i l. 7E
DR (1ML % ICAM 7K 7 5 5 R 3k, R 5 3000 4
B0 A T . AR BIE g A R E L i % 3K miR-
409-3p FEA% T HG # 1 F HRCEC 41 jig tf VEGF.
ICAM i H Rk &, AP EREIT T miR-409-3p
i 8 ) CACNB2 J8 %5 DR AEFIBLE] . HA R Z A7
FRBIE miR-409-3p ZEA[R] " FHFEEE DR Jr i fEH
TP W5 E AR T miR-409-3p Xf DR i 1§ i & 19
AL

Zi b P iR, miR-409-3p ¥ f& #f HG % S W
HRCEC 21 it 98 1=, L AE F AL #5598 2 CACNB2
KAk DR PR TT SRR A

S % Uk
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