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BE BHE:AER miR-939-5p 5348 fm MAL M BE% T Ao AAL R L4k o 8 P & 20 i (HRMEC ) #9346 A . 77 3%« 4% miR-939-5p 4%
#24% (miR-939-5p-mimic ) & miR-939-5p 474 7] (miR-939-5p-inhibitor ) 25 4« ] HRMEC ¥ , 7 ¥ 48 B8 & 48 (HG 242,25 mM) S Ak
A (LG 28,5 mM) 432 24 h, siad 0 A6 it #0K 7] & 8(CCK-8) ki) 4m it 7% 77, EAU k44 4m i, DNA ¢4 540 4% 77, Hoechst 33258
Je &AM 2m LA T, 4% R AU K F B A & E2920 ThE miR-939-5p 5 NOS2 3-UTR X ] #4254 % 4 . *F kK R LA A4 65 mg/kg
14k kAL H % (STZ)# 5 DR A i i RT-qPCR % miR-939-5p 7K -F , Western Blot #-i % § % — &AL £ &8 (NOS2) K -F, #
AAEFLL(HE) £ &4h & K AR B &, %R A LA FE F &40 ALF i Claudin-5 = Occludin 9 % & 7 & 35 3 &40 X R
A AL BEFFE (BRB )i# i 14, ELISA k4 K R 5K ¥ @A -1B(IL-18) Fe it B 3R B T -a( TNF-a)#) K -F. &R 5 LG 44
HRMEC #81t, HG 2849 miR-939-5p £ Z 4%, 7 NOS2 & & /K -F ¥ 45 (P<0.05), %k EE#HEHMNZ 27,5 NC-mimic 2448
Yo ,miR-939-5p-mimic 5 pGL3-NOS2-WT 3t #% % 28 69 3¢ % & B 7% 1 2 F %K 4K (P<0.05), 5 HG+NC-mimic 41 48}t ,
HG+miR-939-5p-mimic 2849 miR-939-5p /K-FFo2m Jo.7& /1 £ FF+ % , W NOS2 & & K-F Ao tm f A o & 2. F %44 (P<0.05), 5 DR
2848 1, miR-939-5p-Agomir 28 X AL M 20 22 5% % ik %2 , Claudin-5 #= Occludin 4§ £ K-F9 253, #8 HRE 2 F KK
(P<0.05); 5 DR #8486, miR-939-5p-Agomir 21 X & 57K # IL-1B8 F= TNF-a #) 7K -F 35 B F BAK(P<0.05), 5. £ H4E3E 50
HRMEC F #= DR X AALF & F ,miR-939-5p Ak kx4 X, ,NOS2 4 & kx4 X, L8 miR-939-5p i it ¥e.& #74] NOS2 2+ DR
X AL JEFe HRMEC 32442 3715 A .
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ABSTRACT Objective: To investigate the regulatory effect of miR-939-5p on diabetic retinopathy (DR) and human retinal mi-
crovascular endothelial cells (HRMEC). Methods: miR-939-5p-mimic or miR-939-5p-inhibitor was transfected into HRMEC, and the
cells were treated with high glucose (HG, 25mM) or low glucose (LG, 5SmM) for 24 hours. Cell viability was detected by cell counting kit
8 (CCK-8), DNA replication ability was detected by EAU method, and apoptosis was detected by Hoechst33258 staining. The binding
relationship between miR-939-5p and NOS2 3'-UTR was verified by double luciferase kit E2920. The rat model of DR was induced by
intraperitoneal injection of streptozotocin (STZ) of 65mg/kg. The level of miR-939-5p was detected by RT-qPCR, the level of inducible
nitric oxide synthase (NOS2) was detected by Western Blot, the morphology of rat retina was examined by hematoxylin-eosin (HE) stain-
ing, the expression of Claudin-5 and Occludin was detected by immunohistochemical staining, and the permeability of the blood retinal
barrier (BRB) in rats was detected by Evans blue staining. The levels of interleukin-1 B(IL-1 B) and tumor necrosis factor-a (TNF-a) in
aqueous humor of rats were detected by ELISA. Results: Compared with HRMEC in LG group, miR-939-5p in HG group was signifi-
cantly reduced, while NOS2 protein level was significantly increased (P<0.05). The luciferase activity measurement showed that, com-
pared with NC-mimic group, the luciferase activity of the miR-939-5p-mimic and pGL3-NOS2-WT co-transfected group was significantly
reduced (P<0.05). Compared with HG+NC-mimic group, the miR-939-5p level and cell viability of HG+miR-939-5p-mimic group were
significantly increased, while the NOS2 protein level and the apoptosis rate were significantly reduced (P<0.05). Compared with DR

group, rats in miR-939-5p-Agomir group had less retinal tissue lesions, the expression levels of Claudin-5 and Occludin were significantly
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increased, and the concentration of Evans blue was significantly reduced (P<0.05). Compared with DR group, the levels of IL-13 and

TNF-« in the aqueous humor of rats in miR-939-5p-Agomir group were significantly reduced (P<0.05). Conclusion: In the high glucose

cultured HRMEC and DR rat retina, miR-939-5p is a low expression pattern, and NOS2 is a high expression pattern. Up-regulation of

miR-939-5p provides a protective effect on the retina and HRMEC of DR rats by targeting NOS2.
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H AT, 8 ) 0% 4 PR s 44 400 ) J 455 2 ( Diabeticretinitis, DR )
RIREEBAE T BT IS A i JRIRYT DR BA BRI Z —,
R FR 5 2GR UK DR BE LR, BRI, &2 #HirHt
DR ¥y H A B2 . microRNA (miRNA) 7EHE R 5
(Diabetic nephropathy, DN) & JitlLiil 5 G EZ ML, R
miRNA T[figj& DN 2 Wite bn AAG 2R T st S, %2
il miRINA 25400 (00 IS 40 2 (7% 18 G AN 9 7= LA B2 5 DR AH G 138
MAETE A, IF4E DR &g & #EAR sl il v S AL R
B, miR-939 7E 1 TUHH i FIAE YR S0DHE DR S S8 35 100375 Hh Rk K
SRR, A BFSERE , miR-939-5p i i B ) 75 5 AL — 4 Ak
A4 B (Inducible nitric oxide synthase, iNOS ) & i ¥ A5 7 ik
PN R AR i A5 A B, L IRAFSE 3R, miR-939 WA S5 DR
MR A T . INOS i B 1E fb 25 F B B Fh R AE B, oA
5T & 30, NOS2 7E DR f8 35 FUHE RIS AR BRASE Y (%) 400 1) st o S
WA . —SFE R W] AE DR ZHE AR T, Miiller Ji2 B4
Jirf NOS2 iy L 8 /2 1 i DR Il 37 31 7 2 D e 5 1) 25
Kz —, 3 H, ] iINOS iE i FE Ak NO A MM siess 1 14
T RE AT,

Ktt, A58 B 7648 7~ miR-939-5p 7€ DR h i Ty fig e H:
Sob 40 IR0 JIES 3 1M 4% PN B2 48 if2 (Human retinal microvascular en-
dothelial cells, HRMEC ) (42 /E A, LA A& BaiE 1 3% miR-939-5p
ST NOS2 Syl HRMEC 45 , 1 DR AYIGYT
RIS S,

| AR i

L1

10%fiR 4R 1liL7% (FBS) B SCRE I 9 36 [ Sigma-Aldrich 24
A 5 A AL B FR 3 2(EBM-2) I [ 3 -1 Lonza 2 7] ; Lipofec-
tamine 2000 X770y [ 35 F Invitrogen A ] ; AU S0R 7 & 8
(CCK-8)ly H H 4 DOJINDO 7 ] ; Cell-Light™ EdU 7¢ )¢ it f#
BRI G 3 T M T B A M RHR A BR S F] s Hoechst
33258 W A TAY TRE (L) KHA A F ; pMIR-RE-
PORT 7% G Z 25 244 3 35 [E Thermo Fisher Scientific /%
Al s WHOG R FEE & E2920 1 EH 22 [ Promega 23 1) ; RNAiso
Plus ,TRIzol LS Reagent,PrimeScript™ RT 7] & F1 SYBR Pre-
mix Ex Taq 4 [ H A< TAKARA 2\ &) ; BRI H & (STZ) IR A
K2 (HE) Je 3800 1 A R E R IR A | B G
3R] \NOS2 F1 B-actin —47T AR A AL P (HRP) FRiC A4
¥y A F 1 Roche 2\ F] ; Claudin-5 il Occludin —3#71 4 [
Abcam 24 R A MR ALIIHT/N R AT 1eG 30 BUR 1 4

A Y B EE 7S 2R AN ZE W [ INEE K Vector Laboratories 23 &) ; ECL
2 O GIR & W B 36 [E Bio-Rad 24w ; — A AHKA N (DAB)
W 1 A6 S G AR 4 AR AR B D ELISA A7) & F 26 [
R&D /2], MG 4 R AL S 50 s B A B 1 W SE e
Sprague-Dawley(SD) K ER (6 JE#A, 178+ 11 g),

12 Ak

121 AMMWMERLERNEMME (HRMEC) HiEx #
HRMEC(3E[H ATCC)#EH 5 mM D- 41 10%16 4 i %
(FBS) 1) N Bz L fih B 77 5% 2(EBM-2) h i A7 85 37, 85 3R 3085 hy
37TCHI 5% CO,. 55 3 FIZF 8 R Al HRMEC 5550
122 ZHRAEEAFIALIE  miR-939-5p A4 (miR-939-5p-mimic
20 ) B¢ BH PE X B (NC-mimic 4 ) .miR-939-5p 4l 1 5l
(miR-939-5p-inhibitor £H ) &l B 14 X+ B (NC-inhibitor 21 ) | B 14
X} # siRNA (NC-siRNA £ )5 NOS2 siRNA (NOS2-siRNA £ )
PImA TAY TR R A ARG K 3 215 8 48
Z AR RR AL R 4T ) HRMEC 43571 F =5 8% (HG, 25 mM) 5 ik
BE(LG,5 mM )AL 24 h, 9K J5 ™ #% 4 BB Lipofectamine 2000 iz
FIUE AT A TR G, 2 A S SR AR Th R 48 h,
WA 2 i TR SR 5

123 @pEDER  ES A HEOAT & 8(CCK-8) K kil
ANMLIE T o B AR R 96 LA (5.0 10* 4iIffd / L), 137K
W, MG RBRAEA SRR, IR 100 pL 09 JC s B R ey
e, ZIEFREE A AR E R D- #4505 (5 mM 5 25 mM),
SRR 24 h 5 fF 10 WL WST-1 K FIG 2144~
14 96 FLIHRFE 4°C FiEHE 1.5 he FHZEE Thermo Fisher Scientific
Multiskan FC L AR 5t FE 71 5 450 nm Ab WO .+ R
Cell-Light™ BdU %' 8 ffUse s i a0 751 £ 19 156 B AU 4 s DNA
B HIRE ), 2 SRR L T FSX100 %8 9% 55 s F BEHLEREH A
MEFHEATHIIR

1.2.4 Hoechst 33258 8 AR e K RIFAI40)E,
IRIE 4% 22 58 W [ 52 20 min, 7F 22 155 31 8% b Jf] Hoechst
33258(10 wg/ mL)ZL(a, 5 min, i , PG WAL TR AL
12.5 BHRZEFWENE B 7EL I EA: targetscan http:
/lwww targetscan.org/vert_72/) Tl miR-939-5p 1 NOS2 f¢) 3'
JERIER (UTR)E G 75 A TAY TR B A R
Fl A AL T NOS2 By A: %I (WT) f1 28 48 BY (MT) , 8% J&5 1 Hiddi A
PGL3 ZEGR B & A A o T4 3 GRS it B, i X
Z A & E2920 54 miR-939-5p 5 NOS2 3'-UTR Z [H] 45
HRR

12.6 KR DRIEEMET % CHRITIR A, WK EIE
WG 65 mg/kg HEEIRMC A ER (STZ, 3T pH 5.6 A5 IR 2%
R )75 DR X R ZH K BRI S S AR R A A TR 28 o
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T WA L UBE AR AR, , >4 B8R B2 55 3 16.7 mmol/L LA [}
FERAE IR R BRI T . 1 15 FUREASE A K BUE vt
W20 (Control ), 4% 45 H AT DR KBB4 3 4.
DR 4 .DR+NC-Agomir £ (] DR I B3 3 A v 5 B 4 %o iRt
Agomir (NC-Agomir #{ ,200 nmol/ 200 pL)) #1 DR+miR-
939-5p-Agomir ZH (1] DR K FBE B8 44K 1 5 miR-939-5p-Agomir
(200 nmol/ 200 pL). £ 7 RiFEH—w, ELEH 3 HH.
NC-Agomir 1 miR-939-5p-Agomir [y |75 # il 2654 R G R
NEIES i
12.7 RT-gPCR 4 #r  f# J/l RNAiso Plus Al TRIzol LS
Reagent H2 UL 2 2157 3% 1 HRMEC 4 () 34 RNA, ™
K3 HE A, {di A PrimeScript™RT 3277 & 1 SYBR Premix Ex
Taq #17 RT-gPCR,, U6 YE M2, miR-939-5p 51 FHIUNT
iE ] : 5“GCCCAGTAAGGAAAGTTCTTG-3'", JZ | : 5-TACTC-
TAGAGCCAGCATGTT-3';U6 5[ #5514 . 1E [1] :5-CCGC-
TAATTGCGGTCAGCATCA-3', & [1] :5-ACTTAGTTC-
CCAGGCGATGAT-3',
1.2.8 Western Blot 53477 I MIARZH 21515 Fit HRMEC 165
A AR ) 6 AR g2 vl (10% H 3, 2% SDS, 62mM
Tris-HCI, pH 6.8)H& 3k 5 min #1724 . @it BCA K AENE
TR B R (20 we) 7E 8-16% 1 B TR 4 Bk e e e b 4>
B R TR R (PDVE) B E ., ] 5% Is ks (%
T&4 Tween 20( TBST) (¥ Tris Z2whEb/K i) £ )5 , ¥ PVDF
[l 5 NOS2 1 B-actin( 1:500)—Hi7E 4°C i M & , ] TBST 2%
HRBEY 3 KRS 37°C HIE YA BR i SALY E (HRP ) bR
JER YRR | h, KB TBST &l ks I 1t ECL
f2pROCRF & TR, p-actin /EHNZ:,
12,9 BAAZHRE  SrEiRBOCRIMIEA L, I 4%0ER
S ppER VAW (PBS,pH 7.4) ik ik SR G 1E 4C T 4% R R
A E 2 h, SR TR EE R K, e 0 HR IR TR 5 um
BT R o ARG KU A H IR AR 41 (HE ) 2
o, REEHALEGR e, KRR 5 8% EEREN
Claudin-5(1:300)#1 Occludin(1:500)7F 4°C F & m®E . K5
B R S54RI HTNRAT %R 1gG —hi(1:200) FiRFE
2 h K5 SER T A YRR EE R OR R E 1 h, Wit 54
SR (DAB)—BIFF TR 6. B HBEAEE
Yu fd FH74E E Leica DMI4000B A=) i s A 1
12.10 AxxBI#ELEE IEKEAET 2 h, HP S RIEGENE T
2%k, TE AT R kA A KRR Y, AR S it 400 X g B
(Blood retinal barrier, BRB )il #1478 B2 57, SRS 7E 4% B2 i
TP E 2 ho 2Tk, EBRARATEL KR R Y0 T, Bl sk v L
WY b ARG o 388 H AR AR B FV1000 #0064
HEFR A AR IR
1.2.11 ELISA #& ™A% 4% H8 ELISA 355 & 1 B 45 K6 0 K
R K EAAZE -1B(IL-18) Fi s SR AL B F -o (TNF-o0) )
KFs
L3 Git=aHh

{5711 SPSS 21.0 B PRAHE o MM IEZS 434 1Y 14K
PR L b2, ZHZ M0 R AR R 2%
ST, BRI HEAT Tukey ZHE HEE . P<0.05 FRnZ 9 H G

2.1 miR-939-5p 1 NOS2 # HG 4b I8 i) HRMEC H g7k E &
MEIFAEXR

5 LG 41 HRMEC # [, , HG 401 miR-939-5p FHXFEik
IR B EEBEAL, 1 NOS2 R RS /K B ET & . A5t
TargetScan i ill] T miR-939-5p 5 NOS2 ff) 3'UTR X 45 & fif
Mo, RICEMIWEENE B R, 5 NCmimic 4 A1 It ,
miR-939-5p-mimic 5 pGL3-NOS2-WT 4% YL 20 (2% 6 2 il
P AR (P<0.05), iF 52 T miR-939-5p 5 NOS2 B4 ¥ i)
4 ZA . il it RT-qPCR ¥y 3F T miR-939-5p-mimic Al
miR-939-5p-inhibitor [ YHOR, 45 ., 4 Control 44
kb, miR-939-5p-mimic 41 #Y NOS2 # [ 3 ik 7K F 5 35 FAK , i
miR-939-5p-inhibitor £ i) NOS2 & [ 34 /K - .3 715 (P<0.
05), DLIE 1 FIE 2,

LG HG
vos2 R NS
12 -
T ractin S
14
£ 25 5
E 0.8 A 2 2 %*
H £ 1
4 2
£ 061 E 15
[ Z
-":7 0.4 1 2 1
a ¥ =
2 £
£ 0.2 1 0.5 A
H 4
o)
4
0 - 0 -
A LG HG B LG HG

B 1 miR-939-5p 1 NOS2 7£ HG A ¥ i) HRMEC HyRikkE
Fig. 1 The expression levels of miR-939-5p and NOS2 in HRMEC treated
with HG
Note: A: RT-qPCR detection of miR-939-5p expression level; B: Western
blot detection of NOS2 protein expression level; Compared with LG
group, *P<0.05.

2.2 miR-939-5p ¥f HG &b # HRMEC i) NOS2 ik &
HFE TR RN

£j LG+NC-inhibitor £ AH Lt , HiA# (LG ) 4b P () HRMEC
& Y miR-939-5p-inhibitor J& ) LG+miR-939-5p-inhibitor £
miR-939-5p 7K P HIZH AL ) A, 1 NOS2 2 /K F- iz
T3 2 TR (P<0.05) 4R, 5 HG+NC-mimic 414 1,
% 5 B (HG) ) HRMEC % % miR-939-5p-mimic J5 A
HG+miR-939-5p-mimic 2§ miR-939-5p 7K - 140 MI 7§ 77 & &
T, i NOS2 25 [ /K 7 1 40 A I8 1~ 3 i 3 B IR (P<0.05) .
WLIE3,
2.3 NOS2 ¥t HG 4b#2#9 HRMEC B2 R 1 F1E T rY 2200

AT #E5E NOS2 X HRMEC 1 3 FU T~ 2 ), A5 %ot
HG 4b 3y HRMEC %% T NOS2-siRNA, £ 4 i /55 , 55 Con-
trol ZHAH [t ,NOS2-siRNA 2H fi) NOS2 & [ 7K - 5 25 &A1, 40 i
W1 R Thm, I T4 A FER(P<0.05) . L 4.
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Position 137-144 of NOS2 3' UTR 5°* . . . UAUUUCCUCAACGUUGCUCCCCA. . .
[T
A hsa-miR-939-5p 3" GUGGGGGUCUCGGAGUCGAGGGGU
a b ¢ d e
NOS2 - ‘ " - .
ENC-mimic  @miR-939-5p-mimic 99
3 actin I —
. E s * B-actin
- g 7 25
1 Z E] *
s + £ 6 = 5
S 08 -y g “
g Z £ 15
F 0.6 z 41 z
£ 04 * & 3 £ 1
= : \ 2 21 <
& o)
0.2 § 1 . 2 0.5 *
= z
0 0 - ]
B pGL3-NOS2-WT pGL3-NOS2-MUT C a b ¢ d e D a b ¢ d e

& 2 miR-939-5p #1 NOS2 7 HG 432y HRMEC FREYEREiFEX &
Fig. 2 The target regulation relationship of miR-939-5p and NOS2 in HG-treated HRMEC
Note: A: the binding site of miR-939-5p and the 3' UTR region of NOS2; B: luciferase activity detection; C: RT-qPCR to detect the transfection
efficiency of miR-939-5p-mimic and miR-939-5p-inhibitor; D: Western blot to detect the effect of miR-939-5p on NOS2 protein expression; a: Control
group; b: NC-mimic group; c¢: miR-939-5p-mimic group; d: NC-inhibitor; e: miR-939-5p-inhibitor group; compared with Control group or NC-mimic
group, *P<0.05.

a b [ d
vos: |

25 1 1.2 1
S -
2 24 H& - 34 1 1
£ H o
Z < 25 0.8
2 = 251 ~ 0.8 1
g 15 2 N g N &
2 £ 27 H& Z 0.6
2 g A
1 s a #
o 2 C 044
b R
a
;\? 0.5 4 # E 0.2 4
E * 5 0.5 1 ’
g 7.
0 0 - 0
A a b c d B a b c d C a b c d
120
LG+NC-inhibitor LG+miR-939-5p-inhibitor HG+NC-mimic HG+miR-939-5p-mimic 33 100
; 80
E &
3 *
> 60 3
)
=]
=
=20 4
D 0 4
a b c d
300
*
LG+NC-inhibitor ~ LG+miR-939-5p-inhibitor HG+NC-mimic HG+miR-939-5p-mimic 250 *
. 3
< 200 &
- 2
“ o
- 2 150
g
=
2 100
-«
50
100 pm
E 0
a b c d

3 miR-939-5p %t HG 4bI2H) HRMEC £ NOS2 FRik . 4HAEE S FUET /IS0
Fig.3 The effect of miR-939-5p on NOS2 expression, cell viability and apoptosis of HRMEC treated with HG
Note: A: relative expression level of miR-939-5p; B: protein relative expression level of NOS2 ; C: cell viability results by CCK-8 detection; D: cell
proliferation results by EdU detection; E: cell apoptosis results by Hoechst 33258 staining; compared with LG+NC-inhibitor group, *P<0.05; compared
with LG+miR-939-5p-inhibitor group, “P<0.05; compared with HG+NC-mimic group, “P<0.05.
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Control NC-siRNA NOS2-siRNA

NOS2 W W
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N
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NOS?2 relative expression level

0 -

A Control NC-siRNA NOS2-siRNA

Control NC-siRNA
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20 A
D --!
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.
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~

)
n

B Control NC-siRNA NOS2-siRNA
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100 -

EdU positive cell rate (%)

Control NC-siRNA NOS2-siRNA

120 1

100 4

Apoptosis rate (%)

Control NC-siRNA  NOS2-siRNA

& 4 NOS2 3t HG 4b32f) HRMEC R94RRE HFA T RIS
Fig. 4 The effect of NOS2 on cell viability and apoptosis of HRMEC treated with HG

Note: A: protein relative expression level of NOS2 ; B: cell viability results by CCK-8 detection; C: cell proliferation results by EAU detection;

D: cell apoptosis results by Hoechst 33258 staining; compared with Control group, *P<0.05.

2.4 miR-939-5p-Agomir £ DR k R &R R 1ER

57 DR RERBIRS, XK B E T miR-939-5p-Agomir 45
Zh4b B RT-qPCR 25 138 1 miR-939-5p 740 fis v il 2y it 3
ik, HE Jefa s B 5 oR Control £H A BRI 45 Hy 52 8 | 454
KRB, HEFIEESE s DR R B HE 40 i HER 25 5L
A B4 H K i R, s miR-939-5p-Agomir {657 2H K B
o FES AT AR HE B e R , K P RS O B S04 . Claudin-5 Al Oc-
cludin R H AL # O R B2~ , 5 DR AMI,
miR-939-5p-Agomir £ ) Claudin-5 FI Occludin f%) 2 3% 7K 5 HH
TR (P<0.05) o A7 SEU A e o ka0 R AL PR I i 57 ) 3 35 1
ZE R R, 5 DR 4AH 1, miR-939-5p-Agomir ZH K Fil A SR
WA T i AR (P<0.05), WAL S,
2.5 miR-939-5p-Agomir i#iF#I#HI NOS2 ig; /> DR X R W f&

5 DR 41 #H Lt , miR-939-5p-Agomir £H [ 0L ) i 2H 28

NOS2 # 15K B E R (P<0.05), ELISA J5 A 4540
KR P57k IL-18 Al TNF-a 97K P45 7R, 5 DR 4L,
miR-939-5p-Agomir 4K 557K i IL-1B8 1 TNF-a (7K -1 5
FREAR(P<0.05), UL 6.
3 3tig

B9 © £ 4138 miR-939 7E JLFPRGIE 14 & A Fl Kk e
R SCERIE L 19140 B o L OP SR AN S e, AR SRR
8, miR-939 7 1 R G FAT RIS PRI B 35 M3 Hh e k7K
SFREAILH, i miR-939 ATRES 5 DR AL . Zhao 25 AN
TFFE 7 , miR-939-3p 3 ixt 4L i 1 A8 P e 2B A< IR -8 1 e WG
S LR B - B2 4 il ARPE-19 #1455, #R T , miR-939-5p 7E
DR HiyThEE K Hoxt HRMEC RYEIEVER M AN TERE . moiab s
A HRMEC #1455, R 7 DR ARSMIFSRT i 20 MR A
AWFFEGE AL SE , miR-939-5p 7 &Ml AL ¥ ) HRMEC i FIDR



. 4254 .

DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol21 NO.22 NOV.2021

K RBLRE b & A
miR-939-5p 7K 3¢, I+ ¥ miR-939-5p i

14 *#H&

Control

miR-939-5p relative expression level

>

i W 55 SR B IR T HRMEC
TS

‘ —
*"w‘ﬁﬂ

HRMEC F)Z0HaE 1 F i 74 ga T2, PRI, miR-939-5p wf
AEZIRYT DR AT TH bR

DR DR+NC-Agomir DR+miR-939-5p-Agomir

a
Ly t“. ..*l.

e

DR+NC-Agomir DR+miR-939-5p-Agomir

°
é P C b g
g )
Z os
3
Z
¢ 0.6 s *
e
5 0.4 -
£ :
2 02 ' I
3} &
Sy
0
C a b ¢ d
1.2 4
o] Control DR DR+NC-Agomir DR+miR-939-5p-Agomir
z 1
.; *H& = iy - -
g 0.8 LL R S
= -~
- e e & [P -
g 061 * \} s -;.. 2 ?_;.’ e
£ i / so kD .'Q [-.5 I",'J Y R < ——
= Lyt 4 “ 4
E 044 -41-.1"\.5'," A |
a -~
3 ‘-a- u.. 't“t.‘.“ 5'
g 0.2 's ‘
8 A 38 ’
- bl R ..A‘Kﬁ ’ u
0
D a b < d
40 1
EE * %
)
£ 304
s
s 254 *
i #&
£ 20
H]
S 15
2
= 10
]
A 8
=]
0 4
E a b c d

& 5 miR-939-5p-Agomir Xf DR 541 W BE #9437 1E B
Fig.5 The protective effect of miR-939-5p-Agomir on the retina of DR rats

Note: A: miR-939-5p level in retinal tissue; B: HE staining of retinal tissue; C: immunohistochemical staining of Claudin-5 in retinal tissue;

D: immunohistochemical staining of Occludin in retinal tissue; E: Evans blue concentration in retinal tissue; a: Control group; b: DR group;

c: DR+NC-Agomir group; d: DR+miR-939-5p-Agomir group; compared with Control group, * P<0.05; compared with DR group, “P<0.05; compared
DR+NC-Agomir group, “P<0.05.
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Note: A: NOS2 protein level in rat's retinal tissue ; C and D: IL-18 and TNF-« levels in rat's aqueous humor; compared with Control group, * P<0.05;

compared with DR group, *P<0.05; compared DR+NC-Agomir group, “P<0.05.
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