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Abstract
e MicroRNAs ( miRNAs) are micromolecule non-coding
RNA that play a key role in post-transcriptional regulation
of gene expression and are involved in regulating various
biological processes such as cell differentiation,
proliferation and metabolism. The expression of miRNAs
varies significantly in the process of the occurrence and
retinopathy ( DR ),

domestic and foreign studies have shown that miRNAs

development of diabetic many
are closely related to the physiological and pathological
mechanism of DR by regulating gene expression. Partial
miRNAs that specifically expressed can regulate the level
of oxidative stress and inflammatory response in the
retina and affect the occurrence and development of DR.
Therefore, the progression of DR can be delayed by
enhancing or inhibiting these miRNAs. The combination
of single or multiple miRNAs can serve as novel
transcriptome biomarkers for DR, and it is also a potential
effective target for future treatment of DR. Current
detection of specific miRNAs in blood or body fluids is
helpful for early intervention and follow - up of DR.
Therefore, this review focuses on the research progress of
miRNAs and their molecular mechanisms, therapeutic
prospects and biomarkers involved in DR regulation.
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HE PRI A8 I JIE 5 2% ( diabetic retinopathy , DR) S BE R
P IR 8 114 = 28 PEBCH I RAE , 411 Oy B E B A
LA A [m) T, Bl DF 92 AR A, DR AN 2 H 20 Y 3
SRR AR I A A T LR — 0 o R A £ 1L PR T (R 2
JC JE BT AN A | M PN B A0 % R A0 M A ) 2 4 ) 22
o7 LR O I 5 30 37 P 1 A 1 A A R e 2R
AT PERRCAE S FHURHE , H AT IG R B HIAYT DR BYFE i %2

813



EfRIRRIZRE 2022F 58 £2% £5H
815 :029- 82245172 85263940

http://ies.ijo.cn
BB F{5%8:1J0.2000@ 163.com

JEILAE N B2 A2 K T (vascular endothelial growth factor,
VEGF) , X #L o RS it A8 1A iz 4 760 J) 4 B A5 5 S LA S
RN F 5807 AR R R I R H A L
PO CEE 4T VEGE 253097 I XA — € 1 R BR- 1%, B
52 DR BRI KSR AR ZE A AL A A1 T 3 —
AERE DR BB 1A 7K E . MicroRNAs ( miRNAs) P8 % A
KRBT HEI, 2 5 NARK RGN R AR, Ak FE
T miRNAs #ELEP FME 538 i A T 58 2 B miRNAs 78 DR
S WL R HE 2 O B Y R 4 T R MOAR OB X
miRNAs S HZ 5 DR B9 & HLHI FIG 7 RIS S5 AR DG 5T
TLAZRA,
1 miRNAs HEi&

miRNAs J&—28 1 22 ~ 25 %A IR 4119 /N5y F B
HEAR SRS RNA 25— miRNA J& 1993 4F 75 75 il BT 45 H
PR E R ORI, & lin—4 B R AR A —Fh A RNA,
TERE S G lin—-14 mRNAP ) Bl miRNAs 38 % 755 5% 5
PR B IR AT IR m R e A SR A B R 1 BK
H A58 & 38 miRNAs A4 AT, BT Z A T AT
B SR 7 miRNAs 677505 2 miRBase H 31 H T
NEESHE) 1917 D HIA miRNAs ( pre—miRNAs ) Fil 2654
A HE miRNAsY it 60% i NS TR 0T 4 0 3k X 5 A
T miRNAs #2251 — 4> miRNA 7] DL 45 — A48 &
JUEASERH 24 miRNAs 0] DL — PR, £
T g ) WF 5 F 55 4= B miRNAs 19 95 Fh 3G 8 [ Dicerl |
Drosha L1 J DiGeorge 25 A B G B X Rt 8 ( DiGeorge
syndrome key region gene 8, DGCRS8) [ {2k 5 35 g Py 15 7Y
TR EFENE | X % W] miRNAs 7E S & & 4
o A R B AT b i e
1.1 miRNAs )= £ FIERMLE  miRNAs 1774 & —4>
B 2R R FEGE L RNA REEE 11 4% % Al
RNA 454 8 78 48 Ji A% o 2 5 & J2 B 1 J 16 miRNAs
(pri-miRNAs) , fii 5 11 DGCRS F1PN Y] Drosha 41 HY &
B RFESFPEYE pri-miRNAs, 15 3 25 70 A% BR 4111
pre—miRNAs, [F] B4 tH 2 1 5 OB pre—miRNAs M 41 il 2%
iz 3 A0 Mo o b gE — 20 n T, h A& & Wl Disher U] #
pre—miRNAs7K Ui & J& 45 F 35 J5 77 A2 1 2% miRNA X%
RNA 5 F UL E &% 5 miRNAs SUEE 1) — 5% B L
miRNAs % § M L Bk 2 & % ( miRNA - induced silencing
complex, miRISC) , 575 #h— %% miRNAs £ ] 4 & % ; miRISC
A Y S A TR iy 2 85 H (argonaute 2 protein, AGO2) #
A miRNAs U] A7 T 88 mRNA /9 37 4 #1135 X
(3’ untranslated region,3’ UTR) AU HEAMNF ], AL E mRNA
P14 TR 28 00 ) i e g1
1.2 miRNAs BJIfBE  miRNAs P45 5 32 ik 1 D e e s
) I T A A D YNE Y A S S R €]
JrztE A, W) E# AT miRNAs R 7R 7= A
miRNAs (40 rh i 15 O mRNA BRIk, SR, e bt
FER I miRNAs 0] LU 20 0 5 6 )40 PR 28 5 5% Wi 4 B
FAEERE Y IR 4 ST miRNAs WA S A
B2 W& AR I A Y hR I ) A ZETR YT RE A,
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JE R B DR BB RERE AL 21 53 A W oT R W 4 s 1)
miRNAs, JUHIE A M2 43 36 19 miRNAs, WA B4,
AT LA AN R L B2 0] ) 5553 WA RN 43 U5 A5 5, AT
o DR SR s F A L S g
2 miRNAs 51 M iR Ee i B9 18 X 7 52

miRNAs 7EALRBSEIE & & B 4540 e D fig h il %5 d 2L
PERM™ ) Karali 25" 1) FH v a8 B0 5 52 A 20 B AR ALK
B miRNAs 33k, 0F 58 808l Wos JLP 175 2 A6
miRNAs 75 2 909 R 223, 40 miR-182-5p .miR-183-
5p .miR-96-5p .miR—124-3p miR-9-5p, £ W JIEE 2 ik
7 miRNAs 1,90% LA FAE7E A 4y Ak, A e md
A& miR-204 FF X AB M 0 5 40 PR 2% 5 2 7 02 T UL I
JEE 35 AN R RN OCHR it 8% B9 % G £ 1R I 5 A% s B R
PRI o S 00 IR 8 v o 5 2 1 2238 B miRNAs AN AE
Y Z2 A0 0 S ) B T E AT F A P LS R R L 0 )
KRR L K s e A A B DI R
3 miRNAs 5 DR E#E %8 52

H TR 5245 2 1 55 A0 N0 980E & VEGF 4540 ¢ HL
TE DR KA Kb L #HAE T miRNAs WL 1,
3.1 miRNAs 5 EMX R B RIE A AN B JAE S 2
25 DR BYHELRHLE], o oA S i e A LAk 2R
PR/ AR 2 OUEE AR R I COE REL OOB g
RRBEIN, = A A A 3 T T (ROS) BRI A R T,
PEHEAR RA AR T 77 A 175 A0 I R 23R A7 1 ek
A5 I B~ P RS5O 3 A T i R AR
A A B, INEE DR #2814 D RERE AT . Chen %51 fF
8 R miR-455-5p i# 1t T M4 N 15 5 5 S
“F 3 (suppressor of cytokine signaling 3,SOCS3) fY 3¢ ik ¥a />
EHHE S B0 0 R R (5,28 | B2 (retinal pigment epithelium ,
RPE) 41l P4 ROS . N [ LA & NADPH E LAY & & , I
S P T A 2 (IL) - 18 IL-6 AR L F -«
(TNF-a ) B L AN, B 5 miR—455-5p 1Y 36 ik RE 4R =l
AL B AT RN A3 I Rt S8 Ak B it %) 35 7 | BTG Bel -2
T AL, 2 miR-455-5p J&38 1 # [ SOCS3 i)
AT T S AR R ORI S E SR, TSR RPE 20 i i)
i, R miR-455-5p Al GE A W iAYY DR OBTIOHE &S, i
WIS B, miR-144-3p Byid F R BE# L R N 741
Z A F 2 (nuclear factor erythroid 2 —related factor 2,
Nrf2 ) S Hoi S804k #0 35 [R] (%) 235 I RPE. 40 it i) 4804k 17
WO, T miR - 144 = 3p #1750 AT LR Sh P A AL RPE 1Y
SERENE RN RE , 3 B AL PR A ek | Dl ST 38,
miR-144-3p thHA FELE DR A RAMEH

£ WAL 1 (sirtuin 1,SIRT1) J& miRNA-195 HY#
S, HA B A RN 96 RE S Y A L, Mortuza
5200 S R v A S ) N A TR B Bk I 45 PN B2 40 B ( human
retinal endothelial cells, HRECs) #' ) miRNA-195 5 SIRT1
FEREGURIE, JH] miRNA-195 AT LA SIRT1 33k,
TR SEBT A R 2 4, i) HRECs J T, 22 /#% DR
o A& A
3.2 miRNAs 5 VEGF & il 5 S5t 05 | il 7 N Bz 4
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% 1 DR #HXH miRNAs

B miRNAs
AALRL R AE miR-455-5p!"*" miR-144-3p""* miRNA-195"
VEGF miR-15227 miR-15b"*! miR-200b'*! miR-424"* miR-199a-3p!*! miR-150-5p.

miR-21-3p .miR-30b-5p"*"

H'E (HK2 ,ASM .Col V)

miR-384-3p!*! miR-15a'*" miR-29a""

MaTIRE S H M VEGE A8, VEGF 175 5 1ML 3 1 i85 1 14
TR K B A 1M A AR R DRI 4 o 78 Y B B AN B
R TR, VEGE A6k 7K P fi 52 B 30) DR A9 1%
I,

VEAE R O A BFFEIE W] miRNAs 3@ a1 #0013 UTR #:25
VEGF 32355 DR &%, N385 miR—152 193234 W) B
BAEFTB R 24K 3° UTR, F il £ 2R 5K I
TR - R R R G, BSOS T HRECs T
VEGF | Il W B A K ¥ 324k -2 ( VRGFR-2) FlfEfbAE K
I BI R IE™ B3 DR UM AW 28, Yang %7 Fl
FHAE WIS 2243 M & B VEGF /E N miR—15b By #E LA
miR—15b fig N 8 VEGF #9335 RNA Il /5 4 AR 55 & L3
BE P PR 95 AR I R 06 22 ( proliferative diabetic retinopathy,
PDR) # B LK P AEFF miR-15b 55 VEGF E4E4HC, 1A
AP 55 ] miR - 15b #2404 5% Y HRECs i — 20 ik 52
miR—15bif i HHE#E 6] VEGF (1% 3° UTR [X 5§38 4% VEGF
Bt MR e IR T 38 miR-15b Al 4] VEGF (5%
SRR FIRTE, B2 R AR OC R ; Bl & 9058 1 76 4 PR
J9i Goto—Kakizaki ( GK) K B3¢ B 14 P4 1 5 miR—-15b X A]
PABE 3 DR ARG BRTE bR , AN foimn 425 45 8 i 4% 3 il 8 sh ik
o BN A TV E RO R B IR AR I A AR LR T
VEGF-A 38 142 i P K2 40 0 A7 15 B8 RN G 34 o 1M 55
WEPEY 5 DR R HLE I SE, S51E% AMIE, DR
HH miR-200b 2% ik F& K, VEGF - A ik 5401, H miR -
200b 7] 3@ 1 T I 40 22 H VEGF-A mRNA (335 1
2% DR &4, IR miR-200b 7] fE &4 )T DR (K —Fh A A
FCAH

BB S T ( hypoxia—inducible factor, HIF) P fibin
S SEGE I SR T, 2 5 00 IR A 208 BRAR g 1
X SR 2 AR 3 17, A 22 et 1 A0 298 S A ORI S v
AR ARVE A, JUHJEFE DR o HIF 231 VEGF FHAth
BT BE D P I 2Rk ; VEGE 1Y 5 6k 2 5 25 45 3
FPERE I B A AT AR, L2 0 1A D S 4 1) A
T BTG TE A X ) e 1 e 4803 7 20 A PR AR 3R 0T
REAEAF 7 7, 76 Bk 420375 3 A0 I 45 P9 2 A B P miR - 424
FERIE NI HIF - Lo (2055 B0 M4 A2 G, (K 1
Je A5 A4 R F (pigment epithelial — derived factor, PEDF) 5
VEGF [l 45 %F F DR g BE ML A5 A= B 143 &5, Wu
P9 & B miR—199a-3p ELIEH] HIF mRNA % 5% M
MMk /> VEGF ik, VEGF i H miR -199a—-3p W 7F# A,
PEDF /& miR-363 B 7EHE &1, H miR-363 7E DR 13k
HEIN, T miR-199a-3p Fik T M, X F P miR-199a-3p
1 miR-363 1] fig 43 % 7E DR & 42 & J i 72 815 VEGF

1 PEDF [k, i WIWF9E & B, 7E DR BE 0 4
B2 A o miR—150-5p F&AE A miR-21-3p .miR-30b-5p .
HIF— 1o F i i) REIE [F] S BOR 8 10045 A i, BRI i1 75
Bt —
3.3 HE CHiEs 2 (hexokinase 2, HK2) 42 %5 2 M40 1
() SR R -, R AR AT 5% 41 38 P9 b 98 B9 HK2 o] DA HF
P H2 200 M 45 2 R, 0 miR—384-3p BB LY | it/
R — PN Bz 4l 78 BfE 43 F ( platelet endothelial cell adhesion
molecule—1,PECAM-1) 7] LA i#F P iz 20 At i % il i 45 4=
B AT HARESE & BE DR /N BT HK2 . PECAM -1 £ Rk
PR, miR—-384-3p SR AR IR IR A, OF 5% B die it — 20k
S miR-384-3p b Kkt T i HK2 B9 K B 6l DR /)
SRR O 5 A= it A A i, AR A S B IE S miR —-384—3p 1541
PRI FEAIC HK2 (1436 3K , 15 310 9ok 20 440 it 348 i R0 400 I S faf o
N R AR IR B Y

PR PE B W B T ( ASM) 2 — Ik 855 i g e 16 A 12 4% F1
AR T 1 ol 28 T P T, 5 JE At 0L ) 65 4400 B A B, 8 TR s £
4 I FIEE PR B2 200 L rf ASML A 98T R R e o, PN R 0
ASM Y FZRJE Y . Wang 257 XF DR % HRECs 124
SRR H miRNAs PEA7 FE 51 48 2 20 B )5 B 8 miR - 15a A
e — AR H] ASM FIl VEGF-A #3% B9 miRNA | #44h
55 W] miR-15a 38 i FL 240 1] ASM mRNA /1 3° UTR
Fm ST ASM B3k, HE®F 52 4 DR /N miR—15a A9
FEIRFRAC B B P EOR M N ASM 754k . VEGF-A R fit &
PR 7 B4 7= A S SO0 90 I P 1 4 30 o A 6 o 4 e
KA AR, I, miR—15a 241 %F DR 41 R A I & A4
S P4 LT I A

HHFE A A HRECs 40 i 4h 2 5 A IV AL R
(Col IV) A B2 H , MM T BOHE I e 448 5202 70 DR f i@
YRR T W ST I TE miR-29a & —Fh B 3 M &F X Al
BT Col IVFIAR miRNA | F B 17 25 1A AT BE S 1t
i miR—29a %42 118 HRECs ' Col V#5252 5 DR
LRHLE
4 DR #8 X BI1EIA miRNAs & 4¥ERiE

2R miRNAs # 8l 230 o f008E 1 32 2 B 2] i
WA AGFR A 208 2wk B IE R A TE L
T B bR R il e R e s 8 el ISR A I ) A
BRI 2 A A A 7 A B T SR, e — R A Y AR B
FEHL I B AR Zampetaki 55 XF 300 3 1 BUBE IR
I FR I P Y 29 > miRNAs i##H47 & &= X IR 5088 5w
miR-27b Fl miR-320a {3 .37 Ho 5 5 DR XU A%,
I g X P Bz A0 B A P 4 24 4 BT E B miR - 27b Al
miR-320a 4 DL 4 I & A= 5 8 ——f # S W 2R H - 1
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(TSP—1) by e [] #E bR 98 15 1 48 A A%, P e miR -320a 1
miR-27b A LS K127 DR M 7E A Wbniky ., o) —oi
KT 1 BB PR R I TR A A 8 R BL I BE 1 AT 5 B
miR~ 126 /K55 B R 1L 48 IF i JCH & PDR %% DI AH
S I AR E I R AE BT DR K ILTE T miRNAs &
P, miR-3197 Fl miR-2116-5p ¥4 2 M2 W DR 4=
Yibri&EW) B ENITE DR AP g HLEI A 2 . DR
ABF MK miRNAs BY7RIA 22 S AR I I e R 36
A miR-320a"*"" .miR-328-3p"*' miR-29¢-3p"* miR-29
1 miR—-200b"* £ A {E R DR AB R AE PibRaEd . Ik,
ifF55 DR A AT 2R miRNAs A= Pbr vl A Bh T8 S
PRERBI 5326 127 EVI 7 B SL LA S TS PP
S5INESRE

DR AE 2 — ] By ¢ 2505 IR , HOC B A 1 7 451 78
B, A Fazih, B TR A RGEHLAESE DR & A 1%
A AL S AR YRR S e T A L E . miRNAs J&
— OB R R R B THAE  F BT UE DR B9 KA
i B AR ] 2 8 AL WO, JF B 5 2 Rl IR B 1 &
B R R A8 DA OC . miRNAs 3 i 414 LA VEGEF
FARF S RO K 7 HE M A 9 DR &4 & SR R R
[Fi] F) o PR A L5 A BRI 7 L R T L ARORE S T B
P EARREAE {0 miRNAs 4% DR #8173 L e =
5 IROCHE Il B A AR I % T R AT . I,
miRNAs f5H0H BEE R N — 28 n 259l A B T FH
1EE0ZE DR 2SI & A Fi k. HETHFFE R B miRNAs
HAG 5 TR AT 100 DR i J s AL ) M B ik i 0B 7
TIT B AR A R — A AR A A T S AR AR S (H
S HICHE T DR 1 7™ AR B, AR BEIX 4 DR 1973
WrBe, HATERXT DR AR 094 5 1 5 BURME & 19 miRNAs
WO I T R A e R I 9, A R4t e FL i PR g A
{8, BCH R 1 DR WA ARG 5697 i, JF HEE T
miRNAs BLEHTR PRSI S 6 97 ¥ A7 B T4
15 DR AR WL T F1AE 37 BT
SE Lk
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