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Abstract

¢ Diabetic retinopathy (DR) is one of the common and
complications of mellitus,
representing a leading cause of blindness among
working-age people. Currently, the pathogenesis of DR is

severe ocular diabetes
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not been explained, and the treatment effect is quite
limited in advanced stage. In recent years, it has been
revealed in some studies that DR could produce a
particularly performance in genomics,
transcriptomics, epigenomics, proteomics and
metabolomics. With the rapid development of high -
throughput sequencing and detection technology,
different omics techniques can explore the occurrence and
development mechanism of DR from different omics
levels. This paper introduces the research progress of DR
in different omics techniques,as well as the new direction
of integration analysis in multiomics with DR, and finally
discusses the current existing problems and future
prospects of omics technology. Therefore, the application
of different omics techniques to explore the occurrence
and development of DR on different levels contributes a
novel idea to wunraveling the pathophysiological
mechanism of DR and identifying new biomarkers and
therapeutic targets.
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il 9 A0 ) B A% ( diabetic retinopathy, DR) i
BT 1 oA ¢ 42 B W ELIGSBA 7 ROR AN BAE . H TR &
PR PRI IR 5 RS AL R A7 5 g S AR 7 ) 2
GLAFHRZ 5 1 DR #EfR . IT4FR, B ol R &
Ji& DR 7E 5L K 4127 e s 2l 2 SR st L 42 S il
UL RAEH # A 5E, XF 4R 2 DR i BLA: BRAL ] | 546
T A2 W 3 s W LA B ke BE T HE A AE AR T A
B ASCH DR FEAN [R5 07 T i 9 it Je 1 LSRR
1 DR 5EEREAF

LR A 2 2 22 21 2 B AR O R 32 A 456 4 0
IR 2H S R B 5% ( genome —wide association study, GWAS) b
44 i T FF ( whole exon sequencing, WES) £ K, A
FEHG L, DR I KA 25% ~ 50% (AL T fEdE" | I 4F
e, Bifi o 0 4 AR A K R K AR B R [, DR AR A
HF AR ER KR,
1.1 GWAS 5 DR BfERK  GWAS 45K S 41 (1
M BRZ 251 (single nucleotide ploymorphism, SNP) £ Ay
Oy FIAERRIC, FRAT 4 5 P 4 7K L B4 X R B8 AH 56 1 43
T, T 171 1 38052 e 52 e PR 10 2 PR A S O 8t £ KL
i, GWAS &R HI T HA ] [E 28 DR 3 B Sl [ 1Y
WF5Erh . Sheu 25 i GWAS HeA 1T H I 437 4511384 5
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3 PRSP X 5955 4% ( proliferative diabetic retinopathy, PDR)
FBE K 570 Bl FE KT 8a 11 2 AUBE BRI (type 2 diabetes
mellitus, T2DM ) & &, &5 R Lk T 3 A8 5 A
TBC1D4 - COMMD6 — UCHL3 ( 1s9565164 ) , LRP2 — BBSS
(151399634 )} ARLAC-SH3BP4 (152380261 ) , iX 6 5L [A]
SR RE LS RAE JRBREHERAT & (AL - SER
MR A T2DM PSS E AREh A, —
T H AR B B 55 48 T GWAS 43 #fF T 11097 ] T2DM 4
(4% 5532 1] DR 2 K 5565 5 IR B s H o sl G AL
DR RS A5 11 DM A 2 X6 ) 1Y SNP #ffi 7 T PS8 Y SNP
B AR — A8 DR S IEE N EHD3"Y ) R LU RS
AR T DR BB E X (HE R ER 2%, ©F —
TS e BT MR TN B4k 17q25.1 | GRB2 [t i
MRS 5 5 DR A 56, HIZHF 9T & B8 4% IRV A7 1 AE
[ Ff e N BE RS 1 BYME FR 5 (type 1 diabetes mellitus,
TIDM) & T2DM #3% K EE T2DM H 3 s 45 3 42 il
it GWAS fAAE—E M R BRI, B %6, GWAS 25 %5 ) &
AR PEAE R O | X R A R SR 45 SR AN — B0 R R 2
— . HIR,GWAS KB JE 5 A5, MIF AR EUR A, B
2R BN A T AR RIS X 8N & F L AR ok —
RIXE, DIUL, DA 20 0 5 iR I 7 vk vl fE ol 54K
DR % (5 BRI Ir 38 5
1.2 WES 5 DR IBMERK /M FA{ A AR E AL
1% ARFLH 36 T A 85% I FEFF E . Ung 557 Xt 57 ]
PDR 3 K& 13 ] 10a LA I JC A JR 6 A0 I 1556 28 ( no
diabetic retinopathy, NDR) [ T2DM % #1417 WES il
LG 44 MR SE A E— 20 78 = B 75 09 A0 R B
M PR 40 B o BF 47 8 3F, & Bl VEGFB . VPS13B,
PHF21A NAT1 ZNF600 PKHD1L1 &35 545, 2 W3 6 4~
FEI AT BETE PDR My & JRrh AR E AR M, Bk, KA
2ok FHORFEFNE DR BB AL 5 B R T 2 i
&S UNOIT A A IR ENERINSET S Y i e oA T T 2
DR 8 ) isi A% 7 R 43 F- B
2 DR 5#REF

B S 2F R AL N A 5 B g i ey, L
BT — X o 30 D PP B A A 0 e A 2 Bl R —
IR T HTRERL S ORI BT A RNA [EFT,  H AT skl 2
BN T T DR AEWAREY) R R ELA BEAL ] L)
R FHIRITR S
2.1 BRAZS DR EWIREY RIS R 41
AN oA 1 i BT A 0 1T 457 P B 2 B R, 4%
R 449 M ERRIBIER 2 FHH FEEEAEELL
H: K HF - B (transforming growth factor—@, TGF-B) {5 =i
P AT % S S SRR AR DA B, XA R S
SHARGEYE BT RSS A, BTEYE LS T DR 5 DM
R LI A0 22 S Ak n SR IR, g5 AL A Y 103
A2 RINAIE D, H 22 5 3258 1) 3% 9 7E Bt it 12 12 fn 4k
L H SRR 40 A T B A0 B i A, o I
B IR 3Z 1A 3 (1ysophosphatidic acid receptor 3, LPAR3) Fll
5535 7 11 ( calponin, CNN1) 7E DR 20263k B2 Th s, e
HAr 538 2 520 Hippo 38 #8755 1004877 1 L2 1 A Wic 4
1A% 5 DR k4, # LPAR3 Fl CNN1 7] g2 DR 2 Wt
I LE bR A0 R 7K P B I RAE |38 3 Mk 5

RYTREF 25 L TR KA HI A 2 4 22017 G Hk
J3HT, Pan % 20 ] PDR M3 K 20 5] NPDR % i
A7 M5 5 S 2l 2 43 A, AL B T 6 AN FE I (CCDC144NL
DYX1C1 . KCNH3 ,LOC100506476 . LOC285847 F ZNF80) ,
H A PDR R A58 AR AT 3R 3 91.7% F191.5% , 1A
I, DA BB RTAESS PDR B2 W W 7E A= b i, (H
v T 7E T KRRt IIE
22 HRAFE DRIFREAEBHE HEH¥ABTINR
DR i ik 7 v iy 25 PR R P AL, o 2 AR AT P s 7 R A
2 RAE ST DR B SCHEG HLL R | (H 2 5 Hoh A8 o i Jis o 20
JHL P 28 50 B PN R 2 e n ] e AR DR 58 98I 2E
12 J& Akimba(Ins2™" VEGF*™) /NG AT {3 B2 BL T DR
H YR A AE T h D B B T A28
TR BB K e 25— ITRFSE ) 12 JE) Akimba /1N RO 0 147
B RNA T H53R T DR RS dh b 22 40 i P 28 08
21 L 15 5 40 2 5 R A 3R PR I 46, 485 R R B AT 4
ML PR 200 B RSURS 4 R g Jo 4 i 25 S e A I IR 32
BRI A A B R JE R 3R 58 ol S i B AE g R
BEWE 4B B RN SR A T A R I 45 A R R R B
YL AE DR FLHA B 2R AT M I AR v A 4B DG B L (R
FETCHENT Miiller 41 At AN LT I I 400 Mt 08 A7 20 0 i i
Xiao &%t [ %M T2DM A £ 58 A A0 (i 08 I s 3 £ 2
Y RNA 4307 , 255 308 7% /0N J T3 440 e ol v ot 4 e ek HL
ZSRRBEHEE L, @RS T TNF-o il 3 5305
AT/ INBE T 20 L 35 A, S 1 /0N e o A4 AN A 3k 4y
WMIE R TR -2 i 25 TC DT BE , 38 1T BB -5 10 P9 I 1T /657 1A 12 200
JHLAH B AR FH A ot — 90 X 6 5 B, DT S 3550000 Do) A o ¢
i1,
23 HFHEFE DRIGITHESA Bl VEGF IGYT7 Al I 3 5>
PDR F8 35 0 W 8T A A8, (HLANARE 0F T £F 4R A3 5, MR
G ML/ BT A= 2 2 A0 34 5 2 (8] 9 O B R 45 L L, AR
S FA AT VEGF 245 ) T8 Ja] 46 A8 90 58 1M 45 P Bz 4
JL, 15 A B S AL I Y K A AR B B, A5 R R BT
VEGF 254 7] fig 5 2045/ 55 18 2 1 AR Ik 2 s 1 B e
JREE T A ol BE Ak 1 AT PIIR R E 324K 2 5%
TGF— 3 B AH OC 5E R R 3K S5, 2F 170 o ) 400 Do e &2 4 £k,
YEAR IR 98 IR Bt VEGF 2593697 5 P I i 2F- 2k
TRIRBE TIRITVIA S . Dong %512 ik — 25 R FH e S 4 24 4%
BT T A X O ) 0025 P B A ) 5 i, 465 SR R B TGF -8
18 R B A B S & 42 BB H 4 (bone morphogenetic protein 4,
BMP4) fl SMAD ZZ J% B 51 9 ( SMAD family member 9,
SMAD9) Fih T, ik — DR N AP LI B IE J5 , 5T
HiAly BMP4 7] 3% 1R SMAD9 #9335 I #F VEGF Al
4 ik I 7 1 F 3k, Ik BMP4 W] BE & DR % 2 P Bt
VEGF FIHTEF 4E b 1 A 1R 7 LA
3 DR SR WiEEHE

DR i 5 st A TR BE PR 22 %85 D) AH G, W 1ot 4% 27
BRI 5 EREE I R Z (B H 5, BIZE AN 2728 DNA J7 51
FYRTEE T 8520 DNA HHEAL 418 st DL S AR gt
RNA 1892 55 3 Wlist 14 PR & | el A8 A DG 3k TR 3658 20 1 5 Mg
PR R K%, Hod DNA B REAk 2 —Fb 3 E i 0
W s i o X, & A DNA H O B B ( DNA
methyltransferase, DNMT) ff46 T, LA S—HgH H i B AR
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Sh P SEAIAR K 15 P Py PP 5 00 L P W 1) 57 ik o, o HAE
ik 5—H B I W% BE (5 - methyleytosine, 5mC), SmC EAN
FJa 3 F M w8 iE — 5 15 08 ( cytosinephosphate  guanine,
CpG) &, 1% X 3ol i WY b3l o & S BOE R Rk TR,
H AT, DNA H 4B RS 2 57 F T DR #0032 W7 K & Bl
HlER R T,
3.1 DNA HEW{ S5 DR MMALE  Agardh 5" XF
T1DM ff PDR /& # #1477 2 HE K41 DNA H LA
W), S FEME T 233 DM IREEE R Y 349 > CpG 7 4 25 572,
Horr 799% AR R AL, X 2e 7 s A0 T 5 RAE LR 3
SERHOC I S DR ) 2 2R3 |, 38 B A A 4 22 S M R Ak S TR
LT ARG AN T 00 40 M 8 ol i, E—2b
HTBEE BASIBFSERAE T 17 AN FEH Y 28 A4S CpG A 57T LA
fE W0 TIDM & & & 4= PDR 1Y & W it 1% 45 i,
Duraisamy 25" JRHFSEIE M, 55 NDR H & A, PDR &
HME MR DNA F L AL I 3 5, $2% DM R 3 0 R 34k
K 2 vl DIVE A2 W0 PDR B9 90hr &9 .
3.2 DNA BEWN 5 DR Zm#LH IR ALK Ao £,
DR #E RIS S B A = % 4 ) 1 2% 1k 3Rk« ARk
107 G, W38 15 2% T DU R < AR 12 & A i HL
0SS OB S BRI DNA (mtDNA ) 3 g A5 14 1%
PEPRIR , J— 22 G AL D00 35 A5 1 A o, JHL D PRI FE T v G
5 DNMT J5 PEIE I, 530 miDNA 5 B 540 DA 48 405 % 3%
ab R, R P AR ok AR T B R A AR AN i R T, x
DNMT #A T 2 AT YK 52 Ze b AR 8 28 ) SESZ DR K 1
W AE DR KRB A R RE LSS 5, I o 22 R
3mo Y DM K Bk & It B 4F ¥ 4§l 3mo f&, F M
DNMT1 #43% & SmC K- A938 IndF AR 5% (H R 615 S
DM K EU 37 BIEA T (i g4 1] U] aT 4000 1 20 D € DNMTT 38
I 5 SmC KRB NN, %45 SRR I AE 0] DM B BE AT
AR AT LLSE 3 ) DNA LAk ) M T 4 4 b i
AU EANE DR & RN Ik, X DNA 34k i+ il
AR IR ] KL (0 DR AT 2200 7 £ 0 1 42
A B A
4 DR 5ER4A*¥
AR — M s L SUIE R 4 i Rk 1 4
TR U2, B D (AR ) o B85 e BT 40 L i 1 2L sh S AR R 1Y
SN N %3y S O S NN I W& 4 &
Jo 22 18] AR R, SR T R B R A kR, HRTE A
Y1240 HF DR G2 AL LRI s
41 BEAHFSEMIREY DR BE WL FHK H
TR LA W ) B AL 2 F 9T R DR A 4 T Rl RE A AR
YR, Balaiya %" 38 & (412040 T PDR B4
5 00 X I B L AR B B B R, 7E PDR BB
PEESIRTOR LRI T 16 BRI 0 8 1R, S 2B B 1 R )
A5 B8 AL MR R385 R i — K 2R AR OG, I 1T B R
4 PDR AR5 G4, PDR B Bk h 5B E ik 22 5
FEIRAEE 2800, FLR R AT e 7R T B B R b 2R 1 S il B B
A = 5 7K B Bl i — 5 7K B B 8 33 28 s K v, AH GBI 5 3
— HHE PDR B S54RI A DG E (1 P B R s /K b i 2R
FRIA R 191 MEFECE, Hd 111 R IA T,
80 ik i, 25 55 F 3K 1Y B 1 32 BEAE #MACTIE 1 9 BX
S % PI3K/ Akt 175538 6 LA K% JIE [ e A 53 e oy 417
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DR BFHEB PR REREA 1 IEEA BHEA B
P C SEIREE A A M Be sk A N 4 C KERAHHL
FaRKF 2 AE DR G P B TH R 42 S R AR
FAGE G, 3RA5 7 5 o 10 S R SR (0.93/0.78) Y,
W 7R 74 AL B I T BTGB HLEL T EE M, Chee 457 HLHR
7 T2DM £ PDR \NPDR H1 NDR H ¥ 1 Wi % 25 [ 2H - 45
S IERIT 119 Fi2E SRR E A, Hd PDR 419 34 n
T 2 12 5 8 AR I BT AH S 1 B AR AR AR AR 3
B 22 R RIBME A T BEALY NDPR i & %] PDR
HAEDIbR S
42 ERHAEFE5 DR EZmAE 2007 4, 5k A IR H
VA HOR A T EH KR L DM R U I i 2 5
FEEE AE DR RIMIFSE A, Chen %5 75 5 Bl 1 57 (19
PR €0 28 1 B A0 B b 36 5 Hh 2 A0 5 5 A AR 40 B O
- G555 S s M s E D, R it —
DR A % rp b 47 5640 )5 45 H 4518, DR R SMEE R 77
TESERE I B R N 2% 07 7 fE7E DR & J@H R /EH ., DR
RN R AP SZIAY BE FH T 548 DR (OBFE, H R e = 16 4
DR ShBRI 4 o B 2 1 8 ke b 22 1 ik 9 4
H T B B ARV ) R AL T D R A T B B AR A Sl —
i 3 3k T AR DA A 0 I 30 ity A A A, AT FH AR50
I S35 1) K P R ek A, ZE R IR AR R T 14
%l DR %5 6 ] NDR [ 35 09 I 2% 25 41 2%, I 06 % 1
41 AR A, T REAE G R A 1A TR R
B 1Ml 2R 48 A1 /MR PESF Z FHLE 25 DR &9, Weber
A0TSR 14027 20 B T PDR R % 55 2 B 24 L 5l 00 )
IS A £ A R A VAR 114 8K 1 IO A A 7 3 3BT, 5 SR
UESE PDR AR BE S AR P B (3 A O30 865 0
KA AR @ IR, A E e L PDR 5
FLUFE R o 5 58 25 £ 3 B I AR W AR 1 4%, Z 9 PDR AR
HW AP HLE AR B.D ML BETME, %
eI S 11 O R S AL PN B 0 R Y A B IE R IR S
FYERY L RS B D AL 23 52 B AR 1 M i 14 n 40
{83
A3 FRAFESETT HEHYEHT DR G s0vAh &
BT S, Ly % WR5E & B B XUIAYTT 5 K967
#) T2DM (db/db ) /NI A 63 Fh 22 3 Rk E A R,
T % AR AT 2R I UK RE (35 42 5 e T A5k AN 4
A5 S5 S B A BE Ak, WOGJE DR A B0RIT
2, WFFEaE AT F A DR K BSOS 1A 7 H T 0 400 I 5 2 1 4
2 UESE 33 Bl (B & 2 Ak W okl i nT BE & 1R AR
™. Bt VEGF 1697 E Rk R0 DR 205 38, (47517
FEST RO B 5 B AR 1 558 DA B e i £ 2 A B 1o 448 o 2
B, AV, PDR R B U M R R BE I
P PR AR A R v LRI R A 5 & I R
I ARSI AR E B R, N TT S5 DR i B RE L T
DUAR BB B BB AR I T 6 I, oA X MR R - 58 o 81 1 1R
T HRIBIKT = s ] 3t R R 2 R I R S R R 24
DL R AT 2545 251 m] BE Xt PDR AR YT 77 2k BB 7 2
AR Ok 2 Y i 5E R BHPT VEGE 35 T PDR &
R R A D G 5 ) IR, AL T AL o oK 5E 40
# SR NHATH VEGF & PRP G719 PDR H 3 35 3K W
AT A A AR, K BPT VEGF 55 1 4R & 8 1 M 4 4k
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A a b c BEFEB IR FRIRIG 0, I, PDR R 42
ZAU VEGF 1697 J5 I Je it A7 B B A U ) oA Y
5 DR 5ERifAE=

PR 2 R T 2 SE R | R T IR L e K Ak & il L A 240
JHLAR 3= A ) WA AR ) KSR R BRI AR 15
A8 AR 2= b HLAT 55 e ) R AU R S, L A
Xof 22 % 187 BT 5 5 o FH T I R, FLB ik iy A= b i W e
P2 B B 1. A A 27 43 A 43 S AR 1
TR o) A AR ] 2 b AR AS v B B A A T IR
JEF, Al A AR 22 R, R T A H
B AE T HERR TN = P g e B AR AT
P, Q4L 2% B R T DR G A K & 9k LAY F
LS
51 RIFEAFSEMIREY DR A AT L 746 AL A
Z R T E I W B SR 57K, 2021 4F—
ARGV I T 9 T DR 835 A AR a5 22 9T
GERRGE TG L-AE B L-FLER N R LR
L-AR D-H %W L-NEAMR L-7r 2R RE R L
AR AIEFRTEN 9 Fh DR W AE A Whn 9, 278 DR &
F 5 IE B AE R A A RE B A Oy A AE 25 R
Curovic 25 X RG340 19 DR 835 04 1038 i A8 351 7 40 3
TR, & BT 3,4 —F 3T MR (3,4 dihydroxybutyric
acid, 3,4-DHBA) /& DR #F J& )20 37 KUS b i
52 RTAEZ5 DR ZmHLE DR (K 4L 2# 0 58 UF 52
Z AN AN G I B2 ( polyunsaturated fatty acids, PUFA) M Jil
fR%52 5 DR A sh 5 & B 25 . PUFA 76 45 A il &
i VA1 A5 T B A S HEVE DR OB LTS PUFA [T
A2 1) 5 28 a0 i ) L SR Y Peng 48D JRUE 2
A FAE Wi R PGF2a B IK J& NPDR 3 J& /Y £ |6 R
£, TULSTZ iFESH DM /MR PCF2a Z-B140, AT 44 40 1)
JESE A0 A 3455, WG AR 4 27 45 A 22 040 B B o5
DIy | V8 465 Jok e 2 T i 3 36 % db/db /B 22 A G g
J o1 E T IE R DR, Had B ¥ X MAPK/NF-«B |
PI3K/Akt LA J2 MAPK/Erk 3 "', Tomita 2% 43 #7 T
H A 43 7] PDR 35 B 21 (51100 0 IS iy A A 255 8 s A v £ €
Y, & 8L PDR B E LR /K- B B REAIK, iF— 2P o R
P/ AL I s AR A I Ae /NERH AR S 12~ 16d T2 LA
WUBRIATT , A BUAR X A= I 48 H8 B0 0] 28, b8 SR UESE T
WLRRFFAKS PDR B AT iz R B # VI e & . 1Rl
2] SN LA B A B Bl BEUIR & 5 HE 2 L o] i Bl A I
PRI RE BRI AR s E AT T 1SS R R ARk
Ak,
6 DRESHFELESE

R LI EANE A AR AE R & DR &AL 4 it
Gy FhR ) K SRR RS AR Ty R A TR A Bl (H
DR KA REW I 2 R85 Z 2RI, N — M TG
AR R BRI R S R M A e £
IR 20 B ML I DR FFAE , Skol 25 B4 3k K 41 24 Al
I SR 2 SR SR UE S A B9 Y 0 2R JE ] (folliculin, FLCN) Jf&
DR M9 5 B, A0 SO BE T )2 W T DR 193G
J7 1, Tababat—Khani 25 X 4 4015 5% 19 AL 8 €6 K 1
B AR AT OGO GHBE 3R 5 7 sk S TR VA 2= i T
BT R, O AT 375 S 40 i O 9 M K 58 B 1 Hsp70 3R

T A0 L T 5 PR T R ST B 9 AR gk, AT 3 i
Z: SN SR B 5 AR AE A AR fe 4 A L I e I
LB .
7INESRE

AT XA R 2 WA R AR REARE Bh3RA T 4x 1A
W DR {9 BLA: BRBLTR Sz 2B W0 bR 25, S S 4RAA T L A
PERTE R, SR, HAT RO S A R BR P : (1) 24127
Z AR P B BLA o S 2 i E— 2D TRADESE
(2) AW AR G R B B 4519 DR 2 W 03 2 RE
B RS [RIBIFTE X G2 i B PR R 280 A7 7 58 L IR 42 Tl 17 2
L a0 T8] 45 R R A AE S ot AR AR S ik ok iz b
TR, FATETTHEATZ O IR IRIFTE , 57 £ 5
HWIREA PEIF EA T Z2 2 A, AR BE A 2 A R 1 &
R Z 240 25 1 ERA T, DR BYIZIR 7K #6453 8 R 3
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