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Abstract

Diabetic retinopathy (DR) is the most serious complication of diabetes that endangers visual func-
tion, and is also the leading cause of blindness in diabetic patients. At present, the pathogenesis of
diabetic retinopathy is not yet completely clear, and the factors affecting its occurrence and de-
velopment are also complex. The systemic factors include age, course, blood sugar, and blood lipid.
DR’s treatment methods mainly include drugs, lasers, vitrectomy and Chinese medicine. This ar-
ticle reviews the risk factors and treatment progress of DR.

Keywords

Diabetic Retinopathy, Risk Factors, Therapy, Vitrectomy

«
b

B2 PRI

® 93

IR PR A e R — MR R, 2 i
Email: 312293856@qqg.com

JUbR R AndeSE SRy i

i

Wk H . 201942 H27H; FHEM: 2019434 15H; &4 HH: 20194F3H22H

HE

1 FR R A0 Y B 22 (Diabetic Retinopathy, DR)Z¥E FRIS & XM I eE B ™ E ) - R IE, LRMERR BEE
ERNEERFALERRRER. HAl, BRAMMBERZRBEIGNREEA/H, PMERERBREER
BANER, £2SHEEAFEER. HRE. . ME%. DREBT A RAEEGELGY. Bob. BBEUIR
FAR. ZEBITE. AXHPDRIERE R RGBT RBIHITSHE.

SCES| YU WAL AR S R R 2 ST R ). IR, 2019, 8(1): 21-26.
DOI: 10.12677/hjo.2019.81005


http://www.hanspub.org/journal/hjo
https://doi.org/10.12677/hjo.2019.81005
https://doi.org/10.12677/hjo.2019.81005
http://www.hanspub.org

S| Fi

XK ia
BRRAMESREE, ERER, BTk WEETRAR

Copyright © 2019 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY).

http://creativecommons.org/licenses/by/4.0/

1. 5|8

B /R (diabetes mellitus, DM)/& —Ff i UL 1) 43R AT VA 1% P 20 W FIAR IR 255 , 2016 4F WHO KA
MIEE— A Ak (PSR ) Bon, TEHEFRSANHIX, BRGS0 N BRE g, AT FE B AR AN
BRI e, BEIR R AR AR 1.29 12, HAEBANOR 94%, FEaskEhn, RECDEMK
it 5t DM B NBUR 2 E K (2]. EHT, BE R X B A A i HLR R e A R, s R AR R
RN FEWEAE R, 2O R AIEER . R MU MUIRSE[3]0 1S AR PR bR R I 1505 A2 o IR R EOE,
BIT T, R E, BEREYIRTARZ B 1A 86T 77 [4]. AU DR BISa R R 2 &G 7 ik e fi
HERIR, BEEGIOR KGR E, 3% DR SRR 8 40

2. EREZE
2.1. §5iE

PRI R 2 H AT R K AN DR R A B 2L G R 3, R4 Nittala M G, Keane P A [5]% A FIF5C
EORIFFE 10 HE~15 5 FI0E R % 2 # DR B R ATIL 26% LA L, M FE KT 15 4E1I0E R & # JF K DR
JUREIE 60%. BEERFEER, HIRF SR IFR DR FERREE LI, JFHE NG %H RIURIR
iSRRG I — A R, RRORE R L R AR S LE G N 1.05 f5[6]. BRIME, XFFIEK BES N
BRI B, BRATE N Z MR IR SR, B, BUNA)T, EERERENEE, ®Ion A0
1. HUTHFEXS T DR AE LG A B, JATH MW FE0 T DR sEmi i K o] R 55 i o e #i . &
i J52 B2 S LA K o

2.2. MEEMEHCLOIES

KBTS MBE AL M2 8 & DR M EZE AR TR ZR, (LB 42 ) 155 10 B 4 5 M PR s R85
DR KK E . FEINLL R (H(HbALc) 2 A AR L A 2040 M P 0 20 28 1 5 b 45 A =4 . TURE A0 i 41
FEEMS G R E AT N, FE5 MR B S IE b, 38 v T PP T 8~12 J& 11
A2 )15 O

TG, TIPSR 71X 120 1] 2 BUE R 8 2 I PR 20 RH RS 2 IR IS, HbAle SSIG =i A 45 )
BARKIF TE BLHEAT T 8B 2 HT I 7T, B PR 2K Logistic [\ 97 #2481/ Mr 46 S % 9], DR 53 1Y L% FBG,
HbA lc 7K 5 3 & T B 4lbE JR 5 A4 3T DR B (p < 0.05). 43 BT H2 Ji R] v MUK 0 20 . P (435 5 B
SEAAL RLB PR RGN S bR S R S R A AH A B AU A B Hb Ale A 2 DR G R 3, Czako
C [R]85 X} 2 B PRos I BE 4% A DR 1958 RBEAT 1AW 7L, W 50 KI5 Hb Alc8.3%# AH L, Hb Ale > 8.3%
KA DR WG RN 7.2 T4 ] Hb Ale bUECZE RRSeit % 2 3, BIRXTT Hb Alc /2152 DR |
G R 2R WA 8, (RN R A DA TP 2 1) IO AT 2 980 RIE 1Y) E R T
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2.3. A

KEAUEHE R DR (8 & 2 AN SZ A BRI T 2 I TR) AT IR /KPR 2 i i EL B A AR . i, s
T8 N AZE ) AN L8 IR B S B o] BB AN 2 R AL Y JEE A%, Tt F At — S D) W i i P s AR D) 55 A2 L
BEUT Y TR 1) T A G AL X R AR . BT X S K AR R R B, L IR R T REST R Af I R A R
S, SR EL DR BB 1) akrlbl BEVEPEFIRIEIEIN[9]. K, akrlbl 2B A& DR M S I8 11
WAERIE LN Z — . akrlbl WAFROAMEREIE R, {30 J5 B4 B 11 A0 B % el 3 Jir I 2 Ik 1) B AR Il
&2 U I IR P ) PRGBS, RIS AR, B AR AN AR T akrlbl A2 H )R
F Rk rs 759853 g Bt . i, Katakami [10128 NF—TUHF FE R 50, akrlbl K25 rs 759853
[ ¢ SR LD RN dr 1 S0 PSR LR . e AR, Ren M 28 N[ 1130 374 1595 FR % 5238 O 91 41 161 4
XTHEZH 213 51) 3 DRI 5 45 SR SRR 1 4 akrlbl JEIR CC RUAN C A7 FE RS2 518 53.42%. 71.12%,
TR AL 39.91%136.15% (P ¥ < 0.05). LR & Logistic [ 720 #7 45 5 &7, ake1b1 FEF A ) CT/TT
5 DR &R A F(OR = 0.579, 95% CI: 0.383~0.876) . 455417 T S5 A7 B P (14 R s F 5 % AE DR H S s 14 FAIK
BRI RIRA T E i — P U, BEERHERARMA R, BATE2T I BES DR KA 12
RIAE R, a7 AT DR $RAESE a7 5.

2.4. RBP4

W BEWESS & 821 4 (retinol -binding protein, RBP4) & —FlBr M TEIA AR DT IR VER 7, B T s iEss &
FI(RBP) S 1 14048 RBP, 32 %2 iy T4 ARG O 4 A 2036, 76 B B 355 2 45 4 B Th R b R 6 AN 8%
REER . 4508, JERE/N RN FERE RBP4 K PE% T, XM, ZEASHE BRI
[12]. BEAEWT LR W] RBP4 /KF55 5 AR 13] AR LR AL 14] BER RAZH1[15]. 2 BB IRIE[ 1616 5%,
I FIRE TR RBP4 ZKFI T s il g2 380 DR R BRI 2. LiJY [17]1550F 287 191 2 BUpH IR fE 3 i
RBP4 #HATRII, 455 K3 DR 3% 13K RBP4 7K1 B i i T2k & DR 3%, 709l72 39.7 ug/= 15 25.0 ug/
ZTb. [FIN RN R EE RBP4 MAKAKCFAEEIN 1 ug/ml, DR ARSI IN 8%, XA 7Tk KB 39 1
VTDR 5 2% RBP4 /KB & T3 VIDR &3, 73002 47.1 ug/ZF5 26.9 ug/ZFt. Arjo [18]5 At
FiARH, RBP4 Jh i nl s 8 I b R 7 {2 R 40 R 7 FO BB 431305, AT i e A A0 A JEE IfL 5 PN iz 48
HL(HRECs) A1 i ik P B 4 M (HUVEC) #0E I8 Ik 8 REATL A L F240d 56 A0 DO JEE 1fL 5 A A 22

3. ATTiHR
DR H R 267 77 8 0 et S IR VR i 9 B0 B R U 2 w6 7 2 2 KR 7 (VEGF)

MBS T A . (HJ2 DL RIX ey T DR e asr, JFEE A HEREERH, FtSHKR
16T - DR B iR E L,
3.1. B EEATT

WG IT & B EIEYT DR MEBETFB 2 —, FEIE I 0 R GRS AN, BRARHR PR
R AR L AR LR KT, SR AR B AR R, R O R AR B VAR TRAE, AT 50 A I i 5 ik
R ML E, HETZREREMILE >R ARS, FOMEER EEMEKE RS, Ha8 TR
VIRIHES, AF i - PEPIRE R R R G s, AT AR T ) A o 1 5Xo) 8 A T B D R 0 DX s A B T 5
T RGBT H0ATT, IMBIGE BETEL) | N R R o A PR B AF . FrE =2
TZI A TR AR S . 1SS O, XS BE LM A T B YT o T AR O X R AR L, N 4s T A
P EEER YT, LARTYR A DRI ACRE o 7 38 [ ) — Tol KRR Bl AL PR 56, S0 ¥R 97 0 E BH o] DLYg D
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DME H M 1138 5 UK M 24%%51) 12% [19]. JeongSH 2520718114 204 33 (60 HR) B VG T id %,
WL A R E ) NPDR. B350 8 2 4: A 4438 RHR, 20 4 &fd F ok MO e b BEAR) I B 4H(TE 3
HICEIGTT) o AE A, NTF 6B 55 Vi R A P75 7 25 R B2 ) BH 32 R (P = 0.05), 1T B ZH3%EA (P = 0.662).

3.2. T VEGF j&77

M7 P 2 42 K [RlF-(vascular endothelial growth factor, VEGF) 2.4 1 BH & DR &A=k e i #2 Hh s LA 35
VEGF W] B YR I P Rz 40 R0 R 2 i, AN T 389 n B 4 i B i v, 3 A vz . 7K e i ifl . VEGF
S5 M A S A AN IRTT, T R X ST 2 LA (1 06 A IR 1 (211 BRFSAR I IS PL VEGF K254
ARFBAME BTN, BB EME T K. B, $T VEGF K254 72 H T DME B)iGYT, [FIRAFE
4 DR A RCHTAE LA A 16T FB . B Al A 5 P VEGF 2825928 5 Bk SR Ve, T3 Bk
BAFURE S A S S 2 B AR IS M) VEGE-A S ffk, I & VEGF 132 K(EGFR)S Fc
R BIIRG A, PSRRI VEGF AHICII RN, AT i 210400 40 D0 S 3507 A= 1L 457 T2 RS R a2 400 )
FEK A R /E F o Holekamp NM [22]%5 NS 110 44(121 K AR) DME &3 3H 7T 338 4k s v 54 BT VEGF 24
Vi, BEVIMER 12 NHE, RIGRERTEHT 10 ZEESEEM K TET 15 MR Ao 5l 5
10.8%711 8.3%.

3.3. BER A FRIATT

IR 260 AR PR 75 -390 20 A0 A3 ) DR, WSS P (1) 90 — B RFSEATAE - R0 0E W] B Bh T4
FRR NIRRT, SR WIRRE AORE RO T 51 A FE IS 200, B BFHEM M RA L. DR {2 R H
TREES, W IL-la. IL-1BIL-6. IL-8. MCP-1 fil TNF-a, 7£ PDR 2 c8{EH . REH VEGF &1
SHAL, (AR P REAEIEYT DR A — PR . SRR HH] 4/ 2%, GRS R b
BEThRE, VAR RS R R B, AAEHT VEGF49. [EAMNE 0T 70 T 8 KA 0 T8 b s 5 B /K i
BETT 23] LA AN 0.7 Z M 0.35 Z i ZEK, BFF SR EoR S5 RA (A8 22%-
18%FH 12%)#H bt , A ZH(0.7 mg A1 0.35 mg) B #HTE 3 FEFEVT AL i3 KT 15 AN RER 8 25 Tuf 5 s
mead W AMILEG TR, XA NML, AT —HBENRALER D dr FHERT 12 HHEG6 A
AXt 24 AN H). H5RZBHCEERGIT —FE, B PRI 2 cw W EIE .

3.4. BEEEBTT

DR HUgi A A B KR8 /& VEGF, HEAIC&fiR 72 VEGF #lifi| 5K 6T . sFLT1 &
VEGF-ri FIR[EMEBEW A, WEN VEGF MBSk, Mm% ErE, —SikiEcgSurm 1ixfy
A B[ 24] . FEX YR T 70, X IRAH <% 7 Adeno-associated virus2 (AAV2)E AR I R 2B 2 1,
— TSI KA, AIVAETE CD59 SIN, —FhCEnRIEE DR 4 E TR IR S B A AR, W]
AR k5% M A DR R B B BRI, AR AL A 22 0 5 2 451475 . B FUKS aav N SIA A RGENH T 5
SR PRI A, R TE A BRI A B IR D 60%. AN, FIETE CDS9 IR B AT DASE A0 ) B T 44
Ji, X A AT BAORAP RGCs S 52 P8 TR 5 % [25]. FPRIT e O & B HifE N DR. 1077
I BARIBYT SN 7 B, FEIm PR AT S PR AL I b o 38 1) R & B DIIE W 13X 283897 J7 VR AE A S PR I
H RSB ER R A B o B, JEIRVA YT 7T DACA DR 4R —Fh— M (03697 X8 B = 7 E 5Pt VEGF
P AR PR RS

3.5. HEBAYIEAR
Sof T 4 A 1 K R A0 X B8 AR A AT B AR R B H AL, A0 X I B A AT 2 ) 0 X R S, TR L
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KR AR MV YRR IR B3, B FS AR DI B TR LT M — (17697 777 [4] - Branisteanu DC %5[26]5%F 1129
il DR #1267 HHR)HEAT IR 7L, 2 BB 23G Al 20G BEFSAVIBRARIGST DR, MEEFRIGIT
R BEMEREREWRE . Hd 578 BIHRAT 23G #:V), 689 BIHRAT 20G VI FA. MALRESAE
72.84%E35 1) BCVA(923 BTS2 1 XG5 , 7E s 2 ARl 73.55% 45 (932 ) BCVA & Tl T 0.1,
45 AN AR T 20G BEHSAYIBR FA 23G SIS UIBRAR B#H FAR A, REMEWR, FASEE
VEPERL SRR 2L . SR R L I AR A I P T OGRS I RRE AR D . BEE R AR E,
R B I VIER 25G. 27G BEISAVIBR T AR, 1R KRR B3 e 1 s s T Rz e,
3% 7 DR BE TG

NG

R PR I3 0 D JE A L B W PR R o B BUE SRR, B PR R A T R B AL U, AR R
F$%‘E@étiﬁ JRAEEWIE N R, ASCERA T DR AR N L ZAER N R UL IR IT Ik w ek, A8 TE
Wi PR A i 1o 0 58 8 AT e A e e DR SR 900, nopl . BREAC 20 . R AESE, Wil DR &
AGPIR R R I RS B E SR AL, O B E A IR T T 1%
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