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Diabetic retinopathy (DR) as one of the major microvascular complica-
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. and anti-vascular endothelial growth factor have been as the major therapeutic measures
+ of DR. However, above prevention and treatment methods have their limitations and side
BEES T 5 [ AR 2E 3 4 T ’ effects. As a new ecological treatment, gene therapy can correct or compensate the dis-
S H(4=.81160105) ;T P4 45 [ B ? eases caused by genetic defects and abnormalities to achieve the purpose of treatment,
and treatment in the genetic level is expected to become effective cure for DR, and also
¢ is expected to apply in clinical gradually.
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P 5 12005 5 RE RS MR 5 AT g A R AR
FARHMFRED (HHNRENG Ye A7 52 il 68 ) 9 55 , 15
VU5 3 p e B S AR o LAt A R 2 B RS
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W 5E = INRR L 8 2T (AR RE G i A8 0 3 AR A E
NIRRT . B TR T IR AR AL R 7%
T g 32 R0 A (1) Fe R i 32 BE R R/ 52
WA R 70N 5 (2) T 7 A AS ) 1) 2 AN A7 A 22 A Pk T
U BRI DNA 9Kk, DC31 #45 R G, HL %
FLAORG R A ey, o HLE FE AR YRS AT o 24
HUET XS DR 3 PRGEYT W8 55 22 10 0 K U5 KR PRDSHT
1145 N J2 A= 1 A 7 (vascular endothelial growth factor,
VEGF) ) 82 | je A4 BH 1 ( pigment epithelial der-
vied factor, PEDF) "7 [ 452 ( angiostatin, AS) | [N
Rz (endostatin, ES) ™), LU 40 I 58 33 10 457 P
B A0 MURG A=, DT 8 A6 1 A5 B8 1, 38 BRI
I R 2 1 H Y

2 DR#EXEER

2.1 VEGF VEGF j2&—Fp B A & e e 00 1 4
R I 22 53 43, —Fam s iy il A8 2R R, B
AL P B AN AR 75 S AT G 1 it A A
PR Z P AEY) =6, 5% 7 M2 K (vascular
endothelial growth factor recptor, VEGFR) &t 4, /v &
TE A C (protein kinase C,PKC) k42, i & H
AV IRE . AERIRASTT P B8 A S 40 A PN Bz A
M 2 LR A5 VEGE, 3R HR 35 1 45 1) 5¢
Rk, RS RSN R T, S VEGF 13k
ATy, HH 3 R 1 UL R RS A I AR 1 M R
R RLIE FE o I R % B, 53 B IR A 3 R 6
A RAGE (B 5 2 o2Bl, [RIIABFFE R,
VEGF fy 5 £ 25k 5 DR 4136, SNP-2578C/A
HrAA JE LY DR R HISEY . VEGF Ji 8 X-
634C/G iy 5 Z 8 PE 5 DR (&4 H %Y1 ¢
A, 10 HL A7 50T BE S 4 M 3% v VEGE Jh iy 9 32
FRAY A E RS2 K FLT-1 (sFLT-1) 245 51k
VEGF i 77] , PEDF | If 48 1 & | 4 J& 25 I Fig 2 2L 4
#1143 (tissue inhibitor ofmetalloproteinase-3 , TIMP-3)
WEA G A RAVEN . K28R N HUR A= i
TEBURYT R W E AL P AEM ] VEGF 3% ¥ J7 1, B
e NI DA 22 T R BHL T DR i 3F J&, i R I 4l ,
I, DR By H 36 97 34 W 9% ¢ T B L. Colella
S50 DL VEGF S JE R & 1 B, 1) FH R A 605 75
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sFIt-1 By FEPRI 56 7% 3 A K 32 280 1A T S 30 0 D T
JEE (36 97 i PRI FE B e S ) R PN 838, A sl il 1

PO B P L4 S R R A o Amibati %57 1L ROP
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I B 5, 25 R B oR 1E 5/ BUIR #AIK & 3X
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Xof B AES B AR 40 VR . SR, 72 ROP /N BRUIR Y
VEGF ik & B 3 T, M sFle-1 )0 32 4 i, 5256 58
TR A sFI-1 P 1 R 2658, % ROP /)y
RUEEIATF R
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FEAII T A0 1) IS8 i 767 A B 200 L %) 34 5 5 3 0, o/ BR
DAL LA S 1T, 3 R 410 ) ke 4375 - 1 00 ) S 2
A8 Ak, (] ) e s So FL B 0O 0 ok 22075 1 400 TR0 5
it , 0k VEGE {45755 (14 P K 48 1 184 5 Fi 3T
B MR B I R AERR PN, PEDF % it 5
VEGF & /456 — s 5 P # C R , PEDF 1)~
BT (i VEGE X A Rz 240 B i (2 A 22 43 24386 P o S e
H AL, SO PR o 10482 T AR AR S TR . A
W5 woR , PEDF 0] D)L I ZREAIR VEGF 7640 M i & 21
1A P B2 AR Midller 4 i vh i 23K 5 55— J5 1T, VEGF
A HAZ R T 0 LB AT DL 2R VR 40 e Py PEDF
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=) L})rﬂ,lx_il JiR 5 A% ( retinopathy of prematurity, ROP) %
TR 207 o A I T R 7 A A A L (R
TIMP-3 il fE %S AAV A J 1) PEDF 5%, ES JE[H 4%
FE T A AR TS AIR
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7= 5% K (receptor for advanced glycation end prod-
ucts, RAGE ) J& —Fl B A Z LK 1) 5 15 5 5% 5 %
TR, J& T fo 2 BR AR B8 ST 1 20 B 3 1 43 -0 Y
n] 5 R AL 2K 77 1) (advanced glycation end-prod-
ucts , AGEs ) 4545, 38 ] 5 H A FCAK i Pk R /18 3 Uk
e 1 B H (HMGB1 ) | S100/45 %7 55 (45 45 A1
KYEAE . AGEs 5 RAGE 2545, % JAK-STAT,
MAPKs Ras-Rac-Cdc42 . ( PI3-K) -Akt/PKB 32 &5 4%
T A FEAE T, G 38 o o, A5 308 325 1 | i 200 i B



RBH e 201449 534% 9
Rec Adv Ophithalmol  Vol. 34 No. 9 September 2014

http .//www. ykxjz. com - 895 -

A N sk EE NO B &7 5 I 4 1 A ek
R %5 B2 R 2R 1 9 A8 AL SR T, Je 24 3 SO0 R 1L 58
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JB,

2.5 WEEMEEREERE  FWHE R (aldose reduc-
tase, AR ) J&—Fi 715 T 40 L 57 /9 LA NADPH Sy %l
il i AR JB T AR BB KRR — Bt , K AETE T
AP, S AFAE T A B O R UL AR
R R 2 o 20 S b 2 LA PR T M B — A%
F i 12 ( Nicotinamide adenine dinucleotide phosphate,
NADPH) Jy4fi it fb 22 RSS2 ) Jo 3 i o et
Z 558 AN A T A AR M A R . AR R
2o 0 T3 e 5 R PR B R G . B &
B AR 790 T LA U6 55 48 05 19 NF-kB
EALF APL {55 I Rl NF-KB 35 ALl APL {5
S5 A AU TR AR G BRI T RCR R, AR
PR )35t 4% 722 S ZE AR DR O e 11%) i A e Je v T 2
PR R BIFSE e B R A I JE R (aldo-keto re-
ductase family 1, member B1 ,AKR1B1) {5 75
DR 2 YA, rs9640883 55 1% R i F2 . DR i 35 Al
oK, 3 3 R MDA PR A I BMI AL I B 1 B I
7 FEL T K S AR AL I 21 B (K F, [ #2521 DR
KRR,
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( angiotensin-converting enzyme , ACE) J&—ff Zn** {
AR K, RS R R R ), O pe 3 %
1B & -5 B 5K E & 5t (renin-angiotensin system,
RAS) /r5, M 7E DR H,RAS REGPHZ 8. AR
Fe] P Gk TR ACE2/Ang-(1 —7) AAV {K( AAV-
ACE2/Ang-(1 = 7)), 3/ T AL R il )y ACE2/ Ang-
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ACE2/Ang-(1 = 7)IBI7 BRI /ML 2 S A 5, o4
ML BN M4 10 £ 4R, HRE WAL DR /K2R, [H]
i BEL LE BEJPC IR 18 J5E [ I 4 B s R BRUAS- 3] 17 gk
— Wk, B IS 5 153 4, AAV-ACE2/ Ang-
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KA, AT BEL L AR DR 5 | A P 400 1O 6 0 65 36 5 e\
JEC B JEL A0 PN I 4 A TG 20 B B 40 1 I B AN AL
P [a) I WS B/ SR PR A2 v RE 8 A3
A I FRHABAR O T A& IE . SR N RAS R4
iy ACE2/Ang-(1 = 7) 335, /] LIE N DR 19 —14>

BIATT BAR

2.7 —SUREHMER —HAAEH (nitric ox-
idesynthase ,NOS) 2 NO & {19 258 fiff, NO J& ] i
1 IR TR0 B L3 2 727, 4500 9 B 0l 8 5K 7
el 145 AT 5K, BELLE P 200 R ot I AR A I A R fR A
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W2 )& NOS MEAUEEP, 41 eNOS F1iNOS,, #f
FERIL AERRBR eNOS JEDH (B BRI B, 5 1]
W% CSTBL/6 /INERAH LE , eNOS HE P R A4 PR /)N
SR PO 65 ) I 2592 85 1k B S 3, S A kO
NG 20 6 A0 0 A RSO 3 I R R B AR B A i
BN AR S NO ZKF- 55 FHRE ) B iN-
OS [k, [R5 RU], eNOS JE[H T-786C
Clu298 Asp JE[N £k 5 DR #EREHIIH L

2.8 RAMMERETER RAMBAERER
(erythropoietin , EPO ) J& — F FLEE () B2 PE MR 22 11, A~
AT AR 1 F 0 T A0 PN 21 2R A 20 M A 3 A= iR e
oA, W LT AN AR R, A BRI BRECIRS TR, B
AMZTCR R AL ARG R F M. 1E DR
)R A R EPO SRk B I 3 5, W) B S i e o]
PR Bt R | S T I P B A 1 G B L T AR AR A
ML TE L. EA0 I B P B 20 e v A EPO A2 14,
EPO il iif 5 HAZARES & RO AR 1 BRI ( tyro-
sine protein kinases, TPK) {5 5 5% S 118 W4 05 5k &
FEHAE A FFE IRl A EPO I 5) , fiE
HH 308 e 0 A I R I B TR IR, PR TR 2 A8 1
Xf EPO IRk SZ M ALK, 3 H EPO 75 3 55 {4 4 A il
WA IR TCA S, AU EPO JE ARG K
WA T B I IT 1 i h 7] Ao Takagi 251 i 5K
EPO 7E3 56 1 DRt i, 7£ ROP 1 #iii ] EPO 5
i) VEGF [RlFEA 2L,

2.9 EREEBRHE2 EER AR (Tie2) %
IR B AL TR I A R S A R, AR Ang-
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Bo Ang-1 ARy Tie2 BYTEALH], 0 Ang-2 JE4%
Pt Tie2 I Ang-1 35 B RN ALK, 76 10045 T2 BBy
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2 53 A R 4 55 ] A ML A4, AR E T AR L . B
fEH: & K F--B1 ( Transforming growth factor-g1, TGF-
B1) I — 25T~ ] 241 W A 7% 02 32F 20 1 2 Ak 1Y) 55 e B
PP, A ME TR M VEGF 1 Ang-1 55 Ang-
2 Z AL AR EAE . Ang-2 7R3 | E S5 40 M & 2%
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3 Hft

755 TXNIP A% 35 PR T R AR e 363 LS M 4 48 17
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