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Abstract

* Diabetic retinopathy (DR) is one of the most serious
complications of diabetes, as the second general
blindness disease in the world currently. The
development of procedures for prevention and treatment
of DR is one of the most important problems that should
be solved currently. A lot of researches show that the
development of DR is determined by genetics. The
current research advance in DR relevant gene is reviewed
in this article.
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W PR 95 P R0 I B3 22 ( diabetic retinopathy , DR) & ##
PRI o DRI e 7™ B A BRI O A R 2 — | HLs BLEE Atk =
LA O SR I Sl AR, 5 S A L K, B B B R AR
I AL, JE B2 Bt L B 25 . DR VBN —Fh 2 I %
YERIR B, 5 2 uBe Gl 8 A A R B AL . A P 5
YER B er 2 A AR 74 56, 24 M1k, X DR &
S ML) 10 A 56 4 ) B 3 DA Ok 55 0 DR o R AR B s 4
TR A 2, LI PR 2 B — Se R RO i R R 1 45
il B (4 FR AT B DR, 7EHERR T HAL R R s m )5, &
MHSBENZAAE TR, IS DR MK
5T PR A T A
1 PEPR s M4 M0 B R 4R K AR B A
11T MENEEKBEFERE mMENEKERKRHET
(vascular endothelial growth factor, VEGF) ) B —MEAS
R SR (0 0L N B A 225y 343, HLA R 1k D9 B2 40 i
BT S B i A s M A 2 R A 2R T
R EDIREN 73 F A W2 S b J2 8 2 5 4 5 1k 22
& ( VEGF recptor, VEGFR) 45 &, 4 A1 25 F % C ( protein
kinase C,PKC) &1, M ALY ohEe, AHRET,
N R O a1 I S N e O (g
VEGF, 4E R RS0 LS 1Y ek, SRS 2R REW T,
M5 S: VEGF 1 R ik, IR IRBF5E & 8L DR A& IR P9 S i
HH VEGF Rkt B T, Mg 3R IR 5 VEGE 3%
R R 9% VEGF 78 DR B AP B EAE T,

A RYT VEGF 2 A =9 2 b H T IR IR, F- B 7 —
FE YT, (A& LR JZ2 R BELBT DR (1 32F & | 1 o WL 4R
i, A, VEGF JE[H Z 2515 DR A M B 58 4% 52
X, HETX VEGF N Z B R, TEED T
+405G/C 1 —634C/G i 5, Feghhi 25 X B A BE rp
119 4] PDR & 5 279 ] NPDR & # ) +405 G/C VEGF
RN ZBVEBAT 0T, K VEGF +405 GG FEH £ 85k ]
e S I ARERY PDR A & & AT K, Szaflik 255 1) %
PR+405 L) C S07 52 DR KRG IR K, i fE v
PEF B SR AR, R &K VEGF+405 JEH £ 51 5
DR fEAEAHICHES S Awata 555 41X H A< A B 70 1] PDR
R 118 M Ll PR s F8 3 AT LU AL, R e K VEGEF -
634C/G HEHNZ BN cC ZEN 5 PDR (It A7 7EBE R
(P=0.081) ,fH5 DR F bR & BEG AL A o A 0
I, 6 B E HE B e 28 AR bt oK BB HIE 55 VEGF -
634C/C FEN Z MR CC FE A5 DR ) 9 ' 17 78 B
78N Yang S HE— 25 X B DUBE BB VEGF Ji3
BIX-634 C/G i 5L F 2 B PERE T M, & B H YL
EAHEE 2 BUBE RS 2 VEGF J3 81X -634 C/G 1 5 5
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K 2250k DR & AE 2 DIAHDC T HL I A7 6 T A2 A fif i K
H VEGF T im i 2 A
1.2 BYERREEEERE A JREY (aldose reductase, AR)
S FAEAE T A0 b Y L NADPH A 5l il 1 P4l | S
B T T 3 i il R A, K AR TR b, R
TN, EHEARIE T AR A 5 SR A MR A Ak ok 1L AL
Pt L1 AR AE L AR B R A S, LA
SV R B B2 ANRE il 2E A M SE , AE 40 i N K
SEHERR, TS A PN S IR AR AN A A LK i
R ZEAL S5 H D RE 2 0, 1 1 O A e AR L A F
YR, AR AR Al K9 NAPDH #%4k i NAPD™ , Wi /b4l
M2 H RSB R A R A B L B X AR BRI,
V22 SCRRAE ) FH S W D4 1 57035 97 DR, BURS 17—
ERYTRL HEZ — s Wl ATk, H AT R e 2 B
HFIGIK

AN AR FERE A T YL ik 7435, HETEN X AR JE[A
Z751EE DR MISERIIFST, EEEHTE C(-106)T 275
CT/TT LT Je 7-2 2547 FE K, 46 Uthra %55 438 2-2
ST HE R R BE HE T 2 BUBE PR HE DR J i) —Fif
N SATSIE ST S =) 1 NG R R I I 1T
Flavio %51 & BUE L PG A RE i, Z 4507 S R 1 AUBE PR
BH PDR AR R 2, 10 C(-106) T FER Z M7
5 7 A H — R /i, & PDR HEJE I fa B 2
SR BRIk 2 AT, W) 5 5 B 1 ol o A5 9 A8 AN AH O
P dos Santos ZEUHRIE ,C(-106) T HL [ £ 244 W) 5 = hn
R LI AHE D 2 AUREIR YA 55 PDR U JRAHC, 7EH
ANHEH,C(-106) T FEH 25 1PES DR ¥ i)™ B &
PRASE) T RAEN  TAETR A W R X
Wl AFE T AEAE AR RS 811X C(-106) T 2284, H
T 2L H AT HES DR W R A AL
1.3MELXERFTYZHE WEALARTYZIK
(advanced glycosylation end product—specific receptor, AGER
8 RAGE) J2—Fl Z LR 24K J& T fe e 3k 24 B K Y
Y 2 1 5>, A AL AT 5 OB 3L 4B 28K 77 ¥ ((advanced
glycosylation end products, AGEs) 454, i 1] 5 H Al fic 44 4n
PIPEZR S100/ 8545 8 4455 R HEVE R . AGEs Rl R
I AE 58 A 2 20 B DX B, 5 ARRE SN, 98 NO
P& 5K IS VE PRI I 40 T AR A2 B s 2 1 i Ak
EVEM ., AGEs 5 RAGE 254,81 (1) JAK-STAT; (2)
MAPKs; (3)Ras—Rac—Cdc42 ; (4) (PI3-K) - Akt/PKB 5% %
WAL AR . WF9E % B RAGE 3V % () 2k 4 AT S £
IR 25 BRI Sk AR AL KR DG R | Il A8 PR R |1
R Bl 2 OWE R BB R I K

RAGE L & YR 6p21. 3, HATXT RAGE &
P55 DR 3 e A9 AH T 5% $5 22 16 1 2 222 Gly82Ser,
Gly82Ser #:H ZEMES DR M HEAFEEE S MR A DK
WAREH A2 E , Uthra %' IR IE Gly82Ser
FEHZ A SEEE AR 2 BB RS B DR B9 iE AN
HHE, T Balasubbu %52 76 B[ B g 388 A v 5 58 AH [] ) BF
55, Mk I 5 DR Wik & UIAH G, Erh E AR,
Zhang %5 7 HE Gly82Ser 3 R 225 Pk J2: 2 A IR (&
DR WfERG R 2, 53 4MA ] ULE 56T RAGE JE(H J) 4 — Lk
7455 DR MG HEA B . Lindholm 25 BF9X R B 76 H
H2 ABEH 1 RS RS B3 RAGE FE[H -374T/A 2547 55,
= DR R AR N ZER, IS5 HLA-DQB-1 A X, 2011
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4F Ng S5 18 DR V9 3 A BErp, 55 — IR RGBT 2245G/A
FEH Z A0S 2 RUMEIRIG B E DR &L R R E VMG,
1.4 BELEEMTERFER X FETART (pigment
epithelial dervied factor, PEDF) P 418 MR IR
FEE M, B T2 &8 RE ARSI R RE, 1B AR
AR R PEDF {5 £ ZAAAE T 26 R G0 AL IS, 5 /K il
Il BRI A B e B Y PEDF™! . PEDF AN AE 1
AP BB 000457 PN B2 40 T P 6 90 5 S O, 9/ IR P ) L 1 o
I, 35 A ke 437 S 00 40 ) i 2 i A AT AR AL IR
s ZERR N, PEDF & 5 VEGF & R 3455 —
AP H KL FR, VEGF ity VEGFR-1 B4, A
1M L9 PEDF [ 323K, IR AF5E Bom , 7 = MM 4514 F
AR P9 Miiller 4029 () PEDF RE1S 545 &R A WL A0 5 =
Ik AR U AT A IL-1B (92835, WA B34 1
YERY

MR —Fh 47 VL 40 i [H 7~ PEDF 4 % 356 DR 228 o7 T ¢
ik 17p13 , HILH Y F 38 3Z A B 5 £ VEGE 519 1
PEJETY . HETHXT T VEGF, PEDF £ £ 8445 DR X &
FIBFFEARRT A H8 Tizuka 25 AOIRGE , H AR AHE 2 A0pE
PRI ER 1312150053 v £ 1 TC % CC LI (OR 2.40 P=
0.0004) il rs12948385 {3 ;511 GA 5% AA LKA, 5 VEGF
1€ DR Wit S A 22 BAE R . R AE B0 BE N BE A A 5T
M) & ¥ rs12150053 H1 1512948385 {3 5 5 DR &4 K EA
A [FN Yamagishi 2570 61 % 143 (5185 bR %% B2 2% (10
) 1 A PR R S 133 ] 2 U IR R R ), R A B
PEDF ) Met72Thr %&£ K £35S DR A9 3E A7 ZEAH e
Uthra 255V 0 % B8 T1I30T 37 55 B HE R 2 844 DR A — &
HI PR ER
1. MBEEKEZEHRBER I F X5k £ K kg
( angiotensin—converting enzyme , ACE ) J&— Flt Zn® 4 #fi %1
B KE, B A AR A, R TR
B 2K - 1M1.45 % 5K 2 & 4 (renin —angiotensin system, RAS) £
S, ACE KRN EKE T (Ang 1), P2 EMAE Bk R
O (Angll ), Angll H5HZIKEE N FRERRNSW, S
St A0 90 1T 9 A PR, 38 A 38 O ek vE) B B A
VEGF /K, - 345 4 204 K IR 7 1 ok 3k, £ o 27 4
WE , 25 PDR Wik, A ME, M5 Bk R 6 g
i35 ( ACET) BB R A2 247 PR A T 250 A% 400 I J8 0l ot
JCRANZ I AN DI REAE &, A akeh 3 1 AL K 2 AUBE IR
WA IE DR R YRR >

N ACE JEHE 7 F Yk 17q23, ACE S 16 1N
FFA — B 287bp B9 Alu FE ¥, F7E 1/D (I A/
Jo) ZBNE S B R EE AL I Y. 490bp ; DD %Y. 190bp;
DI %4.490bp/190bp, T ACE FE[H Z &5 DR M1
FIRFSE A] 0L K dR 8 . Degirmenci %6 4 18 7 + B4 2
AUBE PRI B h , ACE DD & PR AU 2 51 R 15 5 A2 A1 R 1)
FIECSG A5 1) FE 0 PR 38 11 3 PR AU I PR 26 RD st 1D 1A
AUTT RS2 5 | B B AR AR AR 2 . KE Y Meta 43 BT
Wl 7 T E BB N BETR ACE I/D 3N £ 51 5 PDR #
FHHEME, M5 58 DR A% Globocnik —
Petrovic 25 TEE MR ARt R fiE & B ACE I/D £ A
L7515 DR JERAEAEA N, 2010 4F Nikzamir %77 &
EAILBITESE 3R A & I ACE 1Y D S5 5L 5 5 A
B 2 AU PR B DR AFFEAE DG 5 ILIRIES , 7F 2012 4F
Liang 258 I & LT ACE 19 2350G/A JLP £ 251k 5 [
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OB AR 2 BUBE PR B DR (9 &4 & R 235 HIAH G

1.6 —SHEBREBER — A ILA S (nitic oxide
synthase,NOS) J2— S L& (NO) & A1 5C FE Al , NO 2 —
ol B B A 00 A9 P R, T R MR RS SO0 B ML Bl 2%
AL I LA ) i 3 R ARl L T 5K BEL L 1 40 i A
/AR AR AR L A8 BE PR LA P B2 4R, A2 AR, NOS
£ 3 A E AU, flZ8 A (NOST, nNOS) 35 § A ( NOS2,
iNOS) Fl1 PN Bz 41 i1 75 ( NOS3 ,eNOS) . HHEHFFE I, B R
o S U0 0 A HP LR IR 0 A A MR N S NO 1 2 )
A, BRI REIA S INOS 635, I H] eNOS 2635,
it 20 NO,

HArx NOS 25 DR i @ AH M58 e 2 1) eNOS
WAL, eNOS R F Y fafk 7q-35-26, H AL AR
S, FEAALT LA (1) %5 4 W& T4 27bpVNTR,, 43 itk
XA eNOS 43k 3 FpIE A 4a (62K ) /b (FfiA) ,4a/a,
4b/b; (2) 5 7 4R B TAb Glu298Asp; (3) Bah TIX T —
C;( B BHNETFR(CAnMESER; (S B TFIX
A5G (6) BEI T X T 5A; (7)5 18 N& T A—C
B (8) 55 23 NS T4y G—T Bt eNOS %[ 4b/b
FLRALS DR JE R 0 FH 5 M 7E 28 e 30T A B Hp DU
BRI &Y. Chen % JRiH 4a/b fii P4 4E A #E DR
S R XUBS B S 30, Cilensek %2 U] & # 4a/b J2 (& 0
FABE DR KAMAERF R, SRR TT AR A EIEEA
BER 4 R R eNOS FER 2 5 DR & A A 7ER Xk
UL AT SN EW S5 TXF DR KA W, 7
HWFFT R B R, eNOS FE [ T-786C, Glu298Asp F&[H £
A5 DR gERETIAHE
1.7 REAMMERZER (L2004 U (erythropoietin,
EPO) JE—F i (O BRPERE B (1, 36 o, B PAFR IS AL, W
HEY AR PURME R R YIMF] . EPO BR T HA
PEHELT R ARG AR 5 ok, VR Lo A AR i Ab i
AR e BRHAE S B ACIRAS TR, B d oo R AR
FARHM L RS RE ™, EPO it 5 HZ KL 4 Wi
AR R RIS (JAK -2 ) B (5 556 S B8 0 BT
KK AEHAE . W% BAE PDR 25l i 4 400 190 i 2
HHBEEE R EPO Rk LI U EPO 2 5 T
DR % 4,1 B/ EPO iz I T DR B3R 97, hAb T
LB

EPO LR T YL kY 7q22, A EE R MR A
B EPO H: K 1 31 T X 119 rs1617640 5 DR 47 8 41 267
Abhary 45" 3T KR WA BE A — TG R 22 oD R 5E
7, EPO E R ) 1507392, 151617640 , 15551238 o7 s Fz H
GCC HL AR 5 2 RUBE PRI B35 G I PDR FURE PR 1 5 5
KB A S M5 1 R R R BB AS A 55, Balasubbu
SR B R ONRE B BF 5T P B OR & AR LA S, SR
Williams 25" %G TA 3G 1 088 PRI 1 100 45 1k e s A7 06
FEPIBFFEHR I B9 SRR #EAT meta 4387, & B EPO %E 5 3 3l
F X 151617640 37 45 59 = AP 1 BB IR G I PDR
FNZEA I B P05 EE B AT — 8 A e
1.8 HMERE B 1k 500 R e A0 I 5055 2% %% ) AH 6
PR DR AP Xop S 1t O Tl 56 D) &4t B 86 B 93+ -1 (ICAM- 1)
FNSERF 2B S DR WA, tn] WK R R,

2 Z5i&

HarEPr FAF5E DR LK 280 ik 88 Hi%

M BRI R B B 2250 (PCR-RFLP) AR HF iR

£ 51k (single nucleotide polymorphism, SNP) #5tic, SNP /2
ATAF SRR A R T2 PR g (22 4 D7 12, I i T
DR JEH 2 25 MBEE b (AT ik = BE SR ZHE 1R 1 AT
Feo MEAN, A — LT LA T G A e 3 X A T 52
WP a0 4 3 TR 4H G 3K I 5T ( genomewide association study,
GWA) ™ GWA Al T IAEA it e [ B g 4 1] PRI 36
S B — e n] B HE D X 5 WA A JRE B8 Il PR A RE Bk
ANTFE, SRITIX P J7 9278 DR AH Ao 5t 5 (A 22 25 1L i
FEH B L AN S R A 15— D Sk

N5 5 0 g A A ) I 78 A 5 A 32 A P T L
e B AR EE PR R IR TE DR Y A0 H A7 18 b 5 D i 1
ZE5 1k AN FZEAE DR & 19 A () B Bt A7 16 22 5 4
SRR DR P AL O g 72 A O PR 22 25 ) 9F 5
P ISR FERE  (E AT S R X i B DR (4 A L M 2%
FHOGHE P TE DR P i 72 vh i S 4 00V L 1A R TR A
B 3k
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