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Abstract

* Diabetic retinopathy is one of the serious complications
of diabetes,
blinding disease. Early epidemiological data showed that
the development is related to blood sugar level, diabetes

is currently the world’s second largest

duration, blood lipids, and other factors. In recent years,
the correlation of gene polymorphism with DR received
widespread attention. Accurately grasp the genetic
mechanism in the process of development in the DR and
the differences of expression, is of great significance to
DR early diagnosis and prevention. So in this article, the
progress of gene of DR were reviewed.
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FH 3 0 I B A8 ( diabetic retinopathy , DR) A4 K 9% Y
JREIFRIEZ — 2 BRI T RBECH RN . RN
AT F TERER T, H R A & S 5 S AT BRI i 2
MRS Z RN A, T4k BN 28 S DR &1
M B2 ki, LSR5 N 7E DR & 4 Kk it
R b VR FHALH B L3RR 1Y 22 53 X DR BLIH2 W7 41 By
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HE PR 9 A P IR0 7% ( diabetic retinopathy , DR ) SR
ok o B AL AT 7™ B 1A L A O R RE 2 — |, Bt R R B R
BRI LT, BRI B Y 75 A & Wi i K DR
BB R AN EUE R R B AR m A, IR IR SR R,
RGP LR ML LA T DA HE % R A e 1 2 5
I 1Y K AR R R (EASBENRE B 1B & A M e A — 2
R R K ARSI B R &4 DR, KL, HRTIA R
I e L | R L LA B v ot i 5 TR 2R A, 6 PR PR R AR IR
B RRER KA R R R E EEAEM" . DR
TRV R, H AT N F U0AT . BB IR i
Bzt e R X -y 20k N8 Sk R L1 AR
MRS T R EOH C 3O 0L AT SR P R 2 IR
I A o P R e ata o U T 1
FE R 22 A R e N SE R A Hp R — 137 B () S [ 5k DNA P
G HAG ARIRIZER AE N HAT — 2 M A AR, Fe 36
P ANFIE DNA T30 B PR Bl 6 7Y 25 55k B
TR Z AN (SNPs) . HHETE KA 24 X DR AHC I K
ST T B4 HEEW R IRA A F L83 A
HEUESE 5 DR WAHSCHE . AR SCHT & G 5L R S DA AE
E15 DR kAR BA S Z R G FE R T,
1 4R X—y Zk

R R A AT, 4 IR X 52K (retinoid
X receptor, RXR) J& 1% 32 /R 85 [ 5 1 i 22—,
AL FR A B EEIE X 2R, B 5 2R R IE B R
TR i 48 A0 W e R 14 5 G AL 32 1R (PPAR) , R K
VE N SR T F S50 IE R DNA _F 3 A9 4k B9 188 B vy o4 2%
A TR FE TR AU FE SRk | R IE— RN 273800
PPARa 1 PPARy 25 ig 5t AR AR 5 A4 98155, 1 X B8 IR 9
B A I A A0 B - R I s 72 (1) e J A BRI R
Pt 5s 2 W RXRa BAPLEAER , 5 DR MWAkAA
5K, My S5 T WEBRIE R A KL e Y
— 5T, Hsieh %57 WS T 213 i & A6 b IR s
M85 4 DR 20 A1 NDR 41, 76 RXRry JE K i3 L~k
H R R Z A (SNP) 547 T34, DR 4188 & A K b
PRI , A0 55 o 1) B A T B A, RN AL T, DA B
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o TR BE 1) A L AUARE , LR 3R R LR . RS A2 T RXRyy
DR Y B R 22 A5 Pk 1s3818569 (1445 (o A | 5 K 80 Yy
Iy AR (SR P=0.0023 F10.0057) , 2t 1k [E )3 43
Bri 7, RXRYGG 5 P56 2 28 DR R AR fak N %,
TR, RXRy FE K A9 5% 1 R 2 A5 1% rs3818569 34 Jinl
T DR A& 4 XS (OR=2.388;95% CI=1.17 ~4.875),
TE DR B R R A4 T HEMVEM . RXRy 3L A 7E
KBl b X AT VAN, HOR A 51 & T E N DR & 4B KRR
FEEIRH AT 05,
2 EEMER AR E

WM E IR (aldose reductase , AR) J& T T 36 IR Bf 48
G, LA i i W2 8 — 17 TR B 12 ( NADPH ) Ay %l il it
AT 2 BB 2 W Jo 340 T kg R I 1) T P PR 2 IR AR S
22 T AR 4 A5 1% PR o, e £ 4 285 % 1) 1L Y £k
AT A R 3 ) 2= AR Ak B S 1L AR R R A
45 R B C G a3 DRYY AR 7R A B IR
I R — T B N 2R T DR 3k S T T 2 e
A B0 s e PRI TR I A I R RE I R A L A e IR B
T CATBEIR I ) , O W I I Bk 10 R, 3 R P AR A I G
ARl A P %) A AR A Ry LD A 1L B A L B G L
YEFITR, e Ak A SR, 70 20t P9 R 3 A s 2 B P 5 8
W5, B KA 25t Dy g sz 4t AR AL, 2F i
UM RAS , BATEN X AR R 23515 DR M5 PE 1B
%, EEEPLE C(-106)T £745 CT/TT FER A ) 7-2 %
PEFER , WFFE RN, Z-2 SE FE R BN AR = & A
FEh 2 BOBEPRG HE DR R A —Fh GG 2 A ok
AT E B O R IRAE . 7ELAFERFST h 3B A
WERERE R R 371X C(-106) T Z 250k 5 E A 2
TR DR O IO JIEC A8 2 WIAR DG ) SR AR 3T 3 — T 52 vh
KB, AR [ C(-106) T 25 rTgeIf-HE 2 o B ARE
2 RUBE PR R DR R i —FhAE R 2, r LA
UM T T 885T, AR 38 7] L85 NF—«B Al
AP1 S5 7 SR TR R A i AR 545 5, AT 3 B0 R A
REMMAE AP DR R AT,
3MERKEENEBER

Il 45 %% 9K &K % # 1i§ ( angiotensin converting enzyme,
ACE) 2B R - 1 & Bk 2 R0 S, 760 8 R 4%
PR B REEMEN, ACE Al KNS Bk EI(Angl) , 7~
AR EKZE D (Angll ) . Ang I J& RAS R4 H Ik
W VR LI BN 2 G A B, A A R RS,
BB, AL -1 UIRAR 55, AN, Ang TT BB IESE N 3 2
G RN A AR BRI 7 1 O S R e o i v |
R A R, ACE & PESE & A DL Ang 1T A R4
2 SRR G, 1000 045 PN B 40 B A | B AR
B B A M TE LS . DR 5 ACE 3 £ 41 % Y1 #H
K, ACE RERHH A/BRK (/D) S & T30 DR ) & 4B ik
Jel B A 25 A DR 5 ACE 3 [H £ 54
(h:rs1799752) "Gk, BREFAEI X 145 Bl mUHLIX 2
U PR 1 ACE 2N /D L8 E#E T 05, 45 9
7, DD 3 R R R 53 35 T (24 39% 10.00% , P<0.05) ,
D 537 5 DR R, B 2 T (46.34%30. 56% ,P<0.01)
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BY DD R ALK D 47 3 & DR (14 5 & IH 72—
Liang 25"/ 145 451 v & U RE 2 OB PR H 2 () ACE
2350G/A FEF A ZAMEIATIFSY, 45 5 R, ACE 2350G/A
AR ZEME DR MAEAIKR, AVFREMN, ACE &
DR 22 25 55 v [ A 2 RO PR & At MR Sk
4 MENEEKEF

I35 P 2 A 4 R F (vascular endothelial growth factor,
VEGF) 3£ [H J&—~ 45kDa 1) —RABE A" | & EHHE
AP 5 50000 90 e aft, A R PR S A il A A R Y B A
B EIEE A HURAS T VEGF 2RIk, A7 B T 4+
M ) S 30 TR FRIRAE T, VEGF B H: mRNA (133
FEIRR IR I AE P B A0 B A 36 5 5 AT RS, 5 RSO I B 2 1
R, A A H S VEGF WREEB VIR 6. I KB
SER I DR B IR N S H VEGF 3Rk & W W i, 76
Pt VEGF #1259 i J5 VEGF &3k & B i d /b, $#2R
VEGF 7£ DR &A= i i s /R FHY L ER KL 9 )2 1 Ok
FHWT DR AO3E R, AR DLARIE . Ak, VEGF 2EH 2850k 5
DR AP BFFEAG 52 K d . A2 VEGF BRI T8
fk6p21.3 I HA®mELEME", HAix VEGF 3K
LZEMEMIFF, FEEF T -634C/G, +405G/C, -460T/C
F-2578C/A, Yang 5" %t 96 {5 fik e A TN 285 14 2 %
PRI B 1Y VEGE LR 280 -634C/ G i ATAISY , 45 R 3%
BH S o [ U N DR R A & e — 8 A e
Feqhhi %5 X 119 {11334 A= 44 08 0 S 55 25 £ 2% 0 279 49 4
8 A PRI BB AR B 1 VEGE N £ 81 +405 G/C ik
TTRIFSY, G5 5 3 W2 5k DR 2 AP BT N 34 A P 00 X Bl A8
WG N EZ —, VEGF R [H £ &ME+405 G/C 5 HE
NBERYAHCIE M JCHRIE . Ray 2671 X (A A EATHIFSY , 45
W8 VEGF-460 %E K A1 434 7€ DR 1 PDR 4 Z [H]
FEAEZ: 5. Wang 252X} 2014 4EFT 19 6T VEGF 58 £
AME-2578C/A W SCFEFAT T 25001, B R BoR %5
5PN A AFNERIH AR DR A 1R KA e
5 EEUARFYZEER

W L Ak & K 72 W) % 4R (advanced glycosylation end
product—specific receptor, AGER 5%, RAGE ) J2& % &t M H. &
BEIEXT AT T AR B AL R B B L4 7= 9, s F Al i %
T3 1 G 328 3k AR 1 I B 6, T S AL K T )
(‘advanced glycosylation end products, AGEs) o KE
I | LA S R R A R T 5 e 2 1 R R R AR IR A A
AGEs MEFRAELH U4 P ™ AGEs Bl i 5% i 1l 45 7Y g
A A B R DRE P2 0 A PR B ORN 9 AL R T
fitf (PKC) , 512 4 5E L, I8 5% NO A &F 5K 1ML 45 18 FH A
TR 7 AR A2 B i 2 1 SR AR A T 5 | A — R A RN
TESHY RN AR IR Bl % ACEs (UL 3R, RAGE 7
L0 521 (1 e 8 o 22 S s R 3 A Y e 285
BE I A2 . RAGE JE R 7 T MHC 3 R e 5,
&HY 6p21. 3, RAGE LK I — RN T L85, I3F H
A A K —FR5r RAGE Zi % DX F A Zii A DX i) & PR 22 25
BN AR A BT X G828 Ji B F X 18 -429T/C
Fl—E8 N & IX i (1704G/T, 2184A/G, 1s1035798 ) Ay £&
2P . Yang 2525 X% 1040 {5 2 %085 IR 95 2 % 1
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RAGE N Z 8 #4705, 45 R R W] G82S &b [{ A HF
DR ZAMEEMGR N E, R Ng F2 5%
B RAGE J: [N £ 5% Gly82Ser,1704G/T 1 2184A/G 5
R PG BE DR & A A e, Niu 25 %) RAGE 3%
[N 25k (T-429C, T-374A, Gly82Ser, G1704T) P44~
AT T 2208, 45 SR R, JE R T-429C, T-374A,
Gly82Ser 5 DR JCHH & AH G , (H G1704T HE P 5 3 A
B DR A B A CE, T Kang 25 76X RAGE K £
YRR R, KL R Gly82Ser, 1704G/T, 429T/C 5
Y AN RPN 2 UM FR 9% (T2DM) , DR & A= 31 0
FHOCHE XS RAFAE ) 22 5 T RE R R b IX Bl 43 #r
Ty BRRN A A TIRARSE .
6 —FhRAHmER

— S A& S Bl (nitric oxide synthase ,NOS) BEETE
Yy N AL — ST A AT, R X s S I AR
FI AR 1T 4 Sy 2 1l P00 il R 75 Bl W 28 2 R A A
Wi — 22250 NOS(NOS1 8 nNOS) |, 4 % 3L K 7E A
By 12 S afk, 5 —JOR N NOS(NOS3 5% eNOS) , £
T 759k, FFAHA —2 NOS2 5 iNOS, fA7E T
17 SR, AHCHFR R, 78 RIS 48 b il o
TIVER il A A T G 0, BB S iNOS ik, IR I eNOS
Fik e A i 2 1 NO™ NO & — Fh 32 A9 1 3 5
P, NO 38 22 7] DL e AR HR S A0 S0 38 , 1 SR 400 90 FEE i,
(R e B 0 200 R ot N A AR A I A R R PN R A
i, 22 DR, HAETX NOS JEK 5 DRk JE AH 5 v if
8 2 M) )& eNOS WY 3 K, 78 fe 3 1) — T AF 5% o,
Cheema %" & Bl eNOS & [H 5 27VNTR #5475 “ AA” JE K
RURBH I EPFEE AN &A= DR B9 — A0l Sr (R4 &, Hoxt
o ECH TR E R R UE I A i — 2B 5T
7 Xt EHEEE 1 EE

Xf % W5 B 1 ( paraoxonase 1, PON1) & {37 7 4% {4 K
7q21.3-22. 1, ARG WP 8 AL DL T, 7 ol 45
T, PONI & PE N, S0 A0 0 o, 240 M B s o A, £ Al
Jo i AL A B, T A B A AR D RE A2 B, M
SRR AR , R A0 R B RT i — 20 B IG PONT il 1) 375 4
T RCEMAESR . A& PONL 2 & AN & T FILAS4b
W, IR 6 R 2 B — U8 e A ME — 3 PR A DA B — A
LT His—His Z5H 0 AL o0 2R, & A A 08 7216 1Y
LSRN 5 58 192 1 S i 5 X 3 & R (Q) /FE & iR
(R) T 55 P S gt X S 2R (L) /R (M), 5 4h
WAFFE LA Z g sh 7o A8 W B & i 58 & W
PON1192Q Z54v 3 K J2: 2 0 XA HE 2 08 BR 95 #R 19 A
9 A8 114 oy SRR AL (L L 5500 B g 400 X Bl 22 1) ™ o e B YL
BN, A ISCERR B, PONT (2L H 2 25 PE n] e A it 5
2 TRUBH PRI 38 15 ) A AR G
8 HitEH

T PR R O IS A i 2 L PR L (R VE T I 25 28 B 1k
0 DR R D R 72 8 U1 R DG 4 B R o, HH R U S - i
W R EGESER HEE R D ZARSEH /MR A a2p1 3
JEEF A B B-H FIRER RS AR TNF B 4
MOBHBE 7 -1 (ICAM -1) 3L R S 3L ] Z A5 M5 DR (1)
KR RAFTEM ME

9 %R

IRFERH o B ACE A PONT HIEP Z 351 5 0 IR
3 (DM) A AHIEMESN , RXR —y PR A I Il 5 (K 5l
FIX C(-106) T M4 P 2 A K I F VEGF %8 \RACE %
AR BRI 25 S DM Y KA R R IR A
KRR . F AT B 5 W8 DR 7 A A S A i PR
A LA- DQA1,IL-1B, C-512T, NeuroD1/BETA2 , TRAIL,
Glis3 ,Mn-SOD %53 K, H b A7 SCHERFR B, Glis3 & 225
P55 DM 1 DR B HAARSCHE™, e {2 B
DM I (5) DR #Y % A2 4 AT ToAH e, i s Zt— AP iy
WFFE W R AL I JIEE 22 1) & A ki 5 ik TR A 22 25 P
DIMISG . DB A A L2 S ASHRTT LA | AL K 45 40 F)
AR T BOL I g T8 1) e S5 sl R P 7 AR, RS
AR — F 51 S35 100 LA B2 N o O FLAR ) i) B R
22 S VEAEAN TR L AN R Rl AR [R] AR 1 235 22 5485 DR
M)A R ARG, HET, BARXT DR A SCHEE A 2 85 PE i
FELZWAG TARKIE R (AT 5T 45 R0 i e 45 A Ok A
£ DR B il f BT 2 4R AR B DR B9 2R AL, 5 A7
FRRATRZR . R BEWSMERA FE I8 BE N 7E DR & 2E & i id
FE BRI RHLE], AT HE R DR (9 PRI2 KRR ST A1t
WA, JEXT DB §] DR B AR KR AR B XL,
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