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Abstract

e Diabetic retinopathy ( DR) is one of important eye
diseases that may cause blindness. Its occurrence and
development is related to blood glucose level, duration of
diabetes,environment and genetics. Nitric oxide (NO) is
an important vasoactive substance which correlate with
capillary occlusion,  microcirculation disturbance,
endothelial cell proliferation in DR. Nitric oxide synthase
(NOS) is now accepted as a key enzyme of NO synthesis.
The functions of NO and NOS on genetic polymorphism
to DR are summarized in this review.
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PR 955 A0 P 95 72 ( diabetic retinopathy , DR ) bR
o R 57 8 T A B BRI JR TR PR 1 O R
— EMFERENECE W EEE . BT BOR
R DR A & AR R A R 63 55 95 1) i 22 | LW A2 T 19 1
AT IR 37— e s AE R R 52 AR 2 L ) 2 381 &
BT BRI AR 2ZE R DR 1% ) B i o SN H T
HMATEE, i, SR N ,— %8 LA (nitric oxide,NO) 5
DR (M RA R BEVIFE, HlF NO 32 itk , H Ak
N NO & LK & MR £ — A b & A W (nitric oxide
synthase , NOS) BT P2 AR 1 0 O X NOS A
FEARSENT NO 72 DR HAYFE LS, FATT80E NO 1 NOS Jk
HZ M5 DR HCRIE—4A,
1 NO 5 NOS
1.1 NO 5 NOS W% % NO j&—FifREME HA & R
TEVERY E B SEFEE o+ A 2 A, 1E
AEFIRESTR MU 30— VR BE 1 NO , PREFIERIIRZS N 1
EEPTR A i 45T 1 LA G A /bR S A 4
BB, FEAl NO BRI Al N K Az e i Hs R Bl Ik ok A i
b, R NO W& PR e i B K R IE % . {124 NO A=
B 2, 54 DR A L A P T T 48 R 2 2 At
NO Hi LK Z R 5% Ak 1 ok, NOS & 4 Al 4 B2k /i, NOS
A5 P B & i AR NO A i, AL =Fh NOS, BP
N 7 NOS (endothelial nitric oxide sythase ,eNOS) | f#i £ %1
NOS ( neural nitric oxide sythase, nNOS) #1175 5 ! NOS
(inducible nitric oxide sythase ,iNOS) , nNOS £l eNOS AFx
ZERI AL NOS ( constitutive NOS , ¢NOS) , H ¥ nf &K i T
Ca’*/CaM WITEH , ANZ N EER S5 S  fEA HRE T HEE
MO Ca®" e B AR Ak, Ak A b NO, = 5 4 5 1%
SR T T R T E A R B R TR T, NO AR R
> T ANOS AMKIF T Ca®* /CaM, TEAEFRRAS T — R
K TERHELRAS T AT N R I 20 IL-1 S50
PR 77 A KR B NOYY | i IR DNA XUBR e 25 44, i &
DNA #4475 578 AL FE AN I B350 -
1.2 NOS 7ERREBEIS 75 cNOS 177 T Bk 45 5% 10 I fi€ |
HRERAA B /N T LA ik 265 JES T A0 ) JEE 7 NOS 37 2 e 5kt
M7 iNOS 7EIE# ML ZH U JL-F- o338, i 7E N 35 % 55
A BB AT 23K TP I 5 PN R 4t e R 4 L R )
ZYTAML LIS 3R bR AR S A R R
PERFLEIT R E R0 1 eNOS FI nNOS, 1 H AR HLRS T,
iINOS [ FRIERZIREN T,
2 NO 5 DR

L 5 11 4579 A5 S DR A BRARRAIE 22—, T 400 ) it
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TG A TS PR L, A PR RN I S 0 A5 A S At 9K | IR
B SEACAEZE LA R AR I A5 06 A8 R 7 55 0 T T e PR
BEIRZH A IR, BRTZ280%& 10 DR 514
N ThREZ 45t % V1A ¢, NO 6 Hodhole +2r B A9 E .
AND i3 S BB PR IR K BRI A8 P9 B2 40 i & B NO 4 RE
JITFBE, T, — S i PR B NO & s /b 1l B
EIRYIR R NOS i K Bt = 0 BE O T 05 7 38 i 45
HR, A AD2EFIN R BE DRI Sl 4 sobs bR i85 0
BN A B NO I 75— o Bl — 8 B S i 4
T, TR PR Ao Ao A B Ay i e 4 I dn 4 1 Pl R B SR AR e
Prxt NO A9 TU)J2: NO A % 1 A5 &F 5K F i 7 3 22
P, PEscse g’ 2 BUME R 5B & AN I b NO ZKSF
NDR 410 &5 X B4, DL 5 R Bt 34, 3R 1 v
NO #8724k DR A 56, WFIT 3 W, 4 PR g R ) 55 ofn 4
I A IR B B RS R 5 NO B 27 5, BT NOS
[ DO LA NIRRT, 235 F B C IS LB INOS ik
A, T eNOS ik, Hgs RNk id 2y No VY
R NO EBAAAL, SR I 20 i 5 v A AL 2R 5V L,
P PR I A R A0 B, X 3R 5 DR300 95 B B 2R A0 )
IS 6 40 01 A R A ) T2 O A 5

3 NOS 5 DR

3.1 NOSEAMEMEEER nNOSEHNTH 12 5
PR (12q24.2) , H 28 MAMNE TR, 297 100kb, bR T
AR B Zoe KB, MBS T8 . XA
B AR B b ek, eNOS FEH T4 7 S
& (7¢35-36) , & 26 NHMNE T, 2406 21kb, FEAFETNK
AN, Br= A0 NO =2 4E A 8 15 M9 , J0 JH 5 ik i
Wio P eNOS FEP RS — 4 7 A9 NOS [, i 2. %X
5T #6 J eNOS JEH 28 M5 DR 1YL R, iNOS FE[H
N F Gl 17cen-ql 1. 2, 24H 37kb, &% 26 NIMNB T, 7E
SR 2 EARESSRIGS ANET 26 EAEKIEEG, TF
4l A7 /NP R BRZ I R AN S | /S & I, T A5 eNOS 3
PRI 0 55 | v I

3.2 NOS 7EM MR RIRIE MR K AL AL 5T
AR INOS 7 K BRI A R e 2 A 45 1 8 /R iNOS 7 AR
DR R 55 PH M08, HLERIAH E 2 F INL(NEZ R ) 19
YA AR LA K IPL( ISR Z) JOPL(AMAIRZ) b, {HAE
W R 2H R BRI A0 I s e INOS 7E | SR 3 47 114 8 36 ) 2
5ot P, Bk HEAH B S 4 PR O A o A R A T
INL JZ , #&75 INOS %35 11 34 56k 7] B8 548 PR g 10 9 J6% 1t 37
WA K, WEFEEE A SR eNOS, nNOS 78 K il At 1 [/ i
HRR A Fak, R & A It 8 NOS (1) 40 il 35 4 1l B
BEHNO 2 5 W0 M IS8 G006 20 i R 15, H AT F eNOS,
nNOS ZERE FR 5 00 90 B HP () ek 199 1 R R 18, IEIF9E A
SRAE DR AT, #0000 S A I 37 T 4 D 2 B INOS ) ik
LIS MR BRGNS A T X R, 1 eNOS
5 nNOS 3354 UL i & 1455 | 37 U AR A& X iNOS
FEIE () B0 ) 5 T BE A B T BB DR M kL H O,
Clermont 2511999 4E1H 11 5 eNOS & KUK % AR,
A eNOS Fk [R] 0 8 i g B 0L A5 96 22 D2, DDA DR g 7
WA AT BELEAE eNOS Fo B FE B 36 1 028

3.3 NOS EE&#M45 DR

3.3.1 iINOS EE&#&MS DR iNOS JEHAR 7 R85 & 4
A sh X3, ALUF LR, (1) (CCTTT)n,5’ %id 8+
XA S MEFHF R (CCTTT) BEFAN L5, (2) 17
HFX G —C, (3) 381 FIX 6™ —C, Warpeha 2"

K HEREECH CCTTT L E & 7 F11 Y iNOS & K 5%
SEIRHEARTE, Horb i 14 AR PSSR E S DR
WA RS S R & S AR A B AH EL, B DR 1)
AN GBS BEAN A 0. 21, I ELAATT 8 B 908 A0 i I 22 9 A
JLHEB kD>, Warpeha 4538 & 3, (CCTTT) |, %57 FE A
A ISR B, B R INOS By 23k, R H#E NO AR
S 5Pk MAE Aot I 8 ST v LA 00 i PN R 240 344 1, ]
BELEHRAN DR M &4 h R — e, BARPLHIA fF T
2B SE . A B (CCTTT) n 28 M52 INOS J7 3l
TP, H (CCTTT) n 5 (AAAT) , A EBUN - 5 5, M
#3455 DR 1 DN AR , Kumaramanickavel %m' Xt 199
5] 2 TROBE PRI R (TSR 2R B, INOS A9 210bp &5 v FE A
ZDRIERIHT (OR =2.03, 95% CI: 96 ~4.35), 1M
200bp f 220bp ZFv S KJE DR A PR SE
3.3.2nNOS EE &AM 5 DR 1B RE I AFh I &5
H X nNOS LR AT 0, L HRTE e B 500 DR A
e nNOS LR M 7 FIE 9 SN IR |
3.3.3eNOS EFEZAME DR eNOS KL 78 8 A7
PIFJLRr. (1) %5 4 W& F4ab 27 4583 (GAAGTCTAGA
CCTGCTGCAPGGGGGTGAG)4 5% 5 I E . REHMA
TELAR R LR R 5 A TR P51 (eNOSAD) |, il 3 4~ H
BFAVEE 19 AR AT 2 2 Gy /D E A 4 4
BHE P (eNOS4a) 112 NEHEFHNE 19 MAZHFRE A,
Ja 2 & G, 0K eNOS FE R 408 3 Fp LA AU (4b/4b
4b/4a 4a/da) FIPHISSEN LR (4b,4a) . (2) 50 7 IMNBF
fb G894—T(Glu298Asp) . (3) s+ X T™—C B FiiF
XIS 786 MAZ TR T—C RAE, (4) %513 W& FAL(CA)n
MEEELE, (5RBTXAT-G, (6)RsIFX T
—A, (118 NET A-C AR, (8) 523 W& FAH
G—T FAt, HAxar 3 AR AR 4 ) 12, eNOS
HHZ BN eNOS IR A OC, 1 eNOS & P 1M 45
BE NO FERH KT 8B . de Syllos 251 7E 2006 4E % 2
PGB} Uthra 251 7€ 2007 4F % Fg B BE A\ BE B 58 &
B, eNOS JEHZ M5 DR J3E, Awata 25" 7 2004 4F
il A AR ARET eNOS4a/b FEHFBI AR S DR kA 5 K
JERLSE K, (H Al BE 5 ¥ BE/K it A 5, Neugebauer Z5'7-
TERFSY DN (R [RIIE & 3 eNOS JE K £ 8544 5 DR 5y Bt A
F Warpeha Ll JE Ay 1 BN 2 B DM BEREEMR,
eNOS JEF L5 5™ HE ) DR A, 1 Taverna %“97
1E 2002 4 & B IR A Fh e 1 B R % B eNOS4a/b
55 DR A 22007 4F Ezzidi 252 #2308 58 8 57 ABE )z
Chen %57 R TE VG N FEHI RS AR FR% (NIDDM)
B DR R ES eNOS JERHIAT 56, Frost % & b/b
FER AR 1 OB BRA L DR &AL R EE a/a Al b/a JEA
RIBF B EWME(OR=2.495% CI : 1 ~5. 3), Taverna
A IR 1 RUBE PRI H DR B Y eNOS a/a FE
TR I D T X IR (P =0. 02), TiiH: eNOS b/b it
PRI RIHS ] B 22 TR HRZH (P =0.032) . 2B b4 e fF
FTDURNFE 166 ] 2 KU IR B35 ecNOS & K45 10
W& FAEE 27 A~ bp EE M Z M, HATfE S DR k4
RIBTCH XM, ARG R B R eNOS 3 H 786T—C
ZAME 774C-T 285 E DR kLR &, 3 A
786T—C £ DR BRI fafHF=2—>
L3 I A T TR AT RE 5N 3 R B RO R R | IR
FEHI SN EI LS DR B4 2 AN 64 5
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