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HE.BH AR eFEEAE A4LXAL) Fein & A A K B -F(VEGF) 5 ¥ s AL M it sm % (DR) & 48 %
M ik I 90 B HE SRR B A AL R LR R AR E o A M R AL LR T 48 (NDR) | 32 467 b B s AL W JEE
9% T 20 (SDR ) A= 3% 74 A 43 Sk A AL M it 9% T 20 (PDR), 5 4 B AR AE % 40 4 4F A 3 s B4R, )8 &40 o 3
LXA4 F= VEGF iR &, 5115 LXA4 F= VEGF w948 %t 455 (DONDR.SDR #» PDR #Lin i LXA4 R -F 3#4&
F NC #1;SDR.PDR #Li23% LXA4 /K-F1%F NDR %1 ;PDR 874 LXA4 K -F394&F SDR 4, £ %K %3t 5
#L(P<0.05), @NDR %1234 VEGF K-F 15 NC 4, £ F L4545 & L(P>0.05);SDR.PDR 41 i1 3%
VEGF &% F NDR #1.NC 41;PDR 40f27% VEGF & -F & F SDR 4, £ %A %3t 5 &L (P<0.05), @ik
LXA4 #= VEGF 2 fi#8%£(P<0.05), 45t fi#F LXA4L K-F T K VEGF /K-F _EFA T4k 2 48 fksm B % AR

R TG e B &,
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Association of serum lipoxins A4 and VEGF
with diabetic retinopathy
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Abstract: Objective To investigate the association of lipoxins A4 (LXA4) and vascular endothelial growth
factor (VEGF) with diabetic retinopathy (DR). Methods Ninety diabetic patients were divided into three
groups, i.e. no diabetic retinopathy (NDR) group, simple diabetic retinopathy (SDR) group and proliferative di-
abetic retinopathy (PDR) group. And 40 normal persons were recruited as the control group. The serum levels
of LXA4 and VEGF were examined, and relationship between LXA4 and VEGF was also investigated. Results
The serum LXA4 levels in the NDR, SDR and PDR groups were lower than that in the control group (P=
0.000). The serum LXA4 levels in the PDR and SDR groups were lower than that in the NDR group (P<
0.05). The serum LXA4 level in the PDR group was lower than that in the SDR group (P<0.05). There was
no statistical difference in VEGF between the NDR and control groups (P> 0.05). The serum VEGF level was
higher in the SDR and PDR groups than in the NDR and control groups (P=0.001), and it was also higher
in the PDR group than in the SDR group (P<0.05). Serum LXA4 level was negatively correlated with VEGF
level (P<0.05). Conclusions Decreased LXA4 and increased VEGF levels in serum may be the risk factors
of retinopathy in diabetic patients.
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W B 10 1) FEE 95 2% (dliabetic retinopathy, DR ) &
WH PRI S I R E T 5™ B AR L — A, R
O PR 8 5 W iy 32 B i PRI (B A U0 % AR ML
WA SE . HHET, A OC DR &AL £ 2R
A JRE RN A R AR BAE H 2 oT R A 3 A
AN AR, R4 K (Lipoxins, LXs )& 464 DU R
FERUAR G ™ A AN T R D B2 7400, A hy
TV S AE R ZE A5 2, HAA R 4 ML B A
BB A S SR R, A AR
[A ¥ (vascular endothelial growth factor, VEGF) & H
I A 5 Y N B 20 B A 229 4D, S R AL )
FEA T A 1 A8 R 22— , A R o A 1 AR 1
il N B2 B A E TR AR I, o oE B, DR /RN
— B S IE SN, DR A8 vay B 7 A= 104 1 S0 0 Ak
LR Y RGP AT fl % VEGF 11 36 1A 3 3R 1,
Kaviarasan 25 MiIF5EIESE , 22 1L 5 i 0 2 A4 (lipoxins
A4, LXA4) Ti4b P M58 PN B 40 )i ml 98 /b VEGF 52
TRBEMR 1L ST W (5 5 F 45, LXA4 Fl VEGF ALY
RIEA K, 5 DR WAAFE—E B R . AN B 1E
BT LT LXA4 \VEGF 5 DR A
1 AMEHE
1.1 #WRIER

VEHR 2015 4F 8 J] -2015 4F 11 A7EfF LT T A
2 e N AR 132 M A B T2DM Hi 90 ], 53 k]
A BE AR ARG 40 11 1E 4 BRZH . A ZERRIE :
OFFF 1999 AFHH A TLAEAZL (WHO )2 BUBEIRIG 2
Wibnif s @ T A AL A AERIE O AES . HE
Brbmi : ORI SR R s QI & M slidh & 1
B s B A B R PEE R s D2 18Pk B
H R A O N O I s @™
FENCRASHE B I HAL P - AR s DIE R
XFHRZE AR 75 g H IR 2 B i #1085 Coral glu-
cose tolerance test,OGTT) Ut W BSLHRR I AG 2 S8 & o
A O i AR B T R 2= [ 1L T TR BE A
PRZE DL T AR R B S R 2 15 .
1.2 MRFZE
121 —flsRaHHICE  EsRITE R R SN
H 225k, A48 P 0 AR i 4 3 45 48 (body mass
index,BMI) . i 45 [ (systolic blood pressure,SBP) .
#F5K I (diastolic blood pressure,DBP) Jpif . W dE H:
I R A 35 45 S , £ 45 25 1 1l 4% (fasting plasma glu-
cose, FPG) LI 12 1 (hemoglobin Alc,HbAlc) .

i C [ Wi - (high-sensitivity C-reactive pro-
tein,hs-CRP) . =% JENE&E HAHMEEE (high density
lipoprotein cholesterol , HDL-C) . fik % & Jig 2 11 [
fi(low density lipoprotein cholesterol, LDL-C) . & AH
[if] 2 (total cholesterol, TC) , =t H 7 (Triglycerides,
TG). BMI={&H (kg)/ & (m?),
1.2.2 LXA4.VEGF K-FnlE ZiXE2E 8~12h
I A R KL 20 mi, HC 12 mi @ik it 3 000 r/min
B30 10 min J5 23 B LA A7 T -70°CORFRTARTFI
K T O IR S W B (enzyme-linked im-
munosorbent assay,ELISA) il x2 LXA4 VEGF 7K
-, 12 & A 26 RD A H]
123 2020 fiz 1984 AR 5 R IS 27 AR 2 il
SE (3 AR , A R RS 21 1 A8 3 5% AR IS 58 45
BRI FERT G 55 S W DRI TC A I s 2 26 (no di-
abetic retinopathy, NDR ) , 5403 7Rl iR 95 18 I i A%
2H (simple diabetic retinopathy,SDR ) . 1% % k# IR G
A0 1 i 7% (proliferative diabetic retinopathy, PDR)
4, BEeH 30 i, He MR [EHAS B f R R 7 40 191K
1EH %5} B8 2H (normal control ,NC ),
1.3 Sit=ZEAHE

K SPSS 17.0 G AR A T4k 40T, Tt e
BHHISEL + brifE 25 (X = 8) Fon , AEIE B H 47
Fr(pusr A B a1 )M(Q25,Q75) ]/ . Z4H Al
TERHCE I 26 504 N FF 6 7 22 03 A S Ay 2 1]
LA H ke, THECRRH A 7 el 2o, 1 x 2
Ky, PR 2 AH G 43 H F Pearson Spearman K5, 2
K Z AR A0 FHZ 0% A0 A FG 55 , P<0.05 25 5
Atz L.

2 #R

2.1 HHAE—MENFENIBEIRILE

KR TG L, & H K, 2R A5t
H X (P<0.05). %4 FPG.HbAlc .LDL-C .HDL-C,
hs-CRP LL#¢, SR K T 25007, R A&
X (P<0.05). 4 4F#Y JiE BMILTC ik, LA
R 20T, 2R TSI E X (P>0.05), 41
MR, & xR, 25 K5 #E L (P>0.05),
LR,
211 Jatt  FKAUIRRRLLER 248 LSD K, 2 R A GiiT
7 X ,PDR F11 SDR 2H 75 F NDR 41 ( P=0.001),PDR
2T SDR 4H( P=0.005).
212 TG 440 TG /K- Lb#s, 4 LSD K:%:,PDR
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SDR & NDR #H ¥ T NC #H(P=0.001),PDR.SDR
J2 NDR 41 3 [0 A LA 22 S B g it = (P>
0.05).
213 FPG £%4H FPG /K- H#, £ LSD #6:5%:,PDR
SDR & NDR #1#47%F NC 41 (P =0.001),PDR #i
SDR i T NDR 41(P=0.001),PDR 2% T SDR 4
(P=0.004),
214 HbAlc #%4H HbAlc /K3 He#E, 4 LSD Kk,
PDR.SDR Jz NDR £ 5% NC 41(P=0.001),PDR
1 SDR 27T NDR 44(P=0.001),PDR #H7%; T SDR
ZH(P=0.008),
215 LDL-C 44 LDL-C /KF-Ib#e, 4 LSD #aik,
PDR.SDR } NDR 417 F NC 41(P=0.001),PDR,
SDR.NDR 41 3 ZH[H) i A Lh A 22 S L4t % & X
(P>0.05),
216 HDL-C %40 HDL-C /KFHH, 4 LSD ¥
5 ,NC 21 /% F PDR.SDR.NDR £ (P =0.002.0.001
1 0.001),PDR .SDR .NDR #H 3 ZH [a] ¥ 5 [t 45 2% 5
TGt E L (P>0.05),
2.1.7 hs—=CRP %% hs-CRP /K- [t45%, 45 LSD #
%;,PDR.SDR & NDR @i} F NC 41 (P=0.001),
PDR.SDR.NDR #1 3 ZH[H] PP L2 R B g it &
X(P>0.05),
2.2 &AME LXA4.VEGF KFELLE

BT LXA4 VEGF /K- HUE, &N E %
ST, ZRA G #E X (P=0.000), [ LXA4 7K

A, 22 LSD K586 ,NC 2H =T PDR . SDR .NDR 4
(P=0.001);NDR 4/ F PDR.SDR 41 (P=0.007 FlI
0.001);SDR 27T PDR #H (P=0.003). 4441 IfiLif
VEGF /K- Fb %, 45 LSD ki ,NDR 415 NC 41 b %
ZRIGFE X (P>0.05);PDR Fil SDR A& T
NC F1 NDR £ ( P=0.001); PDR 41 % T SDR ZH(P=
0.024). W3k 2.

23 DREZEMF XM AKES5HMBETE=HA
*

25 B E A G 40 T & B, LXA4 5 HbAlc,
hs-CRP . Jk -5 71 A 5 (r =-0.466 .-0.562 Fll -0.665,
P=0.009.0.001 F1 0.000) ; Z 0% [nlH 5347 & BH,
BETER] AER% . BMIFPG . TC . TG \HDL-C LDL-CF)
S, LXA4 1135 HbAlc .hs-CRP JiFEE A X (P<
0.05), W% 3,

24 DREEZEIMF VEGF KESHMBETERME
ek

28 PALIH 2 A 6 20 B & B, VEGF 5 hs-CRP,
FPG.HbAlc S 1EAH2 (r=-0.915.-0.557 FI -0.543,
P=0.000,0.001 1 0.002), &%tz EIHSHr &
B, RIEET . AERS . FE .BMILTC . TG HDL-C,
LDL-C 52, VEGF /555 hs-CRP .FPG .HbAlc
IEAIZE(P<0.05), W3 4.

2.5 DR #2&FIMi% LXA4 5 VEGF kK FRIHEFE S

28 R A AT & B, LXA4 55 VEGF £ i
K (r=-0.452,P=0.012) . &L ITi%H FIHMT &

x1 BH-MABRENLIERILE

5 Bl AR T it BMI/ SBP/ DBP/ FPG/

il (% ,x+5s) [H,M(Q25,Q75)] (kg/nt ,x £s) (mmHg,x+s)  (mmHg,x+s) (mmol/L,x+s)
NC 41(n=40) 15/25 55.04 + 8.57 - 24.35 +4.32 124.00 +11.00 77.00 £ 5.00 5.09 + 0.54
NDR #H(n=30) 11/19 54.86 + 9.35 30.20(27.11,39.50) 25.12 +3.19 122.00 + 16.00 74.00 + 8.00 7.69 +0.81Y
SDR #1(n=30) 10/20 61.76 + 8.09 138.97(94.64,212.50)? 2451 +2.76 126.00 + 15.00 78.00 + 9.00 8.86 + 1.53V?
PDR #1(n=30) 10/20 61.05+11.23 195.63(104.67,263.00)?®  24.98 + 3.86 130.00 + 11.00 76.00 + 6.00 10.09 + 2.28Y2%
Fix3Z1H 0.332 1.667 56.138 1.897 1.586 1.782 96.595
P{E 0.954 0.177 0.000 0.133 0.196 0.154 0.000
5 HbALc/ TC/_ TG/[(mmol/L), LDL-C/ HDL-C/ hs-CRP/

(%,x+5S) (mmol/L,x +5) M(Q25,Q75)] (mmol/L,x +5) (mmol/L,x +s) (mg/L,x+5)

NC £H(n=40) 4.85 +0.36 4.02+1.23 1.29(1.01,1.83) 2.51+0.61 2.15+0.58 9.06 + 2.47
NDR #H(n=30) 7.98 +1.36Y 5.11+1.56 1.79(1.35,2.96 )" 3.26 +1.12Y 1.33 +0.38" 11.44 + 253
SDR 4 (n=30) 9.07 + 1,532 5.39+1.97 1.80(1.39,2.13)" 3.43 +1.05Y 1.38 + 0.30" 11.52 + 2.46Y
PDR 4 (n=30) 10.15 + 1.74Y2% 5.38 +1.69 1.71(1.34,2.26 )" 3.40 +1.20Y 1.40 £ 0.33" 11.66 + 2.73Y
FIx¥zZ{4 68.912 0.901 4.450 78.730 22.375 6.126
P 0.000 0.443 0.035 0.000 0.000 0.001

H::1)5 NC 4 1%, P<0.05;2)5 NDR 41 [1#¢, P<0.05;3)5 SDR 41 [L#%, P<0.05
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A TEE S AR S .BMI .hs-CRP.FPG .HbAlc.
TC.TG .HDL-C.LDL-C A9 ,LXA4 5 VEGF &
ik (B=-2.116, P=0.012).

£ 2 HAMFE LXA4.VEGF KFELEE  (po/ml,x £5)

215 LXA4 VEGF

NC #H(n=40) 535.89 + 57.94 82.86 + 7.52
NDR 41(n=30) 366.76 = 50.33" 85.26 + 12.25
SDR #1(n=30) 343.41 + 36.08"? 117.56 = 14.76"2
PDR 41(n=30) 321.58 + 49.5212% 130.28 + 22.15Y2%
F{g 161.837 54.624

P 0.000 0.000

#:1)5 NC 4 He#, P<0.05;2)5 NDR 41 b 4:, P<0.05;3)55 SDR
24, P<0.05

% 3 DR EZME LXA4 KESEMBETERHEXESHT

—_ EIEES 4 PRI 2 L g P
B SE Beta

HbAlc -8558  2.186 -0.543 -3914 0.001

hs-CRP ~ -2585  1.063 -0.442 -2432  0.022

S -1.663  0.497 -0.784 -3.347  0.002

% 4 DR E&HEIME VEGF K ES5HMBETEMMEXEST

- EIRER 4 N A ol i
B SE Beta

hs-CRP 1.890 0.630 0.344 3.001  0.006

FPG 3.183 1.038 0.361 3.068  0.005

HbAlc 3.472 1.179 0.340 2.944 0.007

3 itk

DR VB Sk il PR3 £ 2 G 10 5 2 i v e LA™
R I RE 2 — |, IR R B A 1Y) & S i
T4 .5 4E N DR KA % 44.4%,7 4F )5 h 56.0%5,
T, B R 22 A RIF 5 I S R AE SN 7E DR Y &=
K R TAE Y, 785 MBSO T, 5
W DRI AH I 1) — ZR B 9 E P F 3, 0 34AT 9 8 A
TR, 5 T V4NN - P B AN & A S RO, e
T DR 44BN, DR VRN —Fi g 4 P90
SAE SN 1) B B IR X FLB v HAT B KR X, LXA4
RV AR — 2R AR A P R B R AR BT R T AR A R
R T A e S G v — AR A DU TR 1) i o 4t
ARG, T2 BEAE AR )5 B I A v 3 A AN 3
A B, B AESRAT 1 OB ARAE R, BTN 2 S0

i 1 Arrowsmith 78 % B, LXs o] @ 3 8 iR N £
iy S50 (%) 23 5 R, 1T 52 i W DR B HL O A RE 1Y
K R, BUFSEER DR B I LXA4 KF
RN, AT 4 R — B

VEGF & —Fh HA IR 45 A0 M R iAo
1, frr FAE 1983 4R A& BAM., VEGF Al i Z2 i i 2
JifL T — S TE A0 72 . DR SR A B A 45 VR T
STV A 119 40 9 i 52 7 480 7 38 5 B0 — &R 57
A5 P B2 805, 0 1 A R R ot Al SR A IV T
AR A AR AR, FEPC RS VA5 00 P 58 40 1L A B 9
FURHBR , FE B L A [ F A i &2 Hop VEGF
f FENAEE T 2 —0, VEGF FH A H A= 1
G TR 2 ARG ML P9 B i M ) ) S i R A R
I8 (H AR ARG N, T8 DR kA & E. H
R 1 I PRI 5% 45 S E 52, DR HUE 1L 7 VEGF
TR LT SRS 45 R — 3

WFFEUESE , % LXAS T i AE %5 VEGFI%
& ILAE AR R DG IR I A s o A% S L F - w B(nu-
clear transcription factor- k B,NF- «k B)",LXA4 7] )
B el Al pya Al NF-kB 151k, 512 VEGF &
Al i A5 A R DG A0 B R R IR0k, DR B3 I
1 LXA4 5 VEGF £ i A OGP, 5AF 545 R —3,
BN AR LXA4 5 HbALc™ hs-CRPH i
FEMEL 67 A 5, VEGF 5 HbAlc!® hs-CRP! FPG!
EIEAHE,

ZE LA, LT LXAS 7KFA%, VEGF /KT
AlHEYS DR My &4 R EAEG, BRI, % DR B,
AN AN FEIE B 1 VEGF 377 5 LXAS $8sh) m]
BB 035 W PR £5 3 1 A0 D90 S A IR B, ol DR Iif IR
BRI TFRE— SR M A2
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SR — A MR AR A8 S T 7 2 VR A O L AT Cornel | FL T 8300 2 e JHE 55 1 1A ) 9 300 e 3
TATIHS 25 4 22 11,55 94 TUHHAI B HHIER -

20 =
15

10 =

137 CysC/(wg/ml)

Xof B4 pUE <2

+ 5 X REA H A, P<0.05
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