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[ ZE] B8 HFFC A ORI M B A (PDR) H 1075 i s 288 (1 2 (LCN2) R A8 P9 % A= K 1 (VEGT) il 1k
A e LON2 B VEGF AHOGHE 30T, F3E ¥R 2021 4F 1 H 2 2023 4E 1 A2 T-AI0TT4E = AR EE BT 51461 To b R i 10 90 i g 78
1) DR 5 BB A 1 R X6 HE 2, 43 {51 PDR 835 1 0 PDR 41, PDR £ 4 fEOR A6 AR A E 1750 VEGF iF— 25404 o SR FH T 156 6 88 W Bf 2
(ELISA) 5 1L 77 LCN2 Fl VEGE PR BE o LB ot BEZH AT PDR 21 225 135 LCN2 il VEGE 357K V22 5, 3431 LCN2 Fll VEGF AH ¢
Pho B5R XFRRLL ML LON2 ¥ 4 (1 330+659) pg/mL, PDR 414 (30 550+11 093) pg/ml., 24 5745 Gitt=# 55 L (P<0.05) o X B 4H 1L
VEGF #¢ B A A HY |, PDR 414 (985+669 ) pg/mL. 1 VEGF ) PDR 41 Ifil 7i§ LCN2 () ik K -4 K475 VEGE 1) PDR 21 %K [ (24 984+9
749)pg / mL H.(34 957+10 221) pg/mL, P=0.002 | , 3t VEGF #) PDR 241 £ % IfiLi% VEGF /K48 ARATH VEGF ) PDR 4R (513+227) pe/
mL FE (1 359+669) pg/mL, P<0.001 ], 2% 344 4t it2# 5 X (P<0.05) . PDRALIMILIE LCN2 Al VEGF #3357 AH S M 0 TR, 54
LMK (r=0.007, P=0.598) . 451 PDR HH L1 LCN2 A1 VEGF B /K -39 &5 L {3 LCN2 F VEGF (1 2635 K 7 T B B AH G, 3t
VEGF 671 PDR 41 LCN2 Fll VEGF A FE %, 41 VEGF AT GEHI | PDR i#E )%
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4 A DR R 1 40 JBE 05 A2 (proliferative diabetic ez,
retinopathy, PDR) /2 /™ 5 5% i 41 77 1) i 109 40 I s N
L B TR L B ks | BT
JEE R IR I AT B, D SR R R, PRLUS AR | 1 okl wEEL 2021 4 1 H % 2023 4F 1 A3t
PROTRIARN 22, AR ARMEE RIEIL T, LB g oy i — AR BE B B B 04 BB . S IEAL 51
G W PR 5 1 AL I JB 995 2 (diabetic retinopathy, DR) & Ji2 {61, TG DR {85 R 8252 . PDR 2H 43 {71 AR4E 5 A
o DR OIS KIS ko Rt ot VEGE 69 PDR 4119 B bt

vascular endothelial growth tactor, RS
” : o VEGF i) PDR 21 24 5], PDR 275335 R U1 HI ARG 1
FURAEDS % DR A2 SRR T RN T 70U VECK oo g 2 02 R A 75 35 2 B 0. 05
s S FETY B il 2B 9y z = , 0.
ii@ﬁfi ?ﬁpgi iﬁzzimﬁiﬁgf; é);fj;q mL) 4§ A4 VEGF #i4bBHAY PDR 2H . XJ HRZHF1 PDR
277 M, : 2 APSIAPATT T o A g Sl ST 1 i T 25 -2 25
1S iz 28 1 2 (lipocalin—2, LON2)&—Fl i 5 i iy %ﬁﬁﬂu R },Iﬁgmlﬁmftm;’ ﬁig?ﬁ jﬁi“
WIRE T SORT R R M e tEpons figppegers  C(P20-05), IR 1. ARERC R 1, Dt
BRI E Y AR DR B P LT LON2 32 ik KO FY 3l 1 Be BE AR B 2% 51 45 W (G £ 2023-FHIF-079) .

RIS B Y LON2 76 PDR (1 #E & rh 2 7545 Y ®1 AANK—BAB LB

BIAVE A5 3 — & BF 5% . PDR B & I3 LCN2 F1 M EIEC RS PERCB/& 6] FBG(mmol/L)
VEGF ZE3ik KA R B 5/ . ARFIT 90 A 94 14 PDRZH 43 56.74+10.79 23/20 7.79+1. 94
PDR % Kl 5% LCN2 Al VEGF 1935k /K, 4 APAEAL 51 54.98+8.49 27/24 7.55+2.36
B8 PDR S8 BB ISR L B34t VEGE Figbsy X 0.893 0.012 0.541
HE— 2B SY4LAYBT BT LON2 B VEGE 5 PDR iy I 0.382 0.959 0.592
HIKet, B A RBUBT AT L O pRyT POR g1t RO R

FATH AN R E R 220 B IR B3 4 (45 :2022bs2x04 ) , A N AT TLAE (8RR 2 2= AR 55 351 H (45 : Hwk20222d008)
fEH A7 :230011 LA ARETTEE N RIS g (B R K7 B A AE S e ) 1 i e X HR B
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1.2 SIASHEERIRME  WASRIE: OPRR HEEME " T A, ZRa gt 2 L (P>0.05), L&k 2,
e DB P P o FE 22 i PR 1274 e (2022 4F )P Y 2 BRI PDR A FRIEAR L (ots)
PDR HJiZ W2 KT ; @2 ik B IR iR A & OL2 AR T W72 . PDR 4 i HALL
$14# (optical coherence tomography, OCT) 4 4 ¥4 i (n=43) (n=51) (i Pi
e HR TS K 2 25 T 6 3 A 1A T B B AR of s R ) BMI (kg/m?) 21.40+1.90 25.34=1.07 —12.081 <0.001
B AT AR ISR B AR HEg AR . DIE HbAlc (%) 8.85:1.79 7.87+1.85 2.609  0.009
MR R 3 A 3 IR s S RE ML %, TG (mmol/L)  2.03x1.43  1.98x1.11  0.161  0.882
SEHABR AR (<1 D) # 5 OREA A IR 1EIT 2 % . CHOL (mmol/L.) 4.84+1.29 4.39+1.06 1.872  0.069
1.3 i HDL (mmol/L) 1.19+0.30 1.11+0.23 1.468 0.151
1.3 1 ml{%g LCN2 1 VEGF 7J(SIZ7KTL\{JI|J E%%E{L%TFH LDL (mmol/L) 2.93+0.96 2.67+0.86 1.409 0. 158
1 PDR 41 1% 1 40 (%)%ﬁéﬁﬁ%ﬁml 2 mlL. LB VLDL (mmol/L)  0.40+0.29 0.39+0.22 0.119  0.843
12,000 w/min B0 5 min BT . A -80 “CUKES ApoA(g/L) 1.1740.23  1.11%0.18 1.602  0.109

ApoB (g/L) 0.92+0.25 0.85+0.22 1.334 0.188

TRAF .l ] LCN2 Bl HE G 2 W BfHE (enzyme-linked im-
munosorbent assay, ELISA) itk ¥ & (£ 52 BioVendor 2
R R L LCN2 2K, ffH] VEGE ELISA 1G] £ (3¢
R&D Systems 23 7)) K il il {E VEGF 7K°F-, LCN2 Al
VEGF 38 1 5 E )5 15 B LM B LR A AR ] o AEAR Y
— WG AT T, BIRIT O T R 76 R
A B8 A AL FR LRI AE AL, $2IDUF bR ic
QEALIMA 1:500 B BHTA TgE HLfk 0. 25 mL, 37°CH
FIEE 2.5 h, YEH 6 . @ ALIMA 1% BSA 0.3
mL, 4°CORF i 5, WEAR ] F o @BEFL AR Y
MIEFEA 0.1 mL, 37°CHEFE T F 60 min, Yetk [ L.
OFFLINA 1:200 BIBEFFRICHTA 0. 25 mL, 37 CHREAR
% H 60 min, PEHLIE [0 @ LI A AR A Z i i
0.2 mL, & FHUE 25 min, @M HELE I b FLH A
AW 0.15 mL, IRE 2] . @FFRXIE OD i, I
K& 495 nm,

1.3.2 MR ARRI R4 A 3h A A 2 B AR
I V&5 A AL 1M 21 25 1 (glycosylated hemoglobin, HbAlc) |
= H (triglycerides , TG) . B B [& EE (cholesterol ,
CHOL) . B&FEEEA (high density lipoprotein, HDL) .
IR %% BE B 25 H (low—density lipoprotein, LDL) (B AR %5 B
g % 1 (very low—density lipoprotein, VLDL) | Z% A5 25 11
A (apolipoprotein A, ApoA) M # Jig # 1 B (apolipopro-
tein B, ApoB)FRIE/KF-,

1.4 Gl SR SPSS 17.0 AT 5E 324431
FFEES A0 T PR s 2R A1LIE] FEBCR ¢
oz g 5 THECTORURECR 7 21 ] HE AR 7 G 1
H LCN2 #l VEGF 3A 7K HYAH A 73 >R ] Pearson
g, LLP<0. 05 2SS A g HE L.

2 #R

2.1 X HRZUR PDR 4 R bR LS PDR 4l & &
R 48 5 (body mass index, BMDETXF #84H , HbAlc

4 BMI R B4 B 48 %%, HbA e kI 2L & 1, TG H =
T H ¥, CHOL Sy S IR T2, HDL Ay = %% BE IR 2 1, LD L IR B
JREEH , VLDL AR BE AR, ApoA &R H A, ApoB
#HIRE M B,
2.2 XFHELH A PDR 4 Ifl 3 LCN2 #1 VEGF (1) # 1k 7K F
[b#:  PDR 48 17 LCN2 A1 VEGF B2 iA/KF1
R TXTHRAL (P <0.05) . WL 3. XF BRAL RS M5 A A
MWE| VEGF BYFRIA I TRzl & i R U IR
*3 XIEBAFPDR AR MF LCN2.VEGF B3R LK T L

(xs,pg/mL)
21 541 % LCN2 VEGF
Xif IR 51 1 3302659 -
PDR 41 43 30 55011 093 985669
tfH 17.250 -
P <0. 001 -

W LON2 MBI is #5142, VEGF AL N K AR KT

2.3 $L VEGF J&J7 X LCN2 Il VEGF % ik /K F 1 5%
Wi 4t VEGF JAJT Y PDR A% 4 1ML LCN2 kK
SRR AT VEGF 19 PDR 4 A , 43 51 4 (24 98449
749) pg/mL Fi1(34 957+10 221) pg/mL, 22 74 Ge it 24 &
M (1=3.261,P=0.002) . Pt VEGF i#¥7 # PDR 4 XI %
M7 VEGF B3Rk /K-8 A7 VEGF 1Y PDR 41 [%
5%, 435149 (5132227 pg/mL F1 (1 359+669) pe/mL., 25 57
Bt E X (1=5. 788, P<0. 001) .,
2.4 PDRAIME LCN2 Fl VEGF ik 7K i AH k43
#r Pearson #H &4 43 #7 i 25, PDR 41 1fiL7E LCN2 Al
VEGF 335 /K (19 47 5 M 2K (7.=0. 007, P=0. 598) .
DL 1,

3 itig

PDR 2B bR i 30100 ) s 48 o o IMUHPIR S R 1
P 0 STV I A 20 S 425 5 o 00 T A8 1ML 455 3% i B 1)
P SCHR IR A L 15% B2 B2 AES A= 1] DR &)@ A PDR, 1



5545 B S

TS 1 SUPAE PR P A DR I AR LY LCN2 F VEGF (133815 Il 7 B

2024 45 H

580
60000-
)
[S Y L
> °% .
S 40000 e ¢ .
i ') ° o0 .
1@5 2'-' L 1Y
N o . ° o0
35 20000 T .
| L)
B o ot ° .
=S|
o-m-rmj
0 1000 2000 3000
[MEVEGFRE (pg/mL)

1 PDRE# LCN2 5 VEGF AR 47

Bf DR faE e, BB e A RS 3G 5 . PRI, PDR I
PRI i B 28 WA 2 T5 fife e i) F B8 0 e 1 A f e 1) A

LCN2 JRFR P 4 B e it AH G B iz 208
(neutrophil gelatinase—associated lipocalin, NGAL) 1¥
sidrocalin, J& A ENGER /Ny iz & H , 5 TAEIM
RN IR R I B o AR SR — R Y e A M R, B
i 25 5 S [ BN i 22 0, FE AN VR T2 RAE | e sie AR
RS A EEAEHT . LON2 5 il I i 4
21 AN A AL ST A IR N R AL Miller
Y1 JfL A1 A D) S €8 2R 7 4 A (retinal pigment epithe-
lium, RPE) /=4 LCN2'57 ) LCN2 78 4F i A 56 M % Bt
AR RIB KA Y L IRTENE M B S T kK
SR 5 ARAE R R IA TR R AR, KB LCN2
P S IEHE I o WE PRI B 12 M B 5 T VEGE &
K, IS Miiller 08, LCN2 F1 VEGF 2 ik 7K S 4 w5 1F
— e DR, RAYEFETH VEGF {28 T DR #E &,
SEFEM LCN2 78 PDR ARl gt I EZ/EH . &
T 725G R PRI YE LCN2 76 DR Rk . i
WIBFSE CUESE T, PDR SR H B R LCN2 Fil VEGF
()85 25k, BE ISR LCN2 Il VEGF (93235 7/K EAE1EM 6
PRV RWESE S5 R, PDR 41 A8 LT LCN2 Al
VEGF 3635 /K - i X B4, #2785 LCN2 7£ PDR %
el R B R . ARG A B, PDR B I
LCN2 F1 VEGF 7K~V Z [a]#H KA1, AT g2 i T i 40
W RS J5 BE AR, LON2 £ L35 19 2R 3B 7K AR T I AR 3 55
A& . PDR HBEIMTE LCN2 Ml VEGF F£ik/K 48
WL EPE T PDR #EJE . B VEGF JAY7HY PDR 41 1ML
LCN2 1 VEGF Ik KV S8, wT LAA %080 400 19 s
JNE I, A F T 4EZE PDR BYPERE . [ I A B 5% &
L, PDR 41 3% BMI AKX B4, #E 0 T g2 i F
PDR A MO 45 i AN BAR AP (98 i 2k ik, PDR 41
HbAlc &5 T-XF B0, $2 75 PDR £ 5 B35 il A B Ad
DR Yy i Ji& Sl PDR, BRI, A7 00 S A DR F8 3 AR
B3, FEAR HbAlc, #E2% PDR fHEE,

AT EIRVIARZR T LCN2 76 PDR K J@ 1

F L2 IF R 857 LCN2 il VEGF 22 1] () 8 5 PR SR 56
A A 5T . PDR &AL 2% BEIR 1 5
ORI RAE SV & PDR #F A B2, AR oE 45 1
7K, PDR ZH 1M 3%5 LCN2 F1 VEGF 3235 7K F-44 %5 PDR
i VEGF JA¥7 41 LCN2 Fll VEGF 357K F-RIFAK , w125
$E7R LCN2 AJHE7E PDR i R AW 7E/E R o TR RE 220
THE PR 55 175 HbA le, X DR #E47 %5 VIBETT , %t B
1R H B PDR HA B IRE L,
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