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AMNEF I A 25 52 T X b OB AL R R )
S50 AL B Midller 40 i 1) 52 il

BFEE RUE Kk A A M4 7 2 F

WE B AR RIRTANEE f P 2 5o SR SME R 69 AL M JEE Miiller 2e e £2 3 48 A A
H Ak K = #(advanced glycation end products ,AGEs ) -F 71 44+ T 5L8& it &% (lactate dehydrogen-
ase,LDH) /& &% 5 A & 4 KB F (vascular endothelial growth factor ,VEGF) vA % VEGF mRNA ik
Mo, Foik ARBEEEE LRI SD K AALM B Miiller a e, 4 46/ 69 AL B2 Miiller Za e s3) B T B4 |
#4%(50 mmol/L) vA & AGEs (50 mg/L 100 mg/L) &4+ F #4735 5, AN E & b 25 8 5 A 2 e iF 8b 47 T
TR, vABEEE f2.9% R HE % (enzyme linked immunosorbent assay, ELISA) 2 VEGF.LDH ## &2, AR 4%
- Jt &-Bi4% % (reverse transcription-polymerase chain reaction, RT-PCR) %€ VEGF mRNA #g %} & ik
¥, R SHAAE K AGEs 21 VEGF = VEGF mRNA éﬁﬂkazi’jz‘rxﬁ xf g9t & (P <0.01); &
AGEs %41 LDH & th S4B F 5T RBALR S4B 2038 hm (P <0. 01) ;4N iE e P 25 5 &2 s if kil S ¥ 4L R 5
1% AGEs 48 LDH /& % \VEGF 5 VEGF mRNA # %X % (P <0.05,P <0.01), Xﬂ'JE"L‘X/H"T LDH ®E &,
VEGF % VEGF mRNA ¥ £ 2 %@ (P >0.05), it AGEs #&9 S EAKALM IE Miiller 2m e 6948 2 1,
245 % AGEs 35 7T 2L i Miiller a2 VEGF mRNA \VEGF #4 & ik Ll ;4N i o P 25 5 5 425 fn iE pk 38
i HEA AGEs &4 TALM L Miller 4m g fit 69 #2 2 M 474 VEGF mRNA #9455 3t ik VEGF & & &
ik, TR A BB A 0E Sk AL B2 9% X (diabetic retinopathy, DR) #) %245 ALk 2 —

KR LR T M AURE Midller 2o Rt ; fe 8 MR & K B F 5 SUBR BL 2B ; AN B 7
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ABSTRACT Objective To explore the effect of Bushen Huoxue Compound (BHC) on lactate de-
hydrogenase (LDH) leakage, expressions of vascular endothelial growth factor (VEGF) and VEGF mR-
NA in retinal Miiller cells under high glucose condition or advanced glycosylation end products (AGEs)
condition by using serum pharmacological method. Methods The retinal Miiller cells of 5 —=7 days post-
natal Sprague Dawley (SD) rats were cultured with modified enzyme-digestion method. Purified retinal
Miiller cells were cultured in normal conditions, high glucose condition (50 mmol/L)or AGEs (50 mg/L and
100 mg/L) conditions, and BHC-containing serum was added to culture medium. The LDH leakage and
VEGF expressions were measured by enzyme-linked immunosorbent assay (ELISA). In addition, the rel-
ative expression of VEGF mRNA was tested by reverse transcription polymerase chain reaction ( RT-
PCR). Results Compared with the normal control group, expressions of VEGF and VEGF mRNA were
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significantly increased in the high glucose group, the low dose AGEs group and the high dose AGEs group
(all P <0.01). The LDH leakage was obviously increased in the high dose AGEs group, when compared
with the normal control group and the high glucose group (P <0.01). The LDH leakage, expressions of
VEGF and VEGF mRNA were obviously decreased by BHC-containing serum both in high glucose and
AGEs conditions (P <0.05, P <0.01). BHC-containing serum had no significant effect on the LDH leak-
age and expressions of VEGF and VEGF mRNA in normal conditions (P >0.05). Conclusions AGEs in-
tervention could obviously lower the stability of Miiller cell membrane. Up-regulated expressions of VEGF
and VEGF mRNA in cultured Miiller cells could be induced by AGEs or high glucose. BHC-containing ser-
um could stabilize the stability of Miiller cell membrane, inhibit the transcription of VEGF mRNA and de-
crease the protein expression of VEGF, which might be one of important mechanisms for preventing and

treating diabetic retinopathy.
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B PR (diabetes mellitus, DM) B 88 21 142
UM NZEAR B 1 UL PR Z — . 2010 44 IE
7, TR DR PR v 28 5 2 OB e AT 30 28 08 232 43 )
9.7% F115.5% ", il i 3 1tk 40 199 L5 4% ( diabetic
retinopathy , DR) & DM & # WL & IE 2 —, IR JE:
— R R SR RCE IR 2 M8 b B4R DR
KRR — B, SR R S
FXI T DR BRI A 2 S i A N 2 A K A
F-(vascular endothelial growth factor,VEGF) & &
WR N DR — A EERIT RS . STRTE R
FAL K 7= ¥ (advanced glycation end products,
AGEs ) W] 12 4 i A5 5 8 10 ke %, 51 VEGF
J VEGF mRNA [y 3% ik W] 3 hn'* . {5 H i 4 %
DR 5 VEGF X Z MWT 58§ s R 246 v T 1ML 8 N B 4
IRLLA R A0 A 0, 3 1 2 A S o SR T, L I B Miller
2P YL R R 6 e JB A L, R IO s A A i )
Wz — & VEGF FRik i) — S0 40 A, HAE 1 4 4h
Vg S 2 B AL — LR s 5 s g — 437 . 7€ DR &
AR SRR A Miller 41 g 2 B Anfar? H Ajx
D7 ISR 52 BBk B 22 1 DG T . R e AT 9T 1Y
Hehd B0 ACSZO R A 2 I 2B, I R A
AGEs 1 BERFFE#M B I Hh 245 5 24 1075 RHA IR B 53 1)
PRI Miiller 4118 VEGF \VEGF mRNA ik K LI
%/ (lactate dehydrogenase,LDH) i P-4 )5 T F) 5%
i), DASA R B 3 I 245 52 J5 a7 DR BY/EFIBILE],
HEE 2677 DR FEREFT BRI

MHETTE

1 Mk
1.1 W #iE7 K SD K5 H (4iMuss 5

B, MERFEAS PR, WUHR AR B ) J2fA i 120 ~150 g 1) SD
K20 H (&I , MEERS) |, 2l R B 25K
2B S O BRI FRE S OISR [ AT A
FAIES : SCXK (J1])20012 =11 5],

1.2 2% #NEEIMT A TR T 2
NS AR, b A s 24 K2 2y B d it B H
Wy 11.67 g (4 25) kg, MY Tk K &=
10 fi5,

1.3 K MALES B Lr 4ERR 2 11 (GFAP) |
WL EH (Vimentin) , 3£ [® Sigma /A #l;AGEs , Jb it
I RAH A A IR\ VEGF #0171 \RT-PCR
A& 1IQ SYBR Green #iE A4 %[E Bio-Rad
o) B RNA $REBGE Trizol (3£ E INV JR2E) ;96
ik G, HA TOYOBO A Al 514, £ INV, LDH
KA £ , B A AR ) TFE 2N 7] DMEM 5 3R
FERR R AEY L B TRARA R HER .
B R, Al 25 Ry & A, O & PCR Y
CFX48 490 AUEHHRY I H 22 Bio-Rad A .

2 ik

2.1 PLMAE Miller ZHi iy 2lifb s e S R
PSR AL s 22 042 7 K SD R R Miiller
2R, AT 1 ) AR R S S o SR P A R
Miiller Zfi -8 28 i r——40 Mo e ik M 5 1 GFAP il
Vimentin G55 240 fh 27 e 60,51 58 A

2.2 MG RN E I I 2 i R
RS IR A I A AR B F 50 0 b 3% 1t AP 24
20 K 1E 5 %) R ZH i 45 119 SD BRI 40 ) R AR 2 1
ZIME S F I . 2B ILiE L 56 C,30 min Kif
AEFEAT,0.22 pm RLFL U B G BB BRI .5 mL 4%,
-20 CLRFfF#H.
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2.3 IR B 2 AR Miller 4 iz
Fire 48 fLES FE M, % b 2 x 10%/mL, & 1L
400 L, 7EE&HRE 5 20% iR 4 135 ) DMEM B
FRW TR SR 3 ~5 K, Fr i B S A Bl ALK IS , 40 FH
IM3% ) DMEM 35 333 ( LA HEBR G 2 13 T48) W &
24 W5, SR T TE R, % SO AE e 5 A
AN REFR A B R F2 0 15 % BRZH (& 20% 125 H
1% DMEM &) , IE# H 25 T4 (& 20% 1 255
2510175 DMEM &) 5 =02 (& 20 % 25 1 L3 B 4k
J& 4 50 mmol/L & i DMEM 553378 , =hi 2y
T (75 20 % 255 24 1f1L.35 S 24 > 50 mmol/L
%Y DMEM 55750 31k AGEs 41( % 20% %5 1
M M 2 4 i 2 50 mg/L AGEs () DMEM 5 5§
W) Ik AGEs 2yl 2H (& 20 % H 255 25 17 M
Ay E 2l 50 mg/L AGEs ) DMEM % 35 W) 5 &5
AGEs 41 (20% 75 [ Il 3 & % ¥k B iy 100 mg/L
AGEs 1) DMEM }53:) , 5 AGEs W25 T4l (&
20% "2 25 T AR EE D 100 mg/L AGEs (1)
DMEM }53:%) . BieHi% 6 &L, T 48 h J5k:
45 TTHE A o

2.4 ELISA A AL M AR Miiller i Y LDH s
A AR SR FVEW 50 wL, iE# A LDH il
R (AR EEES IR LDH X5 & Ui 45) ,490 2 fiff
FrAY (36 [H Bio-Rad A #]) 440 nm K F Kk
J& (OD) {8k, 5 11538 LDH & 07k UL

2.5 ELISA A AL R fE Miiller 4 il VEGF &
FIRak i IR IR LW 50 pb, i Em A
VEGF £ 250 ( 2 AR 45 /E 2 B VEGF 257 &5 i W
) YR ARC UM BRG], 37 °C R 60 min,
VERS U, A B A B,37 C 410 min, il A
Z1EW,10 min I OD {8,114 VEGF & Kb &,
A7k ng/mL,

2.6 RT-PCR Kijlll VEGF mRNA ik it

2.6.1 RNA it A2 x10° M4 dmA
1 000 pL Trizol & 1.5 mL .04t LIRS 4] 3 88
P upkir & 5 mins il 200 wb S 05 € i ik 5
10 s, 5 & 5 min;12 000 r/min.4 C . B.0>» 15 min;
B EER AR 1.5 mL B0, I A ZE AR
AR, IRA A, ZiR#EE 10 min; 12 000
rimin.4 C Z.0 10 min, WL/ RNA J00E; 57+ g
W, SRR, I 75% K Z B 1 000 ul,
12 000 r/min 4 C [ B.0>5 min; 3 F1ETR, & T4
RNA JLJE 5 ~10 min, U3 T4 )5 i A DEPC 7K
7 RNA UigE, -70 CHRAF.

2.6.2 RNA ¥ % Kinfia i RNA H
DEPC /K#if 10 £, &M B 1 pg/pl. HL5 pl
RNA Fi B B T K 1) JC RNA Ry Eppendorf %
H, 25 A 50 wmol/L Oligo (d;) 514 0.5 L, fifi
HLEI#7 0.5 wl,10 mmol dNTP i{E4# 1 uL,DEPC
K5 pl, BRI 12 pl, WA FENE S 1.
PHREGY 1 1665 CIRIA 5 min, R )5 7 BN A vk
1 minsEREY T 3 3 AW s 855 :5 x First-
Strand Buffer 4 pL,0.1 mol/L d TT 2 pL,RNase-
out 40 U/pL 1 uL, SuperScrip I RT(200 U/pL)
1wl BERHSENE A I . KRN & BT PCR AL, X
55525 CHEFE 5 min,50 °CAbFE 60 min,70 °Cib¥g
15 min, SR J5 52 BUCE 20k o e B A5 2] 9 B
cDNA, .U B4, -20 CLRAF

2.6.3 RT-PCR Jii#/ 4 Huiit cDNA ik
W1 pl BT 0.5 mL L&, H 1 wl Bl cDNA
W W 4 % m A H,0 12.3 pL, 10 x PCR Buffe
2 ul,Mg** (25 mmol/L)2 pL,dNTPs (25 mmol/L)
0.5 pL,SYBR(20 x)1 pL, EF#547(10 wmol/lL) £
0.5 uL,Taq Polymerase 0.2 L, 52 b S AR FH
20 wl, ¥ E T PCR AL, ¥ 1 K 95 C FiAs 1
2 min, A 95 C7EM:10 5,55 CiE k30 5,72 CHE
130 s, 40 PMEI,

FEHGI W FE ) Ky GAPDH: | ii#: 5'-GGTGCT-
GAGTATGTCGTGGAGT-3' F iif: 5'-GCGGAGAT-
GATGACCCTTTT-3',VEGF: Iii#:5'-GCAGATGT-
GAATGCAGACCAA-3’, F iif: 5'-TCTCCGCTCT-
GAACAAGGCT-3' )\72 C#]95 C4f T} 0.5 CHL
— RPN, B Ja A U i th 4 i RE AR B B A A
M3 W, a5l Ct fi. VEGF mRNA 35 #
KA ACUIHE AT 0, &l 758 H i
FERAERT T2 B F S EOR L mRNA 05 2%
5o BEXRILN GAPDH fE NS, AACt=(fF
DUFE S H L Ct FHME - FRIAEAR NS 3L Ct
¥IE) — (RHHERES B BE Ct P39 - X HREEAR Y
Z W Ct V¥ E). H W3 KE A X #
i F =2 —AACtO

2.7 Gtk R SPSS 13.0 i, Bl
PLx =s F7n M FEHEAR 2 4100 Ho 8, R B &R Oy 2
3T, ZH B ELE, R g K% ,P <0.05 2 5+
Hoit#E L.

% R

1 MM Miller 4RI IR 5 50 I8 A2
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R SR R AR G 5% L Miiller 4 i, 2 F
24 g, WD VR A0 MO 4G W BE 2 A ROIR 2 K 5 B AR I

BE MBS AP, W ol , ST s FLE
Ko K5 RIGHMAT 80% 4, HHZAEK ., A
SEEG I A 2 ~3 AR Miiller 2 ffd £ Sk 52 56 41
i, GFAP Sz diffifb 7oty (o % e (B 1)« 2lifk
FEFR AL FEE Miiller 21 ifd,85% L) 41 il GFAP %t
AR, KB MK N R A 22 AR, 56 2
G55 1 AU A AU 40 O 25,5 R A4 4 il
B4 ,90% LA F 4 GFAP ZL {5 fH 1. Vimentin
SN IOt S (1 2) « a3 A Y
JiE% Miiller 41 ,85% LA L4 it GFAP 4L fHM: , R
LS P R A e Y 22 R 2544, 90% LA b 4 i
GFAP Ze o fHM:

% T v > 198 L
%,9‘:-" - — ‘\ 5‘ :, 4‘
ﬁ‘;‘-’*: P e

- - o4 - ’\‘_ | = i
."“: q‘i "‘-i' 'Ié v .‘: 1 _' -.

S b P ". 7 ;’J < '
FR L PR A AR RS
‘s\.:",’ i l._.x .‘{ i *
"“‘ -‘;_‘,.‘-“ 2 4 - ‘.— R V‘
L\ - s - g ARE - - L. .
i e A N .
‘ 1 ’}P"“;..‘ LN . -~ :'
Vo P -\ )
h’r‘}/" RO sl - T W oy
BERER’ W AZigr 4R
B ™ SR ?, VpFow A0
B 1 MM Miller 402 (GFAP %4, x100)

‘h

.\  “ /g | Wuﬁ

’,"—? ’t'
L A&M
B2 WMAE Miller 418 (Vimentin %@, x400)

2 K4 Miiller 4 A1 19 LDH I & &
VEGF K VEGF mRNA ik & %

2.1 MM Miller 40 g LDH I i & .
VEGF % VEGF mRNA £k EHK(FE1) &
AGEs 4111 LDH st &5 1E 7 % R K bl Tt =
ZRAGIE (P <0.01) , &gl M Ak AGEs
ZH 1 VEGF & VEGF mRNA 2 ik 54 45 1F # % 1R 41
W, 225 IRE ST 2EE L (P <0.01) .

K1 BAUME Miller 40 LDH s i & \VEGF
VEGF mRNA £iEEIHE (x+s)

) n LDH(UL) VEGF(ng/mL) VEGF mRNA
TR 6 3.570.33 532.25+19.92 1.35 +0.31
=0 6 3.76x0.14  566.66 +24.98 " 2.26 +0.68
it AGEs 6 3.83x0.31 590.56 £29.73 " 2.00 +0.57 "
i AGEs 6 4.12+0.26" " 593.65+16.34 * 2.06+0.76 "
F 6.414 17.813 11.688
P 0.002 0.000 0.001

2.2 IS X IE R A T LM Miller 4 g
LDH ¥ il . VEGF & VEGF mRNA % ik & [ #
(#£2) W24 Mg X IE# &4 LDH. VEGF X
VEGF mRNA #JTCH] B 5201 (P >0.05) .

Fz2 PR IE R ZIFT LDH \VEGF X

VEGF mRNA #J3m  (x +s )
A5 n  LDH(UL) VEGF(ng/mL)  VEGF mRNA
1EH %R 6 3.57+0.33 532.25:19.92 1.35+0.31
IEF T 6 3.68+0.31 530.02+18.10  0.94+0.36
t -0.443 0.298 2.808
P 0.553 0.887 0.142

2.3 IR R AT AR Miiller 2t i
f) LDH ¥ 5 . VEGF J% VEGF mRNA ik & %
(%3) ™A Rem > E b4 LDH I i & VEGF
5 VEGF mRNA Rk i, H2Z R WA RIFEE XL
(P<0.05,P<0.01),

F3 A MBX EHESET LDH \VEGF X

VEGF mRNA ({3  (x s )
A5 n  LDH(UL)  VEGF(ng/mL)  VEGF mRNA
51 6 3.76+0.14 566.66+24.98  2.26 +0.68
2T 6 3.57+0.32 496.33:25.28  0.60 +0.54
t 1.123 4.706 1.6118
P 0.043 0.000 0.000

2.4 Pyl iExT AGEs &4 FALIMAK Miiller 41
Jfi LDH s i i \VEGF 2 VEGF mRNA ik & 4
(%£4.5) T2y GER & K AGEs 41 LDH i
1 VEGF 5 VEGF mRNA %Kik, HERMA S
P12 8 X (P <0.05, P<0.01),

x4 PyiniExHE AGEs 41 LDH .\VEGF X

VEGF mRNA #J5¢m  (x =s )
25 n LDH(UL) VEGF(ng/mL)  VEGF mRNA
i AGEs 6 3.83+0:31 590.56+29.73 2.00 +0.57
ik AGEs 25T 6 3.42+0.23 522.63 +28.31 1.11+0.36
t 6.100 4.895 3.101
P 0.022 0.000 0.002
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x5 PZHMIEX R AGEs 41 LDH .\VEGF &
VEGF mRNA B340 (x £s )

215 n LDH(UL) VEGF(ng/mL) VEGF mRNA
= AGEs 6 4.12+0.26 593.65+16.34 2.06+0.76
i AGEs HZ5 T 6  3.50+0.14 496.89+36.70 0.61+0.39
t 4.808 5.242 3.543
P 0.001 0.000 0.000

Wit

KIgdEm b2 DR &4 K R EEE A, &
SNEFRAMIT ,25 mmol/L 24 K S AT 3T L 25 ) T
PRI AR P B UBREAR 21 o SR T, P JiE Miiller
20 B B R AR T LA A W e 18 B TR Rk Y
S8, Xof i 1) A — s T B2 P TR D % R 40 A i
KRR R PIRAS . AGEs S HUIATE K8k
MRREARAS R TR B8 — AN ] 386 (i 25K 7= 4, iF 9 ¢
BN, AGEs TEMH PRI 18 PE I K0T i & A= & J b B
AEEAER, A O A 0 I | A RE L ) A
#| AGEs Iy #ik, UM B AEFL 5 AGEs & &
HIFMHE, BRI A A AGEs Z ik Fk",
TP Miller 248 i 2 1R 19X 5 e = 22 1 AL 0 e Joe 4
JifL, A0 D S e AR AR ) — N EE AT A E Miller
A - A7AE VEGF 24k . SRifii, HATA 5% AGEs %
SRS FE AL B Miiller 41 i 43 W VEGF 4 4%
i, HA & AGEs Xf LM i Miiller 4 il i) VEGF .
VEGF mRNA V) LDH F {520 LA B b B 7% i H 24
X Al T S0 P o A DA B . PRI, A S R LA
LI EE Miiller 41 A #E 40 B, K =5 8% (50 mmol/L) DA
& AGEs (50 mg/L.100 mg/L) % b S5 T #i 5 14,
WFSEAR B 35 I o 25 %68 1E 5 L i B (50 mmol/L) D Je
AGEs (50 mg/L.100 mg/L) A A & 18 F #0 ™ i
Miiller Zfijitd ) VEGF ,VEGF mRNA & LDH £ fi] T
TR, At R S 4 1o A0 5 35 0l P 253397 DR #2416
— M SRR

2 RSS2 20 5 A0 SRR B R AT A 4 R W T 5 4
AR RRERT , B SR AN MR i 1 kA R .
S NNWE PRI R AN MRS 2R 40 5 0 R A IR RIE 1Y
TEHLA, T AN I P AR O ) A S
LDH 275 20 P 0 b a5 6 , 224 200 6 J5S ) o a7 1 & A B
i3, S LDH Jeib Nl B3 2 R iHw i = 5
SRR S IEAE? . B LDH Y B2, 4
JEROARREE . PR, 404N LDH J B 1T Al oA s et
R Miiller ZifiE7E DR - HThREZ B i — U FEbr
ARSI SR B R E LR B 9100 mg/Li) AGEs T
ST ARAMEFEA IR B Miiller 4 58 7 1 B 38,

ARG J1 T R, HLZHRE R 100 mg/L 1) AGEs X
W JIEE Miiller 24 a2 1 145243 L 50 mmol/L 1) b il
B . DRUEEE BV ON  RNEE I H 25 5 7 2 24 1007 g 4R
TR X AGEs A5/ T LI Midller 2 it B¢ 5
P BN M 55 7 , g it EL A P v g o] R LB TR
DR Wit Hiigiez—.

VEGF J& H iy E 71 5 5% B 1) 1ML 88 A= B e 08 7,
VEGF 7 DR %% H i /F HTZ2 75 1994 4F 15 IR 8 12
% VEGF J& DR %t & i i 7 b i) — A4S T 2 [
T, J& DR BHAE MY 1) 32 22503 X 7, VEGF &
FERR PRI FEE MR N R AR TE o W PR 8 3 1) A0 PR s 24
ZUh A AGEs LS, B9 VEGF 3L % 5%, -
V8 VEGF 223574, S 3R P VEGF & M 2, %
% M4kt 7, VEGF JK-F-# DR " B2 A Bk W
FEoe 2T AERR P, I I A P Rz 20 LR 4
L AL 2R B 200 s 2 40 R 9 S Mailler
2 A B O 40 i 4 T 65k VEGF' "™ O HERR A
YA FIR 2% DR A T4, 25T R AR S 20 i 3 7 o
IR L AGESs JRAS LU P AR PR IR 85 , WL 1%
B 5 S5 0 0 Miiller 41 i 5 58 3% P 19 A8 Ak, R H:
VEGF /i DI REM 2, WF 98 25 51 . : AGEs REEAE
PEREFR AL R E Miller 20 il =5 638 VEGF; IESE 1 i
W AGEs Rl HCH— NS MR A, Rk IR 1Y
ML EE Miiller 20 S 3948, J+ K #%35 VEGF,
M SO RS IR N SR K BRI 5 Miller 20 Jfa 5 %
A4 A F ( pigment epithelium derived factor,
PEDF) 5 VEGF MAHEAE 453 s : 76 Midller 2 fifg
M ,PEDF Xf VEGF 3k A il /1, VEGF Xf #ik
PEDF o AT M il £ A, =3 i) £ s i o819V FH vl g
LI 55 B 2B 1% PO AR, Treins CY
BT R AGEs R i 20 i A0 559 Y 38 it 20 356
S EMMAE TS H F - 1o (hypoxia-inducible factor,
HIF-1o) 2 (34 0 5 HE AR, 03 VEGF k3 m, 4
WL R E 5 BoR, 76 AGEs DA K s Bl 4 1F R
PRAPElAL 3 2 0000 RS Miiller 28 HIF-1 o A S 94K
SAUAL 3 BTG L 5 L Ui B VEGF 2k, ki
B VEGF mRNA (5% 5% ; 3 H AGEs [t & i T fg
7SR Miller 401 HIF-1o B9 5 ik, HIF-1a Y
FIRIRE S AGEs W EH Ko AT 45 AR N7 =
B (50 mmol/L) & AGEs (50 mg/L.100 mg/L) /4
T B Miller 49 p9 VEGF mRNA 4% 5 B i 1
5% \VEGF 25 [ 300 5 A S 560 45 S IR o, #0890 i
2558 5 % 25 13 fiE B . I = B (50 mmol/lL) &
AGEs (50 mg/L.100 mg/L) & F M IE Miiller 4
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ffi VEGF } VEGF mRNA Fiki# £ (P <0.05) , [#{%
Miiller 21 LDH T t5 5, {7 240 A RS e P3G
WCEE Ny, I I I rp 24 52 5 24 L v 0 ) v i LA
J: AGEs £/ F LM IE Miiller 418 VEGF mRNA %%
sk RS> VEGF & 3Rk, 1 9 Miiller 2 fifg 5 11
et T e 2 HpiiE DR IWEZA/EAIMNLG Z —. RESR
VEGF J& HIF-1a TR, IS 24N TG b 25 2 5 &%
M0 E R DL S AGEs 454 F 8 M JiEE Miiller 4
ffl VEGF #3281 55 — A~ B2 T RE &0 il T HIF-
1o B 1 3k, AH G B 98 45 SR 28 35 B 72 LUS s
Wit
S £ X W
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