BEE NS 2801 S 26 W 4 M (Journal of Chongging Medical University 2001. Vol. 26 No. 4)

£ OO0 http://www.cqvip.com|

— 451 —

IS 0253 - 3626(2001)04— 0461 — 03

I3 PR BE A 4 B -5 4 R i L IR

PR, i ETE2EB,FR

(EFEERXEECIGFRERATIBE  400010)

(PEEEFREGRE] R8T [ WiFiREG) B

1 hEAREKEFHENERS

M H A B F(VEGF) & Ferrara ' F
1989 EMF ERIENERBRIEMERBPE L
sl A0y, SRR R B R M e o T A
#X VEGF, i fk A mE @ &E F(VPF). VEGF
MEHEERENETE CR-HEERARE
EF _—mEXBEANRALN _RAEEL, TR
7 34-45KD 2 8], VEGF HEEE FTH/S IR
ke cE F BEA R T EN M S M
FH7TATTFHE. VEGF BN#ER, 86
121,165,189 .206 T HEMEM, KNEHIFR T,
VEGFRI AR Y HEREETHMEERE, M
VEGF189 fl VEGF206 ¥ LS FTEEREE
A WRA, VEGF165 MHR N N FHEZE, Bk
NP ERER —FI A,

VEGF Biflit —HEFEMNNE S RNEE ik
g EEDERMC S MG ARS &
(KDR}#I fros — #ERE S MR A — 1 (fle - 1), B34
BAREREH. SRASRS R, BB R T EE,
3| & — R 04E LR R, KDR 3UEE3 I BN K
MMALA 5y R R AT, T - L ER, ASIREA
BTN, B ETENEAN S A KRBRZE
HAEEEH URA KSR ERZ FEOEEER
FE,

VEGF KR ERNALEE) M2, VEGF
WEFEESHFNEN TR IEREFX EMENL
BHEHE EF LRI R R Muller 205
M4 I 2 VEGF, VEGF SHEEA S
VEGFmRNA Kk i), ARBE ISR K
R FERED -1, AEHBREEREIKDR,

FERAME A0 ), KoL R idhA a4 24 E W, & £5
RFH 6 N RARLINA A

[EmaE] 1999—11—11

KDR 2 &)1, L AR ILE A Kk 4y
F#ik,

VEGF B—W B HFr sk E T, %
{5 B —FE AR A KB G L HE, i
et A P F PN B 4 B, 7 R O T 80 i 4 Al
MEFEMEHERD . VEGF 828 48,
VEGF EWEFEH R T VEGF fiE ik, HER
M kg S VEGF ZENESEN S,

2 VEGF SBRFAMBERE

BRFE MR (DR) REERRE R H L
fEZ - R B4 R B T 7 (NPDR) #1
M HAE 7E 555 % (PDR), NPDR LA — 3/ B R
BB, LB 7% 1 3 I, 400090 B K B 8 K A A
PDR LB AEMETE BOAREE. HFEXR,IFBEEHIN
4 VEGF 7 NPDR #1 PDR By E . £ HAEB G E
HEEEMN,

2.1 BABRARATH VEGF ¥R ¥ EL

BEFHREH DR BEEFKLIEHBER
VEGF ¥R EHAE. VEGF SRR MmTE
EEMEN. A ELISA &M E DREBEE
AT RE &S VEGF A R, G REVRAM
VEGF ERESFEMEBFEREE TMHEX, BRE
VEGF ERETHK ERAFELEHFTLRE
7K VEGF &2 %% ,PDR B T NPDR & NDM,

DR Bt £ # 4L B 45 e VEGF % % 3# fi.
Hammes %V RR{ 238 EM 85 A St B 0BT 5T
STX B, NPDR 8] VEGF R HZ&E&kK A REAIE
DM BRHMAEE VEGF #3X,3 B i STZ KA R
MM BEMEYTHRE AREAKERNERE
VEGF REFE flk - ImRNA RiEF 0,0 B
STZHEEMBANME VEGF EERZH#M, flk - 1



http://www.cqvip.com

— 462 —

£ OO0 http://www.cqvip.com|

R ER A% 2000 £ 26 W 4 W (Joumnal of Clengging Medical Uhiversity 2001 Vol. 26 No. 4}

A flk — ImRNA B #3567 &85 VEGF iR, RT -
PCR ¥ % DR & NDR # R 7 8 # 55 09,
NDR SRFRARRM VEGFmRNA #3585 E R

*tFR % H R, DR # R4 8 % % KM VEGEmRNA

FKEHERTEXTRE.

2.2 MASBARES T M VEGF %84 204
2.2,1 SEEN¥ VEGFmRNA AW BEH
RO Ajello S7EELE &4 T 553% RPE A
B 4R 4h, Northem #3381, VEGFmRNA ik
im, k4 18h /5 A RPE ##l VEGFmRNA #1 16
%, 4R 4R o 12 1%, RPE 40 M 7R 5 40 pa 4%
BT ER RPN A K AR DNA & EHm
60% . PDR ﬁmﬂﬁ%ﬂm%ﬁiﬁ M FERE
REME D G, B EFRRA, R DR
W ) B I 084>, B DR & R 0 L M,
NPDR # F1 % VEGF %58 10; # VEGF (2ng,
0. 4nm01/L)EEAﬁEﬁmEHRﬁ BEMEA,
SminJg, ﬁﬂﬁﬂﬂﬁ&ﬂnﬁﬂﬁﬂﬁbﬂﬂﬁﬁ
35min b1 L, MRS BRI S oA A B,
R RRFB VEGF gittidin,

22.2 REAER RWERBEEANSHEZRR
(DCCT)# e W SR H AHAEBT 58 (VKPDS) %98,
ARCH MR AT A 00 M, TR E AR
ﬂﬁﬂl’é‘ﬁ&(ﬂﬁ DR)MBEEMER . BETR
mﬁtﬂmﬁuﬁﬁﬁﬁﬁﬁﬁﬂwﬂﬂzmc -]
mam*xs&aﬁma@smaﬂ%ﬁwﬁ#,@ﬁ
BREIEENRL: OPKC Xi5; DR LA X%, DR
Bt VEGF MR H5L F ¥R 8H %X,

ZbBGEEE, URLRMORRS, DI Ed, LR
LSRN R B NAD" 4, NADH, T fif
MM A NADH/NAD" i # 7 &, {8 # POI #im,
ROT W3 VEGFmRNA ik, 8 LS4 mE g
A0 VEGFmRNA #5181,

FENRRIE AWM E{LAR =¥ (AGEs) 2 5
DR M 824 . Hirsta %'“JB RT-PCR X ELISA 7
HHFFE A MR Muller 4188 VEGFmRNA # 1%,
PDR S A Bk VEGF X &, S R BB AGEs 7] 1Y
i VEGFmRNA #i%, PDR % A B ¥ {£ VEGF fl
AGEsa RSB BRTEMBEHRAAN, VEGF 5
AGEs B IF#3£(+=0.698,P<0.01),AGEs &
Mim VEGF &7 ME& 5 DR MRERE,

Williams 20153 18, 4 51 %5 9 ( 20mmo1 /1) 5%
Fe A A B RV 3h )5 VEGFmRNA i

3 & (S5 Smmol /1 LE),24h & VEGF EB™ 4%
B 3 b, & B IE % 5% PKC W R M5 efip @
VEGFmRNA X 334, -Aiello #1411 18, VEGF 1)
(B4 S BUE 0 @ % /e A SR IEM C - PKC
EREA 3%, PKC - 8 BB HEA WM (LY333531) Al 52
£3#H VEGF B#ER .

R Z MW & T |40 % 7= 97 (ROI) 34
m. AHFRY, MRARFB POI FiAH M, POI
AT L8 VEGFmRNA #1417,
2.2.3 H&Rﬂﬁﬂiﬁ WAITIERABS KT
ishi 2018 mgﬂ&xﬁmmgﬁ ﬁﬂﬂﬂéﬁ*ﬂm‘a‘
EEMER, SR EZTRS KL L8 VEGFmR-
NA Rk, A% VEGF RAHREXEW; fLA VEGF
$ﬁ&ﬁ¢ﬂﬂﬁﬂ&$ﬁ%ﬂﬂﬁﬂzﬂﬂﬂﬁi&m
BT R W T R B R 5 WU
2.2.4 FRBEFHER KRIOFFRRE, WK
e o R A B B B R TR S B A
SEMBERNTE N TR RN FERER, MRS £
KB F (bFGF) B F — o TNF - o). I
ANER P < B F (PDGF) . TGF - §.IGF — 1, EGF
%zﬂiﬁﬂ?é‘—ﬂ'ﬁﬂﬂﬂﬂiﬁﬁﬁﬁiﬂu%
J#. bFGF o] ¥ VEGF #3&, A5 VEGF B
@{E f; IGF — 1. EGF. PDGF. TGF — § % f6 I i
VEGFmRNA k417,

3 MERARANKEN VEGF M{ERNE

B # DR, VEGF afﬁﬁn - % P I B m
(BRB), @B R B I 5B B4R, 8 1 ¥, 8
FIRk7 B ; PDR B, VEGF AR MR L B MBI & &
Eﬂﬂ%ﬁﬂﬂﬁﬂﬂﬁ#ﬂ&:ﬂ!ﬂﬁﬁ#ﬂﬂﬂﬁ
£ WER.

A ZE R A LTS 2 B, R m A MY
R VEGF %275 %1 BRB #1488 TIEMRAE#
VEGF %8055 38 435 A BRB @373 %, BRB B F
5 Occludin W 2 %, Occludin & — F 51 F &
65KD B I Bl S A, RME A X Ak
SH'EEEETE. Antonetti SUNHBERER
RBHEFETIE STZ B RBE BT, BA
¥ A FTTC- BSA 5% BRB B #tE2fb, HBR
W, SEREE, Ocludn B 35%; BEE
0.12nmol /1 # 12mmol /A VEGF ¥ 3% 4 MM iy



http://www.cqvip.com

MPEE M SN 2001 £ 9 26 80 4 W (Joumal of Changging Medical University 2001. Vol. 26 No. 4)

£ OO0 http://www.cqvip.com|

— 463 —

B MIBE , 6h /& Occludin TH 43 7M1 46% H1 54% ,
167 VEGF it Occludin B TI#EI BRB. ¥
I EE S, B, Antapessi % X K VEGF
BB Occludin 28 E1BRIR 1k, 18 30 M\ 410 9] 2 4 4b 4%
B =Ml A EER BRB,

VEGF $5mE£ R & HH0] Bean
BEMEE RE B, N AR TN, %
P B S B R PN IR S, R P B 40 B (B I )
Iy S 308 M R 5 A O ST R I A i M R
SASTHAEMELR. DR HFBA K SR
B4l VEGFmRNA Ri5 MM R KB K TAK,
LA 4T M50 B 4 W =R 4R ) F 9 SO E Y KDR
FIFLT 34 MKAE G MR ERBRL, K
BN RPN .

Wo&T, MW VEGF W7=4 R WiEtt, 5
Eﬂﬁ‘éﬁﬁﬁﬁﬁﬁmﬁi{ t5h VEGF S #I#
P VEGF 32 S0 AT 90 0] 9 B MM Bl ; SR
A VEGF FAIHA  VEGF 2k MB A TTH
108 Py 4 T B RS,

& F R, VEGE 2—# B A tE A3 4 3
S RET, A RIER AL SNH 24 HH 0 S
BENTIE, ENMDRARBR T A EEER, 0
Al VEGF By7= 4 a] L4 5E 2000 570 20 P R 25 1 %
ERB, AT RITERBARBRE, Sk
KETHRAPSA TR RRRRARRAL
B RRTALE , A TR B AR R B

$ % x W

[1] Tischer H, pospodarowicz It MitchellR, et al. Vascular
endothelial growth factor; a new member of the platelet — de-
rived growth factor gene family [)]. Biochem Biophys Res
Canmumn, 1989 ; 165: 1198 - 1206.

(2] Wei MH, Popescu NC, Leman MI, et al. Localization of
the uman vasculer endothelial growth factor gene, VEGF, at
chromecsomefipl2[]] . Hum Genet, 1995;97.794 — 797,

[3] Terman BI, Dougher VM, Carricn, et al, Identification of
the KDR tyosine kinase as a receptor for vasculer endothelial cell
growth factor[ ) ]. Biochem Biophys Res Commun, 1992; 187
1579 — 1586.

[4] De Vries C,Escobedo JA, Ueno H, et al. The fms — like
tyrosine kinase, a recptor for vascular endothelial growth factor
[J]1. science, 1992;25:989 - 991,

(5} Clermont AC,Alello LP,Mani F, et al. Vascular endothe-

lial growth factor and severity of nemproliferative diabetic
retinopathy mediate retinal hemodynamics in vivo: A potential
roleiczvascularmdcthelialmwd\factﬁm the progression of
nonproliferative diabetic retincpathy[J]. Am ) Ophthal, 1997;
124:433 - 446,

[6] Koeewa T, Sone H, Kawnkami Y, et al. Vascular en-
dothelial growth factor levels in the ageous and serum in diabetic
reticpathy with or without neovascular glaucoma []]. Nippon
Ganka Galkei Zasshi, 1998;02(11}:731 —738.

[7] Shinoda K, Ishida S, Kawashima S, et al. Camparition of
the levels of hepatocyte growth factor and vascular endothelial
growth factor in aquecus fluid and senum with grades of patients
with diabetes melits [J]. Br J Ophthal, 1999: 83(7):834 —
837.

[8] Kasano H,Okano T, MNoritake M, et al. Pro MMP—-9 in
viteous fluid of petients with proliferative diabetic retinopathy
(J]. Life Sci, 1999:64(25):2307 - 2315.

(9] Hanumes HP,Jihong lin, Bretxel RG, et al. Upregulation
of the vascular endothelial growth factor/vascular endothelial
growth factor receptor system in experimental beckground dia-
betic retiopathy of the rat[]]. diabetes, 1998;47 : 401 — 406.
[10] Spitin KS, Saghizadeh M, Lewin SL, et al. Basement
membrane and growth factor gene expression in normal and dia-
betic human retings, Curr Eye Res [J],1999:18(6}:490 -
499.

[11] Shima D, Adamis AP, Yeo KT, er al. Hypoxic regulation
of vasculer endothelial growth factor mRNA and protein secre-
ticn by hanan pigment epithelial cells [J]. Invest Ophthalmol
Vis 5ci, 1993534 : 1440 — 1448,

[12] Kurcki M, Voest EE, Amang S, et al. Reactive oxygen
intermediates increase vasculer endothelial growth factor expres-
sion in vitro and vivg [J].) Clin Invest, 1996;98:1667 — 1675.
[13] Stephan C,Chang KC,Jeune WL, et al. Role for heparin
— binding growth factors in gluoose — induced vascular dysfime-
tion []]. Diabetes, 1998;47,1771 - 1778. )

(14] Hirats C,Nakano K, Katagawa Y, et g. Advanced gly-
cation end products intduce expression of vascular endothelial
growth factor by retinal zm]lq cels (]]. BiochemBiophys Res
Commun, 1997;236:712- 715,

[15] Williams B, Gallacher B, Patel H, et al. Glucose — in-
duced protein kinase C activation regulates vascular permeabiliy
factor mENA expression and peptide pmductlcm by human vas-
cular smooth muscles cells in vitro []]. Diabetes, 1997;46: 1497
—-1503.

[16] Ajello LP, Bursell SE, Clermont A, et al. Vascular en-
dothelial growth factor — induced retinal permeability is mediat-
ed by protein kinase ¢ in vivo and suppressd (T 474 )



http://www.cqvip.com

— 474 —

£ OO0 http://www.cqvip.com|

IMEREE R L R4 2001 S 26 W 4 M (Joumal of Chongaing Medical Univerality 2001. Vol. 26 No. 4}

[4] Rand N,Mosheiff R. The rcle of intramedullary nailing in
modern treatment of open fracture of the tibia and ferux[J].
Mil Med, 1994;159(1}:709 ~ 713.

[5] Cole ], Ansel LJ, Schwartzberg R. A sequential protocol
for magement of severe open tibial fractures [J]. Clin Orthop,
1995;315:84 - 103.

[6] Gad HF,Kneir [H, Booz MK. Closed nailing of tibiel shaft
fractures[] ]. Injury, 1990;21(4):217-219.

[7] Lottes OJ. Intramedullary fixation for fractures of the
sheft of the tikia[]]. Clin Orthop, 1996;332:4— 9.

(8] Howard MW, Zinar DM, Stryler WS. The use of the
Lottes nail in the treatment of closed and open tibial shaft frac-
tures (] ]. Clin Orthop, 1992279246 — 253.

[9] Mayer L, Werhie T, Schwab JP, et al. The use of Ender
nails in fractures of the tibial shaft(]].J Bone Joint Surg, 1985;
67A(3):446 — 455.

[10] Hasenhuttle K, Beach WF. The treatment of unstahle
fractures of the tibia and fibula_with flexible medullary wires:a
review of Two hundred and thirty — five fractures[J]. ] Bone
Joint Surg, 1981;63A(6):921 —931.

[11] Abramowitz A, Wetzler MJ, Levy AS, et al. Treatment
of open tibia] fractures with Ender Rads{J]. Clin Orthop, 19933
283:246-255.

[12] REMBAR UMK, S SERATHRT R
WEARAE )], PR R, 19915 11(6) : 405 - 409.

[13] Wiss DA, Stetson BW. Unstable fractures of the tibia
treated with reamed intramedullary interlocking nail [ J]. Clin
Orthop, 1995;315:56 — 63.

[14] Greitbaver M, Heinz T, Gaebler C, et al. Unreamed nail-
ing of tibial fractures with the solid tibial pail[J]. Clin Orthop,

CHDCRACHSLHOC RIS DCROCRILRDCHOC RS OEPOCHOCHOCHOCHICHOC FOCHOCHOSROSROTR DT

(L# % 463 W) by an orally effectivef— isoform — selective in-
hibitor [J]. Diabetes, 1997346:1473 — 1480.

(17] Kuroki M, Kawakami M. Disbetic retinopathy — the
mechanisms of the ocular neovascularization and the develop-
ment of anti — angiogenic drugs[J]. Nippon Rinsho, 1999; 57
(3):584 - 585,

[18] Antenetti DA, Barber AJ, Knin S, et al. Vesculsr Per-
mesbility in experimental diabetes is associated with reduced en-
dothelial oceludin content ; vascular endothelial growth factor de-

1998;350:105—114.

[15] Browner BD. pitfalls errors and complications in the use
of locking Kuntacher nails [J]. Clin Orthop, 1986;212:192 -
208.

[18] Gregory P,Sanders R. The trestment of close unstable
tibial shaft fractures with unresmed interlocking nails [J]. Clin
Orthop, 19953315 :48 ~ 55.

[17] Kessler SB,Hallfeldt KKJ, Perren SM, et al. The effects
of reaming and intramedullary nailing on fracture healing(]].
Clin Orthop, 19863212:18 - 25.

(18] WMEM FEE, ERL, H. A0 K5 Grosse -
Kemp! #WMAST RN T RITHE[]]. PERBRE,
1995515(11):739 - 742,

[19] O Dwyer K], Chakreverty RD, Esler CNA. In-
tramedullary nailing technique and its effect on union rates of
the tibial shaft fractures[]]. Injury, 1994;25(7) :461 — 464.
[20] Bonatus T,Steven A, Setevel L, et al. Nonreamed lock-
ing intramedullary nailing for open fractures of the tibia[]]. Clin
Orthop. 1997;339:58 — 64.

[21] Melcher GA. Tibial fractures treated with the AD un-
rearned tibial nail[J]. Injury, 1993;24{6) :407 - 410.

[22] Gargeant 1D, Lovell M, Gassrley H, et al. The AD un-
reamad tibial nail:a 14 — menth follow — up of the 1992 TT ex-
perience []]. Injury, 1994:25{1) ;423 — 425,

[23] Hutson J].Zych GA, Cole JD, et al. Mechanical feilures
of intramedullary tibial nails spplied without reaming [] ], Clin
Orthop, 19955315:129 — 137.

[24] Denald G, Seligson D. Treatroent of tibial shaft fractures
by percutanecus Kuntscher nailing: technical difficulties and a
reviesws of 50 consenutive case [J]. Cﬁn_Othop.l933;178=54
-73.

A0CHAC HACHICH OC BT HOCHOC RIS DCHOCHISHOCROCHDLS SCHOERCTROCHOCHOSRICHD

creases oocludin in rertinal endothelial cells [J]. Diabetes, 1998;
47(12):1953 - 1959.

[19] Antonetti DA, Barber AJ, Holiinger LA, et al. Vascular
endothelial growth factor induces rapid phosphorylation of tight
junction proteins occludin and zonula occludin 1. A potential
mechanism for vascular permeability in diabetes retiopathy and
tumors []]. J Biol Chem, 1999;274{33):23463 — 23467.

[20] Lutty GA, Mcleod DS, Merges C, at al. Locelization of
vasoular endothelial growth factor in human retina and choroid
[J]. Arch Ophthalmol, 19963 114:971 - 977.



http://www.cqvip.com

