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Abstract

To determine the increased production and release
of vascular endothelial growth factor (VEGF) from
the retina in the eye with non-angiogenic retinal
detachment in which relative blood supply distur-
bance may be present, the concentration of VEGF
in subretinal fluid and vitreous fluid collected from
the eyes was investigated by enzyme linked immu-
nospecific assay. The average concentration of
VEGF was 0.5=1.1 ng/ml (mean*standard devia-
tion) in nine samples of vitreous fluid collected from
proliferative retinal detachment, and was 1.2+1.2
ng/ml in eleven samples of subretinal fluid from
rhegmatogenous retinal detachment. The concen-
tration of VEGF in six samples of vitreous fluid from
angiogenic diabetic eyes (5.0+2.8 ng/ml) was signi-
ficantly higher than in the samples from eyes with

retinal detachment. The results suggest that the
relative ischemic insult to the detached retina
increases the release of VEGF into the vitreous
cavity and subretinal space. The increased concen-
tration of VEGF does not induce remarkable an-
giogenesis since the concentration is lower than the
biological threshold, or the effect is modulated by
inhibitors. (J Jpn Ophthalmol Soc 101 : 498—502,
1997)

Key words: Vascular endothelial growth factor
(VEGF), Subretinal fluid, Rheg-
matogenous retinal detachment, An-
giogenesis inhibitor, Enzyme linked
immunospecific assay (ELISA)

AIRIFE RS - 814-80 BRI T X G 7 —45— 1
(PR 8 47 A 15 HAA, FR 9 £ 1 A 27 HokgTs2H)

Reprint requests to: Yasufumi Moromizato, M.D.

Al A E AR . GRS

Department of Ophthalmology, School of Medicine, Fukuoka

University. 7-45-1 Nanakuma, Jvounan-ku, Fukuoka-shi, Fukuoka-ken 814-80, Japan
(Received July 15, 1996 and accepted in revised form January 27, 1997)



FHE 9 E 6 H10H

I #

A PN S #8951 - (vascular endothelial growth fac-
tor . LUT, VEGF) i, & #2203 R T 0 % {2
LU M N F 2R R A IcBE S A ER A b 599,
Acidic-fibroblast growth factor % basic-fibroblast
growth factor®”, platelet-derived endothelial cell
growth factor®®7 ¥ O T £ i35 2 D, VEGF X
¥ 7PNV R b D, Milldh 54 S h S T TR
KRBT 2EF2605"0. MM T, ZOZEFIZMEN
B I ZEBRRE T 570", FEZMERERT &
LGEEFEH SN T 3, & 12, VEGF (&, fifa o {KEE
FREE, B2 W iIFEROEIMIC X - TEAL, R+
B T EHEI S OO, ST R AP HERGE S MR IR EH 2
E 7 £ M BAZERRZNC & 2 fEIE o fE i <, 81 55 #r
APIMEMEFRELZEC L TV LBOBAEIK I
VEGF #3238 H LTV 21918 — 5, I
ERERE ZHOROIRREICE W T L, MR RO
BRIz i VEGF O8inashEss & ', B 2 i i O FEEE
T VEGF 2838 4 2 a[fEtEpimie i s, Lo L,
HEED VEGF iz 25t 2tz <, & 574 215
DREEBbhs, £ 2T, SR, BEME PR
%% o 7o o SRR IR O B AR Bee, MEIE R E D 4% com-
partment 23 F 2 IRAH O VEGF JE 2H#E L /-,

II &R &G

L =®

ZUFLIGU: AR 11 (9> & B B P Bl AT ik
TREATIRE I BRI L 7o M8 MR 11 MR, 5 & O TE MRS T
EHEE (proliferative vitreoretinopathy, PVR) & -
e ZUFLIE PRI RIRE 9 B2 & AT b T 1o SR L
oW TR 9 R R R E Lz (3 1~3). RFLRE MM
HEEHIBE 12 v 4 b VIR T, NaRIE 8% 6 3, 204 5
{5, M 15~71 3% CPEI4EMS 52.8 /), RIMERIF I 1 ~4
SR, HHEHARZIRBIE I L 22 EZ T4, b LI
HERHEEPHEL TH5FiMH  TOME & LI5S,
2 ~9 HTH -1, PVR IZ B 5 #, 2otk 4 4, 4F#
16~T74 % CFXJF#E 49.1 80 , RIS/ 1~ 4 R, &
HEMARRTIE 6 H~ 6 A Th - fz, — 4, HIRIMAE PAZERE
LT 3 Tz oz, HERERE R HEIEE (proliferative dia-
betic retinopathy, PDR) 6 4> & i TR FAThe 17 R 12
BRI U 7B TR 6 itk 2 BiRS L 72 PDR O &l 23 JE A
YA ARTERIBE RS T, B 4 B, & 2 B, F
38~61 % CE¥IFED 49.6 %) , Befd & BEL L 72 iR, 4=/
W R T AR I, B GRRLAR, ZE g [ MR A RE L T
7z (RS B VD),

28 B

1) HEHT:

RN T ¥ 1, MM Rl -1 0 B v i -4 Ao bkl %

ull

499

®1 FIURMERABER ORRASE E VEGF BE

= iE J ; TEGF ¥

1 8 47 38 2 1.8

2 W 56 4~64 2 HERFRLLT

3 #& 67T 9»H 3 2.0

4 B 63 3~4H 2 2.3

5 #& 49 5»H 1 0.53

6 & 66 234 3 1.4

7T # 71 18H 2 1.4

8 9 66 24 2 W PR AT

9 & 63 24 4 W PR AL T
10 B 15 20H 2 R T
11 B 18 2 1 3.5

VEGF : Vascular endothelial growth factor
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