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The Effects of Various Doses of Lipopolysaccharide on
Endotoxin-induced Uveitis in Rats
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Abstract

We induced intraocular inflammation by foot pad
injection of lipopolysaccharide (LPS) in rats to
investigate the inflammatory effects of the various
doses of the LPS and the anti-inflammatory effects
of prostaglandin (PG) synthetase inhibitor. The
aqueous protein concentration curve showed two
peaks, an early one at 3 hours and another at 24
hours after the injection, at doses higher than 12.5
1g per rat. The PG synthetase inhibitor reduced the

aqueous protein concentration by 30 to 60% at both
of the two peaks. These results suggest the involve-
ment of PG in the mechanism of the endotoxin-
induced uveitis. (J Jpn Ophthalmol Soc 98 : 183—186,
1994)
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HEb#60% THote, 12.5ug D LPSHEERICHT
AR 3 B B T 40%, 24 REEI B T 70% TH - 7c.



SER 64E 2 H10H =Y F ¥ vBEHELEL SNk & lipopolysaccharide # 5 & « 72 185
(mglzrgg (25) 100
i 1
§15* #1 60 -
h il
= 4
B 10+
B 20
- 6
*
i 3 LPS#5 & (ug)
’ T —3
= T T T T 100+
1 8 6 2o ‘ 54 (%)
#E (F5E) 80
2 Lipopolysaccharide X 5 &6 3 ug I 5T 3 géﬂ 60 -
PG &R AEAIOZHE. £ 4|

B LPS6.3 ug, B3 LPS6.3 ug+PGE&HEE
HH, FHiE+FERE (n=4)

LPS# 58 &£ LPS+PG A HMEEX R 5HOFE
7. *p<0.05, **p<0.01

(me/ml)
204

o E
g

R B S T
o

12 24
£ (B)
3 Lipopolysaccharide 558 12.5ug 2813 %
PG & EER D EHE.
BN LPS12.5 ug, A I LPS12.5 ug+PG &
FHEH], FHfE+EERZE (n=4)
LPS # 5% &£ LPS+PGAMIHER B EHOAE
., *p<0.05, **p<0.01

w
-

(me/ml)
254

20

OB I B

13 & 2 o
218 (556H)
4  Lipopolysaccharide % 5 2 100 ug (= 5 17 3
PG EHEER| DR,
A LPS 100 g, B LPS 100 gg+PG & REBHE
EH, FHE+EERE (n=4)
LPS# 58 & LPSH+PGAMHEA B EHOEE
=, *p=0.05;, **p<0.01

0 63 125 25 50 100
LPSixE5ER (ug)
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A3LPS 200 ug/kg © 2 B S TR DD, =V F b Fv
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Bie bR+ —EMoBElbErmLi, 12.5~100 ug ©
LPS # 5@ cix, 3FMEE & 4 FFE B ERT5 &
HoFE{rRELE. HESVOHETIE, RECLPS %
FRAICAE (0.3ml/kg) 5 LicHE, LEMBO—
HoER ERAPHBEL, KB (Q.0ml/kg) #512T1
R B & 3SR B _HMEOBRE EANHERT S & W
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gy, ¥, R nEEAMHS 0, fifiFo PG 23
BWNLEETcRnEEKMIEE I, RERIE
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EHoHEIL Y, MO LRIBRFTSOD, H
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RIAEAIC X 5 4 A0EF I 30~60% TH-7=. PG
SREEF s 2w a3, PGLAD £ 74
x—2—HELILELZONS, LPSREK, <7
77—, R EofiacIL-1, tumor necrosis
factor (TNF) 7 S ORIERY 1 + 71 v, PGE,,
lerukotriene B,(LTB,) %, %7, &M Mg T IL-
1, platelet activating factor (PAF), PGE,’z &% < #
EEXE5, LPSHERSESELR, ok 5l
Wbl KIEETTLEZEZLRD, TLTLPSHEE
BENAKBILEBBELEL DAT s =— & —DEREEH,
BHCHEIEG LR ERFT Z EXTFRIAD,
LPS #&s L 5kickiT% PAF, PG, rf4at )=
v ORIz oWTIE, JIBOFETHS.
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MLt b, 12.5~100 pg ZHEINT 5 & KL RTZ &
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