2535 556 20 BO= O OE K % % Vol. 35, No. 20

2013 4£ 10 A 30 H J Third Mil Med Univ Oct. 30 2013 2195
. g
&GS 1000-5404 (2013 )20-2195-04 'lo/l’} %

ZEKBRASEFSENREFRRIFAR

BR—R, M, ks, F W (400016 T Bk, PR BERFR 2= m 25— PR B IR, HRBL 2% 3 Pl a0 90 30 =, 3 T IR
WE5ERT)

[(MZE] Hmh B =%k (diminazene aceturate, DIZE) 2R AEMFE N R FE T/ NRMA R, ik EL5T
— P R R 16 ~ 20 g (9 MEYE BALB/c /NEUIE 1S PGt DIZE (60 mg/kg) 2 d J&, 4 125 ng i§ Z# (lipopolysac-
charides, LPS) i 5 A /NI IS A N S N B RS AR T RS . 430 F 7R 55 LPS J5 12.24 h W58/ BUIR 115 5 2
TEIFHATIRIRIT A 56 24 /NAHRBRIRER , A 85 U) A HE e (o 005 /N BRIR #8452 78 1k . ] Real-time PCR 46 /)N BRUAR
WIIEANML N F3Rah . 5 7E7EST LPS 12 h J5 DIZE YR Fi 5 40 H BT A=~ 9 /E o 24 h i DIZE + LPS ZH 4115 BR
AL (1.75 £0.96) 43 | B BAL A BEL K + LPS 2 [ (4.00 £1.22) 431 (P <0.01) ; HE %545 5 5 7% DIZE + LPS 41/
LB B A P32 Y ) SR TE AN MO S /DT A B ER UK + LPS 41, (4541 /0N BRI R 285 ) N J2 Uk JC B S 028 . DIZE + LPS 4111
70N LR PN 248 i R 285 B4 F--1 (intercellular adhesion molecule-1, ICAM-1) | TNF-o, BAA% 4 g #4 4k 25 19 ( monocyte chemoattrac-
tant protein-1, MCP-1) \IL-6 [) mRNA 7K F-Hi AL T2E B K + LPS 44 (P <0.01) , 5 DIZE 7F LPS 35E2 1 N5 £ 15
S /N BT A I AR () R AR A PR (R AP VR, A BB — Bl R Y7 T 4 I AR (BT 24 6

[ ]  —FZM/DRG NSRBI AR I 7 RIE

[FEZESFEE] R-332;R773.905;R978.6 [XEktREB] A

Diminazene aceturate ameliorates endotoxin-induced uveitis in mice

Qiu Yiguo, Yang Hongxia, Yang Peizeng, Lei Bo (Department of Ophthalmology, Chongging Key Laboratory of Ophthalmology,
First Affiliated Hospital, Chongqing Medical University, Chongging Eye Institute, Chongqing, 400016, China)

[ Abstract | Objective To investigate whether diminazene aceturate ( DIZE) protects mice from endo-
toxin-induced uveitis ( EIU). Methods Female BALB/c mice received intraperitoneal injection of DIZE
(60 mg/kg) for 2 d prior to intravitreous injection of lipopolysaccharides ( LPS, 125 ng). The anterior seg-
ments of the mice were examined and clinical scores were determined at 12 and 24 h after LPS injection. Mor-
phology change was evaluated with a light microscope at 24 hours after LPS injection. The mRNA levels of in-
flammatory cytokines in the eyes were measured by real-time PCR. Results At the 24th hour, the clinical
score of mice treated with DIZE (1.75 £0.96) was significantly lower than that of the saline-injected controls
(4.00 £1.22, P<0.01). Histological examination showed the total infiltrating inflammatory cells remarkably
reduced in DIZE-treated eyes. The mRNA levels of ICAM-1, TNF-oao, MCP-1, and IL-6 were significantly re-
duced in DIZE-treated eyes( P <0.01). Conclusion DIZE protects retinal structure and reduces infiltrating
inflammatory cells in LPS-induced EIU mouse model. These results support that DIZE may provide a novel ther-
apeutic strategy for uveitis.
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ICAM-1 5'-AGATGACCTGCAGACGGAAG-3' 5'-GGCTGAGGGTAAATGCTGTC-3"
MCP-1 5'-CCCCACTCACCTGCTGCTACT-3’ 5'-GGCATCACAGTCCGAGTCACA-3’
TNF-a 5'-AGGCGCCACATCTCCCTCCA-3" 5'-CGGTGTGGGTGAGGAGCACG-3'
1L-6 5'-TCGGCAAACCTAGTGCGTTA-3' 5'-CCAAGAAACCATCTGGCTAGG-3"
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1.6 itz o
JH GraphPad Prism 5 #0347 581 M B A0 31, B 34 LA
x x5 FoR, FHEHEH] ANOVA FriE 53T LA Bonferroni #21E.,

2 HR

2.1 LPSE4H& 24 h 20T T A RAT 5 Kt LA
& AR5

DIZE + LPS 2 F A= # £ 7K + LPS 20 4 /N BT B 35 7T L 3]
H S B SORE R, AT B FE 1M L 1 38 R AR AE . FEIE R
IR LA K DIZE 4 ToATAnf RAE R B LPS F )5 12 h, B
hK + LPS 41 kb DIZE + LPS 21 H B 8 ™ 5 Al i FE FE 000, 1 5 35
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RIVER . I FRT BA R IR YT 259, © 0k R 1+
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