TR AR (P24 AR) 2013, 38(9) 944-948 DOI:  10.3969/j.issn.1672-
7347.2013.09.013 ISSN: 1672-7347 CN: 43-1427/R

AHHR | FHHHEZ | ETRRE | MR

I /KRN B T - LAE 55 5 70N B 9 B A B 2 e (1) 3Rk B L
VRS S S A 1 TP

1. WA M E 2SS TR ELR, WIN ML 418099;

2. e KM EBCER AL, KV 410008;

3. ERERIREME S —EE IR EL, K 400016

W2, HW: iR M8 -1 (thrombonspondin-1, TSP-1) 7545 S MM R AE (oxygen-induced
retinopathy, OIR) #ERL/N A B H (1) 380, BRI HAE AL OB AR I e Ve o 7 v BEALIEER 7 H i
C57BL/6JHI L/ RA0 I, 73 AT (n=20) K 1E 0 R4 (n=20) . AT 20 /N RUE I s 48 05 T 1 5 VAL O IRAR
A, FARBAFET, 9, 1LRNPIASFENHEE N, B4R HRT-PCRIZAT I TSP-1 mRNAJK &
B TR AR JE S LRI P BEN LIRS SN, 32 F 98 S A0 I R X 00 o R 37 2 I 9 AT T 2 W
g2, i R AR ALRI, IEH AL/ A A A s 0 X I 40 A 235 I PR A4, AR TR A /) B2 )
PRI AT LR R e X, MM RR I 5k, ANAE B WA B A 40 A, MBS OIRFE IR BT
K, BRI 5% /N AL IR 2P TSP-1 mRNARIE K E R LG0T 2 X (P>0.05); HAfGHoR, Bl
IR LA HTSP-1 mRNAKIE KT T [£(P<0.05); HAFEJE S 1A R AL/ AL A ZLHTSP-1 mRNAZ
AT AR T IF 41 (P<0.01), HEHORMALIIN | 4 (P<0.05). 4516 7EHT/L/IN O IRBEAIRL I I i 425 /4 K
RKEMEINE, MM LR TSP-1 mRNAERIEZEHT T %, $/RTSP-11T REAE A G5 BBl 776 5 2 50 M T A
iR PIEAT BN

R /MR Y ER -1

[FTEIAT]  [DCH]

SV AL A AL A IR BB A A O 7

Expression and significance of thrombonspondin-1 in oxygen-induced retinopathy
in mice
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2. Department of Ophthalmology, Xiangya Hospital, Central South University, Changsha 410008;
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400016, China

Abstract: Objective: To examine the expression and function of thrombonspondin-1 (TSP-1) in
oxygen-induced retinopathy in new-born mice, and to investigate its role in retinal neovascularization.
Methods: A total of 40 C57BL/6J newborn mice were divided equally into a model group (n=20) and a
normal control group (n=20). Mice in the model group were exposed to 75% oxygen to establish the
oxygen-induced retinopathy (OIR) model. On the 7th, 9th, and 11th day after the birth of mice, 5 mice
were randomly selected each time from the 2 groups to examine the expression of TSP-1 mRNA with
reverse transcription polymerase chain reaction (RT-PCR). After that, 5 mice were selected on the 11th
day to observe the retinal neovascularization by fluorescein angiography retinal flatmount.

Results: On the 11th day, fluorescein angiography retinal flatmount showed that the retinal blood
vessels presented mean network distribution in the normal control group, while in the model group, a lot
of dilatated areas in the retinal main vessels surrounded the optic disc. Meanwhile lots of new blood
vessels were found surrounding the optic disc with irregular distribution but well distributed peripherial
retinal small vessels, which was typical of early stage OIR. There was no significant difference in the
retinal TSP-1 mRNA level between the model group and the normal control group in the postnatal 7-day
mice (P>0.05). Compared with the normal control group, the expression of TSP-1 mRNA in the model
group was significantly lower in postnatal 9-day and 11-day mice (P<0.05, P<0.01) , and the expression
of TSP-1 mRNA in postnatal 9-day mice was lower than that in the postnatal 11-day mice(P<0.05).
Conclusion: In the early stage of OIR model (retinal vascular growth and development stage), the
expression of TSP-1 mRNA in the retinal tissue is gradually decreased, implying that TSP-1 (as a
negative regulatory factor) may be involved in the formation of retinal neovascularization in the early
stage.
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