EfRIRRIRE

B85 :029-82245172 82210956

203F38 FE£13%E ZFE3IH  www.ies. net.cn
BB=%5:1J0. 2000@ 163. com

Ao ALK 3o 40 ) PR /N B &R B I AR RS20

AR, 2EE

YEH FAL . (100040) H E L R T, R 24 B R B B B
(100730) HEJE T, B # S ER AR AL R R E R db s
T IR B 5

TEE T Ak T, B T B AL BEIE, WF 5% 5 ) . A 28 A 8
AR PSS .

ﬁlﬂ’ﬁzﬁ 1‘517](9} yysxy@ yahoo. com. cn

Wk H 9 : 2012-10-31 B[R H 9 2013-02-26

Effects of cattle encephalon glycoside
andignotin on developmental process of
rds mice

Yong—Sheng Yang', Jin-Jin Wang’

'Eye Hospital of China Academy of Chinese Medical Sciences,
Beijing 100040, China; ’Beijing Tongren Hospital, Capital
Medical University, Eye Institute of Ophthalmology, Beijing
100730, China

Correspondence to: Yong — Sheng Yang. Eye Hospital of China
Academy of Chinese Medical Sciences, Beijing 100040, China.
yysxy@ yahoo. com. cn

Received:2012-10-31 Accepted :2013-02-26

Abstract

e AIM: To explore the protective effects of cattle
encephalon glycoside and ignotin ( CEGI ) on
developmental process of rds mice, investigate its
function and effects on retinal degenerative diseases,
and offer the basis on treating similar diseases.

e METHODS: The retinal pathologic and ultrastructure
changes of rds mice treated by CEGI were observed by
light and electron microscopy, and the apoptosis rates of
photoreceptor cells were determined through TUNEL(tdt-
mediated biotin-dUTP nick-end labeling) technique.

¢ RESULTS: Postnatal 14 days (P14) was the best stage
of developmental process of rds mice. After 28-56 days,
cell number on retinal outer nuclear layer and retinal
inner layer reduced, and photoreceptor apoptosis
increased gradually. What's more, electron microscopy
showed apoptosis nuclear changes and disintegration of
inner section and cilia. On 28 days and 56 days, CEGI
groups showed thicker retinal cell layers and less
apoptotic cells compared with the control group. There
was no statistically significant difference in comparison.
Nerve growth factor ( NGF) had similarity function with
CEGI.

e CONCLUSION. CEGI can promote growth and
development of retinal cells, and have a protective effect
on retinal degenerative process of rds mice.
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