EEERASSE 2010 E£E 3552 84 (Journal of Chongqing Medical University 2010. Vol.35 No.8) — 1179 —

BERIBIS 4 :0253-3626(2010)08-1179-04

i 55 AL R A ERE 13 s DL 21 4 20 B E

E‘ gl’}a—é_é l’ﬁ&lj\j&ﬁl’%miﬁ;z
(1. BERER MBS —EBRA, BHK 40001652, BRTVLERRK ARBEREGF, EX 402260 )

($8 = ]88 BF50ES Z (Insulin, INS ) X6 R BEEHR PS04 /5 A AL SR 40U 12 I Bel-2 kBN . o BN S 1T BE AR L
Pl SR  BREERE T 4 BV S A RER K (B 41)H1 INS(C 4 ), IE# AR BB (A 4) . BIZ5 )5 AR RIAT ] ABUR , I FHOEEE H
55 T A B A T SR SR AT 0 (TUNEL )4 SIS U £ 2 U TR, S Re 4 (L7 MR 5% Bel -2 A RIBIME, &R EHA
B A R B R T, B2 RN R R LT BT 40, Bel-2 BHFERRE KRR, BRZE XA RZR
HLBFREK, CHEE 7.14d FAE TUNEL Y6 A1 84 F B 4H(P<0.01),Bel-2 BARFH R LT B H(P<0.01). £
#: INS B BE@ 340 Bel-2 2 (A 3E I HIRps 1 f IR A I 1

[ ES /B Mkt T

(HFEBRESEEFHES RTT2.2 (¥R B 5 12009-09-29

[ S #kARIRES JA

Preliminary study about anti—apoptosis activity after application of the insulin in

a rabbit model of corneal alkali burn
TANG Xia,et al
(Department of Ophthalmology, the First Affiliated Hospital , Chongqing Medical University)
{ Abstract JObjective: To explore the effect of insulin(INS) administration on the expression of Bel-2 protein and the apoptosis of corneal
histiocytes following rabbit model of corneal alkali burn. Methods:to establish II degree rabbit model of corneal alkali burn, and
respectively 1o inject normal saline (B group), INS (C group )in the subconjunction each day, and the normal rabbit eyes as controls(A
group ). The different time after operation the comneal samples were remove and fixed.the apoptosis of corneal histiocytes were detected by
light microscope, electron microscope and transferase—mediated dUTP- digoxigenin nick and labeling assay (TUNEL), the expression and
alteration of Bel-2 protein using immunohistochemisty. Results:The TUNEL positive cells were present slightly in the epithelium of
normal comea and not present onstroma and endothelium. Bcl-2 were expressed mainly on the normal corneal epithelium, a lower number
of Bcl-2 expression on stroma and endothelium. The TUNEL positive cells of group C was stgnificantly lower than that (P<0.01) in group
B,and the expression of Bel-2 in group C was markedly increased on the 7th day and the 14th day in comparison with group B (P<0.01).
Conclusion: Insulin can protect from the apoptosis of corneal alkali burn through increasing the expression of Bel-2.
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