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Effect of Compound Light Capsule on the Expression of Bax
and bcl-2 in Retina of Rats with Retinal Light Injury
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[ Abstract] Objective To observe the effect of Compound Light Capsule on the expression of Bax, becl-2 in
retina of rats with retinal light injury. Methods 30 SD rats (60 eyes) were divided into high dose group, middle
dose group, low dose group, sham group, and normal group in random, 6 SD rats (12 eyes) in each group. Rats
were given intragastric administration of Compound Light Capsule 7days before modeling for 2 weeks. Experimental
rats in each group were exposed to the light 150 +3mm away from the corner except the normal group. The
illumination of eyes in the horizontal position of operation microscope was 22000 + 1000 lux, and light exposure
lasted for 30 minutes. Rats were given Compound Light Capsule for another 1 week after exposue to the light, then
the expression of Bax and bel-2 in rats in each group were observed. Results Compared with the normal group,
the expression levels of bel-2 decreased and the expression levels of Bax increased in sham group (P<0.05). The
expression levels of bel-2 increased and the expression levels of Bax decreased in high, medium and low—dose group
(P <<0.05). Conclusions The establishment of the retinal light injury model is successful by the use of the
operating microscope. Each dose of Compound Light Capsules shows a protective effect on retinal light injury, and
high dose has the best efficacy.
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Tab. 1 Comparison of Bax expression levels (X 5)
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"P<0.05.
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Tab. 2 Comparison of retinal Bcl-2 expression levels
(X+s)
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