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Protective effect of ulinastatin on light-induced retinal injury in rats
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Abstract: Objective To explore the protective effect of ulinastatin on ultraviolet( UV) light damage on rats retina and its
mechanism. Methods Thirty-six SD rats were randomly divided into control group, light damage group and medication
group (n =12 each,a total of 24 eyes). The retinal damage models in rats were established by intermittent illumination of
300 —400 nm UV with light intensity(2 200 + 138) Lux. Intraperitoneal injection of ulinastatin of a single dose ( 2 x 10*
U - kg™ - d™") was given in medication group from the third day before illumination until the date of taking samples , and
same amount of normal saline was given in other two groups at the same time. All rats were killed at the 3-,7-day after light
damage , respectively, and the eyeballs were picked out. The histological changes of the retina after HE staining were ob-
served , and relative expression quantities of Bax and Bcl-2 proteins in the retina were detected by immunohistochemistry.
Results In control group,the retina had complete structure and clear layer. In light injury group ,the rat retinal structure
disordered , and the degree of disorder was obviously aggravated with the extension of time. In medication group,rat retinal
morphology slightly disordered compared with control group,but the degree of disorder was milder than those in light injury
group at corresponding time points. The rat retinal outer nuclear layer (ONL) thicknesses at different time points in light

injury group were significantly lower than those in entrol group at corresponding time points( P <0.05,P <0.01). The rat
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retinal ONL thicknesses at different time points in medication group were significantly higher than those in light injury group

(P<0.05,P<0.01) ,but significantly lower than those in control group at corresponding time points(all P <0.01). The

relative expression level of Bax protein in retina of light injury group increased significantly compared with control group,

and it in medication group increased significantly also compared with control group but decreased significantly compared

with light injury group at corresponding time points(all P <0.05). The relative expression level of Bel-2 protein in retina in

light injury group decreased significantly compared with control group,and it in medication group significantly decreased al-

so compared with control group but increased significantly compared with light injury group at corresponding time points ( all

P <0.05). Conclusions Ulinastatin has protective effect on the retina of ultraviolet light damage. The mechanism may be

associated with its inhibiting effect on ultraviolet- induced apoptosis by suppressing Bax protein expression and promoting

Bcl-2 protein expression.
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