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The immunohistochemical study of the expression of NF-kB in the lens epithelial cells in diabetic rats by 3-AB"
Qin Dong , Kang Gangjin”

(Department o f Ophthalmology ,Af filiated Hospital of Luzhou Medical College ,Luzhou,Sichuan 646000 ,China)
Abstract; Objective To observe the effection of poly ADP ribose polymerase (poly ADP-ribose polymerase, PARP) inhibitor
3-aminobenzamide (3-AB) on the expression of nuclear factor Kappa B (nuclear factor-kappa B, NF-kB) in the early diabetic melli-
tus(diabetes mellitus,DM) rats modal. Methods The rats were intervented by the intraperitional injection of 1% Stretozocin at a
doze of 50 mg/kg. The rats were divided into N group, DM group,DM-+P group. Starting from the third day after modeling, DM+
P group were given 3-AB 30 mg/kg per day orally. At the 2nd.4th,8th week,the rats were sacrificed. Results The immunohisto-
chemistry results showed that the expression of NF-kB p65 increased statistically in DM group than N group at the corresponding
time points 2nd,4th,8th week; The expression of NF-kB p65 in DM+ P group was significantly increased than N group at the 2nd,
4th,8th week. The expression of NF-kB p65 increased statistically in DM group at the 2nd,4th,8th week compared with the DM+

P group. Conclusion PARP inhibitor 3-AB can inhibit the expression of NF-kB on the lens epithelial cells of the early DM rats.
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