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Methods BALB/c mice in experimental groups were exposed to cigarette smoke. Then the smoke-exposure was

stopped and mice were treated with NAC gavage. The mice were executed 1

2 and 3 months after smoking cessa—

tion. Lung tissue sample and bronchoalveolar lavage fluid( BALF) were collected. HE staining was used to observe
the pathologic changes of the lung and ELISA was used to measure the level of IL47A and [L22. Results Con-
siderable emphysematous changes was found in the lung of mice exposed to cigarette smoke. Compared with the
controls the level of IL47A and IL-22 elevated remarkably in pulmonary tissue and BALF after smoking exposure
and declined gradually after smoking cessation. Additional NAC gavage treatment enhanced the decline tendency.

Conclusion 11L.H7A and IL22 might play a complex role in the chronic inflammatory changes of lung in mice ex—
posed to cigarette smoke.
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Characteristics of reconstituted tight junctions after

corneal epithelial wounds in diabetic rats
Huang Chenchen Liao Rongfeng Wang Feng et al
( Dept of Ophthalmology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the characteristics of reconstituted tight junctions after corneal epithelial
wounds in a high-fat diet combined with streptozocin ( STZ) 4nduced rat model of type 2 diabetes mellitus( DM) .

Methods Ninety Sprague-Dawley male rats were randomly divided into diabetic and normal control groups ( n =45
each) . A high-at diet combined with intraperitoneal STZ injection was used to induce type 2 DM. Diabetic and
healthy rats were sacrificed before debridement and 16 48 72 and 120 hours afterwards for Western blot and im—
munofluorescence. Results Corneal epithelial wound closure rates were decreased in diabetic rats compared with
the normal rats. Immunofluorescence and Western blot analysis demonstrated that occludin expression in the corneal
epithelium of the diabetic group was weaker compared to the normal group at the 16 and 48 hour time—points after
debridement. Conclusion Abnormal occludin expression may contribute to delayed epithelial wound healing in di-
abetic corneas.

Key words diabetes mellitus; tight junction; corneal epithelium; immunofluorescence staining; Western blot



