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Poly-L-arginine regulate inflammatory mediator production
by airway epithelial cells NCI-H292 in vitro

Tang Wei Fan Xiaoyun Lu Zhaoshuang et al
( Dept of Geriatric Pulmonology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the effect of interleukin ( IL) 6 IL-8 IL-3 Eotaxin epithelial cells NCI-H292 by
poly-L-arginine ( PLA) . Methods NCI-H292 cells were divided into control group( culture solution) lipopolysac—
charide ( LPS) group(5 pg/ml) PLA group ( Max =40 pg/ml) LPS + PLA group and LPS + PLA + heparin
group. The expressions of IL-6 IL-8 IL43 and Eotaxin were determined by ELISA and compared the differences
among the groups. Results 11.-6 118 and Eotaxin levels in LPS + PLA group were significantly higher than other
groups ( P <0.05) ; but there was no statistical significance among LPS group PLA group and the control group ( P
>0.05) ; and also no statistical significance on I1L.43 among each group( P >0. 05) ; but heparin could reduce the
levels of cytokines in LPS + PLA group ( P <0.05) . Conclusion PLA can increase the expression of 1L-6 [L-8
Eotaxin in NCI-H292 cells association with LPS  but heparin can inhibit the expression of cytokines; and there has
no effect on IL43.
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The expression of stiml and orail protein in asthmatic

rats airway smooth muscle cells
Wang Li' Ding Shenggang' Li Zhonggiang” et al
(' Dept of Pediatrics The First Affiliated Hospital of Anhui Medical University Hefei 230022;
* Dept of Pediatrics Linyi City People’s Hospital Linyi 276000)

Abstract Objective To investigate the changes of stiml and orail protein in the level of expression in asthmatic
airway smooth muscle cells. Methods 40 SD rats were randomly divided into normal control group and asthma
group and asthma model was established by OVA sensitization in rats. HE staining of lung tissue to determine
whether the asthma model successfully established. Cell counting and classification were obtained in bronchoalveo—
lar lavage fluid ( BALF) of rats immunohistochemical detection and color graphic analysis system was used to
measure the expression of stiml and orail protein positive cells mean optical density value. Results The lung tis—
sue pathological section HE staining showed inflammatory cell infiltration bronchial mucosal edema bronchial visi—
ble mucus confirmed the asthma model was established successfully. Compared with the normal control group the
total number of cells neutrophils count eosinophils count in BALF sediment of the asthma group were significantly
increased and the difference was statistically significant ( P <0. 01) . The expression of orail protein positive cells
mean optical density value of asthma group was significantly higher than the normal control group( P <0.05) .

Asthma group and normal control group had no significant difference in expression the stiml protein positive cells in
the average optical density value( P >0.05) . Conclusion Orail proteins may play an important role in the con—
traction of asthma rat airway smooth muscle cells.
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