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Role of high mobility group protein B4 and calgranulin on the pathogenesis of silicosis
WAN Wen-guan™ QU ChenHei LIANG Yuanyuan ZHU Lidi LI Su-ping
(* : School of Public Health Shanxi Medical University ~Taiyuan 030001  China)

Abstract: Objective To explore the role of high mobility group protein ( HMG) and calgranulin ( S100 protein) on the
pathogenesis of silicosis  thereby provide a new theoretical basis for understanding the position of inflammation in it. Methods
C56BL/6 mice were randomly divided to 6 groups: control group and different observation time (3 7 14 21 and 42 days)
groups eight mice for each group. Silica dusts were given by bronchial instillation method the silica suspension concentration
was 200 mg/kg (in 0.9% saline) . The mice were killed at a regular period collect the bronchial lavage fluids and count cell
number in centrifugal precipitate while the supernatant fluid was used for detection of HMGB1 and TNF alpha. The right lung
was used for detecting the content of RAGE with the method of Western blot and the left lungs were prepared for the observation
of pathological changes. Results (1) The neutrophils at 3rd and 21st day after silica-exposure showed the highest values
compared with the 7th  14th  42nd day. The differences were statistically significant ( P <0.05); (2) HMGBI and S100
protein were increased gradually during the period between 3rd to 21st days ( P <0.05) but fell at 42nd day; (3) TNF-«
showed gradually reduced after silica exposure until the 21st day but was decreased again at the 42nd day ( P <0.05); (4)
The RAGE expression levels decreased obviously with the time after silica exposure ( P <0.05); (5) With the growing of time
after silica exposure the alveolar walls were thickened the structure was damaged obviously the alveolar cavity also gradually
merged the inflammation lesions increased and the fibrosis were so much in lung tissues at the 42nd day that there was nearly
no alveolar structure could be seen at that time. Conclusion HMGB1 and S100 protein may participate in the inflammation
process of silicosis and its biological effects do not depended on the RAGE.
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1.1 Sio,
Si0, 2 pm 95% o ( x10°  /ml) (%) (%) (%)
1.2 3d 6645 73 98.0+4.17° 33 £4.30° 0
C56BL/6 48 6 7d 46 +4.81° 74.5 5. 13 24 £6.76" 1.5+0.30
3. 7. 14, 21. 42 d 8 14d 40633 78.0+8.07% 23 +3.29% 0.5+0.27
0.5% 0.7 ml 75% 21d 522534 89.5£7.20™ 37 £4.03" 2:0.54
1 ml 42d 33£3.40% 6705 720 (g x5, [obede 1+0.10
a7 12:2.11 57.0£6.27 2:1.3 0
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10D /' B-actin ° HMGBI (ng/ml)  S100 (pg/ml)  TNF-a ( ng/ml)
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