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Abstract: Objective To observe the changes of cyclic adenosine monophosphate (cAMP) signal in patho-
genesis and development of silicotic fibrosis. Methods A HOPE -MED8050 exposure control apparatus was
used to copy the silicosis model. Male Wistar rats were randomly divided into 6 groups (10 in each group)
and the rats inhaled dust respectively for 0, 2, 4, 8, 12 and 16 w. Masson trichrome staining was performed
to observe the histomorphology of the lung tissues. The expressions of a smooth muscle actin (a—SMA), col-
lagen I, fibronectin (Fn), stimulatory G protein a (Gas), inhibitory G protein a (Gai2/3) and cAMP were
detected by immunohistochemistry and Western blot respectively. Results Masson trichrome staining revealed
bluish—purple collagen deposition in the 4—w silicosis group, and the collagen deposition in the fibrotic lesions
increased with the time of exposure to silica. Immunohistochemical results showed that in the control group
positive a—SMA expression was seen in the trachea and vascular smooth muscles, while in the 16-w silicosis
group a—SMA was observed around the fibrotic nodules and in the interstitial fibrotic area. The expressions of

a—-SMA, collagen I, Fn and Gai2/3 proteins gradually increased in the 4-w, 8—w, 12-w and 16-w silicosis
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groups compared with the control group. As compared to the control group, the expressions of Gas and cAMP

significantly decreased in the 8-w silicosis group, and were the lowest in the the 16-w silicosis group.

Conclusions cAMP expression decreases along with the pathogenesis and development of silicosis, and cAMP

has a significant role in silicotic formation.
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