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[Abstract] Objective To observe the expression levels of murine calcium-activated chloride
channel (mCLLCA3) in lung tissue of acute respiratory distress syndrome (ARDS) mouse model and
its changing rule with time, to explore its role in the process of lung tissue injury in the mice.
Methods Eighteen male C57BL/6 mice were randomly divided into control group,
lipopolysaccharide (LPS) group ARDS mouse (LPS tracheal instillation for 6 hours group and 24
hours group), with 6 mice in each group. HE staining was used to observe the morphological
changes of lung tissue, and the lung injury score was calculated. Alcian blue-Periodic acid-Schiff
(AB-PAS) staining was used to observe changes in the number of goblet cells in pulmonary of
mice. Real-time RT-PCR (RT-qPCR) and Western blot were used to test the mRNA and the

protein expression levels of mCLCA3 in lung tissue of mice. Results HE staining showed that
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compared with the control group, the normal tissue structure of alveolar and interstitial in ARDS
mice were destroyed and filled with lots of inflammatory cells and red cells. The lung injury score of
ARDS mouse in LPS group (7.40740.54) was higher than that of the normal control group (1.40-+
0.54)( P <<0.05). AB-PAS staining results showed that the numbers of bronchial epithelial goblet
cells in LPS group were higher than those in normal control group ( P <<0.05).Real-time RT-PCR
and Western blot results revealed that the mRNA expression levels of mCLCA3 were decreased
significantly in lung tissue in ARDS mice ( P <<0.05). And the protein levels of mCLCA3 were
decreased markedly in lung tissue and BALF in ARDS mice ( P <{0.05),its decline decreased more
with time. Conclusions The number of the Goblet cell in the LPS-induced ARDS mice model is
increase mildly, but mRNA expression and the protein levels of mCLCA3 are decreased significantly
in its lung tissue and BALF lung tissue in ARDS mice, and its decline decreased more with time.
The expression of CLCA produced by airway goblet cells is negatively correlated with the extent of

ARDS damage, suggesting that the former may play an inhibitory role in the mechanism of lung
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inflammation.
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