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[ Abstract] Background There is no effective drug to reverse the process of pulmonary fibrosis so far, however

anti—acid therapy is related to the prolongation of survival time in patients with idiopathic pulmonary fibrosis (IPF ) , but the
specific action mechanism is not yet clear. Objective To investigate the impact of anti—acid therapy on pulmonary fibrosis
in rats. Methods From 2017-06-21 to 2017-08-17, a total of 36 male SD rats were randomly divided into control group

(n=10) , A group (n=6) , B group (n=10) and C group (n=10) . Rats in groups A, B and C were given one—off nasal
drip of bleomycin (7 wg/g ) to establish the pulmonary fibrosis model, while rats in control group were given one—off nasal drip
of 0.9% sodium chloride solution via with above same dose. Rats in B group, C group and control group were given continuous
intragastric administration of ranitidine hydrochloride, ponisone acetate and 0.9% sodium chloride solution for 28 days after
modeling, respectively. Severity of pulmonary fibrosis, serum MDA level and PaO, were compared in the four groups 28 days
after modeling. Results During the experiment, 1 rat in B group and 3 rats in C group died. Severity of pulmonary fibrosis in
groups A, B and C was statistically significantly worse than that in control group 28 days after modeling, respectively, while
serum MDA level in groups A, B and C was statistically significantly higher than that in control group, respectively ( P<0.05) ;
severity of pulmonary fibrosis in groups B and C was statistically significantly better than that in A group 28 days after modeling,
respectively, while serum MDA level in groups B and C was statistically significantly lower than that in A group, respectively

(P<0.05) .There was no statistically significant difference in PaO, in the four groups 28 days after modeling ( P>0.05) .

Conclusion Anti-acid therapy can reduce the severity of pulmonary fibrosis and lipid peroxidation in rats with pulmonary
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fibrosis to some extent, but does no significantly affect the pulmonary oxygenation function, which has similar effect with

glucocorticoid.
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Table 1 Criteria for severity of pulmonary fibrosis
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Table 2 Comparison of severity of pulmonary fibrosis, serum MDA level
and Pa0, in the four groups 28 days after modeling
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Figure 1 Pathological features of pulmonary tissue in the four groups
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