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Effect of 1,25-dihydroxyvitamin D3 on the mact cells tryptase in asthmatic guinea pigs
Xia Wei' ,Shi Dunyi' , Zhang Guirong”®
(1. Departmeng o f Respiratory Medicine s People’s Hospital of Changshou District ,Chongging 401220, China;
2. Departmeng of Health Care ,the Second A f filiated Hospital of Chongqging Medical University ,Chongqing 400010, China)
Abstract: Objective
Methods

To observe the effect of 1,25-dihydroxyvitamin D3 on the mast cell tryptase in asthmatic guinea pigs.
Asthmatic models in guinea pigs were constructed by immunization of intraperitoneal injection with ovalbumin(OVA)and
challenge of inspiration with nebulized OVA. Thirty guinen pigs were divided into control group(group A),asthmatic group(group
B).1,25-dihydroxyvitamin D3 group(group C),10 cases in each group. Peanut oil were filled stomach in group A and group B, pea-
nut oil with 1,25 - dihydroxy vitamin D3 were filled stomach in group C. The airway responsiveness was detected.and the total cell
numbers and classification in bronch-oalveola lavage fluid(BALF) were studied. The lung tissues were stained with Hematoxylin-E-
osin to observe the pathologica changes and with anti-human tryptase antibody by using immunohistochemical technique to count
the mast cell tryptase. Results The airway responsiveness in group C were significantly lower than in group B(P<C0. 05). The total
cell numbers and the percentage of eosinophil of BALF in group B were significantly higher than in group A(P<C0. 05) ,and the in-
flammation response in lung tissue were significantly slighter; the total cell numbers and the percentage of eosinophil of BALF in
group C were significantly lower than group B(P<C0. 05) ,lung tissue inflammatory lesions reduced. Tryptase positive cells in group
B increased significantly than in group A(P<C0. 05) ,and mainly distributed in the airway mucosa, the alveolar interval and around blood
vessels; Tryptase positive cells in group C reduced significantly than group B. Conclusion 1,25-dihydroxyvitamin D3 could reduce airway
responsiveness, obviously relieve inflammation response in airway and lung tissue,and depress mast cell activation also.
Key words: 1,25-dihydroxyvitamin D3;asthmatic guinen pigs;airway responsiveness;mast cell tryptase
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