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The effect of itraconazole on myeloid—derived suppressor.cell in chronic obstructive pulmonary disease model LI Yuan, LI
Weiwen, LAN Xiu, et al. Department of Respiratory Medicine, the Fifth Affiliated Hospital of Wenzhou Medical University, Lishui 323000,
China

[ Abstract ] Objective To investigated the, effect of itraconazole on myeloid—derived suppressor cell (MDSC) in chronic
obstructive pulmonary disease (COPD) model. ' Methods The COPD model was established by passive cigarette smoke
inhalation. 30 COPD model rats were randomly divided into three groups: model group, low—dose itraconazole treatment + model
group (low-dose group) and high—doseritraconazole treatment + model group (high—dose group). Another 10 normal rats were
chose for control group. The change of pulmonary function and pathological changes in lung tissue were observed respectively.
Flow cytometry and immunofluorescence was used to analyze the proportion of Gr1* CD11b* MDSC in peripheral blood and lung
tissue. Western blotting (WB) and real-time quantitative polymerase chain reaction (PCR) were used to detected the protein and
MRNA expression of induced synthase (iNOS) and transforming growth factor beta (TGF-B), arginase 1 (ARG1). Results
Compare with.control group, the MDSC ratio and the expression of INOS, TGF B, ARG1 in model group was significantly higher in
the model group (P<0.05). Compared with model group, the MDSC ratio and he expression of INOS, TGF B, ARG1 were lower in
low—dose~“group and high—-dose group were lower (P <0.05). Compared with control group, the FEV0.3/FVC and pulmonary
dynamiccompliance were lower, the pulmonary airway resistance and airway pathological score were higher (P <0.05).
Gompared with model group, the FEV0.3/FVC and pulmonary dynamic compliance in low—dose group and high—dose group
were higher, but the pulmonary airway resistance and airway pathological score were lower (P<0.05). Conclusion Itraconazole

DOI: 10.12056/j.issn.1006—2785.2019.41.22. 20182450

EATE ML 8 RHFEHFFAL(LQI6H160019); # i B FHHUT 2 # M3 A B B A %4 %197 B (2016C37100)
VEH#45.323000 K, BN ERKFHES EE R AA

A 4 L, E—mail: 2225257177@qq.com

-2356-



WIS 2019 5 41 55 22 #

improves the ventilation function of COPD rats, reduces airway inflammation and its mechanism might be related to the reduction

of the proportion of MDSC and inhibition of the MDSC function.
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