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ABSTRACT Objective: We are aimed to establish a model of insulin resistance asthma, and to evaluate its. Methods: C57BL/6J
mice were randomly divided into four experimental groups. The four groups of mice were treated as follow: The healthy control group
(HC) and non-insulin resistance asthmatic group (NIRA )received a standard chow diet. The insulin resistance non-asthmatic group(IRNA )
and insulin resistance asthmatic group (IRA)were fed with a high-fat diet (D12492). All animals were weighed peer week. From 6-14
weeks, the fasting blood-glucose (FPG )and fasting insulin (FINS )were tested every week. Systemic insulin sensitivity was assessed by
homoeostasis model assessment-estimated insulin resistance (HOMA-IR )index. After insulin resistance mouse model was successfully
established, NIRA group and IRA group received ovalbumin(OVA )orally and intraperitoneally to induce allergic asthma, HC group and
IRNA group were treated with equal normal saline (NS )as control. 24 hours after final challenge, lung tissue was prepared for morpho-
metrical lung analysis and broncho alveolar lavage fluid (BALF) was performed. Leukocyte and its subgroup populations in the bron-
choalveolar lavage fluidwere counted, and levels of associated inflammatory factors were detected. Whether the model of insulin resis-
tance associated asthma was successfully established was assessed by comparing insulin resistance index and severity of asthma of each
group. Results: (1)The average of HOMA-IR of IRNA group and IRA group was higher than 2.5. The result demonstrated that the insulin
resistance mouse model was successfully established. (2)There was no appreciableinflammatory cells infiltration in lungs of HC group
and IRNA group. However, both NIRA group and IRA group showed significant increased inflammatory infiltration, while IRA group
exhibited higher numbers of inflammatory cells compared to NIRA group.(3) The significant increasecanobserved in the number oftotal
inflammatory cells and eosinophilsin NIRA group(P<0.01) and IRA group(P<0.01) compared to HC group. (4)OVA-specific IgE(P<0.01)
/1gG1 (P<0.05) significantly elevated in NIRA group and IRA group but not HC group. (5)Th2 cytokinesin the BALF (IL-4, IL-17) and
serum(IL-4, IL-17) were significantly increased in NIRA group(P<0.05) and IRA group(P<0.05), especially in IRA group. However, the
level of IFN-y decreased in NIRA group(P<0.05) and IRA group(P<0.05), especially in IRA group. Conclusion: Stable insulin resistance
mouse model could be established by feeding C57BL/6J mice with high-fat diet for 9 weeks, from the 10thweek, it is available to estab-

* FAeTH . ER [ REF L4 H (81670449,31371151331271219)

VEF A A TR W0 oe A, R EEIN, EBERST Iy 1)« BE i , B33+ 15291770179, E-mail : zhounjqm85@163.com
o SEIVEE PET, W BIBER , T2 A FHEE 5T , E-mail : sunxin6@fmmu.edu.cn
(Wi H191:2017-06-30 5% H9:2017-07-25)




- 1260 -

DREYESSHE  biomed. cnjournals.com Progress in Modern Biomedicine Vol18 NO.7 APR.2018

lish stable insulin resistance asthma model by induce asthma by the time stable insulin resistance mouse model is established, and for the

further study of mechanism of insulin resistance associated with asthma.
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Fig.l1 Comparison of the weight, FPG, FINS and HOMA-IR among different groups
Note: Data are expressed as x* s, n=15.A. *P< 0.01, IRNA vs HC; IRA vs HC; B.FPG: *P<0.05, IRNA vs HC; IRA vs HC. C.FINS:*P< 0.05,
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Fig.2 Pathological changes of lung tissues from each group ( HE staining,* 200)
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