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ABSTRACT Objective To observe the levels of Th17 associated inflammatory factor IL-17 and
Treg associated inflammatory factor IL-10 in serum and bronchoalveolar lavage fluid (BALF) of bronchial
asthma mice, and to explore the mechanism of Jian'erle Granule (JG) for preventing and treating asth-
ma. Methods Totally 40 Balb/c mice were divided into 4 groups according to random digit table, i.e., the
normal control group, the asthma group, the post-excitation asthma group, the JG +asthma group, 10 in
each group. Asthma model was established by 1% ovalbumin (OVA) (grade V) solution sensitization
and excitation after intraperitoneal injection of antigen suspension in all groups except the normal control
group. JG (0.36 g/mL) was administrated to mice in the JG +asthma group after modeling. Equal volume
of normal saline was administrated to mice in the rest 3 groups. All medication lasted for 14 successive
days. After medication mice in the JG +asthma group and the asthma group were excited with 1% OVA
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(grade I ) again for 40 min by atomization inhalation. Lung inflammation was examined by HE staining.
Levels of IL-10 and IL-17 in BALF and serum were measured by ELISA. Results
lung tissue was normal in mice of the normal control group, with no inflammatory infiltration seen. Muco-

Bronchial structure in

sal epithelial cells of bronchial wall were injured in the asthma group and the post-excitation asthma
group, with inflammatory infiltration seen. Inflammation around bronchus and blood vessels was obvious-
ly attenuated in the JG +asthma group. Compared with the normal control group,the IL-17 level in serum
and BALF significantly increased, IL-10 level significantly decreased in the asthma group (P <0.01).
Compared with the asthma group, IL-17 level in serum and BALF increased and IL-10 level in serum and
BALF decreased in the post-excitation asthma group (P <0.01). Compared with the asthma group, the
IL-17 level in serum and BALF significantly decreased, IL-10 level significantly increased in the JG + asth-
ma group (P <0.01). Compared with the post-excitation asthma group,the IL-17 level in serum and BALF
significantly decreased and IL-10 level in serum and BALF significantly increased in the JG + asthma

-1511.

group (P <0.01). Conclusion

The mechanism for JG preventing and treating asthma might be correla-

ted with regulating Th17/Treg cytokine balance in serum and BALF.
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