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Atomization inhalation anti-NGF slow-release microspheres inhibite airway inflammation in asthma mice"
SHE Weiwei' \MA Libin' ,LUO Miao' ,LIN Wuzhou' ,ZHAO Haijin*
(1. Department of Respiratory and Critical Care Medicine ,the A f filiated Hospital of Guilin Medical
Uniwversity/Institute of Respiratory .Guilin Medical University Diseases sGuilin 541001, China;
2. Chronic Airways Diseases Laboratory/Department of Respiratory and Critical Care Medicine ,
Nanfang Hospital s Southern Medical University ,Guangzhou,Guangdong 510515,China)

[ Abstract] Objective To explore atomization inhalation anti-nerve growth factor (anti-NGF) slow-re-
lease microspheres whether can inhibit the airway inflammation of asthma mice. Methods Animals were ran-
domly divided into four groups:control group,asthma group,anti-NGF group,and anti-NGF slow-release mi-
crospheres (refer to anti-NGFM) group,10 mice in each group. We used OV A induced sensitization mice so as
to establish the airway remodeling of asthma model mice. Detection and evaluation of the reticular basement
membrane thickness, collagen and lung airway wall thickness were done. HE staining, Masson staining and
AB-PAS staining was used to study the lung pathological changes after mice were antagonism,immunohisto-
chemical method to detect and compare the NGF protein and mRNA expression of bronchial mucosa. Immuno-
histochemical method was used to detect NGF protein and mRNA expression change in the lungs before and
after the mice were antagonism. Results According to the severity,the score for each group of pathology was
in the order of anti-NGFM group>anti-NGF group™>asthma group. Groups of average airway resistance value
of the lung function were analyzed,resistance value was in the order of asthma group™>anti-NGF group>anti-
NGFM group>the control group. Dynamic lung compliance of mice after histamine excitation generated by
NGF was in the order of control group>anti-NGFM group > anti-NGF group>> asthma group. The airway
smooth muscle and reticular basement membrane thickness, collagen deposition was in the order of anti-NGFM
group_>anti-NGF group~>asthma group and NGF protein and mRNA expression was control group<Casthma
group<anti-NGF group<Canti-NGFM group (P<C0. 05). Conclusion Atomization inhalation anti-NGF slow-
release microspheres can inhibit the airway inflammation,and improve the lung function in asthma mice.
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