A Novel Preclinical Mouse Model of Neutrophilic Asthma: Advancing Mechanistic
X Bail, Xiaoyue Chen’, Chao Yao'* Studies and Therapeutic Development

1 WuXi Biology, WuXi AppTec, Shanghai, China.

WuXi Biology

RESULTS

Neutrophilic Asthma (NA): Airway neutrophil infiltration

Lung function- AHR Test and Total IgE in Serum
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