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Effect of CCR3 gene on related inflammatory cells in

respiratory allergic diseases

Summary Respiratory allergic disease mainly include asthma and allergic rhinitis. According to their ex-

tremely similarpathogenesis and inflammatory pathological changes,asthma and allergic rhinitis, are regarded as

the concept of "one airway. one disease". In recent years. The research on the target of allergens in the pathogen-

esis mechanism is more in-depth, and the CCR3 gene is a major research target. The study found that the CCR3

gene is an important target gene for the development of respiratory allergic diseases such as allergic rhinitis and

asthma. The related inflammatory cells are the main cells responding for the downstream cascade triggered by

CCR3 activation, which directly or indirectly cause allergic inflammation through itself or its secretions. There-

fore, researches on the roles of CCR3 gene and its related inflammatory cells become hot topics in the clinical

treatment of respiratory allergic diseases. This paper reviews the current research progress of respiratory allergic

diseases on the basis of intensive literature.
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Research progress on quality of life in patients with chronic rhino sinusitis

Summary With the development of modern medical technology.,people not only require the extention of life,

but also pay more attention to the quality of life. Chronic rhino-sinusitis is a common disease in Otolaryngology

Head and Neck Surgery,and its incidence has increased slightly in recent years. The symptoms seriously disturb

patients’ daily life and affected patients quality of life. This review first describes the current status of quality of

life for patients with chronic sinusitis, secondly analyzes the factors that affect the quality of life of patients with

chronic sinusitis,describes various quality of life scales for chronic rhinosinusitis,and finally conducts a comprehen-

sive evaluation of future research directions.
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