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Progress in diagnosis and treatment of neurofibromatosis in children
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Summary Neurofibromatosis type 1(NF1) is an autosomal dominant genetic disease in which a mutation in
the NF1 gene on chromosome 17q11. 2 results in inactivation or down-regulation of neurofibromin. This results in
a series of neurocutaneous lesions characterized by neurofibromatosis. Patients with plexiform neurofibromas
(PN), as one of the main manifestations of NF1, often experience pain, dysfunction, skeletal deformities, chan-
ges in appearance and other symptoms. In severe cases, compression of the airways and vital organs occurs, and
the PN is at risk of malignancy progression. At present, its treatment is still challenging. Surgery is the primary
treatment for PN, but complete resection is often difficult. In recent years, chemotherapy for PN has become a

hot topic. This article reviews the research progress in the pathogenesis, diagnosis and treatment of PN in recent

years.

Key words child; neurofibromatosis type 1; plexiform neurofibromas; diagnosis; therapy
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examination of olfactory function
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Summary The sense of smell is one of the five most primitive human sensory functions, and it plays a very
important role in our daily lives. Despite numerous methods for evaluating olfactory function, there is still a lack
of standardization of olfactory tests and the results are often inconsistent. Furthermore, the related research on
objective evaluation started relatively late. Along with the deciphering of the olfactory pathway. the technical level
of olfactory objective inspection has been greatly improved and significant progress has also been made in terms of
clinical application, such as: olfactory pathway MRI and fMRI imaging, OERPs, BEAM for various olfactory dis-
orders and early diagnosis of neurodegenerative disorders, as well as related research based on bionic olfactory

sensing technology. This article mainly introduces the recent research progress of several commonly used objective
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olfactory tests and provides reference for more accurate evaluation of olfactory function.

Key words olfactory; objective examination
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