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[ Abstract |

The incidence of glioma is high in primary nervous system tumors. Traditional therapeutic methods

have certain limitations for the tumor, and the prognosis of the therapies are poor. Looking for novel molecular target

genes is a new breakthrough treatment for glioma. Studies find that small non-coding RNA (miRNA) participates in

all the processes associated with cancer, including proliferation, apoptosis, metastasis, angiogenesis and immune re-

sponse. miRNA plays a role in promoting or inhibiting tumors by inhibiting specific target gene expressions.

In this

paper, we review the recent progress of miRNA in glioma basic research and the application of miRNA in clinical diag-

nosis and treatment for glioma.
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[ Abstract] The purpose of aerosol inhalation therapy is to deliver drugs to the upper and lower respiratory
tracts of the patients with respiratory diseases. Compared with other administration modes, aerosol inhalation can a-

chieve higher local drug concentration and reduce systemic adverse reactions. In recent years, aerosol inhalation



