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Research progress on molecular mechanism of pulpitis pain. XU Min, XIAO Zhi, ZHANG Yue-rong. Zunyi Medical
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[Abstract] Pain is an unpleasant defensive response of the body after suffering some harmful stimuli. The com-
mon diseases that induce oral and maxillofacial pain in stomatology are pulpitis, trigeminal neuralgia, benign and malig-
nant tumors in maxillofacial region, temporomandibular joint disorder syndrome, and so on. Among them, the pain
caused by pulpitis is the most common. In this paper, we reviewed the related literature on pain sensitization of pulpitis
at home and abroad in recent years, from the three conduction stages of dental pulp nerve, trigeminal ganglion, brainstem
and ventral posterior medial nucleus of thalamus. Besides, the roles of tumor necrosis factor-a (TNF-a), interleukin—1
(IL-1), corticotropin-releasing factor receptor (CRF), Toll-like receptor 4 (TLR4), sodium channel protein 1.7 (Nav1.7),
activated satellite glial cell (SGCs), chemokine CX3CL1 and receptor CX3CRI1, C-Fos protein in pulpitis pain were re-

viewed, and the role of P2X7 receptor activation in pulpitis pain was prospected, in order to provide new ideas for the de-

velopment of targeted drugs for the treatment of pulpitis pain in the future.
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Relationship between gut microbiota and allergic airway diseases. JIANG Miao—hua, TU Bo, LI Hui. Department of
Otolaryngology, the First Affiliated Hospital of Jinan University, Guangzhou 510000, Guangdong, CHINA
[Abstract]

gut microbiota is fairly related to the genesis, development and outcome of various diseases, especially respiratory diseas-

In recent years, with the further understanding of the study of gut microbiota, it has been found that

es. More and more studies have shown that gut microbiota is inextricably linked to airway allergic diseases. Intestinal mi-
croflora microecology, flora bacteria and their metabolites can all participate in the process of airway allergic disease af-
fecting its occurrence and progression. However, it’ s so intricate for the composition of intestinal flora that the mecha-
nism of interaction between gut microbiota and allergic airway diseases has not been completely clarified so far. There-

fore, this review will make a summary of studies concentrated on the correlation between intestinal flora and airway al-

lergic diseases (asthma, allergic rhinitis), and then introduce a new conception, “Lung-gut axis

", which aims to provide

the basis for the pathogenesis and treatment of gut microbiota and airway allergic diseases.

[Key words] Gut microbiota; Lung microbiota; Allergic airway diseases; Asthma; Allergic rhinitis; Lung-gut axis
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