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Role of MALAT1 gene regulated signaling pathways in cancer incidence and progression

ZHANG Yu, YAO Wei-min" (The Second Affiliated Hospital of Guangdong Medical University, Zhanjiang 524000,

China)

Abstract: Metastasis-associated lung adenocarcinoma transcript 1 (MALAT1) plays its molecular role by regulating

selective splicing, gene transcription, and acting as a miRNA sponge. It is closely related to human tumor metastasis, clinical

staging, relapse, prognosis, and chemotherapy resistance mechanisms. This paper mainly reviewed the role of signaling

pathways regulated by MALAT1 gene expression in cancer incidence and progression.
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Progress in the correlation between vitamin D and IFN-y and asthma

ZHANG Hui-qun'?,

GAN Bing”’(1.The Third Affiliated Hospital of Guangdong Medical University (Longjiang

Hospital of Shunde District, Foshan City), Foshan 528300, China; 2. Guangdong Medical University, Zhanjiang

524023, China)

Abstract: Vitamin D is a common vitamin in daily life, which has a very important regulatory effect on the immune

system. Vitamin D is closely related to asthma and plays a crucial protective role in both children and adults with asthma. It

affects asthma through both genetic and non-genetic factors. It is significantly correlated with the occurrence, severity, and lung

function of asthma. It can affect regulatory T cells, improve response to corticosteroid therapy, and reduce airway remodeling.

The mechanism of IFN-y in asthma is controversial. The increase of IFN-y levels in serum is related to asthma, which may

affect asthma by regulating the balance of Th1/Th2 cells, inhibiting eosinophils aggregation in the airway mucosa, IgE

production in the blood, and proliferation of bronchial smooth muscle cells. Vitamin D can influence asthma by regulating the

expression of IFN-y. This article reviews the relationship between vitamin D and IFN-y and asthma.
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