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[ Abstract]
development of axons. Recently, more and more studies have shown that semaphorin family also plays an important role

Semaphorin family was originally thought to be signaling molecules that play a guiding role in the

in the immune system. Different molecules in semaphorin family can bind to corresponding receptors and participate in
different stages of physiological or pathological immune responses, including the activation, differentiation, prolifera-
tion, and migration of immune cells. In this review, recent advances in research of semaphorin in regulating the interac-

tion between antigen-presenting cells (APC) and T cells are summarized and discussed to provide reference for further

exploring its role in diseases.
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[Abstract] The main inherited cardiac arrhythmias are long QT syndrome (LQTS), short QT syndrome (SQTS),
catecholaminergic polymorphic ventricular tachycardia, and Brugada syndrome. These rare diseases are often the under-
lying cause of sudden cardiac death in young individuals and result from mutations in several genes encoding ion chan-
nels or proteins involved in their regulation. The genetic defects lead to alterations in the ionic currents that determine
the morphology and duration of the cardiac action potential, and individuals with these disorders often present with syn-
cope or a life-threatening arrhythmic episode. The diagnosis is based on clinical presentation and history, electrocardio-
gram (ECG) characteristics and genetic analyses. Management relies on pharmacological therapy or surgical interven-

tions. This article will briefly describe the pathogenesis and diagnosis methods of this type of disease, focusing on the

treatment methods and the latest treatment progress of this type of disease.
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