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ABSTRACT: PTSD (Post-traumatic stress disorder) is a mental disorder caused by a seriously intense damage event. Along with the
increasing rate of social stress incidents and natural disasters which are common causes of post-traumatic stress disorder (PTSD), the
morbidity of PTSD also rises progressively in recent years. Furthermore, there are many advances of PTSD's mechanism made in the ex-
ploration of corresponding therapy. We choose some aspects of illustration like hormone, neurotrophic factor, and immunity system to
summarize the new improvement of biological mechanism of PTSD. In respect of hormones, PTSD associated with the dysfunction of
Sympatho-adrenomedullary-system (SAS) and Hypothalamic-pituitary-adrenal axis (HPA). The activation of SAS results in calcium over-
load in hippocampal neurons which damages the cell membrane and organelle causing function disorders of cell. And abnormal concen-
tration of corticotropin-releasing hormone and glucocorticoid inducing peripheral or central symptoms is the effect of dysfunction of
HPA. In the aspect of neurotrophic factor, the abnormal increase or decrease of its production and secretion may be the important mecha-
nism of PTSD. In the aspect of immunity system, PTSD may be associated with the number and functional changes of the immune-related
proteins and cells. Integration of the achievements of neurobiology, molecular biology, epigenetics, proteomics, and molecular imaging
will propel the development of PTSD research in the future.
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