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ABSTRACT Cardiovascular disease (CVD) is the leading cause of mortality in China. Currently,
integrative medicine based on the combination of disease and syndrome has being grown to the main
healthcare system for cardiovascular diseases. Furthermore, increasing evidences showed Chinese
medicine (CM) was beneficial in alleviating the syndromes and improving quality of life for the patients
with CVD, as well as reducing the incidence of major adverse cardiovascular events in the long term.
However, it is uncertain for the therapeutic targets and mechanisms of the CM for CVD. Recent resear-
ches demonstrated that autophagy played an important role in the development of CVD such as myocar-
dial infarction (MI) and heart failure. Consequently , autophagy is a novel therapeutic target for CVD. This
paper reviews the study of CM relating with CVD via autophagy, thus providing new evidence for the
treatment of cardiovascular diseases with CM.
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Theoretical Exploration on the Type A Behavior of Patients with Unstable Angina Pectoris Treated
by the Method of Nourishing Gan and Removing Blood Stasis CUI Jing", NIU Chun-xia', WANG
Han', YANG Xiao-lin", CUI Wei-giang', XU Yan-min®, and WANG Hong-li* 1 Department of Tradi
tional Chinese Medicine, the Second Hospital of Tianjin Medical University, Tianjin (300211); 2 Depart
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ABSTRACT Patients with unstable angina pectoris tend to type A behavioral pattern. Type A behav-
ioral pattern is closely related to emotional factors. The theory of five elements of traditional Chinese
medicine (TCM) consider that Gan is the mother of the Xin and Xin is the son of the Gan. The method of
nourishing Gan and removing blood stasis is in conformity with the TCM theory that the iliness of mother
viscera affects the child one while the treatment of mother viscera affects the child one. The type A be-
havior patients have the corresponding stress reaction in the state of psychological stress, leading to the
release of inflammatory factors in the body. The activation of inflammatory reaction leads to instability of
atherosclerotic plaques, induces unstable angina pectoris. Psychological stress is consistent with the
theory of emotional disease in TCM. The method of nourishing Gan and removing blood stasis can achieve
the purpose of simultaneous treatment of body and mind.

KEYWORDS
inflammatory factor
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