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Summary Pulmonary hypertension (PH) is a chronic progressive vascular remodeling disease. The conse-
quence is an increased pulmonary vascular resistance resulting in PH and progressive right heart failure and death.
Although environmental.,and genetic factors have been shown to affect PH, the pathogenesis are not completely
clarified and an effective therapy for PH is still lacking. Recently,both foreign scholars and our group found lectin-
like oxidized low density lipoprotein recepter-1 (LLOX-1) has an important role in vascular remodeling and right
ventricular hypertrophy in hypoxia-induced PH, which will be the potential therapeutic strategies for PH. This re-
view will focus on the role of LOX-1 in the genesis and development of hypoxia-induced PH.
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Figure 1 The role of LOX-1 in pulmonary vascular remode-

ling and right heart hypertrophy
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Summary Reperfusion is one of the most important methods in treatment of acute myocardial infartion,and
can significantly improve fatality and disability. However, it dose not prevent myocardium damaging in the early
stage of reperfusion,which leads to myocardial ischemia and reperfusion (I/R) injury. Autophagy plays a protective
role in myocardial ischemia phase but plays an opposite role in myocardial reperfusion phase. The underlying mech-
anism may be related to the signal pathway of AMPK-mTOR in ischemia phase and the signal pathway of Bcl-2-Be-
linl in reperfusion phase. Protease activated receptor2 (PAR-2) is highly expressed the cells of myocardial ischemi-

a. As one of the upstream markers of autophagy, PAR-2 may be able to significantly reduce the I/R injury and pro-
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