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Effect of Endothelin Receptors, Endotheline Receptor Antagonist on Cardiovascular Disease
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University, Chongqing 400016, China; 2.Emergency Center, Lanzhou University Second Hospital, Lanzhou 730030, China)

ABSTRACT: OBJECTIVE To discuss the role of endothelin receptors in physiological and pathological cardiovascular
diseases(CVD), and provide a reference in new drug synthesis and discovery. METHODS According to the correlative reports
in recent years, endothelin receptors, especially ETB receptors, and its mechanism and response in the pathophysiology in
different organizations were discussed in clinical research. RESULTS Endothelin receptor played an important role in CVD
therapy. CONCLUSION Endothelin receptor antagonists have been assumed as potential strategies for the treatment in CVD.
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Application of Multi-unit Modified Drug Delivery Systems in Compound Preparation

ZHANG lJie, HUANG Guihua*(School of Pharmaceutical Sciences, Shandong University, Jinan 250012, China)

ABSTRACT The compound preparations are composed by two or more pharmaceutical ingredients, which can enhance the
drug effect significantly through synergistic and additive effect or being antagonistic to side effect compared with prescribed
preparation. The multi-unit modified release drug delivery system was used in compound preparation to flexibly adjust the
release program and play an all-round, multi-target and multi-link role to improve drug bioavailability and reduce side effects. In
this article, the principles of several common compound preparations such as analgesic, anti-infective, hypoglycemic and
antihypertensive drug and traditional Chinese medicine compound preparations were summarized. The advantages of multi-unit
modified release drug delivery system applied in the compound preparation were emphasized in order to provide new ideas to the
clinical development of compound preparation.

KEY WORDS: multi-unit release drug delivery system; modified release drug delivery system; compound preparation
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