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Effects of calcilytics NPS 2143 on cardiovascular function after traumatic hemorrhagic shock
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Abstract: Objective The present study is to investigate the effects of calcilytics NPS 2143 on cardiovascular function after traumatic
hemorrhagic shock (THS) in rats. Methods With a rat model of traumatic hemorrhagic shock , the effects of NPS 2143 on the animal surviv-
al, mean arterial blood pressure ( MAP) and the pressor response of norepinephrine, and hemodynamic parameters were observed.
Results Al theuntreated THS rats died within several hours after shock. Fluid resuscitation with Lactated Ringer’ s(LR) solution slightly
improved the survival outcomes. NPS 2143 infusion significantly prolonged the survival time and increased the 24-hour survival rate of THS
rats. MAP and the pressor effect induced by norepinephrine( NE) were significantly reduced and resuscitation with LR showed some improve-
ment after shock. NPS 2143 could significantly improve MAP and the pressor response of THS rats. Meanwhile ,NPS 2143 could significantly
improve the reduced hemodynamic parameters of THS rats, including left ventricular systolic pressure (LVSP) and the maximum rise/drop
rate of left ventricular pressure( + dp/dimax). Its effect was significantly better than resuscitation purely with LR. Conclusion Calcilytics

NPS 2143 showed a good effect of improvement in cardiovascular function after traumatic hemorrhagic shock.
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