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Effect of Different Regimens of Hydrocortisone on Patients with Septic Shock. Pu Na, Wu Ying, Zhang Caiping. ICU Department of
Xinhua Hospital Affiliated to Dalian University ,Liaoning 116000, China

Abstract Objective To investigate the hydrocortisone treatment scheme of septic shock patients. Methods A total of 2014 June
2015 June in our hospital of intensive medicine for treatment of 80 cases of septic shock patients were randomly divided into control group
and observation group, with each 40 cases. All patients were given conventional treatment, based on the control group a single slow intra-
venous drip of hydrocortisone, the observation group of continuous intravenous pumping of hydrocortisone. We compared two groups of pa-
tients before treatment and treatment of 6, 24, 48h and 5d of hemodynamics and arterial blood lactate changes. We monitored the two
groups of patients with blood Sugar, Calculated the time window of statistical high blood glucose and compared prognosis between the two
groups of patients. Results At each time point, heart rate (HR), mean arterial pressure (map), central venous pressure ( CVP) and
lactate clearance rate (LCR) of patients in the observation group compared with the control group had no statistically significant difference
(P >0.05). As for the observation group patients with average blood glucose level (MBG) ,compared to the control group, the difference
was not statistically significant (P >0.05). Maximum blood glucose fluctuation (lage), blood glucose fluctuation coefficient (GV) and
high blood sugar time window were significantly lower than control group, and the difference had statistical significance (P <0.05). As
for the patients in the observation group, duration of shock, ICU length of stay, hospitalization time and 28 day mortality rate compared
with the control group, the difference was not statistically significant (P >0.05). Conclusion Compared with single intravenous drip of
hydrocortisone, continuous venous micro pump into hydrocortisone is more capable of stablizing blood glucose fluctuation, is conducive to
the metabolic balance, but in hemodynamically stablization, improving prognosis of patients, there were no significant advantages.
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