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[Abstract] Objective To study the effects of propofol, midazolam on B —endorphin (B —EP), heat shock
protein 70 (HSP70), blood lactic acid and blood glucese in patients after craniocerebral injury surgery. Methods One
hundred and eighty patients with brain injury after craniotomy admitted into depariment of critical care medicine in
Affiliated Hospital of Guizhou Medicine University from September 2009 to November 2014 were enrolled. They were
randomly divided into negative control group (8 cases), midazolam group (44 cases), propofol group (42 cases) and
midazolam combined with propofol group (46 cases). The 3 —EP, HSP70 and lactic acid were detected at the moment
the patient was transferred into intensive care unit (ICU) immediately and at 24, 48 and 72 hours later, and the blood
glucose was measured once every 4 hours after entrance in ICU for 72 hours in each group. Results There were
no statistically significant differences in B —EP, serum HSP70, blood lactic acid and blood glucose levels among four
groups at the moment the patients being immediately transferred into ICU (all P > 0.05). At 24, 48, 72 hours later, the
B -EP, HSP70 and blood lactic acid levels in the three groups with anesthetic drugs in the operation were significantly
lower than those in negative control group (without using anesthetics), the degrees of decrease in the above indexes in
the combination of midazolam and propofol group were superior to those in simply using midazolam or propofol group,
the amplitudes of decrease in the combined group being the most obvious at 72 hours after transfer { B -EP (ng/L):
27.54 £4.38 vs. 61.20 +4.71, 41.99 + 5.47; HSP70 (ng/L): 185.72 + 83.87 vs. 272.65 + 81.81, 259.69 + 82.14; lactic
acid (mmol/L): 1.31 + 0.70 vs. 1.60 £ 0.95, 1.71 £ 0.79, all P < 0.05)]. Except at 4 hours after transfer into ICU, the blood
glucose levels in midazolam, propofol and combined groups were significantly lower than that in negative control group
(mmol/L: 9.29 +1.73, 9.61 + 1.71, 9.16 + 1.86 vs. 11.58 + 2.56, all P < 0.05), the blood glucose values at the remaining
time points in the above three groups were lower than those in the negative control group, but the differences were not
statistically significant (all P > 0.05). Conclusions Midazolam and propofol can reduce the levels of f ~EP, HSP70,
blood lactic acid and blood glucese in the course of stress reaction after traumatic brain injury operation. The reducing
effect of propofol on B —EP in siress response of patients after the operation was superior to that of midazolam. The
decreasing effect of combined application of propofol and midazolam on the levels of B —EP and HSP70 was greater than
that of using either propofol or midazolam alone.
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