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ABSTRACT Objective: To investigate the safety of etomidate combined with propofol in the treatment of senile schizophrenia pa-
tients with electroconvulsive shock. Methods: 64 senile patients with schizophrenia who were treated in the psychiatric department of our
hospital were selected and randomly divided into the etomidate group, t propofol group and combination group, with 32 cases in each
group. The patients in the etomidate group were treated with 0.3 mg/kg etomidate and modified electric convulsive therapy (MECT), the
patients in the propofol group group were treated with 2 mg/kg propofol intravenous injection and modified electric convulsive therapy
(MECT), and the patients in the combination group were treated with 0.15 mg/kg etomidate and 1 mg/kg propofol and modified electric
convulsive therapy (MECT). Then the heart rate and blood pressure of patients at five minutes and ten minutes after the treatment were
detected and compared. Results: Compared with before induction of anesthesia, the HR, SBP and DBP decreased in the three groups after
anesthesia induction, and the HR, SBP and DBP increased in the electrical stimulation immediately time (P<0.05); Compared with elec-
trical stimulation time, the HR DBP and SBP decreased after electrical stimulation for 5 mins (P<0.05); Compared with propofol group
and etomidate group, the HR, HR and SBP in the combination group were lower after induction of anesthesia, and the DBP was lower in
electrical stimulation time (P<0.05); The incidence of adverse reactions in the combination group was lower than those of the propofol
group and the etomidate group (P<0.05). Conclusion: The safety of etomidate combined with propofol in senile patients with mental dis-
orders electroconvulsive therapy was higher compared with etomidate or propofol alone.
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Table 1 Comparison of the HR, SBP and DBP levels at different time points between three groups(xt s)

Groups Time point HR(times/min) SBP(mmHg) DBP(mmHg)
Before Anesthesia induction 81.34+ 11.62 115.72+ 16.53 74.72% 10.67
After Anesthesia induction 71.19+ 10.18* 9431+ 13.47* 66.48+ 9.49*

Propofol group ) ) ) )
Immediate electrical stimulation
(n=32)
Electrical stimulation 5 min
Electrical stimulation 10 min
Before Anesthesia induction
After Anesthesia induction
Etomidate group . ) ) )
Immediate electrical stimulation
(n=32)

Electrical stimulation 5 min
Electrical stimulation 10 min
Before Anesthesia induction

After Anesthesia induction
Combinationl group

(n=32)

Immediate electrical stimulation
Electrical stimulation 5 min

Electrical stimulation 10 min

11437+ 16.33*
97.21% 13.88%*
8251+ 11.78
80.13+ 11.44
72.03%+ 10.19*
116.22+ 16.60*
95.83+ 13.69*
80.83+ 11.54
82.11+ 11.73
81.96% 11.70%
105.61% 15.08**
96.30% 13.75%
83.05+ 11.86

149.64+ 21.37*
126.61+ 18.08*
116.02+ 16.57
113.77+ 16.25
92.99+ 13.28*
147.81% 21.11*
12422+ 17.74*
118.10+ 16.87
117.11% 16.73
106.97+ 15.28
138.21+ 19.74%*
123.05+ 17.57*
118.45+ 17.92

96.07+ 13.72%*
75.01+ 10.71%*
73.93+ 10.56
72.94+ 10.42
68.13+ 9.87*
98.10+ 14.01*
77.21%+ 11.03
73.21+ 10.45
75.11+ 10.73
67.43%+ 9.63*
90.79+ 12.97**
76.42+ 1091
74.95+ 10.70

Note: compared with before treatment, *P<C0.05; compared with the combination group, “P<<0.05.
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Table 2 Comparison of the incidence of adverse reactions between three groups[n(%)]

Nausea and Rate of adverse
Groups Case . myoclonus Injection pain Incontinence )
vomiting reactions
Propofol group 32 0(0,0) 0(0,0) 3(9,3) 0(0,0) 3(9,3)
Etomidate group 32 4(12,5) 3(9,3) 0(0,0) 133,1) 8(25)*
Combination group 32 13.,1) 0(0,0) 0(0,0) 0(0,0) 1(3,1)

Note: Compared with the combination group, P<<0.05.
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