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ABSTRACT

It has long since been recognized that the use of certain psychotropic drugs such
as neuroleptics, antipsychotics, antidepressants and anxiolytics, is associated with a risk of
cardiac arrhythmias and sudden death. In addition, antiepileptics and drugs used for
kinetic disorders can also have cardiotoxic effects on some patients (pimozide for example).

Sudden cardiac death is generally defined as an unexplained cardiac arrest, which
usually occurs as a result of a cardiac arrhythmia, which can occur within an hour of
the symptoms’ onset
Key words: antipsychotic drugs, cardiovascular accident, tachyarrhythmias, arrhythmia,
antipsychotics.

INTRODUTION

We should pay particular attention to the patient’s comorbidities, especially
to the ischemic heart disease and to hypertension, in patients receiving agents
with multiple targets; these comorbidities need to be carefully monitored and
controlled before and during the treatment (Haddad et al 2004, Wallace et al
2001, Ghadirian et al 1982, Wirshing et al 2002, Alviret, 1993, Hold et al
1999).

The identification of the uncertainty zones, associated with the diversity of
the patients from the clinical trials also merits special attention,as well as the
perspectives’ limitation regarding the long-term survival data and the
therapeutic and monitoring strategies (Holmberg et al 2002, Huie et al 1994,
Hurly et al 1984, Ishak et al 1984, Johansson et al 2000).
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The use of multiple target agents — conversion inhibitors for example—
induces a cardiac dysfunction that remits itself, in time (Johnson et al 1972,
Jorge-Riviera et al 2000, Markuja et al 2007).

Patients who recover from coma often have hallucinations, delusions,
disordered movements of the extremities and dysarthria. EKG is sometimes
suggestive appearance (Mark et al 2005, Martikainen et al 1986).

Sinus tachycardia is usually present. In severe cases, increase the PR interval
and QRS duration (Martinez et al 2002).

In patients with severe poisoning and bradycardia ventricular arrhythmias
occur, especially in those with hypoxia. Death occurs by cardiorespiratory
depression and severe acidosis (Soares et al 2003, Tammenman et al 2002).
Treatment consists in freeing the airways, providing ventilation and
supportive therapy. Supervision and continuous observation is necessary
because the condition can quickly worsen (Kleinberg et al 2007).

MATERIALS AND METHODS

We examined 40 patients with psychiatric issues,two group selected,
clinically suspected of having coronary disease, that were scheduled for
coronary angiographies in the interventional cardiology department of
Oradea’s Clinical County Hospital.

They were monitored for 24 months, during which several suicide attempts
were registered. All patients that were analyzed in the studio had their weight
and height measured, as well as their body mass index (BMI), systolic and
diastolic blood pressure, heart rate and they also had electrocardiographies
performed on them.

Lab analyses were performed, which determined the levels of the total
cholesterol, triglycerides (TG), high density lipoproteins (HDL), low density
lipoproteins (LDL), wuric acid (UA) and glycosylated hemoglobin
(hemoglobinAlc). All study patients had their GIM, carotid-femoral PWV
and ABI measured.

Univariate analysis was used to describe the variables using frequency tables
and simple percentage values for discrete variables and average (minimum-
maximum), and graphical representation by plotting histograms and box type
plotters for continuous variables. Bivariate analysis was used for discrete
variables using contingency tables and chi square test. Student test (t test),
with or without the Mann-Whitney test were used for continuous variables.

RESULTS AND DISCUSSIONS

The treatment of the cardiac dysfunction induced by them justifies the
aggressive intervention with the standard utilized methods in the treatment of
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other types of HF; the observation period of asymptomatic patients can
include the evaluation of the systolic function, 6 months after the beginning
of the treatment, annually thereafter, and then every 1-2 years, for life. Any
CV events occurring during the observation period justify a stricter
monitoring.

Table 1 The cardiotoxicity induced the psychotropic medication

Asymptomatic
The medication study decrease in LVEF (=5 %Severe CHEF /death
event
40%)
quetiapine vs.- ﬂuoxetlne1 2.5%-7.8% 1.2%-0.15%
Quetiapine+trazodone-
VS- 15,3%-11,1% 0,45%-3,21%
quetiapine+fluoxetine
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Fig. I The average age of patients in the 2 groups
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Fig. 2. The average age of female and male patients in the 2 groups
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Fig. 3. Reason for hospitalization of patients in the 2 groups

The figure above shows the frequency of administration of
psychotropic drugs and antiarrhythmic drugs used by the population sample.

The use of isolated or in the form of drug combinations. None of the
patients in the study did not use digitalis.
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CONCLUSIONS

Seven deaths were recorded as a result of self-medication with overdoses of
tricyclic antidepressant drugs. Death occurred due to the cardiac
electromechanical dissociation, as a result of overdosing on trimipramines or
amitriptyline; the overdose was confirmed by the toxicological analysis,
during the Tricyclic antidepressants treatment determine insulin resistance
and increase the plasmatic lipid levels, irrespective of the effect on the
body weight. At the same time, the treatment with antidepressants such as
amitriptyline or doxepin significantly determines the increase of the body
weight and this effect is mainly responsible for the non- compliance to the
treatment.
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