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Editorial
To this day, many research efforts are still directed at exploring the possible role of life events 

on the onset of GD [1]. Early studies were uncontrolled and more recent authors have used 
unstandardized research instruments or inadequate epidemiological methods. In 1991, Winsa et al. 
[2] has reported a strict controlled study. Compared with 372 selected matched controls, 208 newly 
diagnosed GD patients claimed to have had more negative life events in the 12 months preceding 
the diagnosis, and negative life-event scores were also significantly higher. After this report, many 
control studies were reported. However, the role of stress on the onset of GD is still controversial as 
there are some contradictory reports. 

On the other hand, there are case reports in which emotional stress induced an exacerbation and 
relapse of hyperthyroidism. But, few systematic studies have been undertaken regarding the effect of 
stress on the prognosis of the disease. So we investigated the role of psychosocial factors including 
personality traits as well as stresses on the clinical course of GD by questionnaires [3]. Firstly, we 
found that in antithyroid drug (ATD) treated GD patients, depressive personality during treatment 
when patients were euthyroid reflects the effect of emotional stresses rather than thyrotoxicosis 
and that it related with aggravation of hyperthyroidism [4,5]. Secondly, we also found that ability 
of rational consideration and expressing feeling of ATD treated GD patients related with remission 
[6]. These findings suggest that pychosomatic therapeutic an approach including antipsychiatric 
drugs and/or psychotherapy appears to be useful for improving the prognosis of hyperthyroidism.   

There are very few reports on the relationship between stress and other thyroid diseases including 
Hashimoto's thyroiditis, Plummer' disease and benign thyroid nodule. Stress may influence immune 
system both directly and indirectly through the activation of the neural and endocrine systems. 
Further researches are needed to confirm the relationship between stress and thyroid diseases.
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