
dilated heart failure. At the time, it was believed that chamber dilatation was 
due largely to slippage of myocytes past one another. Dr Gerdes believed 
it was more likely that an increase in myocyte length relative to width was 
responsible for the dilated, thin-walled failing ventricle. He was able to prove 
his theory using many relevant animal models of heart failure and later in 
humans while working with the heart transplant program in Tampa, FL. 

As his career progressed, it became increasingly evident that low thyroid 
hormone function may play a major role in progression of various pathological 
processes leading to heart failure. Indeed, he demonstrated that inducing 
chronic hypothyroidism alone in a normal rat can eventually lead to dilated 
heart failure. The observed key cellular changes included a maladaptive 
change in myocyte shape and alterations in small arterioles that led to 
microvascular impairment. His research has shown that serum thyroid 
hormone levels may underestimate the true incidence of low cardiac tissue 
hormones in heart disease. For the past decade, his work has focused on 
treatment of various animal models of heart failure with thyroid hormones. 
Dr. Gerdes has recently developed a safe treatment/monitoring protocol that 
can be readily translated to patients. Importantly, several clinical studies have 
shown a link between increased mortality and low thyroid function in heart 
failure.  
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