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To the Editor: 
I have read with interest the recent article “The effects of dex-

medetomidine on human internal mammary artery and saphenous 
vein grafts under hypothermia and normothermia” published in the 
Bratislava Medical Journal (1). Dexmedetomidine, a highly selec-
tive alpha-2 adrenoceptor agonist, has been widely used for seda-
tion, analgesia, and attenuation of hemodynamic response caused by 
stress (2). High doses of dexmedetomidine cause hypertension due 
to vasoconstriction mediated via the alpha-2 adrenoceptor stimula-
tion of vascular smooth muscle. The following criticisms should be 
considered to understand fully the fi ndings of this study. First, the 
magnitude of dexmedetomidine-induced contraction was expressed 
as a percentage of the magnitude of phenylephrine-induced con-
traction (1). However, using the contraction induced by potassium 
chloride (68 or 120 mM) as a reference is more appropriate, as po-
tassium chloride-induced vessel contraction mediated by activation 
of voltage-gated calcium channels can be used to validate vessel 
viability, and furthermore, dexmedetomidine-induced contraction 
is mediated by calcium infl ux via voltage-gated calcium channels 
in an isolated artery (3, 4). Second, at least four strips of either in-
ternal mammary artery or saphenous vein should be obtained from 
the same patient and be assigned to four groups: endothelium-intact 
and normothermia, endothelium-intact and hypothermia, endothe-
lium-denuded and normothermia, and endothelium-denuded and 
hypothermia. These groups would allow investigation of the effect 
of hypothermia on dexmedetomidine-induced contraction in an 
isolated vessel with or without endothelium, which is important 
because of interpatient variability of vasoreactivity to dexmedeto-
midine (3). Third, “# (p < 0.05) compared to other concentrations of 
dexmedetomidine” in the legend of Figures 3 should be changed to 
“# (p < 0.05) compared to control (no dexmedetomidine).” Fourth, 
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to analyze the effect of hypothermia and endothelial denudation on 
the contraction induced by dexmedetomidine in each vessel, it is 
more appropriate to perform statistical analysis using either two-
way repeated measure analysis of variance followed by Bonferroni’s 
comparison test or a linear mixed model. Fifth, contraction induced 
by dexmedetomidine is mediated by both alpha-2 adrenoceptors at 
low concentrations and by alpha-1 adrenoceptors at high concen-
trations (3, 5). Thus, the question of which type of adrenoceptor 
is mainly involved in hypothermia-induced change of contraction 
induced by dexmedetomidine could be investigated by examin-
ing the effect of prazosin, an alpha-1 adrenoceptor inhibitor, and 
yohimbine, an alpha-2 adrenoceptor inhibitor, on the contraction 
induced by dexmedetomidine under both normothermia and hypo-
thermia. Finally, the period of hypothermia used in this experiment 
should be described in the Methods section. I believe that this report 
contributes to the understanding of the impact of moderate hypo-
thermia and endothelial denudation on dexmedetomidine-induced 
contraction in the isolated internal mammary artery and saphenous 
vein, and has important implications for the use of these vessels for 
coronary artery bypass graft.  
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