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Recent definitions of systemic arterial hypertension (AH) 
include metabolic changes and sustained hypertension, 
based on the association of AH with dyslipidemia, glucose 
intolerance and obesity.1 The mechanisms of this association 
are involved in the pathophysiology of AH and target-organ 
damage, including activation of the sympathetic nervous 
and the renin- angiotensin- aldosterone systems, endothelial 
dysfunction and inflammation.2 These metabolic changes, 
in addition to hypertension, constitute the so-called 
metabolic syndrome (MS), a clinical condition associated 
with higher risk for cardiovascular disease3 and chronic 
kidney disease.4 The study by Catharina et al.,5 published in 
this issue, add interesting data on the relationship between 
MS, repercussions of AH and resistant hypertension (RH).  
The study included hypertensive patients at different stages 
and evaluated various biomarkers, such as adipokines, as 
well as cardiovascular properties. The first notable finding 
was the high prevalence of MS in patients with AH in both 
RH and control groups, and the prevalence was slightly 
higher in the former. This result is in accordance with what 
has been observed in the clinical practice in the last years 
– a high prevalence of obesity and metabolic abnormalities 
associated with hypertension and its consequences.2 

This should be considered in therapeutic approaches 

of these patients, and changes in life style should be 
encouraged aiming at better controlling blood pressure 
and preventing related cardiovascular diseases.5 The study 
also reported an association of MS with early kidney injury 
(microalbuminuria), the leptin/adiponectin ratio (L/A) and 
RH. No association was found between MS and increased 
arterial stiffness or left ventricular hypertrophy. The authors 
draw attention to the early detection of renal injuries in 
MS, regardless of the hypertension stage, emphasizing 
the role of metabolic changes on the development of 
microalbuminuria in hypertensive patients,6 and the need 
for controlling these changes to prevent kidney injury 
prevention. On the other hand, the lack of differences in 
vascular and cardiac lesions according to the presence of MS 
suggests that blood pressure is the component of greatest 
impact on these target-organ lesions, and that an adequate 
blood pressure control is essential for their prevention, as 
previously described.7,8 As the authors pointed out, the 
main finding of the study was the association between the 
L/A ratio and MS in hypertensive patients, reinforcing the 
role of increased leptin and reduced adiponectines in the 
pathophysiology of MS, showing as a potential therapeutic 
target in these patients. Besides, the L/A ratio, as suggested 
by the authors, may be a key tool for the screening of 
patients at higher risk for MS and provide them with early 
intervention. This, in turn, would delay the development of 
renal lesions and increase the likelihood of better control 
of blood pressure. Nevertheless, further prospective, 
long-term studies involving a higher number of patients 
are needed, as the study by Catharina et al.5 shows the 
association of the L/A ratio and MS in hypertensive patients 
in a cross-sectional design only. In summary, metabolic 
changes and obesity negatively affect blood pressure control 
and its repercussions in hypertensive patients and should be 
the target of therapeutic interventions in these individuals.
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