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LSG can lead to a significant improvement in 
surrogate markers of atherosclerotic vascular 
disease.9 In our opinion, their most relevant re‑
sult was the correlation between the increase 
of aortic propagation velocity (APV) and other 
markers of preclinical atherosclerosis, namely 
ankle‑brachial index and carotid intima‑media 
thickness. APV is an emerging and promising 
bedside tool for the prediction of CVD and it 
reflects the changes of arterial wall thickness 
and stiffness.10 This result gives further support 
to the hypothesis that large artery stiffening 
is involved in the pathophysiology of obesity-
related CVD.11

Another interesting observation is the as‑
sociation between the reduction of epicardi‑
al fat thickness and the reduction of APV. Vis‑
ceral fat is a key factor in several metabolic 
and cardiovascular disorders in severe obesity 
due to its high metabolic and endocrine activi‑
ty.12,13 Visceral fat designates the adipose tissue 
surrounding abdominal organs and the heart, 
the latter further divided in epicardial and 
pericardial fat. Both pericardial and epicar‑
dial fat thickness are associated with insulin 
resistance,14 and left ventricular hypertrophy 
and dysfunction,15 both in obese and normal

‑weight subjects.
In conclusion, this paper significantly con‑

tributes to a growing body of evidence that 
LSG for the treatment of obesity has several 
beneficial effects on body composition and car‑
diovascular physiology with a positive draw‑
back in terms of CVD related disability and 
mortality. Since the exact pathophysiologi‑
cal mechanisms underlying these effects are 
still poorly understood, works like the one of 
Kaya and Elkan are improving our knowledge 
about this topic.

Obesity is an established risk factor for a large 
variety of chronic disorders, leading to severe 
disability and early mortality.1 Among them, car‑
diovascular disease (CVD) has the heaviest im‑
pact on disability and mortality. The relationship 
between obesity and CVD is mediated by other 
major cardiovascular risk factors, such as hyper‑
tension, diabetes, dyslipidemia, and metabolic 
syndrome.2 However, the relationship between 
obesity and CVD goes beyond the effect of es‑
tablished cardiovascular risk factors. Indeed, se‑
vere obesity is associated with other atheroscle‑
rosis promoting factors, such as prothrombotic 
state, low‑grade chronic inflammation,3 micro‑
circulatory dysfunction,4 and obesity‑related 
myocardial dysfunction.5

Significant weight loss is the mainstay in 
the treatment of severe obesity in order to 
achieve a reduction in obesity‑related mor‑
bidity and mortality.1 Bariatric surgery tech‑
niques, and especially laparoscopic sleeve gas‑
trectomy (LSG), have been proven to achieve 
a significant weight loss, with associated re‑
duction of obesity‑related disability and mor‑
tality.6 Nonetheless, the benefits of bariatric 
surgery on cardio‑metabolic risk factors and 
markers of early cardiovascular damage seem 
to overcome the effects of weight loss only.7 It 
has been hypothesized that bariatric surgery 
could act on insulin‑resistance,7 microcircula‑
tory dysfunction,4 chronic low‑grade inflamma‑
tion, and adipokine profile8 in a weight loss–in‑
dependent manner.

Kaya and Elkan, in their article “The impact 
of weight loss after laparoscopic sleeve gas‑
trectomy on early markers of atherosclerotic 
vascular disease: a prospective study” in this 
issue of Kardiologia Polska (Kardiol Pol, Polish 
Heart Journal) went to further confirm that 
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