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The levels of YKL-40 (also known as chitinase-
-3-like protein 1) are increased in various chronic'
and acute inflammatory conditions’ caused by lo-
cal inflammatory cells (mainly macrophages, neu-
trophils, endothelial, and vascular smooth muscle
cells). Inflammation is a key component of athero-
sclerosis, thus elevation of YKL-40 levels in sta-
ble atherosclerotic diseases such as coronary ar-
tery disease (CAD),? carotid artery disease," and
peripheral artery disease®® has been described.

In patients with CAD, several publications
have documented an association between YKL-
-40 levels and atherosclerotic lesion progression,’
the number of affected coronary arteries,® and
long-term mortality.®

In this issue of Polish Archives of Internal Medi-
cine, Sciborski et al® reported a study in patients
with acute coronary syndrome including ST-
-segment and non-ST-segment elevation myo-
cardial infarction and controls. YKL-40 levels were
elevated in myocardial infarction regardless of
ST-segment elevation. Furthermore, an associ-
ation with the SYNTAX score was seen. The cur-
rent publication extends the findings of a previ-
ous study by Akboga et al,'’ investigating YKL-
-40 and collateral development and its association
with the SYNTAX score in stable CAD.

Although both studies suggested an involve-
ment in acute and stable CAD, they both failed to
investigate the “hen and egg” question of wheth-
er YKL-40 is an innocent bystander or an active
threat in acute and chronic cardiac diseases.

So far, an association of YKL-40 with acute and
stable CAD, chronic heart failure,"""'* and chronic
atrial fibrillation'®'® has been reported. Howev-
er, during this very year, the highest YKL-40 lev-
els were observed also at acute decompensation
of heart failure (oral communication). To over-
come the knowledge barrier, studies in the acute
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setting would be needed to evaluate the degree of
acute decompensation (eg, during angiography)
and a possible pulmonary volume overload. A de-
layed echocardiography (>12 h) might not reflect
YKL-40 level elevation in acute decompensation.

As long as the causal role of YKL-40 in acute
and chronic cardiac disease is not elucidated and
proven, the pathophysiological considerations
whether YKL-40 is primarily involved in plaque
rupture or whether it is an additional relevant in-
flammatory biomarker in cardiac diseases per se
will remain unsolved.

DISCLAIMER The opinions expressed by the au-
thor are not necessarily those of the journal ed-
itors, Polish Society of Internal Medicine, or
publisher.
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