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We read the article “A left circumflex aorta with
a displaced thoracic duct in a 94-year-old male ca-
daver: a case report with discussion on embryology”
by Ostrowski et al. [7] with great interest. In fact this
article was selected for presentation in the weekly
journal club organized by Department of Anatomy at
All India Institute of Medical Sciences (AlIMS), New
Delhi, India. The meticulous dissection by authors
showing the anomalous left circumflex aorta (LCA)
and other associated structures was appreciated by
the faculty. The article is well written about an in-
teresting case report. The authors discussed their
findings in details; however, we wanted to add few
additional points. The authors hypothesized that the
concomitant presence of scoliosis although apparent-
ly seemed to displace the LCA to the right side, but it
is more prudent to consider it an anomaly during em-
bryogenesis, specifically regression of the left dorsal
aorta and its retro-oesophageal course. Agreeing with
the authors and erstwhile observations by Sanchez
Torres and Roldan Conesa [9], we also believe that the
LCA anomaly is inborn and related to embryological
deviation. It is not less than a miracle to witness such
an extremely rare anomaly in an individual who lived
94 years without obvious clinical symptoms and sur-
gical procedure, which raises a question here. It also
emphasizes the need of modified approach towards
the art of eliciting past medical history from the kin
at the time of body donation. The aorta is seen sig-
nificantly larger than average throughout its course,

which can be due to increase in external diameter or
aortic wall thickness with simultaneous reduction in
elastin density in the tunica media with advancing
age. Studies show that the number of elastic lamellae
and the physiological circumferential stress per unit
area of the circumferential lamellae remains always
constant [2]. Therefore some degree of age-related
ectasia is expected in the vessel, but significant dila-
tation without any compressive symptoms is difficult
to interpret. Probably histology of the same could
have revealed the state of degeneration of elastin
fibres, their fibrosis along with elastin fragmentation
in the tunica media as well as internal and external
elastic laminae [5]. Considering the triad of LCA,
scoliosis and aberrant right sided thoracic duct, we
want to draw attention to an important gene TBX1
(T-box DNA binding transcription factor) involved in
22911 micro deletion syndrome (also known as the
Di-George syndrome with multiple congenital defects)
and Goldenhar syndrome with pharyngeal arch artery
defects [4]. TBX1 has been shown to be crucial for
mesenteric lymphangiogenesis by regulating expres-
sion of vascular endothelial growth factor receptor 3
(VEGFR3) in endothelial cells [3]. An important obser-
vation was made that in TBX—null conditions, lymph
angiogenesis did occur but was highly disorganized,
which suggests that TBX7 is not merely crucial for
lymph angiogenesis but also important for its main-
tenance [3]. Thus, TBX1 is not essential for lymphang-
iogenesis per se; rather, it is required for the devel-
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opment of the lymphatic network. This could explain
the right sided thoracic duct. TBX7 is also reported to
be extensively expressed in the endothelium of blood
vessels [8, 10]. Evidences suggest that genetic variant
of TBX1 is linked with idiopathic scoliosis and optimal
expression of TBX1 is required during pharyngeal arch
artery development [1, 6]. Therefore a genetic study
investigating the expression TBX7 gene can be un-
dertaken in similar cases to elucidate the underlying
molecular embryonic regulatory mechanism. Also
an attempt to explore the lymphatic drainage of left
side could also have been done as the authors did
not find any lymphatic duct draining into left venous
angle (according to Ostrowski et al. [7] “No vessel
draining into the left venous angle was visualised
by macroscopic dissection.”). A proofreading error
which drew our attention is seen in the abstract
section where thoracic duct is mentioned to be drain-
ing into the right internal carotid vein (according to
Ostrowski et al. [7] “However, the thoracic duct was
placed on the right, and drained into the right internal
carotid vein.”) which might perplex readers. Such an
inadvertent error, although minor might confuse the
readers. We hope our concerns will be considered
and we will appreciate additional clarification in this
regard. We are eagerly waiting for author’s further
investigative report to solve the molecular mystery of
LCA embryogenesis.
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