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Case report

AN ADULT PATIENT WITH AORTIC COARCTATION REPAIR, A COMPLEX MEDICAL

ENIGMA AND CHALLENGE: CASE REPORT

BO3PACEH HALMEHT CO OIIEPUPAHA AOPTHA KOAPKTALMJA, KOMIIVIEKCHA
MEJUIIHUHCKA EHUI'MA U IPEAN3BUK, IPUKA3 HA CIIYYAJ
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Abstract

Introduction. Aortic coarctation (CoA) is considered
not only a circumscript narrowing of the aorta, but a
part of a generalized vascular disease. Complications
include early CAD, heart failure, CVI, Ao aneurism/
dissection and early death (in the III-IV decade).

Case report. A 42-year-old woman, who has under-
gone surgical correction of the coarctation at the age
of 20 months, complains of fatigue, vertigo, instabili-
ty, intermittent claudication, frequent chest pains asso-
ciated with BP above 130/80mmHg, tachycardia, extra-
systoles, and headaches. She also complains of memo-
ry loss and inability to concentrate when her BP is lo-
wered. Physical examination revealed a systolic
murmur 2/6 (heard between the scapulas), left arm BP:
90/70mmHg, right arm BP: 130/80 mmHg. ECG: sinus
rhythm, HR 85/bpm, QS form in V2-V5. CT angiogra-
phy and heart ultrasound revealed restenosis with the
narrowest part of the thoracic aorta being 10x12mm,
with max gradient of 33mmHg and a mean gradient
18,3mmHg. Medical history notable for hypertension,
hyperlipidemia, paroxysmal supraventricular tachycar-
dia (HR of 180/min); SVES; paroxysmal atrial fibrilo-
flutter (rapid ventricular conduction, HR of 180/min),
generalized atherosclerosis, angina pectoris (positive
treadmill test), circulatory insufficiency of the left
upper extremity and bilateral lower extremities (ABI
right 0,75; ABI left 0,90), hypoplastic left vertebral
artery with grade IV Steal Sy, TIA with dysarthria and
patent foramen ovale showed by TEE. Coronarograp-
hy revealed no significant stenosis of the coronary and
carotid arteries, the left subclavian artery and left ver-
tebral artery 100% occluded. The patient is not a can-
didate for cardiovascular surgery or a vascular interven-
tion due to the high probability of complications. Me-
dications: Propafenone 300 mg t.i.d, Rivaroxaban 20
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mg once a day, Rosuvastatin 20 mg once a day,
Cilostazol 100 mg b.i.d.

Conclusion. Our aim was to highlight the complexity
of this entity-coarctation of aorta, with it’s variety of
presentation in the clinical setings, especially in the
postoperative course that significantly decrease patient’s
quality of life. This represents challenge on medical
tretman in adult patient with operated aortic coarctation.
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Ancrpakr

Bosen. Aoptaara koapkranuja (CoA) ce cmeTa aeka
HE € CaMo IUPKYJapHO CTECHyBame Ha aopTa, TyKYy €
JIeNT OJ] TeHEepaJIM3UPaHO BacKyJIapHO 3a0oiyBarbe. Kom-
IUIMKalMuTe BKIydyBaaT paHa KADB, cpuesa crmabocr,
1IBU, Ao aHeBpu3Ma/IUCEKIMja U MpepaHa cMpT (BO
II-1V nekana).

IIpuka3 Ha cay4aj. 42 roquilHa >K€Ha, KOja MMaia
XUPYpIIKa KOPEKIMja Ha a0pTHA KOapKTalrja Ha BO3-
pact ox 20 mecenu, ce KaJld Ha 3aMOp, BPTOTJIABHIIA,
HECTaOMIIHOCT, MHTEPMUTCHTHA KJIayJUKallnja, YeCTH
rpajgau 00s1ku rpu KpBeH nputrcok (KIT) max 130/80
mmHg, Taxukapauja,eKCTPacUCTONM W TJIAaBOOOJIKH.
Taa, ucto Taka, ce xainu Ha TyOeme MeMopuja 1 Hec-
MocoOHOCT Jla ce KoHIeHTpupa, kora KII e HamarneH.
OU3UKATHAOT TIperie]] OTKPHBAa CUCTOJNICH Iym 2/6
(naTepckanynapHo), KII Ha neBa paka: 90/70 mmHg,
necHa paka: 130/80 mmHg. EKI': cunyc puram, CO
85/muH, QShopma Bo V2-V5. KT anruorpaduja u cpries
VATpa3ByK OTKPHUBAaT PECTEHO3a Ha HAjTECHUOT AN
Ha TopakaiHa aopta 10x12 mm, co MakcumaleH rpa-
nueHt 33mmHg u cpeaen rpaguent 18,3 mmHg. Me-
IUIMHCKATa HCTOpHja YKaKyBa Ha IOCTOCHE XHIIEp-
TEH3Hja, XUIEPIUNUICMHUja, MapOKCHU3MallHA CYIpa-
BEHTpHKYIapHa Taxukapamja (co CD ox 180/mun); mpen-
KOMOPHH TIPSIBPEMEHH yIapH; MapoOKCU3MaJCH IIPeT-
KOMOpeH Guopuio-hiaatep (co 6p30 KOMOPHO CIIPOBETY-
Bambe, co CO ox 180/MuH), TeHepaIu3upaHa aTepo-
CKJIepO3a, aHTMHa TeKkTopuc (ro3utuBeH treadmill test),
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LUPKYJIaTOpHA WHCY(QUIMCHIIMja Ha JIEBHOT TOpPEH
EKCTPEMHTET U JiBaTa JIONHU ekctpemutera (ABU necHo
0,75; ABU meBo 0,90), xumoriacTu4Ha JieBa BepTeO-
panHa aprepuja co creneH [V Steal Sy neso, TUA co
qu3apTpuja M oTBopeH foramen ovale mpukakaH Ha
TEE. Koponaporpadwujara oTKkpuBa JieKa HeMa CHTHU-
(UKAHTHU CTCHO3W Ha KOPOHAPHHUTE ¥ KAPOTHIHH
apTepuH, Kako W JeKa JieBaTa apTepHuja CyIKJIaBHja
neBarta BepreOpanHa aprepuja ce 100% oxiryaupaHw.
[lanmenTkara HEe € KaHAWAT 32 KapIHOBACKylapHA
XUpYypTHja WK 3a BaCKyJapHa WHTEPBEHIUja, 3apaju
rojeMa MOKHOCT 332 KOMIUTUKAITHH.

Tepanuja. Ton. Propafenone 300 mg nBanatu 1HEB-
HO, TOn. Rivaroxaban 20 mg emnam aHeBHO, TOJI.
Rosuvastatin 20 mg ennamr gHeBHO, TOxa. Cilostazol
100 mg nBanaTy JHEBHO.

3akaydok. Hama nen Oemie 1a ce MOTEHIMpPa KOM-
JICKCHOCTA Ha KIMHUYKHATE HAOIM BO ITOCTOIICPATHB-
HHUOT TEK HAa a0pTHA KOAPKTaIWja, KOW 3HAYajHO TO Ha-
MaJTyBaaT KBATUTETOT Ha )KUBOTOT HA MAUEHTOT. Toa,
BOEIHO, TPETCTaByBa MPEAN3BUK BO JIEKYBAWHETO HA
omeprpaHa KoapKTallyja Ha aopTa Kaj BO3paceH IalueHT.

Koy4ynu 360poBu: aopTHa pexoapKTaiuja, BO3paceH
MAIMCHT.

Introduction

According to Guidelines for the management of
GUCH (2010) [1], aortic coarcation (CoA) is considered
as part of a generalized arteriopathy, and not only as a
circumscript narrowing of the aorta. Coarctation is the
third most prevalent form of congenital heart disease
[2,3]. CoA accounts for 5-8% of all congenital heart
defects. The prevalence of isolated forms is about 3
per 10000 live births. There is a morphological spec-
trum of abnormalities, ranging from a discrete stenosis
distal to the left subclavian artery to a hypoplastic
aortic arch and isthmus, or long tubular stenosis of the
descending thoracic aorta.

Coarctation can be considered a primary (native) phe-
nomenon, or a recurrent event, secondary to previous
repair. Although there are many parallels in the mana-
gement of native and recurrent coarctation, the patho-
physiological processes responsible for secondary co-
arctation are different, and this may affect the app-
roach and outcomes of management. Furthermore, the
outcome data following repair suggest that coarctation
is far from cured in a significant proportion of cases.
Restenosis is a potential consequence of any type of
repair, and late hypertension is relatively common, even
in the absence of residual or recurrent coarctation.

We can find (re)coarctation across the very wide age
range and in variety of presentation, that is why our goal
was to show a case report with operated aortic coarcta-
tion, but with very limited quality of live.

Case report

The patient is a 42-year-old female, who has undergo-
ne a surgical repair of the CoA at the age of 20 months
in Ljubljana (1976) (sec.Clagett). She has a BSA of
1,9m” and hyperlipidemia. In the last two years, more
notably in the last year, she complains of fatigue, ver-
tigo, instability, difficulty with walking and prolonged
standing, intermittent claudication at 200 m and num-
bness in the bilateral lower extremities.

She has frequent chest pains associated with BP above
130/80 mmHg, dyspnea, tachycardia, extrasystoles,
headaches and left ocular palsy. She also complains of
memory loss and inability to concentrate when her BP is
lowered with a subjective feeling of drowsiness and nausea,
which interfere greatly with her day to day activities.

She had her first hypertensive episode during her first
pregnancy 17 years ago, with a BP of 180/120mmHg.
She was hospitalized due to preeclampsia, associated
with proteinuria and leg edema. She was prescribed
antihypertensive medicine. The kidney ultrasound sho-
wed no abnormalities. The BP Holter showed poorly
regulated hypertension with maximal values of 185/125
mmHg and an average BP of 150/95mg. In 01/2016
she suffered a transient ischemic attack with dysarthria
and a BP of 170/105 mmHg. She was prescribed amlo-
dipine, nebivolol and enalapril, but she states that she
felt unwell with the medications.

Physical examination revealed a systolic murmur 2/6
(heard between the scapulas), left arm BP: 90/70 mmHg,
right arm BP: 130/80 mmHg. Systolic BP left leg (a.
tibialis post.) 85 mmHg, systolic BP right leg (a. tibialis
post.) 90 mmHg. ECG: sinus rthythm, HR 85/bpm, QS
form in V2-V5, with low-voltage R waves in all stan-
dard and precordial leads.

Fig. 1. ECG of the patient with operated aortic coarctation.

The rhythm holter showed frequent episodes of PSVT
with a HR of 180/min; frequent SVES, singles, in pairs
or often in continuous runs; paroxysmal atrial fibrilo-
flutter with rapid ventricular conduction, HR of 180/min.
The exercise test was highly indicative of CAD, with
a short duration of just 3 mins, only 30% of the car-
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diovascular capacity was reached, with a horizontal ST
depression in the inferior leads, maximal HR of 166/
min, BP did not rise accordingly.

The heart ultrasound showed normal global systolic
left ventricular function, with hypokinesis of the apical
and basal segment of the inferior wall. The GLS was -
14,8%. The left atrium was enlarged. There was scle-
rosis of the aortic valve with fusion of the right coro-
nary cusp and the noncoronary cusp, pointing to a
functional bicuspid valve. There was mild aortic and
mitral regurgitation noted. The narrowest part of the
thoracic Ao was 11-12mm. The flow speed was in-
creased, with a maximal gradient of 33,7mmHg and a
mean gradient of 18,3mmg, with a high likelihood of
restenosis. The IAS was thinner at the level of fossa ovalis.
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CT angiography revealed that the Ao descendens is
narrower (15-16 mm) and tortuous distal to the origin
of the left CCA, with restenosis on the narrowest part
of the thoracic aorta-10x12 mm and a dilatation dis-
tally to the narrowing-22 mm. The ascendant aorta is

30 mm, and the arch 20 mm, both with borderline di-
mensions, hypoplastic. The left subclavian artery cannot
be visualized from the standard points of view, but can be
seen from the level of the left vertebral artery, appearing
grossly hypoplastic and fragile, with retrograde filling
from the left ECA. The left vertebral artery is also hy-
poplastic and fragile, with a diameter of 1mm. A pro-
minent right vertebral artery with a diameter of 4mm.

Fig. 4. CT angiography of aorta: Ascendant aorta 30mm, aortic
arch 20mm, both hypoplastic

Ao descendens narrower (15-16 mm) distal to the origin of the
left CCA, restenosis on the narrowest part of the thoracic aorta-
10x12 mm, dilatation distally to the narrowing -22 mm. Left
arteria subclavia missing.
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Fig. 5. Normal values of the aorta

Carotid Doppler: shows a hypoplastic and fragile left
vertebral artery, with a diameter of 1mm, grade IV
steal phenomena is noted. The right vertebral artery is
dominant, with a diameter of 4mm with anterograde
filling, tortuous. Mild atherosclerotic lesions on both
carotid arteries. CCA with a thickened IMT.
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Doppler of the upper and lower extremities:
circulatory insufficiency of the left upper extremity
(abnormal signals of the left brachial artery) and
bilateral lower extremities (ABI right 0,69; ABI left
0,90), supporting the intermittent claudication.

CT of the peripheral blood vessels: showed very
fragile arteries of the bilateral lower extremities.
Transesophageal echocardiography: revealed patent
foramen ovale.

Coronarography: No significant stenosis of the coro-
nary and carotid arteries. The left subclavian artery and
left vertebral artery are 100% occluded.The patient is
not a candidate for cardiovascular surgery or a vascular
intervention due to the high probability of complications.
Neurological examination: Vertigo, with abnormal
conduction through the peripheral auditory pathways
and a positive Romberg test.

The orthopedic surgeon concluded that the difficulty
standing and walking are not of spondylogenic or neuro-
genic origin.

In the course of the treatment, due to hypermenorrhea,
we discontinued the baby aspirin. Since the diagnosis
of AFF episodes, we put the patient on Rivaroxaban 20
mg once a day. The patient was also prescribed Propa-
fenone 300 mg t.i.d. for rhythm control (the patient has
stated that she feels unwell when on B-blockers). Addi-
tionally, she was prescribed Rosuvastatin 20mg once a
day and Cilostazol 100 mg b.i.d. She was recommend-
ded regular follow ups for management of the hyper-
tension and other CV risk factors, reassessing of the aortic
restenosis and monitoring for the complications such
as aortic dilatation and dissection and early onset of CAD.

Discusion

CoA is typically located at the insertion site of the ductus
arteriosus, but it often varies. The most important no-
tion is, if the ductus arterious is opened or closed, and
it’s location-proximally or distally of the coarctation.
With preductal coarctation, the narrowing is proximal
to the ductus arteriosus, it typically presents in infancy
(infantile form) and if severe, usually presents in the
first three weeks of life. In ductal coarctation the na-
rrowing occurs at the insertion of the ductus arteriosus
and usually appears when the ductus arteriosus closes.
In postductal coarctation (adult form) the narrowing is
distal to the insertion of the ductus arteriosus. This
latter form is most common in adults and may be diag-
nosed incidentally for the presence of a cardiac murmur,
hypertension, headache and lower limb muscle weakness.

In most cases, the coarctation is located distal to the
origin of the left subclavian artery, thus the patients
experience the typical symptoms with high BP in the
upper limbs and low BP in the lower limbs. In certain
instances, the coarctation may involve the left subcla-
vian artery or lie proximal to it. This rare occurrence
of a presubclavian coarctation was first described by

Theron Clagett (1957), and the surgical protocol for
the repair of this type of coarctation, is named after
him. In his research paper, out of the 223 patients he
included with surgical repair of coarctation at the
Mayo Clinic, only six had presubclavian coarctation
[4]. In these 6 patients it was surgically warranted that
the left subclavian artery was removed along with the
ligamentum arteriosum and the coarctation. With the
exception of only one patient who had a patent ductus
arteriosus and a right-left shunt and expired shortly
after surgery, the other 5 patients had a good outcome
from the surgery. Due to the presubclavian localization
of the coarctation, our patient underwent the same
surgery at the age of 20 months.

Aortic coarctation is part of a complex vascular di-
sease. ‘Cystic medial necrosis’ (medial degeneration) with
early elastic fibre fragmentation and fibrosis was found
in the ascending and descending aorta, resulting in an
increased stiffness of the aorta and carotid arteries
[5,6]. CoA associated functional anomalies, include lo-
wered baroreceptor activity, reduced arterial reactivity
and compliance, and increased arterial stiffness in the
vasculature. It is likely that these changes contribute to
the pathophysiology of hypertension [7].

Seifert BL. and al. rated the stiffness index of the pro-
ximal descending aorta (precoarctation) and its relation
to Doppler-derived pressure gradients obtained by con-
tinuous wave Doppler, and invasive catheter pressure
gradients. They found that increasing the stiffness of
the precoarctation segment also increased the degree
of acceleration of flow velocity toward the coarctation,
so the pressures and gradients in this segment increased
also. Continuous wave Doppler instantaneous pressure
gradients overestimated the catheter instantaneous pre-
ssure gradients [8].

DeGroff CG. and al. show that the degree of antegrade
diastolic flow (diastolic runoff) noted on spectral Doppler
tracings is dependent on lesion severity, saying that the
presence of this spectral Doppler pattern is as much
related to the severity of coarctation as it is with chan-
ges in aortic compliance. They developed three com-
putational numeric models of coarctation with high,
low, and no wall compliance. Flow simulations run
representing high and low flow states. In both the low
and high-flow states, the degree of diastolic runoff
increased with increasing vessel compliance. Increased
aortic compliance brings greater dilatation of the pre-
coarctation aorta in systole, resulting in a persistence
of stored upstream energy. This stored energy, re-
leased downstream in diastole, as the precoarctation
aortic walls contract, leads to increased degrees of di-
astolic runoff [9].

CoA hemodinamicaly contributes to significant after
load on the LV, manifested by increased wall stress,
compensatory left ventricular hypertrophy, the develop-
ment of arterial collaterals and finaly LV dysfunction.
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Clinical features include upper body systolic hyperten-
sion, lower body hypotension, a blood pressure gradient
between upper and lower extremities (>20 mmHg indica-
tes significant CoA), radio femoral pulse delay. Car-
diac catheterization with manometry (a peak-to-peak
gradient >20 mmHg indicates a haemodynamically
significant CoA in the absence of well-developed
collaterals), and angiocardiography is still the gold
standard for CoA evaluation at many centres before
and after operative or interventional treatment.
Whereas blood pressure usually normalizes for a time
after successful repair, one third of CoA patients
develop hypertension (HTN) by adolescence and 90%
by middle age. The pathogenesis of the later onset
HTN remains poorly understood. Possible explanation
may lie with the mechanical obstruction caused by the
restenosis, the structural changes in the walls of the
central and peripheral blood vessels, the lowered baro-
receptor activity, abnormal function of the RAA sys-
tem, higher catecholamine levels, essential hypertension,
hypoplasia of the aortic arch and the occurrence of HTN
during physical activity. The likelihood of HTN is hig-
her if the patient was older and had HTN prior to surgery.
According to Guidelines beta-adrenergic receptor
blockers have been established for HTN terapy in CoA
preoperatively and postoperatively. If no residual arch
obstruction exists, ACE inhibitors or angiotensin II
antagonists may be added if hypertension persists
despite beta-blocker therapy.

What concerns of treatment, aortic coarctation can be
repaired surgically or percutaneously (catheter inter-
ventional treatment). The decision should be made
according to the anatomy and location of the coarc-
tation, age of the patient, presence of other cardiac
lesions, and other anatomic determinants (extensive
collaterals or aortic calcification). In native CoA with
appropriate anatomy, stenting has become the treat-
ment of first choice in adults in many centres. For
adults with recurring or residual CoA, angioplasty
with or without stent implantation has been shown to
be effective in experienced hands if anatomy is
appropriate. The operative techniques are still used
and are necesery in many situations. Re-CoA repair in
adults can be complicated, and ascending-to-descen-
ding aorta conduits may be preferable in cases of di-
fficult anatomy. Although the surgical risk in simple
CoA may currently be <1%, it increases significantly
beyond the age of 30-40 years. Associated problems
that may require intervention have to be considered:
aneurysm of the ascending aorta with a diameter >50
mm [>27.5 mm/m2 body surface area] or rapid prog-
ression; aneurysm at the previous CoA site; aneurysms
of the circle of Willis or associated significant aortic
valve stenosis or regurgitation [1]. Acording to the
Guidelines [1] indications for intervention in coarcta-
tion of the aorta as class I C is: All patients with a non-
invasive pressure difference >20 mmHg between

upper and lower limbs, regardless of symptoms but
with upper limb hypertension (>140/90 mmHg in
adults), pathological blood pressure response during
exercise, or significant LVH should have intervention.

Vimalarani A. and al (2018) reported an 56 year old
adult patient, with surgically corrected coarctation with
Dacron tube graft (16 mm x 20 mm) at 21 years of age.
He was admitted for angina pectoris, hypertension, and
exertional dyspnea, so coronary angiogram revealed left
anterior descending artery and diagonal disease, which
were stented. Because of the severe stenosis at the
proximal and distal anastomosis of the Dacron tube
graft, they deployed covered stent inside the Dacron
graft. The use of covered stents has expanded for
native and recurrent CoA, because they can prevent or
deal with the complications of aneurysm formation
and stent fractures, or tortuous lesions [10]

Despite apparently successful repair of the obstruction,
however, individuals with a history of CoA demon-
strate excess morbidity and premature mortality (in the
II-IV decade) associated with hypertension (HTN),
cerebrovascular accident, coronary arterydisease, heart
failure and aortic dissection/rupture. These adverse
outcomes are independent of the severity of the ori-
ginal obstruction, type of treatment or restenosis.
Presbitero et al., showed that patients with repaired
coarctations still died, on average, at a much earlier
age than the general population [11]. Since then,
researchers have been trying to examine the cause of
this excess mortality. Multiple studies have shown the
main cause of death in patients with corrected CoA is
coronary artery disease (CAD) [12,13] saying that
CoA is associated with accelerated or premature CAD
despite repair.

Roifman et al. (14) identified 756 individuals diagno-
sed with CoA and 6471 with ventriculoseptal defect
(1983-2005). They compared the rate of cardiovascu-
lar diagnoses in age-matched CoA and ventriculosep-
tal defect cohorts (median age 30 years). The CoA
group had significantly greater rates of HTN (45% vs
16%), CHF (15% vs 7%), peripheral vascular disease
(13 vs. 2.7%), and stroke (5.5% vs 2.6%; P<0.0001 for
all) and hyperlipidemia (4.0 vs. 2.4%, p=0.01). CoA
patients also had higher CAD (4.9% vs3.5%), but this
was not statistically significant after adjusting for the
greater prevalence of CAD risk factors: HTN, hyperli-
pidemia, and male sex in the CoA group. The authors
conclude that CoA is not an independent risk factor for
CAD. We also saw that prevalence of cardiovascular
comorbidities remains so high in CoA patients. So it is
emphasized the need for treatment of cardiovascular
risk factors such as HTN and dyslipidemia in CoA
patients to prevent the late complications, but is not
entirely clear that standard risk factor treatment is
effective in reducing the occurrence of CAD and stro-
ke in CoA. The 4.9% prevalence of CAD in this analysis
(2005) is very similar to historical observations of
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5.1%, reviewed by Verheugt et al. [14] The 5.5% pre-
valence of cerebrovascular disease in this study is
actually greater than earlier estimates [15]. So we can't
conclude that conventional treatment prevents coronary
and cerebrovascular disease in CoA patients.
Dendramis G. and al describe a case of a 63-year-old
man, admitted for acute coronary syndrome. During
the cardiac catheterization with right femoral artery
access and aortography they accidentally found signi-
ficant coarctation at the level of the thoracic aorta.
With a transradial right approach they treated the cul-
prit lesion critical stenosis (80%) of the proximal left
anterior descending artery and subocclusion of the
distal circumflex artery. He pointed that it is possible
that CoA can go unnoticed for many years and can be
diagnosed accidentally after the onset of its compli-
cations [16].

The incidence of CAD in CoA patients, makes a
relation to postulated vascular reactivity abnormalities
in CoA. Several studies have shown that CoA patients
may have higher rates of persistent endothelial dysfun-
ction, increased levels of pro-inflammatory cytokines
and vascular stiffness and these intrinsic vascular ab-
normalities may persist even after repair, so they can
potentially predispose to the development of CAD re-
gardless of repair.

Raneem F. and al (2018), reported of total transcathe-
ter approach including stenting of severe coarctation
of the aorta (CoA) located 16 mm distal to LSA,
transcatheter aortic valve replacement (TAVR) for
severe aortic bicuspid valve stenosis, and percutaneous
coronary intervention (PCI) to treat significant coronary
artery disease (significant proximal left anterior des-
cending (LAD) stenosis) in a high risk elderly patient.
They report a 70-year-old female, with significant co-
morbidities: uncontrolled hypertension and acute de-
compensated heart failure on admission, type 2 diabe-
tes mellitus, chronic obstructive pulmonary disease,
and severe calcifications of the ascending aorta. The
procedures were successfully performed and the pa-
tient was asymptomatic at follow-up [17].

In the recent years there is a progress in elucidating the
genetic origins of CoA and related cardiovascular deseases
as a key to identifying individuals at risk for complications.
There are findings that the combination of CoA and
bicuspid aortic valve (BAV) ocured in male sex more
frequently. Girls and women with a single X chromo-
some (Turner syndrome) demonstrate prevalence of
hypoplastic left heart estimated at 10%, aortic coarcta-
tion at 12%, and BAV at 30% [18].

Tagariello A. and al reported mutations in the Y-chro-
mosome allele of transducin B-like protein 1 (TBL1Y)
in 2/83 study subjects with CoA [19]. This gene is
located in a Yp region and variation in this locus
correlates with atherogenic lipid profiles in men [20].
Roifman et al report in his study a significantly higher
prevalence of hyperlipidemia in CoA versus ventricu-

loseptal defect patients. These recent developments
indicate that further studies focused on the sex chro-
mosome short arms, could be productive in illumi-
nating the genetic male predisposition to both CoA
and CAD.

Conclusion

Our aim was to highlight the complexity of this entity
-coarctation of aorta, with its variety in clinical pre-
sentation, especially in the postoperative course. Even
with a good postoperative outcome, most patients’ still
have a decrease in the quality of life, making the
future medical treatment of these patients a significant
challenge.
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