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Figure 2. Percentage of patients with LDLc < 70 mg/dL before and after the
COLIPAR program. HC, health center; LDLc, low-density lipoprotein cholesterol;
Sp, specialty.
*P < .05.

physicians suffer from therapeutic inertia due to the lack of time
with the patients and lack of awareness of the importance of
satisfactory lipid control. These factors prevent them from
intensifying treatment to achieve treatment goals. An intervention
such as that described in this study, stressing the importance of
good control and presenting real data from our patients, has
proven useful for improving lipid control.
The main limitation of this study is the lack of information on
how long ago the clinical events occurred or on the history or
treatments of the patients included.
In summary, lipid control in very high-risk patients in a clinical
practice cohort was unsatisfactory, but cooperation with primary
care, with appropriate information and heightened awareness,
seems essential to improve control.

Acute Myocardial Infarction, Stroke and
Bilateral Carotid Vasospasm: A Rare Association
Infarto agudo de miocardio, ictus y vasoespasmo carotı´deo
bilateral: una rara asociación
To the Editor,
A 52-year-old woman was admitted with right ventricular,
inferior-posterior wall acute myocardial infarction, Killip class IV.
She had a history of active smoking, hypertension, chronic
obstructive pulmonary disease, HIV infection on treatment with
darunavir and ritonavir, and depressive syndrome treated
with citalopram.
She rang the emergency services at 1:15 AM with chest pain
that had started at 6:30 PM, and was found to have a blood
pressure of 61/30 mmHg, complete atrioventricular block at
20 bpm, narrow QRS interval and ST elevation in inferior and
right leads (5 mm), and reciprocal changes in V2-V3. At home, the
patient was started on an adrenaline intravenous infusion (0.08
mg/h) and was given aspirin 250 mg and unfractionated heparin
4200 IU, both intravenously, and clopidogrel 600 mg orally. She
was then transferred to the cardiac catheterization unit at 3:35 AM.
The adrenaline infusion was discontinued. A transfemoral pacing
catheter was deployed and coronary angiography was performed
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via a femoral approach (due to radial vasospasm), showing acute
occlusion of the proximal right coronary artery (Thrombolysis in
Myocardial Infarction [TIMI] 0, Rentrop 0) (Figure A) and severe
vasospasm of the left anterior descending artery (Figure B).
A thrombectomy was performed with metal stent implantation.
The ﬁnal TIMI score and blush grade were both 3 at 4:29 AM.
Dobutamine and noradrenaline were then administered for
24 hours postintervention. The pacing catheter was withdrawn
48 hours later. Echocardiography showed moderately depressed
biventricular systolic function (left ventricular ejection fraction
35%; tricuspid annular plane systolic excursion [TAPSE] 11 mm)
and inferior wall akinesis. The ﬁndings were conﬁrmed by cardiac
magnetic resonance imaging (MRI).
Despite making good clinical progress, the patient had
2 transient episodes of facial and right arm paresis with motor
aphasia, at 72 hours and 96 hours postadmission. Computed
tomography showed only severe bilateral stenosis of the
extracranial cervical segments of the internal carotid artery.
Both arteries were patent (Figure C). These ﬁndings were
conﬁrmed on carotid Doppler ultrasound and magnetic resonance angiography (Figure D). Carotid dissection and aortic
arteritis were ruled out. In the brain MRI we found unexpected
multiple subacute ischemic infarcts in different territories
(predominantly in the left hemisphere) of possible embolic
cause (Figure E) and we therefore prescribed oral anticoagulants.
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Figure. A and B: occlusion of the proximal right coronary artery and vasospasm of the left anterior descending artery in the coronary angiogram. C and D: severe
bilateral stenosis of the extracranial internal carotid arteries in the computed tomography angiogram and magnetic resonance angiogram. E: Multiterritorial
cerebral infarctions in the brain magnetic resonance imaging. F: normal lumen of the bilateral internal carotid arteries.

Transesophageal echocardiography showed a complicated atherosclerotic plaque without mobile components in the aortic
arch, but no evidence of intraventricular thrombus or patent
foramen ovale. The patient had no observed episodes of
supraventricular arrhythmias during admission.
She had no further neurological events and 72 hours after
starting the calcium antagonists, computed tomography angiography (Figure F) and carotid Doppler ultrasound showed normal
lumen of the internal carotid and left anterior descending arteries.
We ruled out vasospasm and vasculitis by testing for inﬂammatory
markers, thyroid hormones, metanephrines, autoantibodies and
serology, as well as cocaine use.
The ﬁnal clinical outcome was satisfactory and, at discharge, the
patient was prescribed triple antithrombotic therapy with acenocoumarol, aspirin, and clopidogrel. We switched her antiretroviral
treatment to tenofovir/emtricitabine and dolutegravir to avoid drug
interactions. At a 6-month follow-up, transesophageal echocardiography showed no aortic plaque changes and clopidogrel was
discontinued. One year later, the patient was in New York Heart
Association functional class II, without angina and with recovered
biventricular systolic function (left ventricular ejection fraction,
57%; TAPSE, 17 mm). The only reported neurological sequela was
mild paresthesia in the right hand.
The coexistence of a coronary thrombotic event, multiple
cerebral embolic events, and generalized vasospasm phenomena,
as described here, is rare in the literature.
Sympathomimetic drugs, such as adrenaline, cause vasospasm,
but this adverse effect is not seen in all patients. In our case, the
vasoconstriction may have been exacerbated by various factors,
including HIV infection, ritonavir therapy and smoking, which is a
potent coronary and carotid vasoconstrictor. Cases have also been
described of cerebral vasospasm caused by serotonin reuptake
inhibitors, such as citalopram.1
In addition, Yoshimoto et al.2 described the association of
carotid and coronary vasospasm, coining the syndrome ‘‘idiopathic

carotid and coronary vasospasm’’. Two cases have been reported,
also associated with myocardial and cerebral infarctions, and they
even required carotid stent deployment.3
Therefore, our initial hypothesis regarding the neurological
symptoms was adrenaline-induced cerebral vasoconstriction
syndrome in a patient in cardiogenic shock and multiple
predisposing risk factors. However, the brain MRI revealed a
possible embolic cause, which was indeed compatible with the
patient’s symptoms. We therefore considered the possibility that
the bilateral vasospasm was a radiological ﬁnding without clinical
signiﬁcance. We searched for the embolic source and found only
1 complicated atherosclerotic plaque without mobile components
in the aortic arch, which could have been explained by HIV-related
aortic inﬂammation.4 We were surprised that the plaque remained
unchanged after 6 months of triple antithrombotic therapy.
The embolic source is therefore still unknown, although we
cannot rule out the presence of an intraventricular thrombus
during the hyperacute phase of the infarction, due to the extensive
akinesia and ventricular dysfunction. Although a stroke more than
48 hours after a coronary angiogram is rare, another possibility is
an embolism from the aortic plaque caused by catheter trauma.5
In conclusion, we report an extremely rare case of concomitant
thrombotic and embolic phenomena, and multiterritorial vasospasm. Our case reﬂects the complexity of the differential
diagnosis in stroke after myocardial infarction. The diagnosis
requires multiple imaging techniques, a multidisciplinary approach, and complex antithrombotic therapy management.
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Initial Experience in the Iberian Peninsula
With the Transfemoral ACURATE-neo TF
Transcatheter Aortic Prosthesis: Procedure
and Outcomes
Implante percutáneo transfemoral de la prótesis aórtica
ACURATE-neo TF: caracterı´sticas del procedimiento y resultados.
Experiencia inicial en Iberia
To the Editor,
Percutaneous aortic valve implantation is currently an alternative to surgical valve replacement in patients with severe
symptomatic aortic stenosis at high surgical risk or with contraindications for surgery.1 The ACURATE-Neo TF self-expandable
aortic valve (Symetis SA, Lausanne, Switzerland) was approved for
implantation in Europe in late 2014. We analyzed the initial
experience related to all ACURATE-Neo TF prostheses implanted in
the Iberian Peninsula to date.
ACURATE-Neo TF is a porcine pericardial tissue valve mounted
on a nitinol stent consisting of several parts (Figure A): 3 stabilizing
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arches that allow the valve to self-align during implantation to
ensure ﬁnal coaxiality of the valve with the native annulus; the
upper crown–that is, the central segment of the scaffold where
the leaﬂets are sutured–which functions as a supra-annular
valve (the inverted hook conﬁguration directs the native valve
leaﬂets toward the annulus, decreasing the possibility of occluding
the coronary ostia and reducing the degree of paravalvular leak);
and the lower crown, the most distal segment, which is implanted
with minimal extension into the left ventricular outﬂow tract to
decrease the incidence of conduction disturbances. The inner and
outer surfaces of this part of the prosthesis are also covered with
pericardial tissue to seal against paravalvular leak. The soldering
material located in this segment generates a radiolucent line while
the valve is encased within the release system and serves as a guide
during implantation. ACURATE-Neo TF comes in 3 sizes–small,
medium, and large–which are suitable to treat aortic annuli
diameters ranging from 21 to 27 mm.
The prosthesis is compressed within 2 sheaths at the distal end of
the delivery catheter, and release is carried out in 2 steps. To
advance the catheter, an 18-Fr introducer is required or a 13- to 15Fr expandable introducer for the 3 sizes. The release handle contains
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Figure. A: structure of the prosthetic valve; the arrow indicates the position of the upper crown and its relationship with the native valve leaﬂets in a real case.
B: initial position. C: release, ﬁrst step; the curved arrow indicates the direction of rotation of the distal knob; D: release, second step and deployment; the vertical
arrow indicates the safety button that must be removed and the curved arrow the direction of rotation of the proximal knob.

