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Aortic dissection is associated with high morbidity and 
mortality rates. Mortality is 1-2 % per hour in the first 
24 hours after the onset of symptoms; and, without 
surgery, 90% of patients die within the first 3 months. 
Patients who receive a proper emergency treatment 
show a hospital mortality rate ranging from 15 to 30 % 
1-3. 

Aortic dissection occurs when a tear in the intima 
causes blood to enter the media layer, forcing the 
layers apart. The space filling with blood between the 
dissected layers is the false lumen, and the pressure 
generated in it can lead to multiple sites where the 
blood flow goes in and out. In general, it may extend 
to the iliac arteries and affect on its way the renal and 
mesenteric arteries, with its consequent ischemic 
damage. 

 

In order of frequency, the vessels involved in type A 
aortic dissection are: renal, iliac, mesenteric, cerebral, 
coronary and anterior spinal arteries4-7.  

Aortic dissections may be classified according to 
their extent:  

a) Classification proposed by Michael DeBakey in 
19658 
- Type I: The tear originates in the intima of the 

ascending aorta and propagates through the 
descending thoracic and abdominal aorta.   

- Type II: It originates in and is confined to the 
ascending aorta.  

- Type III: Dissection may be confined to the 
descending thoracic aorta (type IIIa) or may 
spread to the abdominal aorta (type IIIb). The 
dissection may also extend proximally, affect- 
ing the aortic arch and the ascending aorta.  

b) Classification of Stanford, published by Daily in 
19709 
- Type A: It includes the dissections involving 

the ascending aorta, regardless of their site of 
origin and extent. It corresponds to DeBakey 
Type I and II.  
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- Type B: It includes dissections involving the 
descending aorta. It corresponds to DeBakey 
type III. 

b) Atypical forms of dissection (acute aortic syn-
drome) are the intramural hematoma and pene-
trating atherosclerotic ulcer9.  

 
Surgery is indicated in intramural hematoma of the 

ascending aorta. When it occurs on the descending 
aorta, it is treated medically. Surgery is indicated when 
the hematoma is recurrent, the patient has a per-
sistent chest pain or when there is an increase in the 
diameter of the hematoma10. 

Complete resolution of a hematoma on the des-
cending aorta occurs in 50-80 % of all cases11. 

Penetrating ulcer of the ascending aorta is rare, 
but, if present, it requires surgical treatment. On the 
descending aorta, it requires medical treatment, with 
a close monitoring. 

The dissection of the aorta is a catastrophic event, 
which is found in 0.2-0.5 % of autopsies, with an inci-
dence ranging from 5 to 10 per million inhabitants a 
year12,13. 

Recently published data show that the incidence 
and prevalence of thoracic aneurysms, including dis-
sections, has increased three times in the last 10 
years14. 

Anagnostopoulus15 lists the most common condi-
tions that can damage the media layer of the aorta. 
These include congenital anomalies, idiopathic medial 
degeneration, hypertension, pregnancy, atherosclero-
sis, inflammatory diseases, trauma, and patients with 
previous cardiac surgery, among others. 

Aortic dissection may start with the rupture of the 
vasa vasorum of the media layer, resulting in an intra-
mural hematoma, with no intimal tear. Then, local 
bleeding may tear the intima, causing dissection16. 

Valvular insufficiency is a frequent element that 
accompanies proximal aortic dissection. It is present in 
50-66 % of cases. Four production mechanisms have 
been identified: 
1. The dissection dilates the aortic annulus preventing 

a proper coaptation of the leaflets in diastole. 
2. When the dissection is asymmetric and the pressure 

of the dissecting hematoma depresses a leaflet 
below the coaptation line and produces incompe-
tence. 

3. When the annular support or the leaflets them-
selves are torn. 

4. The intimal flap prolapses into the left ventricular 
outflow tract. 

 
Bicuspid aortic valve is associated to aneurysm and 

dissection17; the ascending aorta shows fragmentation 
of elastin and loss of muscle cells, an alteration similar 
to Marfan syndrome18,19. 
 
 
CLINICAL PRESENTATION 
The patient’s clinical history and a good physical 
examination lead to the initial diagnosis: hypertensive 
patients, poorly controlled, sudden onset of precordial 
pain and a family history of aortic dissection. 

Pain is present in 90 % of cases; its characteristics 
depend on the location and extent of the dissection. A 
sharp or stabbing precordial chest pain that migrates 
to the back or vertebral-interscapular region indicates 
a Stanford type A aortic dissection. In type B aortic 
dissection, the pain starts in the back and moves 
forward and to the abdomen, or to both places. It is 
sometimes associated with pain in the lower limbs, 
caused by ischemia. 

The differential diagnosis includes acute myocardial 
infarction, acute coronary syndromes with or without 
ST elevation, musculoskeletal pain, pericarditis, me-
diastinal tumors, pleuritis, pulmonary embolism, acute 
cholecystitis, among others. 

A history of hypertension is present in 80% of pa-
tients with aortic dissection. The dissection may be 
associated with shock symptoms, poor peripheral per-
fusion, pallor with hypotension, denoting a rupture 
from the aorta into the pericardium, with signs of 
cardiac tamponade. Sometimes, aortic regurgitation is 
present, with or without coronary dissection, and de-
creased or absent distal pulses (partial and complete 
obstruction of the subclavian or femoral arteries). 

The patient may have neurological impairment in-
cluding syncope, transient or permanent stroke, para-
paresis or paraplegia due to spinal cord involvement; 
its cause is the poor perfusion of the branches of the 
aortic arch or the medullary arteries. 

Less frequent symptoms include superior vena cava 
occlusion, dysphonia, compression of the tracheo-
bronchial tree, and hemoptysis or hematemesis. 

The diagnosis of aortic dissection is sometimes 
complex. Chest radiography, echocardiography (ECHO) 
and computed tomography (CT) are the tests of choice. 
Angiography and magnetic resonance imaging may be 
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useful. 
In some hospitals, a CT scan is preferred for its 

speed, sometimes diagnosis is reached in 20 minutes; 
transthoracic echo (TTE) or transesophageal echo may 
take longer, especially if the patient is admitted at 
night. The TTE is useful to rule out cardiac tamponade 
20. 
 
 
SURGICAL MANAGEMENT 
Although some patients die suddenly, most of them 
get to a hospital which allows diagnosis, stabilization 
and treatment. Surgical results depend on the severity 
and extent of the dissection, the age and clinical status 
of the patient, and the experience of the medical-
surgical team. 

Broadly, the dissection of the ascending aorta re-
quires surgery, in order to prevent the progression of 
the dissection and intrapericardial rupture. If the aor-
tic dissection causes poor perfusion of the supra-aortic 
trunks, spinal cord, abdominal viscera, kidney or lower 
extremities, it does not preclude early surgical treat-
ment. Thus the dissection is solved and then, if needed, 
malperfusion is treated. 

Patients with significant brain damage, visceral gan-
grene, or irreversible shock are a contraindication to 
surgery. 

Surgical treatment of aortic dissection on the des-
cending aorta is still controversial. In those cases with 
thoracoabdominal aortic rupture emergency surgery is 
indicated. Medical treatment is the treatment of 
choice to stabilize the patient. 

Mortality in type B aortic dissection is 21-67 % with 
medical treatment and 30-40 % with surgical treat-
ment21-25. However, when complications arise, endo-
vascular or surgical treatment is the treatment of 
choice. Jonker et al26 analyzed 583 patients with com-
plicated aortic dissection, divided into 3 groups, with 
patients over 70 and less than 70 years of age. The 
results showed a hospital mortality rate of 10.1 vs. 30 
% in the group with endovascular treatment (over 70 
and less than 70 years) p=0.001; 17.2 vs. 34.2 % in the 
surgical group (p=0.0027) and 14.2 vs. 32.2% in the 
medical treatment group (p=0.001). Age was a pre-
dictor of mortality in the multivariate analysis and 
there was no significant difference in hospital mortality 
between the three groups. 

Generally, endovascular therapy is indicated in ur-
gent cases, because it is less aggressive compared with 

surgical treatment, especially in patients over 70 years 
of age with comorbidities. 
 
 
PREVENTION 
Reducing risk factors in patients with aortic dissection 
is vital (blood pressure, high cholesterol, obesity, dia-
betes and smoking). 

Beta blockers have been used in patients with Mar-
fan syndrome, to decrease stress in the aortic wall and 
prevent the growth of the aneurysm, because of its 
negative chronotropic effect. This therapy has also 
been indicated in patients with dilated ascending aorta 
and bicuspid aortic valve27. 

Physical exercise should be limited in patients with 
aneurysms larger than 4.0 cm28-30. 
 
 
MEDICAL TREATMENT (MT) OF THE DISSECTION 
The primary objective is to reduce the force of con-
traction of the left ventricle in order to reduce aortic 
pulse wave (dP/dt) and lower systolic blood pressure 
(BP), between 100 and 120 mmHg, without compromi-
sing the perfusion of vital organs. Analgesia is one of 
the mainstays of treatment. The pain increases BP and 
the possibility of progression of the aortic dissection. 

The drugs of choice are beta blockers. It is advisable 
to slow the heart rate below 60 beats per minute with 
propranolol (1-10 mg bolus and 3 mg/hour), labetalol 
in 20 mg bolus followed by 20 to 80 mg every 10 min, 
with a total dose of 300 mg or infusion (0.5-2.0 mg/ 
min). Calcium antagonists have been used, such as the 
sublingual nifedipine for refractory hypertension, to-
gether with intravenous verapamil or diltiazem. 

If a rapid decrease in BP is necessary, sodium nitro-
prusside may be used (infusion of 0.25-0.5 mcg/kg/ 
min) depending on the response. Nitroprusside may 
increase dP/dt, so it should always be used together 
with beta blockers. 

If the patient shows severe hypotension, it is pro-
bably due to cardiac tamponade, aortic regurgitation 
or impaired left ventricular function. 
 
 
CEREBRAL PROTECTION DURING AORTIC SURGERY 
Protecting the brain against hypoxic or ischemic da-
mage is one of the challenges faced during surgery of 
the aortic arch and supra-aortic trunks. Surgical opera-
tions on this area require the performance of surgical 
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techniques to prevent or minimize damage. 
The first successful replacement of the aortic arch 

was conducted by DeBakey in 19578. These first proce-
dures were performed with the help of temporary 
grafts from the ascending aorta to the brachiocephalic 
trunks. Subsequently, cardiopulmonary bypass (CPB) 
made possible antegrade flow through these trunks. In 
1975, Griepp popularized the use of deep hypothermic 
circulatory arrest, which helped improve the results of 
the technique. However, in cases of circulatory arrest 
for more than 60 minutes, the incidence of brain 
damage is more likely. 
 
 
Hypothermia and ischemia 
The protective effect of hypothermia in ischemic con-
ditions seems to be proven. The lower the cerebral 
metabolism, the greater the tolerance to ischemia; 
which results in a hypothetical “safety” curve during 
the period of ischemia. However, there will always be 
metabolism no matter how much we lower the tem-
perature; therefore, the duration of a “safe circulatory 
arrest” is not infinite despite hypothermia. 
 
 
Techniques of cerebral protection in aortic arch sur-
gery 
The main problem of aortic arch surgery with deep 
hypothermic circulatory arrest is that it increases the 
likelihood of side effects: coagulopathy, postoperative 
bleeding, pulmonary insufficiency, infection, among 
others. Deep hypothermia is less well tolerated than 
moderate hypothermia, especially with increasing age. 
To avoid these drawbacks, numerous surgical methods 
that optimize cerebral protection have been deve-
loped. 
 
 
SELECTIVE CEREBRAL PERFUSION 
It is the most logical method and the first to be de-
veloped. The brain is perfused by its usual feeding 
arteries while the aortic arch is sutured. Arriving at 22 
°C, after cooling on CPB, the flow stops, then the three 
arch vessels are clamped and the aorta is opened. 
Thereafter, perfusion starts via the innominate trunk 
and the left carotid artery through flexible silicone 
cannulas 14 F. A flow of 10 ml/kg/min (500-900 ml/ 
min) is kept, which is enough for a right radial blood 
pressure of 50-70 mmHg.  

Advantages 
In principle, it allows unlimited time for decision-
making and proper surgical technique. It allows the 
use of open anastomosis (without aortic clamping). 
 
 
Disadvantages 
a) Need for aortic arch dissection, cannulation and 

clamping of trunks with danger of embolization. 
b) Specific CPB equipment. 
c) Operative field with too many cannulas, causing 

the potential hazard of a bend and ultimately, the 
surgeon’s discomfort. 

d) Lack of information on the exact flow that provides 
adequate cerebral protection.  

 
Another possibility would be a moderate hypother-

mia at 25-26 °C and antegrade cerebral perfusion, pos-
tulated by Comas et al31. 

In recent years, the use of cannulation of the right 
axillary artery32-34 has been proposed to carry out CPB 
and perform antegrade arterial perfusion during cool-
ing and warming. By infusing the blood by a single 
supra-aortic trunk, unlike the above technique, the 
patency of the Circle of Willis is required for an ade-
quate brain perfusion. 

 
 

RETROGRADE CEREBRAL PERFUSION35,36 
It is less and less used. It irrigates the cerebral bed 
perfusing the superior vena cava in a retrograde intra-
cerebral way, draining after that into the carotid arte-
ries. 
 
 
Advantages 
It is a simple and rapid method. It gives the possibility 
of open anastomosis, without dissecting the aortic 
arch, and allows drainage of possible microemboli in 
cerebral circulation. 
 
 
Disadvantages 
The time limit of the circulatory arrest remains uncer-
tain and is shorter than in antegrade cerebral perfu-
sion. The ideal perfusion pressure is unknown, although 
it is usually implemented between 15-25 mmHg. A dis-
proportionate increase in pressure can lead to cere-
bral edema. 
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Spinal cord protection during aortic surgery 
Due to the anatomical peculiarities of the spinal cord 
arterial vascularization, its ischemic injury is the most 
feared complication of aortic surgery, especially when 
operating on its thoracic-abdominal portion. In recent 
years, the rate of paraplegia associated with surgery of 
the thoraco-abdominal aorta has been declining, for 
two main reasons37-41: first, there are better diagnostic 
methods and the risk of spinal cord ischemia is better 
defined, and secondly, the incorporation of new me-
thods for prevention of this type of ischemia. 

However, it remains a clear risk ranging from 0.2 to 
20%. One of the key determinants is the peculiar 
vascular anatomy of the spinal cord, with two main 
non-communicating feeding arteries, anterior and 
posterior. The anterior spinal artery is ultimately 
responsible for the risk of paraplegia, as it irrigates the 
anterior horns of the spinal cord. This artery is 
nourished, in a highly variable way, by a complex of 
aortic intercostal collateral vessels. The greatest of 
them is the great radicular artery (or artery of Adam-
kiewicz) originating somewhere between T6 and L1. 

One of the most interesting aspects is why some 
people tolerate long periods of ischemia. This indi-
cates that the cause is multifactorial, and it is based on 
three determinants: duration and degree of ischemia 
during aortic clamping, loss of nutritive flow in the 
anterior spinal artery (intercostal arteries), or post-
operative events (reperfusion injury, hypotension). 

 
SURGICAL TREATMENT (ST) OF AORTIC DISSECTION 
The diagnosis of aortic dissection must determine 
whether the injury started in the ascending or des-
cending aorta, since the prognosis varies considerably. 
The dissection that begins in the ascending aorta 
seriously compromises the patient's life because of the 
risk of pericardial rupture and cardiac tamponade. For 
this reason, this type of dissection is considered a 
surgical emergency. It is also imperative to eliminate 
aortic regurgitation and prevent myocardial ischemia. 

Surgery should include 3 basic principles: resection 
of the intimal tear, the closing of the blood entry 
which produces the false lumen, and replacement of 
the damaged section of the aorta with a synthetic 
prosthesis. 

It is also necessary to restore the competence of 
the aortic valve, which may be achieved with the re-
suspension technique. 

Different variants of aortic dissection surgery in-

clude: 
a) Patients with Type A aortic dissection, primary 

entry point in ascending aorta and aortic regur-
gitation, without affecting the sinuses of Valsalva 
and without poor peripheral perfusion: replace-
ment of the ascending-hemiarch aorta and resus-
pension of the aortic valve, with hypothermia at 22 
to 24 °C , circulatory arrest and antegrade cerebral 
perfusion via the right axillary artery. Approach 
through median sternotomy; the cannulation of the 
axillary artery has significantly reduced the inci-
dence of neurological complications. 

b) Patients with Type A aortic dissection, primary en-
try point in ascending aorta, impaired sinuses of 
Valsalva and aortic insufficiency, without poor peri-
pheral perfusion: valved tube graft with reimplant-
ation of coronary arteries and hemiarch, in circula-
tory arrest and antegrade cerebral perfusion via 
right axillary artery. In the absence of involvement 
of the aortic leaflets, a David or Yacoub procedure 
may be performed, with preservation of the aortic 
valve, replacement of sinuses of Valsalva and 
coronary artery reimplantation. 

c) Patients with type A aortic dissection, primary 
entry point in descending aorta, without communi-
cation of both lumens in ascending aorta, no aortic 
valve involvement, no sinuses of Valsalva involve-
ment and without poor peripheral perfusion: Re-
placement of the proximal descending thoracic 
aorta using deep hypothermia and circulatory 
arrest. Cannulation of femoral artery or left axillary 
artery, and femoro-atrial vacuum-assisted venous 
drainage. Left postero-lateral thoracotomy 
approach, through the fourth intercostal space. 
All patients with type A dissection, in any of its 
variants, with preoperative clinical or radiological 
evidence of poor peripheral perfusion, will undergo 
a diagnostic aortography after surgery; and, if 
needed, therapeutic aortography will be performed 
with stenting or fenestration. 
Yan et al42 recently published the combined treat-
ment of total replacement of the ascending aorta 
and the aortic arch, and the endovascular treat-
ment of the descending aorta, in patients with type 
A dissection. 

d) Patients with type B dissection complicated by 
persistent pain or increased left pleural effusion, 
without retrograde extension to the aortic arch: 
Replacement of the descending thoracic aorta 
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through left bypass (left atrium – aorta, or left 
atrium – femoral artery) or deep hypothermia and 
circulatory arrest, according to the possibilities for 
proximal or distal aortic clamping, or both. In the 
latter case, arterial cannulation in the aortic arch 
and femoro-atrial vacuum-assisted venous drain-
age must be performed. Distal anastomosis should 
be planned for preservation of the intercostal ar-
teries T8-L2. The approach should be a left postero-
lateral thoracotomy through the fourth intercostal 
space or double left postero-lateral thoracotomy 
through the fourth and seventh intercostal spaces. 

e) Patients with type B dissection complicated by poor 
peripheral perfusion syndrome (clinical diagnosis or 
CT scan) with a very short time of progression: 
Emergency surgery using the technique of the pre-
vious example and postoperative diagnostic angio-
graphy, which could become a therapeutic proce-
dure with stenting or fenestrations. 

f) Patient with type B dissection complicated by poor 
peripheral perfusion syndrome, with hours of pro-
gression, or chronic type B aortic dissection with a 
new episode of redissection: diagnostic/therapeu-
tic angiography with stenting and fenestration. 
 
In young patients with type A dissection, it may be 

considered the replacement of the ascending aorta 
and the aortic arch through the elephant trunk tech-
nique, depending on the experience of the surgical 
team41. 
 
 
¿What are the factors of worse prognosis in the sur-
gery of the ascending aorta? 
These factors include being older than 70 years, hypo-
tension, shock, cardiac tamponade, renal insufficiency 
or preoperative neurological damage, absence of 
peripheral pulse, ST abnormalities on electrocardio-
gram, previous cardiac surgery, preoperative myocar-
dial infarction, visceral ischemia, concomitant lung 
disease, and prolonged extracorporeal circulation time 
23,43,44. 

Intramural hematoma and penetrating aortic ulcer 
will have the status of aortic dissection type A or B 
taking into account its location. 

 
 

ENDOVASCULAR TREATMENT OF TYPE B DISSECTION 
Dake et al45, from Stanford University, published in 

1999 the first case of the use of a stent to close the 
entry opening in a type B aortic dissection. 

The 30-day mortality rate in patients with MT is 
10 % and 19 % for those with ST46. However long term 
MT survival is 60-80 % at 4 or 5 years and 40-45 % at 
10 years21,47. 

The relationship between survival and the patency 
of the false lumen was assessed in 201 patients in-
cluded in the International Registry of Acute Aortic 
Dissection (IRAD) group48. Those who had a patent 
false lumen had better survival at 3 years than those 
with partially thrombosed lumen (14 vs. 32%). 

The conventional ST, which shows a high mortality 
rate, should be used in the youngest patients, in good 
general condition, or in Marfan syndrome. 
 
 
Uses 
In recent years, endovascular surgery in type B dissec-
tion has simplified the approach and has decreased 
morbidity and mortalidad49-52. 
It would be used in the following situations: 
- Prevention or treatment of rupture 
- To avoid or block the progress of proximal or distal 

extension 
- When there is only one entry opening 
- To reduce the incidence of chronic aneurysm. 

 
Although endovascular treatment is being used 

more frequently, the long-term results are still contro-
versial53-59. The approach is different in the case of an 
acute, subacute or chronic dissection. 

There is consensus that the treatment should be 
performed in patients with:  
a) Refractory intractable pain despite aggressive anti-

hypertensive treatment. 
b) Signs of impending rupture detected by angiogra-

phy or CT scan.  
c) Significant false lumen with risk of forming a long-

term aneurysm.  
d) Patients with aortic diameters larger than 40 mm, 

which have worse long-term outcome. 
e) Great periaortic or mediastinal hematoma. 

Endovascular treatment should also be used in 
cases of poor perfusion of vital organs (renal or me-
senteric), combining fenestrations or aorto-arterial 
bypass. 

Before making any surgical decision, it is important 
to identify the anatomy of the dissection very well, 
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and make an appropriate medical and surgical plan. It 
is necessary to know the point of entry, possible re-
entries, the extension of the dissected aorta, whether 
there is poor perfusion or not, and the state of the 
flow in the false lumen. 

The CT scan, transesophageal echo and magnetic 
resonance imaging are useful; intravascular echo is 
also used, although it is limited to a few hospitals. 

There is no consensus with regard to the appro-
priate moment to perform endovascular treatment; 
whether performing it in the acute phase or wait a few 
weeks to prevent future complications. It seems clear 
that early intervention is used in patients who have 
serious potential complications. If there are no compli-
cations, it is possible to wait 2 weeks. 

A recent meta-analysis that includes 37 studies53 
analyzing the results of endovascular treatment with 
stents in 184 patients, using the IRAD data base, shows 
better results for endovascular treatment compared to 
MT and ST. In 2006, the results of 242 patients with 
aortic dissection type B were published53; 78% of the 
cases received MT, 11% ST and 11% endovascular 
treatment, with an overall mortality of 12%. Survival at 
3 years was similar in the 3 groups. 
 
 
FOLLOW UP 
Survival of patients who underwent surgery is 52 % at 
10 years14. 

It is important to follow up closely the patients and 
control the risk factors, particularly BP, since about 30 
% of patients have progression of the size of the 
aneurysm or new dissections. 

The first CT scan should be performed 3-4 months 
after hospital discharge to rule out the possibility that 
the patient has a rapid growth of the aorta. If the size 
is 35-40 mm, the monitoring should be every 12 
months, if the size is 45-50 mm, monitoring should be 
every 6 months. In patients with impaired renal func-
tion, the non-contrast CT scan may be sufficient. 

The optimal treatment of aortic dissection is highly 
variable due to multiple factors. In those patients re-
ceiving medical management and in those undergoing 
surgical treatment, all kinds of complications may be 
expected. 

In cases of chronic aortic dissection, some authors54 
measure the growth rate of the diameter of the aorta 
by magnetic resonance imaging performed every 12 
months in stable patients. If the diameter exceeds 5-7 

mm during this period of time, it is interpreted as a 
state of instability and it is treated with stents. The 
consensus for the treatment of chronic aortic dissec-
tion is similar to other causes of aortic aneurysms 
(atherosclerotic, mycotic or traumatic causes). Aneu-
rysms over 5.5 cm on the ascending aorta and over 6 
cm on the descending aorta are in danger of rupture 
and it is necessary to perform surgery or stenting.  

At one year, 95% of patients remain without inter-
vention, 90 % at 5 years, 74 % at 10 years and 65 % at 
15 years47,59,60. 
 
 
Risk factors that predict the need for reoperation  
a) Marfan Syndrome 
b) The entry opening has not been occluded 
c) Lack of beta blockers in the postoperative period 
d) Uncontrolled hypertension. 
Other authors43,44,47,48 recommend reoperation for 
chronic aortic dissection on the descending aorta 
when: 
e) The aortic diameter is over 6.0 to 6.5 cm. 
f) There is a growth greater than 5-7 mm in a year. 
g) There is recurrent pain despite tight control of 

blood pressure. 
h) There is saccular dilatation with danger of rupture. 
i) In patients with Marfan syndrome with a growth 

greater than 3-5 mm/year. 
 
 
RECOMMENDATIONS  
The European Society of Cardiology published in the 
year 200161 the following recommendations:  
- Initial treatment in type A aortic dissection: beta 

blockers, and analgesics. Perform transthoracic or 
transesophageal echocardiography and call the 
surgeon. The CT scan is the most commonly used 
technique in the diagnosis of aortic dissection, with 
a sensitivity over 90% and a specificity of 85 %. 

- MT is administered if the echocardiogram shows 
tamponade. If there is aortic insufficiency, valve 
resuspension. In case of aneurysm of the sinuses of 
Valsalva together with aortic dissection (Marfan), 
valved tube placement. If there is an obstruction of 
one of the branches of the aorta, stent placement 
or fenestration. 

- Treatment of type B aortic dissection: MT is the 
treatment of choice, if there are complications, 
such as early expansion, recurrent pain, ischemic 



Surgical treatment of aortic dissection 

CorSalud 2014 Apr-Jun;6(2):129-139 136 

involvement or rupture, surgical treatment will be 
used. 

- In chronic dissection, the use of magnetic resonance 
imaging is advisable. Angiography is indicated in 
patients who will undergo percutaneous inter-
vention. 

- If prosthesis infection appears, a resection of all 
infected tissue is required, and the placement of a 
homograft. 

 
Later, in 2010, the guidelines for the diagnosis and 

management of patients with thoracic aortic disease, 
approved by the ACCF/AHA/AATS/ACR/ASA/SCAI/SIR/ 
STS/SVM62, were published: 

Patients suspected of having aortic dissection: risk 
patients are those with a history of Marfan syndrome, 
Ehlers-Danlos syndrome, Loeys-Dietz syndrome, etc; 
genetic mutations in FB1, TGFBR1, ACTA2 and MYH11 
genes; a family history of aortic aneurysm, recent 
handling of the aorta. Patients with anterior and pos-
terior chest pain, or intense sudden abdominal pain, 
associated with pulse deficit or neurological disorders 
with recent-onset aortic regurgitation murmur. 

The guidelines62 cover extensively the diagnosis 
and treatment of all aneurysms, including dissections. 
 
 
CONCLUSIONS 
Acute aortic dissection is a disease with high mortality 
and morbidity rates if it is not treated properly and 
early. Aortic dissection should be suspected in patients 
with severe chest pain, hypertension and normal or 
inconclusive electrocardiogram. Surgical treatment 
should not be delayed in patients with a diagnosis of 
type A aortic dissection, since mortality depends on 
time. In type B aortic dissection, medical treatment 
with strict control of blood pressure and beta-blockers 
is advisable, reserving surgical management, either 
endovascular or surgical treatment, for patients with 
complications. 
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