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 Case Report
Surgical Management of a Patient with Acute Dissection 
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Abstract
Acute aortic dissection is a rare clinical entity that mainly affects patients older than 50 years. It is unusual in younger patients 
and its presence has been traditionally associated with trauma, Marfan syndrome, bicuspid aortic valve and pregnancy. Heavy 
weightlifting and other fibrillinopathies have been also implicated in the literature. We present here the case of a 40 year old 
male with acute aortic dissection type B (DeBakey III-b), without family history of connective tissue diseases and signs of 
Marfan syndrome.
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Introduction
Aortic dissection is considered surgical emergency and it 
has been well documented, if untreated the mortality rate is 
extremely high. It has been estimated that mortality 
approaches 1% per hour for the first 48 hours and exceeds 
80% during the first month1. 

The pathogenesis of AD has been attributed to a tear in the 
intima (primary tear), which allows the blood to flow into 
the aortic wall media creating the false lumen. Another 
possible mechanism that has been proposed is the rupture of 
vasa vasorum and the creation of an intramural hematoma. 
This hematoma results in increased wall stress and intimal 
disruption2. This type of dissection must be operated emer-
gently and the extent of the reconstruction is dictated by the 
presence of aortic valve insufficiency and the proximity of 
the dissection to the aortic arch. 

Dissections of the thoracic aorta have been classified 
anatomically by 2 different methods. The more commonly 
used system is the Stanford classification, which is based on 
involvement of the ascending aorta and simplifies the 
DeBakey classification.

Stanford classification
The Stanford classification divides dissections into 2 types, 
type A and type B. Type A involves the ascending aorta 
(DeBakey types I and II); type B does not (DeBakey type 
III). This system helps to delineate treatment. Usually, type 
A dissections require surgery, while type B dissections may 
be managed medically under most conditions. 

The DeBakey classification:
 The DeBakey classification divides dissections into 3 types, 
as follows:
• Type I involves the ascending aorta, aortic arch, and 

descending aorta 
• Type II is confined to the ascending aorta 
• Type III is confined to the descending aorta distal to 

the left subclavian artery 

Type III dissections are further divided into IIIa and IIIb. 
Type IIIa refers to dissections that originate distal to the left 
subclavian artery but extend proximally and distally, mostly 
above the diaphragm. Type IIIb refers to dissections that 
originate distal to the left subclavian artery, extend only 
distally, and may extend below the diaphragm (Fig 1)
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Type DeBakey-I DeBakey-II DeBakey-III
Type Stanford    Stanford   Stanford B (distal)    
 A(proximal)  A (proximal) 

Our patient was Type III-b

Fig 1: Classification of aortic dissection

Case Report
A 40-year-old smoker male was admission in our hospital 
with the complaints of chest pain for 7 days which was 
radiate to back. On physical examination, His blood 
pressure was 120/70 mm of Hg. On auscultation left sided 
breath sound diminished. ECG demonstrated normal sinus 
rhythm.  Chest radiography showed left sided massive 
pleural effusion with collapse and consolidation of his left 
lower lobe. Lab. Investigation revels. Color dropller  echo-
cardiographic examination revealed good LV systolic 
function (LVEF-70%), No regional wall motion abnormali-
ty, Left sided pleural effusion .USG of whole abdomen 
revels normal finding. MDCT Aortogram revels-aotic 
dissection extending from distal to subclavian artey to up to 
iliac bifurcation of aorta  with double lumen-Debakey 
type-III dissection ,Huge pleural effusion with collapse 
consolidation of left lung.  We resided for emergency 
surgery. 

Fig 2: Chest radiography of the patient showed massive left 
sided pleural effusion 

Fig 3 Computerized Tomography of the Chest showed the 
Dissection of descending thoracic aorta up to bifurcation 

Operative technique
The patient was put in a supine position. Induction of gener-
al anesthesia with single (right) lung ventilation. External 
defibrillator pads was attach with patient. 1st axillary artery 
(with 8 mm PTFE graft) and then femoral vessel canulation 
done after taking purse -string and giving heparin. And 
patient is kept on ready for CPB. Then position of patient 
change to left lateral position and left posterolateral thora-
cotomy done and enter in to thorax through 4th ICS. About 
2.5 liter blood was sucked from left pleura and dissection 
with entry point was found and true and false lumen was 
distinct. 1st proximal and then distal descending aortic 
control taken. Tissue was matted and edematious and 
patient put on CPB. Meticulous dissection done, identified 
true and false lumen and 2 lumber arteries were sacrificed. 
other vessel was preserved. Proximal and distal clump was 
applied and carried on. False lumen was resected and 
obliterated above and below. Then 24 mm size PTFE tube 
graft was implant in between proximal and distal part of 
descending aorta with 4/0 and 5/0 running prolene suture. 
Proximal and distal clump was release. Proper haemostasis 
achieved. Protamin given. Decanulation done. Wound 
closed in lawyer. Patient shifted to ICU with stable haemo-
dynamic condition and extubated at next day and discharge 
at 8th post operative day. 

Discussion
Aortic dissection is mainly a disease of older age with a 
mean onset at 56.5 years. Patients younger than 19 years 
represented only 3.5% in two large series3,4. In young 
patients the disease has been associated with generalized 
connective tissue disorders. The most common etiologies 
are the vascular type of Ehlers-Danlos syndrome (EDS), 
Marfan syndrome (MS) and more recently the Loeys-Dietz 
syndrome (LDS)5. Weightlifting is another recently recog-
nized factor with high prevalence in young otherwise 
healthy patients6. The most usual etiologic factor of aortic 
dissection in young patients in Marfan syndrome, related 
with defective fibrillin 1 synthesis. Fibrillin-1 is the lipopro-
tein that serves as the framework for elastin which is the 
major elastic component of the aortic wall. 

It has to be noted that acute aortic dissection in a young 
patient is an extremely rare disease and the diagnosis 
difficult to suspect especially in cases without any other 
prominent symptoms or signs. In general the symptoms are 
atypical and involve retrosternal pain radiating to the back 
in a tearing fashion. In cases of dissection involving the 
great vessels to the brain loss of consciousness and stroke 
signs may be noted. In general, the signs and symptoms are 
related to the extent of the arterial branches that are involved 
in the various organs and the relative adequacy of perfusion 
of theses organs from the true or the false lumen. Coronary 
insufficiency, aortic valve insufficiency, paraparesis, bowel 
and renal ischemia and upper and lower extremities 
ischemia may arise suddenly and must be thoroughtly inves-

tigated for in cases of aortic dissection. In suspicious cases, 
Computerized Tomography Scan with contrast material is 
considered the golden standard for the diagnosis.

Conclusions 
This case stresses the possibility of the presence of aortic 
dissection even in young patients without any prior symp-
toms or phenotypic characteristic of connective tissue disor-
der. The disease may be easily misdiagnosed for other cardi-
ac, muscular, neurological, esophageal or renal diseases. 
This possibility must be always kept in mind because the 
disease if left untreated is highly fatal. Prompt surgical 
intervention with replacement of the affected part of the 
aorta offers a survival benefit for the patient.
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