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Abstract: Polyneurysmal dystrophy is defined as the clinical entity characterized by the presence of multiple arterial lesions 
in different sections of the arterial tree in a simultaneous or sequential manner, excluding uniquely bilateral and multilobulated 
aneurysms [1, 2]. The incidence of multiple aneurysms in the United States is 0.01% [3] to 3.9% [4]. These aneurysms are 
caused by: atherosclerosis [4, 5], changes in elastic fibers (ectasic medial dystrophy) [6], Polyarteritis Nodosa, Takayasu's 
arteritis, Behçet's disease, Marfan's syndrome, trauma and infection [7]. We performed a search on the PubMed and Bireme 
databases, where we found 17 articles from 1963 to 2017. This work is a case report. A 79-year-old male, a former smoker, 
hypertensive. He was undergoing colored arterial Doppler ultrasonography that revealed fusiform aneurysms in popliteal 
arteries (AAP) and femoral arteries (AAF) bilaterally. A Computed tomography angiography (CTA) showed Abdominal Aortic 
Aneurysm (AAA) type IV (Crawford) of 4.5 cm in diameter, iliac arteries and common femoral arteries enlarged. Fifteen days 
before the starting of studies of this case, the patient presented fungal lesion in right foot evolving with critical ischemia. We 
opted for conventional surgery. A femoral-pedal bypass with ex-vivo saphenous vein without valves, in the right lower limb, 
with the exclusion of AAF and AAP, was also performed, in addition to amputation of the 5th right toe. The colored arterial 
Doppler ultrasonography of the RLL at the 30th day after the surgery evidenced exclusion of AAF, patent bypass, AAP with 
low flow and thrombi in it. Forty days after the surgery in RLL, he evolved with pain, pallor and hypothermia in Left Lower 
Limb (LLL). A colored arterial Doppler ultrasonography of the LLL revealed acute occlusion of the left popliteal artery and a 
Left Femoral Artery Aneurysm. We have performed a femoral-pedal bypass in Left Lower Limb, with exclusion of AAF and 
left AAP. About 3 (three) months after the last surgery, the patient evolved well, with peripheral pulses preserved. But during 
preparation for the correction of the thoracic aneurysm the patient developed mesenteric thrombosis due to the mural thrombi 
of the abdominal aortic aneurysm; he was submitted to exploratory laparotomy and resection of 70 cm of small intestine. 
During waiting for customized endoprosthesis to treat abdominal aortic aneurysm, the patient had passed away. We cannot 
waste time in the treatment of this disease, and it is extremely difficult to predict which of the aneurysms needs to be treated 
first.  
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1. Introduction  

Polyneurysmal dystrophy is defined as the clinical entity 
characterized by the presence of multiple arterial lesions in 
different sections of the arterial tree in a simultaneous or 
sequential manner, excluding uniquely bilateral and 
multilobulated aneurysms [1, 2].  

The incidence of multiple aneurysms in the United States is 
0.01% [3] to 3.9% [4]. These aneurysms are caused by: 
atherosclerosis [4, 5], changes in elastic fibers (ectasic medial 
dystrophy) [6], Polyarteritis Nodosa, Takayasu's arteritis, 
Behçet's disease, Marfan's syndrome, trauma and infection [7]. 
Most of patients are between 60 and 70 years old [5].  

As the Polyaneurysmal dystrophy has its origin of multiple 
components: there is an abnormal constitution in the artery 
with dolicho and then megadolichoarteries on which appear at 
middle age, multiple aneurysms, often bilateral and 
symmetrical, with thin walls, susceptible to rupture or 
thrombosis [6], due to decrease of elastic fibers and muscle 
cells in the medial layer of the artery [6]. By the literature, the 
usual sites are trunks and terminal aorta, and when they appear 
in limbs, frequently they are bilateral and symmetrical [6].  

Megadolichoarter should not be confused with 
dolichoarteres [7]. The first ones are of big caliber before 
lying down and becoming tortuous, the seconds lengthen 
remaining of normal caliber [7]. The dolichoarteres are 
congenital (forms of the child), dysplastic or acquired (elderly, 
hypertensive) [7]. They come in the form of tortuosities (in S 
or C), loops or coiling (winding in a circle, in turn) and 
kinking or stenosing plications [7]. 

Dysplasia, arterial dystrophy? In the first case, it is an 
anomaly of development of the artery, ante or postnatal. In the 
second case, the anomaly results from an acquired process, 
here degradation of the media then atherosclerosis [7]. 

The vast majority of aneurysms are called atheromatous 
(term discussed because atherosclerosis is secondary to 
dystrophy of the wall) [7]. Some atheromatous AAA is in an 
inflammatory form [7]. 

Nonatheromatous aneurysms form a very heterogeneous 
framework of rather infrequent lesions: true and false 
aneurysms of Behçet's disease, infectious aneurysms, 
aneurysms on arterial dysplasia (EhlersDanlos type IV, DFM), 
inflammatory arteritis, dysembryoplasias (persistent sciatic 
artery) [7]. False aneurysms are called aneurysmal lesions that 
do not have a clean wall; they are most often iatrogenic [7]. 

2. Materials and Methods  

We performed a search on the PubMed and Bireme 
databases, where we used the keywords: polyaneurysmal, 
polyianeurysmatic and multiple aneurysms, where we found 
17 articles from 1963 to 2017. This work is a case report. 

3. Results 

A 79-year-old male, a former smoker, hypertensive, started 

with pain in the right calf one month ago. He was undergoing 
colored arterial Doppler ultrasonography that revealed 
fusiform aneurysms in popliteal arteries (AAP) and femoral 
arteries (AAF) bilaterally. A Computed tomography 
angiography (CTA) of the abdominal aorta, iliac arteries and 
arteries from lower limbs showed Abdominal Aortic 
Aneurysm (AAA) type IV (Crawford) of 4.5 cm in diameter 
(Figure 1), iliac arteries and common femoral arteries enlarged 
(Figure 2-4). Fifteen days before the starting of studies of this 
case, the patient presented fungal lesion in right foot evolving 
with critical ischemia. Due to the large extension of the 
aneurysms in the lower limbs we opted for conventional 
surgery. During the surgery, we identified a diffuse 
atherosclerosis and right femoral artery enlarged. A 
femoral-pedal bypass with ex-vivo saphenous vein without 
valves, in the right lower limb (RLL), with the exclusion of 
AAF and AAP, was also performed, in addition to amputation 
of the 5th right toe. The colored arterial Doppler 
ultrasonography of the RLL at the 30th day after the surgery 
evidenced exclusion of AAF, patent bypass, AAP with low 
flow and thrombi in it. Forty days after the surgery in RLL, he 
evolved with pain, pallor and hypothermia in Left Lower 
Limb (LLL). A colored arterial Doppler ultrasonography of 
the LLL revealed acute occlusion of the left popliteal artery 
and a Left Femoral Artery Aneurysm. We have performed a 
femoral-pedal bypass with ex-vivo saphenous vein without 
valves in Left Lower Limb, emergentially, with exclusion of 
AAF and left AAP. In the 10th day after the surgery, the 
patient evolves with hematoma in the proximal region of the 
operative wound, after a falling of the own height. It was 
submitted to vascular exploration with hematoma drainage. 
About 3 (three) months after the last surgery, the patient had a 
brachial ankle index (BAI) of 0.94 in both lower limbs; stable, 
without complaints and occlusion of the aneurysms in both 
lower limbs. We have had delivered the patient to the thoracic 
surgeon for correction of ascending aortic aneurysm (figure 5). 
Correction of aneurysms by the open technique was 
performed successfully and confirmed by postoperative 
ultrasound imaging. The patient evolved well, with peripheral 
pulses preserved. But during preparation for the correction of 
the thoracic aneurysm the patient developed mesenteric 
thrombosis due to the mural thrombi of the abdominal aortic 
aneurysm; he was submitted to exploratory laparotomy and 
resection of 70 cm of small intestine (Figure 6). He beared the 
surgery and recorvered himself well. Due to the intestinal 
necrosis due to mesenteric thrombosis, we chose to first treat 
abdominal aortic aneurysm (type IV Crawford classification) 
prior to the ascending aortic aneurysm, however, during 
waiting for customized endoprosthesis, the patient had rupture 
of the abdominal aortic aneurysm and passed away. 

4. Discussion 

Contrary to the study of Loire (1992) [6], our clinical case 
favored atherosclerotic cause as well as the articles of Dent 
(1972) [4] and Pelissier (1975) [5], since the histopathological 
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examination of a fragment of the left femoral artery of our 
patient revealed only atherosclerotic origin. 

Surgical precautions are necessary during resection of 
aneurysms, given the fineness and fragility of the arterial walls 
despite of the presence of atherosclerosis layers [6]. In our case, 
we could observe this as well, the arterial walls were thin and 
dolicho or megadolichoarteries, however they had plaques of 
atheroma, most of them calcified. As Loire (1992) [6] warns, 
we must take pay attention in the distribution and scalability of 
lesions and to that it is requiring complete arterial inventory and 
accurate monitoring of the subjects' fate [6]. 

Due to the age of our patient, their physical and cardiac 
conditions and due to the surgical time of each surgery, several 
co-morbidities of the most recent surgeries, we opted to 
perform the treatment of the aneurysms in a staggered way, 
following the order of priority of the aneurysms, namely that: 
symptoms, is causing complications and size of the aneurysm. 

The endovascular treatment of lower limb aneurysms was 
not considered due to the large extent of coverage that would 
be required to treat the aneurysms, thereby eliminating a great 
number of collateral arteries necessary for the nutrition of the 
surrounding tissues, as well as the disproportion between 
segment dolicho and normal artery. Endovascular treatment 
had been proposed for the abdominal aortic aneurysm and for 
the ascending aorta it would be open surgery (traditional). 

5. Conclusion 

We cannot waste time in the treatment of this disease, and it is 
extremely difficult to predict which of the aneurysms needs to 

be treated first. Although we have treated the symptomatic 
aneurysms, we were defeated by the logistics issue in our 
country. The literature has few data available [1-17], and further 
studies are needed to clarify its pathogenesis and treatment. 

 
Figure 1. Abdominal Aortic Aneurysm (AAA) type IV (Crawford) of 4.5 cm in 

diameter. 

 
Figure 2. Femoral Artery Aneurysm (AAF) and Popliteal Artery Aneurysm (AAP) – Right Lower Limb. 
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Figure 3. Popliteal Artery Aneurysm (AAP) in Left Lower Limb. 

 
Figure 4. Femoral Artery Aneurysm (AAF) in Left Lower Limb. 

 
Figure 5. Ascending Aortic Aneurysm. 

 
Figure 6. The resection of 70 cm of small intestine. 
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