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Clinicopathological Correlation of Intralobar Pulmonary Sequestration

Hyun Min Cho, M.D.*, Dong Hwan Shin, M.D.**, Kil Dong Kim, M.D.%,
Sak Lee, M.D.*, Kyung Young Chung, M.D.*

Background: Intralobar and extralobar pulmonary sequestrations have been considered as congenital lesions
that occur at different stages of embryonic life. However, most cases of intralobar pulmonary sequestration
(IPS) seem to have an acquired origin, as they are absent in infants and associated anomalies are relati-
vely uncommon among them. Material and Method: The cases of 25 patients who were diagnosed as IPS
after surgical resection from December, 1985 to July, 2002 were included in this study. The medical records
were retrospectively reviewed and the clinical characteristics were age at operation; gender; symptoms at
presentation; presence of congenital anomalies; combined diseases; preoperative studies and diagnosis; loca-
tion of the lesion; method of surgical resection; origin, size and numbers of aberrant artery; histopathological
findings; and postoperative complications. Result: There were 17 (68%) female patients and 8 (32%) male
patients, their ages ranged from 1 to 57 and mean value was 23 years old. Though 14 patients (56%)
complained of respiratory symptoms such as pneumonia and recurrent respiratory infections, a large number
of patients (44%) were asymptomatic or had chest pain only when the lesion was discovered. Only 8 pa-
tients (32%) were diagnosed as pulmonary sequestration preoperatively and 8 (32%) were suspected as
mediastinal or lung tumor, 5 (20%) were congenital or acquired cystic lung disease, and 4 (16%) were lung
abscess or bronchiectasis, respectively. The majority of aberrant arteries (86.4%) confirmed during the opera-
tior were originated from thoracic aorta and 2 were thoracic and abdominal aorta, 1 was abdominal aorta,
resoectively. The younger patients (less than 10 years old) had more other congenital anomalies (30% vs
6.7%) but the proportion of congenital IPS was not significantly different (10% vs 6.7%, p>>0.05) compared
with elder patients. Histopathologically, almost all lesions showed chronic inflammation, cystic changes and
siilar pleural adhesions regardiess of age. Conclusion: The large portion of the patients with 1PS (44%)
was clinically asymptomatic or presented non-respiratory symptoms at diagnosis and likely to be diagnosed
as mediastinal or lung tumor especially in elder patients. Though the younger patients had more other
congenital anomalies, most cases of IPS proved to be acquired lesions in terms of the histopathlogical
findings and the proportion of congenital evidences.
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Table 1. Clinical characteristics of patients (n=25)

Characteristics Numbers (%)
Gender
Male 8 (32%)
Female 17 (68%)
Age at operation 23 (1~57)*
<10 years old 10 (40%)
> 10 years old 15 (60%)
Symptoms
Respiratory 14 (56%)
Non-respiratory 3 (12%)
Asymptomatic 8 (32%)
Preoperative diagnosis
Pulmonary sequestration 8 (32%)
Mediastinal or lung tumor 8 (32%)
Congenital or acquired cystic lung disease 5 (20%)
Lung abscess or bronchiectasis 4 (16%)
Location of the lesion
Left lower lobe 14 (56%)
Right lower lobe 9 (36%)
Left upper lobe 1 (4%)
Right middle lobe 1 4%)
Surgical resection
Lobectomy 15 (60%)*
Sequestrectomy 7 (28%)
Lobectomy +wedge resection 1 (4%)
Seqestrectomy + thymectomy 1 4%)
Seqestrectomy +resection of enteric cyst 1 (4%)
Complications 4 (16%)
Prolonged airleak and collapse of the lung 2 (8%)
Chylothorax and intraparenchymal hematoma 1 (4%)
Diaphragmatic hernia® 1 (4%)

* Mean value (range); * Includes embolization before lobectomy
(1); @, developed after surgery (sequestrectomy)
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Table 2. The analysis of aberrant artery and venous drain-
age (n=25)

Aberrant artery and Venous drainage Numbers (%)

Aberrant artery (origin)

Thoracic aorta 19 (76%)
Not identified at operation 3 (12%)
Thoracic and abdominal aorta 2 (8%)
Abdominal aorta (inferior phrenic artery) 1 (4%)

Aberrant artery (size and multiplicity)
>5 mm, more than oneftotal
<5 mm, more than one/total

13 (52%), 213 (15%)*
12 (48%), 10/12 (83%)*

Venous drainage

Inferior pulmonary vein 22 (88%)
Superior pulmonary vein 2 (8%)
Hemiazygos vein 1 (4%)

% p<0.05 (p=0.001)
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Table 3. Comparison between younger and elder patients

10 years 10 years
Group od (e10) old (1-15)
Other congenital anomalies
Enteric cyst 1 (6.7%)
Pectus excavatum 1 (10.0%)
Cardiovascular defects” 1 (10.0%)
Others® 1 (10.0%)
Total* 3 300%) 1 (6.7%)
Congenital evidence of the lesion
Neonatal congestive heart failure 1 (10.0%)
Combined enteric cyst 1 (6.7%)
Tota ** 1 (100%) 1 (6.7%)

", ASD (atrial septal defect) and PDA (patent ductus arte-
nosus); @, Pectus excavatum, dextrocardia and inguinal hernia;
=, N& (p>0.05, p=0.267); **, NS (p>0.03, p=1.00)
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