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Four Cases of Kartagener's Syndrome
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Kartagener’s sydrome is an autosomaly inherited recessive condition characterized by situs
inversus, bronchiectasis, and chronic sinusitis. And recently it was recognized as a subclass of
dyskinetic cilia syndrome which caused by a defect in mucociliary transport owing to immotile or
dyskinetic beating of cilia. Electron microsopy of cilia from sperm tails, nasal and bronchial
epithelium of patients reveals the partial or complete absence of dynein arms. Our four patients
were diagnosed as a Kartagener’s syndrome by classic triad. We carried out electron microscopy
of cilia of the nasal mucosa. And many other tests were done. One patient had squamous cell
carcinoma of the lung, and another one patient revealed features of adult respiratory distress
syndrome at admission. All patients improved with conservative therapy such as physiotherapy,
bronchodilater, antibiotics except one patient who mechanical ventilation was required. A brief

review of literature was made.
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Fig 1. Chest HRCT of the case 2 showed diffuse
dilatation of the bronchi in both lower lung.

Fig 2. Electron microscopy of the case 2 showed (A)
partial dynein arm defect(typelld), (B} radial
spoke defect(Typell), (C) microtubular transpo-
sition(typelll).
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’ Fig 3. EKG of the case 3 showed dextrocardia.

Fig 5. PNS series of the case 3 showed mucosal th-
ickening of both maxillary sinus.

Fig 4. Chest PA of the case 3 showed invertion of he-
art, great vessels, and right positioned Magen-
blas gas. Also round mass showed on right lo-
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_ SEX CHROMOSOME

Fig 6. Chromosomal study of the case 4 revealed normal 46XX.
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