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A Case of Anticonvulsant Hypersensitivity Syndrome with Subcarinal
Lymph node Enlargement and Eosinophilic Pneumonia Induced by

Carbamazepine

lk Soo Jeon, MD., Jae Young Jang, MD., Jee Eun Pak, MD, Chun Young Song, MD., Chang Wook Jung, MD.,

Sung Hun Kim, MD., Kyung Woo Kang, MD.

Division of Pulmonary and Critical Care Medicine, Department of Medicine Masan Samsung Hospital

Sungkyunkwan University School of Medicine, Republic of Korea

Anticonvulsant, hypersensitivity syndrome (AHS) is an uncommon, but potentially fatal and mutilsystemic disorder
that occurs after exposure to the arene oxide—producing anticonvulsants—carbamzepine, phenobarbital and phenytoin.
The multisystemic reactions include fever, skin eruptions, lymphadenopathy, hematologic abnormality and hepatitis.
The diagnosis of AHS is made by history of drug exposure and clinical course. No specific treatments are proved as
benefit except discontinuing the offending drug and trying the steroids in some severe cases. We report a case of
carbamazepine induced anticonvulsant hypersensitivity syndrome characterized by skin rash, eosinophilia, subcarinal
Iymphadenopathy and eosinophilic pneumonia. The patient was resolved completely after only discontinuing

carbamazepine. (Tuberc Respir Dis 2004; 57:55-60)
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Figure 1. Eosinophilic pneumonia by anticonvulsant hypersensitivity syndrome in 42-year-old man.
A. Chest radiography shows ground glass opacity mainly in both upper and midde lung zone. B. CT scan obtained at
the level of aortic arch shows multiple mediastinal lymph nodes enlargement. C. CT scan obtained at level of carna

shows subcarinal  lymph  node enlargement and  right  pleural

effusion. D. Transaxial thin-secton CT scan obtained at

level of distal bronchus shows diffuse ground glass opacities and interlobular septal thickening in the both lungs.
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Figure 2. Clinical course of fever and eosinophil counts after discontinuing carbamazepine. (B. adm- at
admission; 7ds, 14ds, 1mo., 2mo.— days after discontinuing of carbamazepine)
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Figure 3. Follow up chest radiograms at 2month after discontinuing carbamazepine.

A. Previously existed ground glass opacity was nearly cleared up. B. CT scan obtaned at the level of aortic arch shows
no more mediastinal lymph node enlargements. C. In CT scan obtained at level of carina, previously existed subcarinal
lymph  node enlargement and right pleural  effusion  were disappeared. D. In  transaxial  thin-section CT scan obtained at
level of distal bronchus, previously existed diffuse ground glass opacties and interobular septal  thickening in the both
lungs were no more seen.
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