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A Case of Hypoxic Encephalopathy Following Anesthesia for a
Patient with Ludwig’s Angina

Kyung Hee Choi, M.D., Suck Hee Chah, M.D. Kyung Lim Im, M.D.
Dong Ai An, M.D. and Hang Soo Sohn, M.D.

Department of Anesthesiology, Koryo General Hospital, Seoul, Korea

Ludwig’s Angina is the term given to the symptoms resulting from infection of the submandibular
space and is characterized especially by extreme edema of the floor of the mouth. Airway obstruction
and respiratory difficulty is common due to edema of the mouth, tongue, and the glottis, from
mediastinitis due to spread, or from septicemia or pneumonia.

Thus, it is necessary for the anesthetist to attend to specific management of airway maintenance.

A 49-year-old male had an operation for incision and drainage under balanced anesthesia. After the
operation, posthypoxic myoclonus due to anoxia for three minutes appeared while in the recovery
room. The patient, controlled by oxygen supply and diazepam and antiepileptics, has recovered from
the seizures, but has not recovered from intention myoclonus and speech disturbance, which are slowly
improving. This report describes this case of posthypoxic myoclonus following anesthesia and reviews

the literature.
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Table 1. Classification of Causes of Anoxic Encephalopathy

1. Anoxic anoxia

a. Obstruction to airway-strangulation, foreign bodies, laryngeal spasm, drowning
b. Impairment of respiratory muscles — poliomyelitis, high spinal cord lesions, postinfectious polyneuritis,

myasthenia gravis

¢. Depression of brainstem respiratory center—encephalitis, tumors, granulomas, porphyria, barbiturate poisoning,

cerebral hemorrhage, and trauma

d. Impaired gaseous exchange in lungs — severe pneumonia, chlorine poisoning, emphysema

e. Anesthesia — nitrous oxide, ether

f. High altitude (flying or mountain climbing)
2, Stagnant anoxia

a. Cariliac arrest

b. Some forms of strangulation
3. Anemic anoxia

a. Carbon monoxide poisoning

b. Blood loss
4. Histotoxic anoxia

a. Cyanide poisoning
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