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Experiences of Wet Beriberi and Wernicke’s Encephalopathy Caused by
Thiamine Deficiency in Critically Ill Patients

Ji Young Jang, M.D., Hongjin Shim, M.D. and Jae Gil Lee, M.D., Ph.D.

Department of Surgery, Yonsei University College of Medicine, Seoul, Korea

Wet beriberi and Wernicke’s encephalopathy (WE) are caused by thiamine deficiency and are potentially lethal
and serious diseases. Thiamine deficiency occurs mainly due to poor oral intake or inadequate provision of thiamine
in enteral or parenteral nutrition therapy. We report cases of wet beriberi and WE that developed after surgery in a
surgical intensive care unit. The first patient, who was diagnosed with wet beriberi, underwent right total mastec-
tomy and radical subtotal gastrectomy, simultaneously. The second was diagnosed with irreversible WE, respectively,
due to long-term malnutrition. In both cases, intravenous replacement of thiamine was initiated after the admission
to the surgical intensive care unit. However, comatose mentality of the second patient did not improve. As a result,
we conclude that, if a patient’s clinical feature is suspected to be thiamine deficiency, prompt intravenous thiamine

replacement is needed.
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Fig. 1. Chest AP x-ray.
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Fig. 2. Brain magnetic resonance ima-
ging fluid-attenuated inversion
recovery images. (A) High
signal intensity in dorsal me-
dulla. (B) High signal inten-
sity in periaqueductal area. (C)
High signal intensity in ma-
millary bodies. (D) High sig-
nal intensity in bilateral me-
dial thalamus.
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