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S U M M A R Y — A 3 8 y e a r - o l d m a n d e v e l o p e d t h e c l a s s i c a l c l i n i c a l p i c t u r e o f W e r n i c k e ' s e n ­

c e p h a l o p a t h y a s a c o n s e q u e n c e o f p r o l o n g e d t o t a l p a r e n t e r a l n u t r i t i o n . A s a l a t e c o m p l i c a t i o n 

h e d e v e l o p e d a f r o n t a l l o b e s y n d r o m e . B i l a t e r a l g l o b u s p a l l i d u s l e s i o n s w e r e o b s e r v e d i n t h e 

C T - s c a n e x a m i n a t i o n . S o m e a s p e c t s r e l a t e d t o t h e c o r t i c a l s y n d r o m e s c a u s e d b y s u b c o r t i c a l 

l e s i o n s a r e d i s c u s s e d . 

Síndrome de lobo frontal por lesões de globus pallidus bilaterais: complicação da encefalo­
patia de Wernicke. 

R E S U M O — R e l a t a - s e u m c a s o d e e n c e f a l o p a t i a d e W e r n i c k e q u e o c o r r e u e m p a c i e n t e m a s ­

c u l i n o d e 3 8 a n o s , c o m o c o m p l i c a ç ã o d e a l i m e n t a ç ã o p a r e n t e r a l t o t a l . H o u v e b o a r e c u p e r a ç ã o 

c l í n i c a c o m s u p l e m e n t a ç ã o d e t i a m i n a m a s , c o m o c o m p l i c a ç ã o n e u r o l ó g i c a t a r d i a , o p a c i e n t e 

d e s e n v o l v e u q u a d r o a m n é s i c o a s s o c i a d o a s í n d r o m e d e l o b o f r o n t a l c a r a c t e r i z a d a p o r a p a t i a , 

p e r s e v e r a ç ã o e a l t e r a ç ã o d e t e s t e s d e f u n ç ã o c o r t i c a l f r o n t a l . T C r e v e l o u p r e s e n ç a d e l e s õ e s 

b i l a t e r a i s d e g l o b o p á l i d o . S ã o d i s c u t i d o s a l g u n s a s p e c t o s r e l a c i o n a d o s a o d e s e n v o l v i m e n t o d e 

s í n d r o m e s c o r t i c a i s f r o n t a i s e m d e c o r r ê n c i a d e l e s õ e s e s t r u t u r a i s s u b c o r t i c a i s . 

Wernicke's encephalopathy ( W E ) is characterized by a classic triad of ocular 
abnormalities (eg. nystagmus, ophthalmoplegia, pupillary changes, ptosis, retinal 
hemorrhages, and papilledema), ataxia and abnormal mental state, and is caused by 
deficiency of thiamine 10 . S t r u b 1 2 recently described a patient suffering frontal lobe 
syndrome as a consequence of bilateral globus pallidus lesions of unclear etiology. 
W e describe a patient who developed W E during total parenteral nutrition 1 .3 ,6 ,9 . As 
a late complication, bilateral globus lesions leading to a frontal lobe syndrome was 
detected. 

C A S E , R E P O R T 

O S , a 3 8 - y e a r - o l d m a n w a s a d m i t t e d i n M a y 3 , 1988 w i t h h e m a t e m e s i s . H e w a s 

k n o w n t o d r i n k a l c o h o l i c b e v e r a g e s d a i l y , t h e a m o u n t i g n o r e d . A n e n d o s c o p i c e x a m i n a t i o n 

d i s c l o s e d a d u o d e n a l u l c e r w i t h a c t i v e h e m o r r h a g i c f u n d i . I n M a y 12 , 1988, h e w a s s u b m i t t e d 

t o a p a r t i a l g a s t r e c t o m y . S e v e n d a y s l a t e r h e w a s r e o p e r a t e d d u e t o t h e f o r m a t i o n o f a d u o ­

d e n a l - c u t a n e o u s f i s t u l a a n d a r i g h t s u b p h r e n i c a b s c e s s . H e r e c e i v e d a p p r o p r i a t e ant ib io t i c s , 

a n d t h e n e x t d a y p a r e n t e r a l h y p e r a l i m e n t a t i o n w a s i n i t i a t e d ( A m i n o p l a s m a l + g l u c o s e 5 0 % 

4- p o t a s s i u m c h l o r i d e + a c i d p o t a s s i u m p h o s p h a t e -f- c a l c i u m g l u c o n a t e + s o d i u m ace ta te 

+ f o l i c ac id . T o t a l d a i l y v o l u m e : 1000 m L ) . F i v e d a y s l a t e r t h e d a i l y v o l u m e o f i.v. p a r e n ­

t era l s o l u t i o n w a s i n c r e a s e d t o 2000 mXi. I n J u n e 18, 1988, t h e piatient w a s f o u n d c o n f u s e d 

a n d o b n u b i l a t e d . F o u r d a y s l a t e r h i s m e n t a l c o n d i t i o n w o r s e n e d , a n d n y s t a g m u s t o al l d i ­

r e c t i o n s , r i g h t a b d u c e n s p a l s y , s l u g g i s h p u p i l l a r y r e f l e x e s t o l i g h t , i n t e n t i o n a l t r e m o r w i t h 

d y s m e t r i a i n t h e u p p e r l i m b s w e r e o b s e r v e d . A C T s c a n a n d a C S F e x a m w e r e p e r f o r m e d , 
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and were normal. He was admitted to the Intensive Care Unit with arterial hypotension 
(80/40mmHg) and sinusal tachycardia (120 bpm). At this time, he was found somnolent, de-
sorientated, untalkative and uncooperative. Nystagmus to all directions, right abducens palsy, 
sucking and grasping reflexes in both upper limbs, and global hypotonia were present. Muscle 
power wias normal in all limbs. Cutaneous plantar reflexes were flexor. The diagnosis of 
Wernicke's encephalopathy was made and thiamine lOOmg bid, i.v., was initiated. The next 
day (June 19), he was comatous and irregular breathing developed. He was entubated and 
mechanically ventilated for seven days, when his level of consciousness begun to improve. 
During this time his blood pressure, progressively returned to normal levels. Thereafter his 
neurological deficits progressively improved. During his admission the following blood la­
boratory tests were regularly performed and were normal: sodium, potassium, phosphorus, 
magnesium, hepatic transaminases, creatinine and glucose. He was discharged from the In­
tensive Care Unit in June 30, 1988, and delivered home in August 5, 1988. At this time he 
was fully conscious, giving short answers when (asked and without spontaneous speech. 
His thought content was normal, but there was a marked recent memory impairment. His 
speech was normal, but truncal and limbs ataxia were present, and he could walk only with 
support. All deep reflexes were present and normal, except the achilleus. Global hypotonia 
was unchanged. Grasping and sucking reflexes disappeared. Nystagmus could be elicited but 
was not marked, and the complaints of diplopia and sixth nerve palsy disappeared. Three 
months later the patient was reviewed, and his wife complained of his lack of general and 
sexual interest, tendency to be isolated, short periods of irritability, without euphoria or 
bouts of crying. He gained weight and was going to be overweight, but hyperphagia could 
not be diagnosed. He was not properly sad and his thoughts were not melancholic. Retro­
grade amnesia and confabulation were absent, but his ability to learn, or to form new me­
mories was greatly impaired. Alternating sequencing tasks were bilaterally impaired 11. 
Although the diagnosis of depression could not be established with certainty, imipramine 
75mg ad was tried for three months without success. In December 1989, a CT scan disclosed 
bilateral small low density areas in the region of globus pallidus (Fig. 1). The patient was 
reexamined at this time, and his mental status and neurological examination were unchanged. 



COMMENTS 

Most reports of CT findings in WE have been those of diffuse cerebral atrophy, 
bilateral low density lesions in the thalamic region, hypothalamus, and around the 
aqueduct 5' 7* 8 . In the acute stage, these lesions may appear as contrast-enhancing 
areas due to focal dilatation of capillaries. In the case reported by S t r u b 1 2 , the 
bilateral hemorrhagic lesions in the globlus pallidus detected by MRI may be an 
example of this stage although clinical diagnosis of WE could not be established 
in that case. The lesions observed in our case, not observed in an early stage, may 
be due to tissue necrosis as occurs in the late stages of W E . 

The symptoms of frontal lobe syndrome without direct damage to the frontal 
lobes may be caused by damage of subcortical brain structures that have strong 
interconnections with the frontal lobes 1 2 > 1 4 . More recently, Wolfe et a l . 1 4 found that 
patients with multiple lacunes, mostly involving the basal ganglia, were impaired in 
several tests sensitive for frontal lobe dysfunction. In addition, most of these pati­
ents showed an apathetic behavior. 

We also should keep in mind that the classical clinical picture of W E , as obser­
ved in our case, is rare 4 . Coma is an importante but unusual feature of acute 
WE 2,13. In fact, WE diagnosis should be suspected in alcoholics presenting in coma 
without localizing signs. Such patients should receive empirically intravenous thiamine 
while other causes of coma are excluded 13. Hypotension and hypothermia, as 
observed in our case, may be related to hypothalamic involvement, causing impaired 
autonomic regulation 3. 
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