
CASE REPORT 
pure word mutism 

A Case of Pure Word Mut ism: 
Don't Be Fooled! 

A case of pure word mutism, often called "small Broca's aphasia,"m a 44- 
year-old woman with a psychiatric history and a long history of unre- 
solved, vague neurologic symptoms is presented. Although hysterical reac- 
tion was high on the list of differential diagnoses due to the patient's med- 
ical history, cranial computed tomography performed in the emergency de- 
partment revealed an infarct in the distributio~ of the middle cerebral 
artery, which probably caused her condition. The pat ient  improved 
slightly during hospitalization and was discharged on the sixth hospital 
day with a moderate expressive aphasia for which she received intensive 
speech therapy. [Linett LM: A case of pure word mutism: Don't be fooled! 
Ann Emerg Med November 1989;18:1233-1236.] 

INTRODUCTION 
Speaking, as a means of communication, is so common it is often taken 

for granted. Pure word mutism, or "verbal apraxia, 'q is an unusual clinical 
entity in which the patient exhibits a complete expressive aphasia despite 
intact comprehension and undisturbed writing ability. It is believed to 
arise from a lesion that disconnects the motor  cortex for speech from 
lower centers. 2 

A case of pure word mut ism associated with right-hand numbness and 
hemiparesis is presented. The patient's medical history included atypical 
migraine headache and unresolved vague neurologic symptoms. She had 
been referred for psychiatric evaluation. Although hysterical reaction was 
strongly considered, cranial computed tomography (CT) revealed an infarc- 
tion in the distribution of the middle cerebral artery, which probably 
caused her symptoms. 

CASE REPORT 
A 44-year-old, right-handed woman presented to the emergency depart~ 

ment with the acute onset of aphasia and right-hand weakness and numb- 
ness. The patient was otherwise healthy and had been taking alprazolam 
during the past year for anxiety and panic attacks. Her husband provided 
additional history by saying that his wife had telephoned him at work ear- 
lier in the day and her speech had been "garbled and slow" and she was 
complaining of a "numb feeling in her right hand, like it was asleep." 
When her husband .arrived home shortly thereafter, his wife was totally 
unable to speak, although otherwise asymptomatic. 

At the time of initial evaluation in the ED, the patient was able to write 
legibly and coherently on a notepad. When she attempted to speak, how- 
ever, she became increasingly frustrated and began to cry. She was not able 
to whisper, hum, or mouth words either spontaneously or in imitation. 
Her comprehension appeared intact in that she could follow simple writ- 
ten and 'verbal instructions. Questions were answered by nodding to indi- 
cate yes or no. Acts such as licking lips and rolling the tongue were easily 
performed, as were chewing and swallowing. She denied headache, diplo- 
pia, photophobia, stiff neck, or syncope. She nodded yes to subjective 
numbness and weakness of the right hand. 

Vital signs were entirely within normal limits as was the complete non- 
neurologic assessment. Indirect laryngoscopy showed normal larynx and 
vocal cord movement.  On neurologic evaluation, the patient was alert and 
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FIGURE 1. Nonenhanced cranial CT 
scan showing an early nonhemor- 
rhagic infarct of the left temporal 
and parietal regions (arrow). 

oriented (by writing) to person, place, 
and time. Cranial nerves were intact 
without visual field deficit. She ex- 
hibited a 3/5 grip of the right hand as 
compared with a 5/5 grip of the left 
as well as a diminished response to 
pinprick and light touch on the right 
hand only. Reflexes were symmetri- 
cal, and p lan ta r  responses  were 
flexor. Gait and cerebellar testing 
were normal. 

A review of her medical records re- 
vealed that the patient had a several- 
year his tory of atypical  migraine 
headaches and had been seen on nu- 
merous occasions by her neurologist 
for vague complaints of numbness 
and paresthesia of the lips, face, 
arms, and legs, for which no etiology 
had been found. She had been re- 
ferred for psychiatr ic  test ing and 
evaluation, but those records were 
not available. 

Initial laboratory results revealed a 
WBC count of 8,300/mm 3 (74% seg- 
mented neutrophils, 11% band forms, 
9% lymphocytes ,  3% monocytes ,  
and 3% eosinophils). Platelets Were 
123,000/mm3; hemoglob in ,  13.6 
g/dL; and hematocrit,  40.2%. Elec- 
trolytes, BUN, and glucose were nor- 
mal. Chest radiograph, ECG, and uri- 
nalysis were within normal limits. 
Although a hysterical reaction was 
considered part of the differential di- 
agnosis, a CT scan was considered 
necessary to rule out other pathol- 
ogy. With some reluctance, the pa- 
tient agreed to the study provided no 
contrast agent was used. The scan re- 
vealed an early nonhemorrhagic in- 
farct of the left temporal and parietal 
regions in the dis tr ibut ion of the 
middle cerebral artery (Figure 1). 

The patient was hospitalized with 
a diagnosis of left cerebrovascular ac- 
cident. Magnetic resonarice imaging 
of her head the next day showed a 
dominant signal abnormality involv- 
ing the left insular cortex as well as 
scattered gray matter signal abnor- 
malities in the high left parietal re- 
gion, which are suspicious of a corti- 
cal infarction (Figure 2). There were 
also scattered white matter signal ab- 
normali t ies  consis tent  with a de- 
myelinating process believed to be of 
separate etiology. Other hospital test- 

ing included waking EEG, lumbar 
puncture, noninvasive carotid echog- 
raphy, and rheumatologic evaluation, 
all of which were essentially within 
normal limits. 

The pa t ien t ' s  speech improved 
slightly during her hospitalization. 
She was able to say simple words and 
begin phrases, although slowly and 
with much difficulty. Based on the 
improvement of her condition, she 
was discharged on the sixth hospital 
day for in tens ive  speech therapy 
follow-up. 

DISCUSSION 
The dominance of one cerebral 

hemisphere ,  mos t  often the left, 
emerges with speech and right hand 
preference, particularly for writing. A 
lack of development or loss of cere- 
bral dominance as a result of disease 
entails a disturbance of both of these 
traits. 3 Al though speech and lan- 
guage are closely interwoven func- 
tions, they are not  s t r ic t ly  syn- 
onymous. A language dysfunction is 
always a reflection of a brain abnor- 
mal i ty  in the dominan t  cerebral 
hemisphere. A speech disorder may 
or may not have a similar origin - it 
may be due to abnormalities in dif- 
ferent parts of the brain or to extra- 
cerebral mechanisms. 2 

Even in left-handed individuals, 
the left hemisphere is usually the 
mos t  i m p o r t a n t  h e m i s p h e r e  for 
speech. Anatomical ly ,  i n  65% of 

brains, part of the temporal lobe ap- 
pears to be larger in the left hemi- 
sphere than its counterpart (an area 
located behind the transverse gyms), 
and this area is believed to have par- 
ticular importance for speech. In ad- 
dition, Broca's area, located in the re- 
gion of the operculum of the frontal 
lobe, is a vital anatomic speech area. 
Other parts of the left cerebral cortex 
in the temporal and parietal lobes are 
also considered crucial.4, 5 

In the classification of aphasic dis- 
orders, there are three major syn- 
dromes and a mul t i t ude  of less- 
common entities. 6 

First, global or total aphasia usu- 
ally results from an infarction in the 
distribution of the internal carotid 
ar tery or middle cerebral artery; 
tumor and trauma are other possi- 
bilities. The result is often a large le- 
sion located in the language area of 
the major cerebral hemisphere. By 
definition, all aspects of speech and 
language are affected. Patients are 
unable to read and write, and their 
comprehension is poor for spoken 
and written words. This type of apha- 
sia is the most severe and has the 
worst prognosis, z 

Second, in Wernicke's (sensory or 
central) aphasia, disruption of the en- 
tire array of language is evident. This 
"fluent" aphasia occurs due to infarc- 
tion of the lower division of the mid- 
dle cerebral artery (tumor and infec- 
tion are other possible causes) result- 
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FIGURE 2. M a g n e t i c  r e sonance  i m -  
aging showing  a d o m i n a n t  signal ab- 
n o r m a l i t y  i n v o l v i n g  the  Ieft  i n su lar  
cor tex  as we l l  as scat tered gray m a t -  
ter signal abnormal i t i e s  in the high 
l e f t  par i e ta l  region s u s p i c i o u s  o f  a 
cort ical  infarct ion (arrow). 

i n g  i n  l e s i o n s  of t h e  p o s t e r i o r  
perisylvian structures of the parietal 
and  t e m p o r a l  lobes.  To ta l  i n c o m -  
prehension of spoken speech as well 
as the  i n a b i l i t y  to read or repeat  
aloud results, al though speech is flu- 
ent. Alexia and agraphia are common  
components  of this syndrome. 8 

Finally, Broca's or motor  aphasia 
involves infarction or hemorrhage in 
the dis tr ibut ion of the superior fron- 
tal branch of the middle cerebral ar- 
tery. The result is a cortical and sub- 
cortical lesion of the prefrontal and 
frontal  regions. This  so-called non-  
f luent  aphasia involves failure of the 
motor  aspects of speaking and writ- 
ing. Although there usual ly exists a 
less-obvious impai rment  in  language 
comprehens ion  than  in Wernicke's ,  
pa t i en t s  may  run  the gamu t  from 
vi r tua l ly  no rma l  comprehens ion  to 
severe d i f f i cu l ty  in  u n d e r s t a n d i n g  
spoken and wri t ten  language. Associ- 
ated clinical symptoms often include 
weakness or numbness  of the lower 
part of the face and arm on the oppo- 
site (right) side and, occasionally, the 
leg .as well. Visual field disturbance 
is uncommon.  6 

A closely related syndrome,  pure 
word mut i sm,  which this patient  ex- 
hibited, also results in wordlessness 
but  leaves writ ing undisturbed. This 
is a rare clinical ent i ty  believed to be 
anatomical ly  a disconnect ion of the 
motor  cortex for speech from lower 
cen te r s .  In  m u t i s m ,  a s y n d r o m e  

c lo se l y  a l l i ed  to w h a t  M o h r  has 
called "smal l  Broca's aphasia,"  the 
pat ient  loses all capacity to speak but  
retains the abi l i ty  to write, under-  
stand spoken words, and read si lently 
wi th  comprehens ion ,  z It may occur 
in  p a t i e n t s  w i t h  gross d e m e n t i a ,  
b i l a t e r a l  basa l  g a n g l i o n  l e s ions ,  9 
p s e u d o - b u l b a r  palsy, 1° or the syn- 
drome of akinet ic  mut ism.  H In these 
ins tances ,  the u n d e r l y i n g  cause is 
typical ly self-evident.  Other  causes 
inc lude  psychot ic  i l lness,  ~z elective 
m u t i s m  (relatively c o m m o n  in chil- 
dren), 13 and hysteria3 4 

This type of speech disorder is usu- 
ally transitory wi th  language restored 
to n o r m a l  w i t h i n  a few weeks  or 
months .  When  speech returns,  lan- 
guage may be syntactical ly complete, 
showing ne i ther  los~ of vocabulary 
nor  agrammat ism,  03!there may be 
vary ing  degrees of dy.sarthria, ano- 
mia,  and paraphasic  ~ubs t i tu t ions .  
Terms such as aphemia, tS, 16 cortical 
dysar thr ia ,  17 and pure word dumb-  
ness  18 have been used to describe 
this disorder. Many authors currently 
regard it as an apraxia of speech, w-z1 

This pat ient  was somewhat  un ique  
in that she had no prominent  orobuc- 
colingual dyspraxia on ini t ial  evalua- 
tion. She exhibited the c o m m o n  re- 
act ions of frustrat ion,  the so-called 
ca t a s t roph i c  r e a c t i o n  ~z and, la ter  
w h i l e  h o s p i t a l i z e d ,  w i t h d r a w a l .  
These  pa t i en t s  of ten w i thd raw  to- 
tally from all interpersonal commu-  

nicat ion for varying amounts  of time. 

SUMMARY 
This case is noteworthy in that it 

demons t r a t e s  tha t  local ized infarc- 
t ions may cause discrete lesions in 
c e r t a i n  l anguage  f u n c t i o n s  in  the  
brain and that the syndrome of mu- 
t i sm may be mis taken  for hysteria. 

The author expresses his appreciation to 
Ms Debra Herman and Ms Linda Donvito 
for their help in the preparation of this 
manuscript. 
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