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or gangl ioneuroma was now considered. A 
r ight  t h o r a c o t o m y  was  u n d e r t a k e n  and  a 
f irm mass  7 x 7 cms was  excised. The 
his topathological  f indings were  consistent  
with ganglioneuroma.  

DISCUSSION 

Most  masses  in the an te r io r  and midd le  
medias t inum are caused by  Hodgkin ' s  and 
non  H o d g k i n g ' s  l ymphomas .  1 Poster ior  
mediast inal  masses more  commonly  are of 
neurological origin and malignant. 24 

The commones t  (45%) present ing symp-  
toms in patients with posterior mediastinal 
masses are respiratory.  Thir ty  two percent  
are d i scove red  incidental ly ,  13% presen t  
wi th  neurologic  symptoms  and 5% as pal- 
pable  masses,  s In the presen t  case too the 
child p re sen ted  wi th  chronic  cough,  and  
since the Mantoux  test was  s t rongly  posi-  
t ive a diagnosis  of tuberculosis  was m a d e  
initially. The real d iagnosis  could  not  be 
c l inched unti l  a CT scan was done  3 
mon ths  later. Hence,  we s t rongly feel that 
the initial diagnostic evaluation for a medi-  
ast inal  mass  mus t  inc lude  c o m p u t e d  

t o m o g rap h y ,  and  if avai lable  magnet ic  
resonance  imaging.  Man toux  posi t iv i ty  is 
of c o m m o n  occurrence in our  coun t ry  and 
may  only be an incidental finding. 

The r ecommended  t reatment  for masses 
of the pos te r ior  m e d i a s t i n u m  is complete  
resection, as was done  in the presen t  case. 
Post opera t ive ly  Horne r s  s y n d r o m e  has 
been  r epor t ed  in 20% of cases, s This was 
not  seen in our  case. 
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A c u t e  d i s semina ted  encepha lomye l i t i s  
(ADEM) is a monophas i c  demye l ina t i ng  
disease of central nervous  system (CNS). It 
has p robab ly  an a u t o i m m u n e  et iology.  

Clinical onset is abrupt  and usually follows 
a viral like illness or vaccination. 1~ There is 
clinical ev idence  of mul t ip le  lesions 
involv ing  CNS whi te  mat ter .  The  h igh  
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sensitivity of MRI for detection of white 
matter diseases is well suited for 
demonstrating the lesions in ADEM. 
Characteristic findings, widespread 
multiple small foci of perivenous 
inflammation and demyelinition are 
noted. 3,4,5 In this s tudy we report MRI 
findings in three cases of ADEM. 

CASE REPORT 

Case 1. A 3 year old previously healthy girl 
experienced a 3-4 days illnes of a flue like 
nature with fever, headache and aching 
joints. For two days, she had weakness and 
unsteadiness on walking. Afterwards she 
had generalized seizures and was admitted 
to our hospital. She was comatose on ad- 
mission. The respiratory pattern was nor- 
mal. She had right facial palsy and general- 
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ized hyperreflexia. Babinski's sign was 
present bilaterally. Examination of CSF and 
cranial CT were normal. EEG was consis- 
tent with a mild generalized 
encephaiopathy. MRI demonstrated abnor- 
mal high intensity signals in the white mat- 
ter of the right parietal lobe, of the left 
frontoparietal area and in the posterior of 
the corpus callosum on T2 weighted se- 
quences (Figure 1). After 5 days of admis- 
sion she gained consciousness and re- 
sponded to simple verbal commands. The 
repeat MRI, which was performed 15 days 
later, showed marked resolution of the le- 
sions. The patient had only aphasia and a 
mild ataxia of gait at discharge, 17 days af- 
ter admission. One month later, at follow 
up, she was free of symptoms and her 
neurological examination was normal. 
Case 2. A 7 year old boy with a five day of 

Fig. 1. (Patient 1). Cranial MR (T2 weighted 
image) on initiation shows high 
intensity signals in the white matter of 
the right parietal 10be, the left 
frontoparietal area, and in the posterior 
of the corpus callosum 

Fi& 2. (Patient 2). Axial T2 weighted brain 
MRI on initial presentation demon- 
strates demyelinating lesions in the 
cerebral hemispheres and in the globus 
pallidus. 
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gastroenteritis, low to middle grade fever 
and intermittant vomiting was referred to 
our hospital. For 2 days, he was less talk- 
ative than usual and his speech was 
slurred. Physical examination on admission 
revealed a right central facial palsy, 
drowsiness and gait disturbance. The ten- 
don reflexes were hyperactive and 
Babinski's sign was positive. Blood exami- 
nations, cranial CT and examination of CSF 
were normal. EEG revealed delta wave ac- 
tivity. Initial MRI showed lesions of high 
signal intensity in the white matter of cere- 
bral hemispheres, and in globus pallidus 
on T2 weighted sequences (Figure 2). For 
11 days after admission, he had only a 
slurred speech. Neurological examination 
was normal. Otherwise on the second MRI, 
1 month after the initial neurological symp- 
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toms, most of the lesions that had been vis- 
ible on the initial scan were resolved. His 
speech was normal at that time. 
Case 3. An 11 year old boy developed high 
fever and otitis media one week before ad- 
mission to hospital. Examination on admis- 
sion showed left hemiparesis. There was 
mild gait ataxia. His mental status were 
normal. The tendon reflexes were hyperac- 
tive and abdominal reflexes were lost. 
Babinski's sign and clonus were positive 
bilaterally.CT scan and CSF examination 
were normal. His MRI on admission dis- 
played high intensity signals in the bilat- 
eral genu of corpus callosum and on the 
right part of ports (Figure 3a, 3b). Over the 
next week his condition worsened. Drowsi- 
ness, dysphagia and tetraplegia developed. 
Then he became comatose. His EEG was 

FiR. 3a FiR. 3b i 
Fi 8. 3a and b. (Patient 3). Axial MR[ T2 weighted images on iml~LI,preaentafion 

(a) Note the bilateral hyperintense lesions, that compress the ventricules, in ~he corpus r 
(b) There is a demyelinaling lesion on the right of the pons in the brainstem. 
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Fig. 4a Fig. 4b 
Fig. 4a and b. (Palient 3). Axial MR T2 weighted images 1.5 months after the initial examination. 

(a) There is regression of the lesions in the corpus caliosum, but two new lesions have 
appeared in the corona radlata bilaterally. The lesion in the right corona radiata is 
1.5 cm in diameter, the one in the left is 3.5 cm. 

(b) Note the progression of the lesion in the brainstem 

corelated wih encephalopathy. We couldn't 
perform MRI in this period. Three weeks 
later, the patient began to show gradual 
improvement. He regained a normal state 
of consciousness. MRI, repeated 1.5 months 
later, displayed regression of the old le- 
sions and formation of two new lesions in 
the corona radiata bilaterally. The lesion on 
the right was 1.5 cm in diameter and the 
other was 3 cm (Figure 4a 4b). His spinal 
MRI was normal, and 2.5 months after on- 
set the patient improved clinically. Diffuse 
hyperreflexia and a mild spastic gait were 
the only neurologic sequelae. The third 
MRI that was performed at that time 
displayed the regression of the lesions in 
the corpus callosum and in the left corona 

radiata. However, the lesion in the fight co- 
rona radiata became 5 cm in diameter (Fig- 
ure 5a, 5b). At follow up, 4 months later, no 
significant abnormality was found. MRI re- 
vealed regression of all the former lesions 
and loci of gliosis. 

DIscusslon 

Clinical history and results of the 
neuroimaging studies for these patients are 
consistent with a diagnosis of acute 
disseminated encephalomyelitis (ADEM). 
ADEM is an acute demyelinating disease 
that occurs, (a) shortly after a specific viral 
illness especially in exanthematous 
childhood diseases such as "measles or 
chickenpox or, (b) after vaccination or 
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Fig. 5a Fig. 5b 

Fig. 5a and b. (Patient 3). Axial MR T2 weighted images 2.5 months after onset. 
(a) There is resolution of the lesions except the one in the right corona radiata. This 

lesion has shown progression and has become 5 cm in diameter. 
(b) The lesion in the brainstem has also regressed 

(c) following a nonspecific p~esumably 
viral upper respiratory tract infection or, 
(d) spontaneously. 1 Many of the preceding 
viral infections are trivial and some are 
probably caused by comman rhinoviruses, 
adenoviruses, and coronaviruses. 2 It has an 
abrupt onset with a monophasic course. 
Clinical and pathologic evidence support 
the theory that it is related to syndromes of 
optic neuritis, transverse myelitis, 
cerebellar ataxia and acute hemorrhagic 
leukoencephalitis which may follow 
similar precipitating events. 6 ADEM and 
related syndromes are considered to be the 
human counterpart  of experimental 
allergic encephalomyelitis, la~ Features 
characteristic of ADEM include a 
widespread CNS disturbance with coma or 
drowsiness, seizures and multi focal 

neurological  signs implicating the brain, 
spinal cord and optic nerves. Recovery 
occurs within weeks and is usualy 
complete, b,7'~ Case 1 and 2 described here 
showed clinical recovery in four weeks. 
Permanent neurologic deficits may be 
present in the form of optic atrophy, mild 
mental impairment, awkwardness,  
pyramidal dysfunction and cranial nerve 
deficits. 2 The mortality is 10-20% in the 
acute phase. Acute disseminated 
encephalomyelitis shows variable 
laboratory data. In CSF analysis mild 
pleocytosis is noted, seldom over 20 cells/ 
mm3 those usually lymphocytic in type. 
The total CSF protein is normal or mildly 
elevated. EEG shows mild slowing of the 
baseline. CT scan has been of limited value. 
The white matter lesions in ADEM are best 
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demonstrated on MRI. a.4~,. Lesions m a y  be 
found in the whi te  mat te r  of  the cerebral 
hemispheres, brain stem, optic nerve and  
spinal cord, particularly in the subpial and 
subependymal  areas. There m a y  be 
involvement of the contigous grey  mat ter  
as well. These lesions are later replaced by 
perivenous fibrous gliosis. 4 Given that  
ADEM is usually a monophasic  disease, all 
lesions w o u l d  be expected to enhance in 
the acute  phase  and  in the same age. 7~ 
However, the third case had new lesions on 
the second MRI, while  those on the first 
MRI s howed  regression.  It is noticeable 
that lesions of this patient were in different 
ages. This is a rare condi t ion  in ADEM. 
After 4 mon ths  this pat ient  recovered 
completely, and his MRI findings resolved. 
In ADEM, some MRI abnormal i t ies  are 
reported to persist  as long as 18 months ,  
despite full clinical recovery. Radiological 
findings howeve r  are not  specific for this 
disease. Progressive multifocal leukoencep- 
haiopathy,  CNS lymphoma ,  mul t ip le  
sclerosis and  mi tochondr ia l  myopath ies ,  
encephalopathies  m a y  produce  extensive 
white mat te r  changes  as well. 4.~~ The 
diagnosis remains  essential ly clinical. No 
laboratory abnormal i ty  is pa tgonomenic .  
With the appropria te  clinical presentation, 
MRI findings of high intensity, focal lesions 
on T2 weigh ted  whi te  mat te r  can confirm 
the d iagnos is  of ADEM and ident i fy  the 
extent. 
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