
INDIAN PEDIATRICS 

REFERENCES 

1. Pherwani AV, Rodrigues C, Dasgupta A, 
Bavdekar MA, Rao ND. Hyprimmuno- 
globulinemia E syndrome. Indian Pediatr 
1994; 31: 328-330. 

2. Davis SD, Schaller J, Wedgwood RJ. Job's 
syndrome: Recurrent "Cold" staphylococ- 
cal abscesses. Lancet 1966; 1:1013-1015. 

3. Buckley RH, Wray BB, Belmaker EZ. Ex- 
treme hyperimmunoglobulinemia E and 
undue susceptibility to infection. Pediat- 
rics 1972; 49: 59-70. 

4. Donabedian H, Gallin JI. Hyperimmuno- 
globulin E recurrent-infection (Job) syn- 
drome. Medicine 1983; 62:195-208. 

5. Buckley RH. Disorders of IgE system. In: 
Immunological Disorders in Infants and 
Children, 4th edn. Ed Stiehm ER. Phila-
delphia, W.B. Saunders Company, 1966; 
pp 409-422. 

6. Geha  RS,  Leung DYM. Hyperimmuno- 
globulin E syndrome. In: Immunodefi- 
ciencies, 1st end Eds. Rosen FS, Saligman 
M. Switzerland. Harwood Academic Pub- 
lishers, 1993; pp 571-583. 

Carbamazepine Induced Pseudo-
Lymphoma Syndrome 

H. Paramesh  
D.A. Satish  
Salim A. Khatib 
Mukta Jain M. 

Pseudolymphoma syndrome, as a 
hypersensitive reaction to anticonvulsant 
drugs especially phenytoin, carbamaze-
pine, tridone and phenobarbitone is well 
known(l-4). Its pathogenesis is uncertain. It 
consists of a triad of fever, generalized rash 
and lymphadenopathy. Varying degrees of 
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malaise, hepatosplenomegaly, abnormal 
liver functions, arthralgia, eosinophilia and, 
blood dyscrasias have also been report-
ed^). We present a case of carbamazepine 
induced pseudolymphoma syndrome. 
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CASE REPORTS 

Case Report 
A 5-year-old male patient was given 

carbamazepine (Tegretol) in the dose of 200 
mg once daily for focal seizures of the right 
foot for 2 months after evaluation by a pe-
diatric neurologist. He presented with 
fever and generalized erythematous 
maculopapular rashes of 15 days duration, 
which started one-and-half months after 
initiation of treatment with carbamazepine. 
He also presented with anasarca and was 
passing high colored urine. 

Examination revealed exfoliative 
dermatitis, icterus, generalized lymphade-
nopathy (bilateral cervical, axillary, and 
inguinal lymphnodes were enlarged) and 
hepatosplenomegaly. Respiratory system 
examination revealed bilateral crepitations 
and rhonchi while the cardiovascular and 
central nervous systems were normal. 

Investigations revealed a total leucocyte 
counts of 18,000 cells/cu mm, with a differ-
ential count of polymorphs 60, lymhocytes 
26, monocytes 8 and eosinophils 6. Hemo-
globin was 10.6 g/dl, RBC count was 3.5 
million/cu mm, PCVwas 33% and ESR 19 
mm/ in first hour. Peripheral smear re-
vealed 17% of atypical lymphocytes. Urine 
and stool examination were normal. Blood 
urea nitrogen, serum creatinine, ASO titres 
were all normal. C-reactive protein was 2.4 
mg/dl. Liver function tests showed a 
raised serum bilirubin (3.6 mg/dl), serum 
alkaline phosphatase of 8.0 KA units, 
SGOT of 248 units/ml and SGPT of 319 
units/ml. Widal test was negative and 
blood culture yielded no organisms. Paul 
Bunnel test and mono-spot test were also 
negative. X-ray chest revealed right hilar 
lymphadenopathy. 

The drug tegretol was discontinued and 
the patient was treated with anti-
histaminics, bronchodilators and antibio-
tics for his reactive airway problem and 
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respiratory infection and local soothening 
agents. 

The fever subsided about 5 days after 
stopping carbamazepine. The generalized 
rash and hepatosplenomegaly disappeared 
within 10 days. The atypical lymphocytes 
in peripheral blood smear were absent after 
10 days. Liver function tests returned to 
normal in 3 weeks time (SGPT returned to 
a level of 35 units/ml and. SGOT to 40 
units/ml). 
Discussion 

Pseudolymphoma syndrome was first 
reported in 1988. The first reported Indian 
case was in 1991(6). Phenytoin is said to 
be the commonest drug causing this 
syndrome. It occurs in about 1% of patients 
receiving the drug(7). Carbamazepine also 
does not lag behind. Other drugs known 
to cause this syndrome are mephytoin, tri-
methadone, mexiletine (antiarrhythmics), 
thioridazine and butabarbital. 

This condition may also present as a 
generalized exfoliative dermatitis(8). The 
minimum clinical criteria for the diagnosis 
include: (/) Exposure to drugs as stated ear-
lier; (it) Triad of fever, generalized rash and 
lymphadenopathy; and (iii) Improvement 
on stopping the offending drug. Other 
features seen are malaise, hepatospleno-
megaly, arthralgia, congestive cardiac 
failure, thrombocytopenia, eosinophila, 
abnormal liver function tests, and blood 
dyscrasias. Histological investigation of the 
involved skin has been reported in a few 
cases. It may reveal a mycosis fungoides 
like picture or a sezary like syndrome(8). It 
has been proposed that phenytoin-induced 
pseudolymphoma syndrome may develop 
frank malignant lymphoma, because there 
is an increased chance of a malignant clone 
developing at a time when the immuno-
surveillance system is impaired due to 
lymphadenopathy and a loss of T-cell 
suppressor function(4). 
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tion of SJS. We present here a case of chron-
ic lung disease following SJS in a previous-
ly well child. 

Case Report 

An 8-year-old boy who was well till 2 
months prior to admission, received oral 
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