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the calorie intake was in deficit by 27%
whereas in case of boys the deficit was 25%.
Similarly, protein intake of girls was in defi-
cit by 16-18%. An earlier study has reported
a mean consumption of 1787 Kcals and
47.6 g of protein in adolescent girls which is
similar to our findings(9).

In the present study, the major reasons
for inadequate intake of calories was due to
ignorance about the daily requirements of
nutrients. The skipping of the meals amongst
female adolescent girls, to maintain their
body figure, was another important reason
for low dietary intake. The findings of pre-
sent study revealed that there is a need of
imparting health and nutrition education to
adolescent students.
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Cotard’s Syndrome in Parietal
Lobe Tumor |

M.S. Bhatia

Cotard’s syndrome was first described
as Delire de Negation in 1981, The condi-
tion is delusion which, in its complete form,
leads the patient to deny his own existence

and that of external world(1,2). Such delu-
sions are most commonly seen in patients of
endogenous depression but may also occur
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in senile psychosis and lesions of parictal
lobe(3) and least commonly in schizophre-
nia(2).

Case Report

A 12-year-old boy studying in 8th class
was brought to Psychiatry OPD with com-
plaints of abnormal behavior of one month
duration. The patient had become more
irritable, impulsive, sleepless and had ne-
glected personal hygiene. He also complained
of seeing the corpse of his mother and
father. At times, he was found to be laughing
and muttering to self. There had been one
episode of wrongly identifying his brother.
He also complained of forgetfulness and at
times, sceing the persons distorted. There
had been history of continuous headache
which was more severe for the last one
week. There had been no past or family
history of mental illncss of seizures. His
" father died six months back.

On examination, he was a boy of pyknic
build. The patient could be ecasily em-
. phathized. The psychomotor activity was
increased. He looked preoccupied with his
own thoughts and rcpeatedly said, “I dicd
6 months back,” “What you are seeking is
nothing but my corpse,” and “I died along
with my father.” He would not accede to
arguments that he was alive, Onbeing asked
as to how he, a dead corpse, could speak, he
replied, “This is my ghost speaking, not 1.”
At the time of examination there was no
evidence of depression or schizophrenia, as
his effective responses were appropriate
and there was no formal thought disorder.
His memory, oricntation and neurological
examination was normal. EEG, fundus and
laboratory investigations were also within
normal limits.

He was started on haloperidol 5 mg tid.
He showed temporary improvement with
the therapy in 4 weeks time, after which
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there was an episode of temporarily forget-
ting his way back to home. Haloperidol was
continued and the patient was subjected to -
psychological testing (i.e, Bender-Gestalt
test and Rorschach test) but the child did
not cooperate. CT scan was advised which
showed dense shadow in the left parietal
arca displacing midline towards right side.
The case was referred to neurosurgeon who
after operating on the patient, reported the
diagnosis as astrocytoma. On sceing the
child after 3 months of neurosurgery, he did
not develop Cotard’s syndrome.

Discussion

This syndrome is more frequent in
women(2). Our patient was unusual in pres-
entation as there was neither any neurologi-
cal deficit nor any typical presentation of
mental illness. Ever since Cotard’s descrip-
tion, there has been a controversy as to
whether the syndrome is a clinical entity in
its own right or a complex of symptoms
which may be &sociated with any of a number
of psychiatric illnesses(4-6). However, it ap-
pears justifiable to regard Cotard’s syndrome
as a specific clinical entity in view of the fact
that it may exist in pure form and that even
when symptomatic of another mental ill-
ness, it clearly stands out and dominates the
chinical picture. In addition, the syndrome
has a complex psychopathology of its own,
which brings us face to face with the very
meaning of existence itself(2).

Though the exact etiology of this syn-
drome is not known, some belicve that itis
the result of identification with the lost loved
object while others say that it is a variant of
negative autoscopy, in which a patient suf-
fering from organic states, most commonly
epilepsy and focal lesions of parieto-occipi-
tal region (as was scen in the present case),
look in the mirror and sees no image(7).

Some authors (8) postulate that lesions
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in the parietal lobe lead to complex distur-
bances of the body image, which finally
cause anosognosia of either a body part orin
some cases of the total body. Premorbid
hypochondriacal personality, recent experi-
ence of death at close quarters and a more
concrete comprehension of events due to
the neurological or psychiatric cause are
supposed to be the factors which lead to
development of this syndrome. Although
the present case did not have hypochondria-
cal personality but he had met the loss of his
father six months back, which in the pres-
ence of parietal lobe tumor might have
presented as Cotard’s syndrome.

Acknowledgements

The author is thankful to the Depart-
ment of Neurosurgery, G.B. Pant Hospital,
New Delhy, for their kind co-operation.

REFERENCES

1. Arieti IS, Meth IM. Rare, unclassified, col-
lective and exotic psychotic syndromes. In:

vOLUME 3(-AuGUsT 1993

American Handbook of Psychiatry. Ed Arieti
IS. New York, Basic Books, 1959, pp 15-20.

2. Enoch MD, Trethowan WH. Uncommon
Psychiatric Syndromes. Bristol, Wright, 1979,
pp 21-23.

3. Lehman HE. Unusual psychiatric disorders,
atypical psychoses and brief reactive psychoses.
In: Comprehensive Textbook of Psychiatry,
Eds Kaplan H], Sadock BJ. Baltimore, Wil-
liams and Wilkins, 1985, pp 1425-1426.

4. Freeman AM, Kaplan HIL Comprehensive
Textbook of Psychiatry, Baltimore, Williams
and Wilkins, 1967, pp 987-988.

5. Shukla S, Mishra DN. Cotard’s syndrome in
schizophrenia. Indian J Psychiatry 1984, 26:
405-406.

6. Ainsworth P. Cotard’s syndrome in a men-
tally handicapped man. Br J Psychiatry 1987,
150: 112-119.

7. Lukianowicz N. Autoscopic phenomena. Arch
Neuroi Psychiat. Chicago 1958, 80: 198-201.

8. Lishman WA. Organic Psychiatry. Edinburgh,

Blackwell Sgientific Publicatiens, 1978, p
279.

Infection Associated
Hemophagocytic Syndrome

T. Singh

R. Agpgarwal
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S. Rani

Infection associated hemophagocytic
syndrome (IAHPS) 1s a systemic prolifera-
tion of mature histiocytes showing hemo-
phagocytosis and cytopenias. These patients
have fever, constitutional symptoms and
hepatosplenomegaly. This disease is infec-

tion (virus/bacteria) associated(l). The
pathophysiology is thought to be mediated
through a defect in immunomodulation
resulting in an unrestricted release of
inflammatory cytokines. Diagnostic guide-
lines, both clinical and laboratory have been
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outlined(1,2). We have come across 4 such
casesin the last 6 years and thier findings are
presented.

TRATEA R8RS y:;'

Case Reports

Four patients with fever of greater than
one week duration and splenomegaly (Table
1) were subjected to hemogram, blood cul-
ture, urine culture, widal test, throat swab
culture, X-ray chest, USG abdomen, liver
function tests, ASQ levels and bone marrow
aspiration. However, these cases were put
on antibiotics by 3rd day keeping in view the
urine, blood culture and other findings as
given in Table L.

Bone marrow aspiration was carried out
on 3rd day in Case 2 and 4 as no bacterial
growth was positive. In Case 1 and 3, mar-
row aspiration was resorted to on Sth and
6th day as there was no response to anti-
biotic therapy. Marrow aspirate of all the 4
cases demonstrated large histiocytes with
phagocytosis of lymphocytes, RBCs, plate-
lets and other nucleated cells (Figs. 1 & 2)

and a diagnosis of infection associated hemo-
phagocytic syndrome (IAHPS) was made.
Steroids were added in Cases 1,3 and 4 and
subsequently these cases improved while
Case 2 did not receive steroids and expired
10 days later.

Discussion

All the four patients manifested the clini-
cal and marrow findings of hemophagocytic
syndrome. This syndrome may develop in
cases of: (@) immunosuppression (virus
associated hemophagocytic syndrome
(VAHS)(3); (b) {at overload syndrome; (c)
discases like tuberculosis, brucellosis, leish-
maniasis, syphilis, rubella, other bacteria
and AIDS, and (d) in the course of malig-
nancies(2). In children, upper respiratory
tract infection may lead to VAHS and these
patients may secondarily develop bacterial
infection(3). Cases 1 and 3 were positive for
bacterial infection. However, a concomitant
viral inféction may have been present in
these cases as viral culture and antibody

Fig. 1.  Bone marrow aspirate showing a histio-
cyte with phagocytosis of a lymphocyte

 (Giemsa x1000).
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Fig. 2. Bone mamow aspirate —A histiocyte
showing phagocytosis of platelets and a
lymphocyte (Giemsa x1000).
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studies could not be carried out. Cases 2 and
4 were prabably caused by virus as no bacte-
rial culture was positive. Such cases may
show an acquired immune defect in the
reversal of T4 : T8 ratio as seen in Case 4.

Recently, histiocytosis in children have
been classified into 3 classes—I, I and ITI(1).
Class I includes infection associated hemo-
phagocytic syndrome (IAHPS) and familial
hemophagocytic lymphohistiocytosis (FHL)
resulting from accumulation of active his-
tiocytes and lymphocytes. Morphology of
histiocytes in both diseases is similar(1).
However, familial cases have an autosomal
recessive pattern of inheritance, a positive
family history and defects in cell mediated
and humoral immunity(1); while infection
associated cases are due to viral/bacterial
infection.

Class I histiocytosis includes Langer-
hans, cell histiocytosis (LCH) and class III
consists of malignant histiocytic disorders(1).
In LCH the infiltrate 1s pure histiocytic/
mixed histiocytic eosinophilic affecting mainly
bones (80%) and skin (60%). However,
lymphnodes, bone marrow and spleen are
mainly involved in disseminated LCH(4)
while in IAHPS the lymphohistiocytic infil-
tration is seen in bone marrow, splecen and
lymph nodes(2). Histiocytes in LCH
demonstrate deeplyindented nuclei without
appreciable phagocytosis, positivity for S-
100 and Birbeck granules; while in IAHPS
histiocytes are cytologically normal with strik-
ing phagocytosis of cellular blood elements
like platelets, white cells and red cells(4), as
seen in these cases.

Malignant histiocytosis (Class III), an
uncommon malignancy in children is a
systemic neoplasm involving entire RES(1);
but can be differentiated from class I and 11
histiocytosis by morphology of cells which
manifest reticular nuclear chromatin, high
N/C ratio prominent nucleoli, cytologic
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atypia with evidence of phagocytosis in few
cells(4). Bone marrow involvement occurs
in 25% of cases and hepatosplenomegaly is
not a prominent feature(5) in contrast to
IAHPS.

IAHPS is a reactive process associated
with viral bacterial infection(6,7). Cytopenias
are in part due to bone marrow failure
because of direct effect on hematopoiesis
which is corroborated by progressive fall in
granulopoiesis and erythropoiesis by sequen-
tial bone marrow examinations(3). Intra-
vascular coagulation and hypofibrinogene-
mia playa part in the pathogenesis of throm-
bocytopenia in addition to platelet phago-
cytosis(3).

Management of these cases involves
treatment of underlying infection, suppor-
tive care and steroids(4). It has been ob-
served that use of antibiotics alone does not
bring out regovery in bacterial type IAHPS,
but addition of steroids leads to a dramatic
improvement(8), as also observed by us in
Cases 1 and 3. One of our cases (Case 2) sus-
pected of viral type IAHPS was not given
steroids; this patient steadily deteriorated
and expired while the other one (Case 4)
exhibited a good response to steroids and -
recovered. Cases of viral fever complicated
by VAHS usually do not improve until ste-
roids are given as noted by various work-
ers(3,7). It appears that steroid therapy is
beneficial in such cases and it should be
instituted as soon as IAHPS is diagnosed.
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Severe Metabolic Acidosis in
Nalidixic Acid Overdosage

A.R. Suganthi
A.S. Ramanan
N. Pandit

M. Yeshwanth

Nalidixic Acid is a commonly used anti-
biotic for urinary tract infections and also
acute bacterial diarrhea. Overdose leading
to severe metabolic acidosis has not becn
reported from India. We report one such
case.

Case Report

A four-month-old infant presented with
a history of altered sensorium of 3 hours
duration. Four days earlier, she had loose
stools for which she was started on Nalidixic
Acid 110 mg/kg/day for four days and lac-
tobacillus tablets for one day. The day prior
to admission, the mother noticed building of
the anterior fontanclle. The next day, child

became lethargie dhd rapidly progressed to
coma. She also had one episode of general-
ized tonic clonic seizures. She was treated at
a Nursing Home with intrauterine diaze-
pam and calcium gluconate and then
referred to our institution.

On examination, the anterior fontanelle
was bulging, there was minimal response to
painful stimulus. Respiration was rapid and
systemic examination was non-contributory.
The investigations (Table I) revealed a high
anion gap metabolic acidosis (38.5). Cor-
rection of acidosis was done with intrave-
nous sodium bicarbonate following which
the child dramatically regained sensorium.

The child was hypotonic for the next two
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