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amine (the reactive metabolite of sulfa-
methoxazole in vivo) or its precursor was
the toxin that mediated the hypersensitivity
reaction. They found differences in detoxifi-
cation by lymphocytes of hydroxylamine
between sensitive patients versus the
non-sensitive patients, Simplifying this
assay may allow its use as a predictive tool,
making it possible to avoid adverse re-
actions especially in patients with a family
history of sulfa hypersensitivity.

In conclusion it is vital to recognize
sulfonamide drug hypersensitivity reaction,
thereby avoiding the continuing use of the
offending drug with its attendant morbidity
and possible mortality.
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Acute lymphoblastic leukemia (ALL)
forms the majority of the cases of childhood
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acuteleukemia, most of the remainderbeing
acute myeloid leukemia(1,2). With the use
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of immunological markers, cases are being
recognized who have blast cells of
both—lymphoblastic and non-lymphoblastic
types(3). We diagnosed such a case in neonatal
period which is being reported.

Case Report

A 7-day-old male neonate was brought
to Kalawati Saran Children’s Hospital, New
Delhi, with the complaints of inability to
take feeds properly. There was no history of
fever, seizurcs, apnea or bleeding. The child
was second product of a non-consanguinous
marriage. The age of mother and father
were 30 and 38 years, respectively. On physi-
cal examination he was small for gestational
age (weight 1.7 kg). He had a feeble cry and
his neonatal reflexes were depressed. There
was no pallor, lymphnode enlargement, skin
rash or bleeding. Abdominal examination
showed a soft hepatomegaly of one cm.
Spleen was not palpable. Examination
of cardiovascular, respiratory and central
nervous system was normal. In addition, he
had some features of Down Syndrome (de-
pressed nose bridge, microcephaly, upward
slant of eyes and single transverse palmar
crease). )

He was suspected to have neonatal sep-
ticemia with meningitis and after initial
investigations was started on injection
ampicillin and gentamicin. When his
routine blood examination showed a total
leucocyte count of more than 1.5 lacs/mm?,
a diagnosis of congenital leukemia was sus-
pected and appropriate investigations were
done.

His hemoglobin was 15 g/dl and platelet
count was 83,000/mm?. Peripheral smear
examination showed 72% blast cells which
were polymorphic in type. Blast cell mor-
phology was similar on examimation of bone
marrow aspiration smear. Cytochemistry of
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the blast cells showed peroxidase and chlor-
acetate esterase negativity. Granular posi-
tivity of lymphoid type was seen in some
cells with nonspecific esterase. Results of
immuno histochemical studies were as
follows : myeloid markers (EBM 11 +ve
44% CD 11B +ve, 27%, HLA — DR +ve
20%, CD 33 +ve 16-18%, CD 13 —ve) and
lymphoid markers (CD 19 +ve 16-18%,
CD 10 +ve 20%, CD 3 —ve, CD 20—-ve; CD
22 —ve). On the basis of hematological,
cytochemistry and immunological markers,
a diagnosis of congenital biphenotypic
leukemia was made.

Initial CSF examination showed protein
of 186 and sugar of 95 mg/dl. There were
160 cells/mm? of which 209% were neutro-
phils. After 2 weeks of therapy, the CSF
cells decreased but now blast cells could be
seen on cytological examination. Blood and
CSF culture were sterile. Chromosomal
analysis of the patient and the mother were
attempted but the results could not be ob-
tained becaygse of contamination of cell
cultures. *

After 3 weeks of antibiotic therapy .
antileukemic drugs were started (predniso- -
lone, vincristine and doxorubicin) but soon
after the first dose, the child developed
necrotizing enterocolitis and expired.

Discussion

When a patient of acute leukemia shows
blast cells of both lymphoid and myeloid
lineage it 1s called biphenotypic or mixed
lineage leukemia(4). Morphologically the
blast cells in the present case were
polymorphic—some cells of lymphoblastic
and other mycloblastic type. Myeloid marker
positivity (EBM 11,CD 11B and HLA-DR)
and lymphoid marker positivity (CD 19 and
CD 10) in the blast cells confirmed the
biphcnotypic nature of acute leukemia in
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this neonate, hence the diagnosis—congenital
biphenotypic leukemia. In the review of
literature we could not find any report of
congenital biphenotypir leukemia.

With the use of immunological markers
cases of biphenotypic leukemia are being
diagnosedincreasingly. Mirroet al. reported
myeloid marker positivity of 19% in cases of
childhood ALL, while of the AML 25%
cases had lymphoid marker positive blast
cells(4). Incidence of such cases in other
series varies from 4.3 to 33% (3,5-7). Whether
such cases correspond to primary ALL or
AML with aberrant expression of antigens,
or represent proliferation of early progeni-
tor cells is uncertain(8,9).

Presence of myeloid marker positive cells
in ALL and lymphoid marker positive cells
in AML has any influence on clinical pre-
sentation and prognosis is controversial. Sobol
et al. and Urbano Ispixua et al. reported no
significant difference in the clinical features
and outcome in childhood ALL with my-
eloid marker positive blast cells while some
adult patients had poorer response to
therapy(3,5). )

Therapy in such cases is usually directed
towards primary morphological type. How-
ever, some cases of AML (with lymphoid
marker positive blast cells) who fail to
respond to AML directed therapy have re-
sponded when ALL directed therapy. is
added(4).
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