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Table 1-Sumimary of Arterial Blood Gases

Parameter Before After
treatment treatment
pH 1097 7.345
PO, 204.0 172.0
PCO, 82 11.2
HCO ' 24 6.0

3

days and recovered fully with no neurologi-
cal sequelae. She was discharged on the fifth
day, now comes for routine immunization
and is doing well. o

Discussion

Nalidixic Acid 1s a commonly used qui-
nolone. Severe metabolic acidosis is a rare
complication of overdodage. The youngest
child with this complication to be reported
was a seventeen-month-old baby(1).
Nalidixic Acid causes metabolic acidosis by
affecting the lactic acid metabolism(2).
Lactobacillus also causes an increase in serum

lactic acid levels. Lactobacillus induced
metabolic acidosis has been reported, in a
young adult(3). There was no evidence of
. hemolysis, though Nalidixic acid is known to

produce hemolytic anemia. Pseudotumor
cerebri is a well known complication of
Nalidixic Acid therapy.

When a child presents with a history of
Nalidixic Acid intake and rapid breathing,
Nalidixic Acid induced metabolic acidosis
should be thought of. The acidosis, if cor-
rected promptly, leads to complete recovery
with no sequelae. Also, a combination of
Nalidixic Acid and lactobaccillus is better
avoided. '
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Marked Atypical Lymphocytosis
and Skin Rash Following
Sulfamethoxazole
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Heterophil-antibody negative infectious
mononucleosis like illnesses that include
atypical lymphocytes on a blood smear have
been widely documented in literature(1-4).
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Several infectious agents besides Epstein-
Barr virus, viz, cytomegalovirus, rubella,
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hepatitis B, human immunodeficiency virus,
human herpes virus(5) and toxoplasmosis
as well as drugs including halothane, hydan-
toin, dapsone and other sulfa drugs particu-
larly sulfasalazine(2,3) have been etiologi-
cally linked to the above illnesses. We de-
scribe a 1¥2 year-old child with fever, skin
rash and a marked atypical lymphocytosis
following administration of co-trimoxazole
(a sulfa drug).

Case Report

Teeien

A 1%-year-old male child, presented in
March 1989 with a history of fever and
" cough for which he had received co-tri-
moxazole for 3 days. On the third day of
medication, the child continued to have fever
and developed a multiple greyish violaceous
skin rash, predominantly on the chest and
abdomen. These lesions varied from 0.2 to
3 cm in diameter, were circular, sharply
defined, not elevated and nonpruritic. Their
appearance suggested a “fixed drug erup-
tion.” There was history of a similar rash
appearing predominantly around the lips
following co-trimoxazole prescribed for a
respiratory infection at the age of 6 months.

Clinical examination apart from the skin
lesions were entirely negative. Hematologi-
calinvestigations revealed a white biood cell
(WBC) count of 6,100 with polymorpho-
nuclear leucocytes 14%, eosinophils 6%,
monocytes 12%, lymphocytes 17% and atypi-
cal lymphocytes 51%. He had been on
co-trimoxazole which was discontinued. Fol-
ow-up after 2 weeks revealed a total WBC
count of 14,800 with polymorphonuclear
leucocytes 17%, eosinophils 6%, monocytes
5%, lymphocytes 62% and atypical lympho-
cytes 9%. After another week only one atypi-
cal lymphocyte was present (Table I).

Discussion

The sulfonamides have the distinction of
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being the oldest microbial agent in clinical
use, having been first developed more than
50 years ago(6). Despite this, adverse
reactions associated with sulfonamide ther-
apy remain poorly understood. The side
effects of sulfa drugs that occur in 3-5% of
patients are usually benign and selflimited,
consisting of nausea, anorexia and skin rashes.
Rarely, more serious adverse effects such as
hypersensitivity, Steven’s Johnson Syndrome,
agranulocytosis, hepatitis, hemolysis, leu-
copenia and toxic epidermal necrolysi
occur(7).

Previous reports have described an
infectious mono-nucleosis-like syndrome after
sulfa administration associated with atypi-
cal lymphocytosis (2-3, 8-9). Mihaas et al.
in 1978(3) and Poland et a/. in 1986(2) re-
ported cases of a toxic reaction to sulfasala-
zine characterized by fever, skin rash, hepa- -
titis, atypical lymphocytosis and eosinophilia.
They believedsthis reaction was secondary
to circulating immune complexes. Addition-
ally, hypocomplementemia was seenin their
patients(3). Our patients was not actually ill,
yet had a remarkable number of atypical
lymphocytes: a total of 68% lymphocytes
including 51% atypical lymphocytes.

Rieder et al.(10) offer an alternative
view. Their studies showed that hydroxyl-

TABLE I-Hematological Profile at Admission

and Follow up
At follow up
Parameter On 2 3
admission weeks weeks
WBC count 6,100 14,800 10,200
Neutrophils (%) 14 17 22
Eosinophils (%) 6 6 5
Monocytes (%) 12 5 4
Lymphocytes (%) 17 62 68
Atypical
lymphocytes (%) Sl g 1
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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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