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Reply 

The term cyclic hematopoesis is more 
appropriate-yes, we would agree. However, 
due to the relatively long half life of red 
cells and platelets compared with neutro-
phils, anemia and significant thrombo-
cytopenia are not seen and are difficult to 
document(l). Since this was not docu-
mented in our case we preferred to use the 
term cyclic neutropenia. 

This child had no organomegaly. The 
negative findings were not mentioned to 
keep the case report short. Splenectomy is 
without benefit for cyclic neutropenia and 
common variable immunodeficiency 
(CVID). Anyway, we would certainly hesi-
tate to consider splenectomy for a 11/2 year 
old child due to the obvious risk of infective 
complications in a young immunocompro-
mized infant. 

CVID syndrome describes a highly het-
erogenous group of patients with hypo-
gammaglobulinemia, decreased ability to 
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produce antibodies after antigenic stimula-
tion and variable degrees of T-cell impair-
ment(2). Patients with CVID can present in 
infancy and childhood, or during the second 
and third decades of life. B-cell numbers can 
be normal, increased or absent. T-cell 
analysis in some patients demonstrates 
decreased numbers of CD3 and CD8 cyto-
tbxic/suppressor T-cells leading to an 
increased CD4:CD8 ratio(3). Since T-lym-
phocyte subsets were not studied in this 
case, this discussion would be redundant. 

This child had isolated neutropenia with 
the Hb and platelet counts being normal and 
the antiplatelet antibodies and Coomb's test 
were negative. We would disagree with 
Parikh that a persistent viral infection could 
not explain cyclic neutropenia. In fact, re-
current granulocytic aplasia as clinical pre-
sentation of a persistent parvovirus B19 in-
fection has been reported(4). Parvovirus 
B19, with minor genetic alterations or other 
similar viruses might be cytotoxic not only 
to erythroid progenitor cells but also to 
other hematopoetic progenitor cells. This 
may result in dysregulation of myeloid 
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progenitor cells with exaggerated cyclic 
oscillations in the rate of bone marrow 
production. 
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Hypokalemic Muscle Paralysis 

Dandge et al.(l) report the case of an 
11-year-old boy with recurrent attacks of 
hypokalemic muscle paralysis since 3k years 
of age. The patient had marked failure to 
thrive with weight less than the third per-
centile for the age. The serum potassium 
levels were very low ranging from 1.7-2.2 
mEq/L. However, a diagnosis of primary 
hypokalemic periodic paralysis, an extre-
mely rare condition, in this patient raises 
some concerns. 

Firstly, before making this diagnosis 
other causes of hypokalemic paralysis must 
be carefully excluded. Episodic hypo-
kalemia starting early in life is an important 
feature of renal tubular acidosis (RTA)(2). 
Recurrent epidoses of hypokalemia may 
also occur in hyperaldosteronism, hyper-
thyroidism, Bartter's syndrome and villous 
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adenoma of the colon. In all of the latter 
conditions systemic acidosis is absent(3). 
The diagnosis of hypokalemic periodic 
paralysis is one of exclusion, and most 
patients with this condition have a family 
history of a similar disorder. The usual 
age of onset in more than 90% cases is 
between 7 and 21 years and onset of 
symptoms before 5 years of age is most 
unusual(4). 

This patient at admission had a blood 
pH of 7.34 and bicarbonate level of 14.6 
mEq/L. In the presence of failure to thrive 
and episodic hypokalemia since early child-
hood, these values are highly suggestive of 
distal RTA. An accurate measurement of 
the early morning urinary pH and following 
oral administration of ammonium chloride 
was essential in this patient. The presence 
of an inappropriately alkaline urine (pH 
more than 6) in patients with systemic 
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