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due emphasis was placed on the presence of MGUS
in this patient. Critically, the history of invasive, re-
current pneumococcal infection, a well-established
clinical feature of HIV infection, should have suf-
ficed to alert the clinicians to the possibility of HIV
infection.
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 Furthermore, it would have been inter-
esting to know his lymphocyte count during conva-
lescence, since patients with recurrent pneumococ-
cal infection and HIV have low CD4 T-cell counts at
presentation.
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Although a spectrum of immunoglobulin abnor-
malities, ranging from polyclonal hypergamma-
globulinemia to MGUS, are well recognized in HIV
infection, we do not believe that this case report con-
stitutes sufficient evidence to warrant screening all
young patients with MGUS for HIV infection. We
would contend that this case highlights the impor-
tance of screening young patients with recurrent
pneumococcal infection for HIV infection, rather
than screening young patients with MGUS for HIV
infection.
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the authors reply: 

 

We wholeheartedly agree with
Drs. Aslam and Misbah that young patients with re-
current pneumococcal infection should be screened
for HIV infection. However, their recommendation
does not negate our recommendation that young
people with MGUS also be screened for HIV infec-
tion, particularly those at increased risk for HIV in-
fection. Indeed, had our patient been tested for HIV
infection when his initial MGUS was detected, his
recurrent pneumococcal infections might have been
avoided. Therefore, we do not believe that undue
emphasis was placed on his MGUS. In fact, the
emerging literature appears to support our initial
proposal to consider HIV infection as a cause of
MGUS in young patients.
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 The only CD4 cell count
obtained in this young man’s case (9 per cubic milli-
meter) was on his final admission to the hospital.
Before that, a CD4 cell count was not ordered be-
cause a diagnosis of HIV infection was not enter-
tained.
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Bulimia Nervosa

 

to the editor: 

 

In Dr. Mehler’s discussion of the
physiological complications of bulimia nervosa
(Aug. 28 issue),
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 he emphasizes the diagnostic use-
fulness of urinary electrolyte measurements and
concludes that low urinary potassium and sodium
concentrations are compatible with vomiting. The
amount of potassium in gastric secretions is actual-
ly trivial, and the mechanism of hypokalemia in such
persons is urinary potassium loss, which occurs as
high distal delivery of bicarbonate enhances potas-
sium secretion in the cortical collecting duct.
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 In
addition, there is an obligatory loss of sodium with
bicarbonate after each bout of vomiting. Therefore,
the urinary hallmarks of active vomiting are an ele-
vated potassium concentration, a low urinary chlo-
ride concentration, and depending on the degree of
urinary bicarbonate, sodium loss. Only urinary elec-
trolyte measurements performed at a time that is

remote from the episode of vomiting and in the ab-
sence of distal bicarbonate delivery might show low
urinary potassium and sodium concentrations.
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the author replies: 

 

Dr. Weinstein is concerned
about the discussion of the role of urinary electro-
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lytes in the diagnosis of bulimia. I agree with him
that with vomiting, most of the potassium loss is in
the urine as a result of metabolic alkalosis and the
bicarbonate diuresis that ensues, resulting in loss
of potassium as the accompanying cation. Rates of
renal potassium secretion are further increased in
the presence of an elevated aldosterone level sec-
ondary to volume contraction, causing worsening
hypokalemia. My comment about the usefulness of
finding a low urinary potassium level in a patient
with bulimia was in reference to diarrheal states due
to laxative abuse and to the differentiation of this
mode of purging from vomiting, wherein the uri-

nary potassium level is elevated. However, there is
an error in Table 2 of the article: urinary levels of po-
tassium are indeed increased with excessive vomit-
ing, not decreased, as printed.

The key points of the paragraph to which Dr.
Weinstein refers remain the same — namely, that
hypokalemia is highly specific for the diagnosis of
bulimia in otherwise healthy young women and that
patients with strict nonpurging anorexia nervosa
should not have metabolic disturbances.
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Molecular Epidemiology of Tuberculosis

 

to the editor: 

 

In their excellent review of the mo-
lecular epidemiology of tuberculosis, Barnes and
Cave (Sept. 18 issue)
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 recommend that the Centers
for Disease Control and Prevention (CDC) support
newer, more rapid genotyping tests. In fact, the
CDC is doing just that. This winter, two genotyping
laboratories will use two polymerase-chain-reac-
tion–based methods — mycobacterial-interspersed-
repetitive-units (MIRU) analysis

 

2

 

 and spoligotyping
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— for primary genotyping of 

 

Mycobacterium tubercu-
losis

 

 isolates. The laboratories will have the capacity
to analyze isolates from every patient with culture-
positive tuberculosis in the United States and will
report results in less than two weeks. In combina-
tion, these methods are highly discriminatory. For
isolates with identical MIRU and spoligotype pat-
terns, a third genotyping method, IS6110-based fin-
gerprinting,
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 will be available, if needed, to provide
further discriminatory power. We anticipate that
rapid access to genotyping results will be a powerful
tool for controlling and preventing tuberculosis.
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to the editor: 

 

The review article on the molecular
epidemiology of tuberculosis by Barnes and Cave is
excellent. We do, however, want to point out that
more than 95 percent of the new cases of tubercu-
losis in the world occur in developing countries, es-
pecially in the 22 high-burden countries.
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 The lack
of studies on the dynamics of tuberculosis in these
settings with the use of new molecular techniques
is alarming.

We advocate a major effort to establish a collab-
oration in tuberculosis research between developed
and developing nations in order to shed light where
it is most needed. Molecular epidemiology can be an
important tool for understanding the current tuber-
culosis pandemic and for influencing the design of
future policies in global tuberculosis control.
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