Letters
Correspondance
Getting in line

F

inally, a research paper makes the
case that sick people waiting in line
die at a rate similar to or slightly lower
than the death rate for other sick people.1 Will government now be able to
say that queuing isn’t bad for you? Let’s
put everyone on a waiting list to reduce
the death rates for all diseases.
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Obstetrician and gynecologist
Leamington, Ont.
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[One of the authors responds:]

I

like Richard Gruneir’s reductio ad absurdum. It is indeed frustrating that
Canada’s health care system has
reached the point where we need to
benchmark the toll of delayed care.1 Ultimately, however, health professionals
and administrators must get on with
measuring and managing waiting lists,
be it to contain the adverse consequences of poorly organized queues, or
simply to provide better evidence to
support arguments for additional resources.
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How long are TB patients
infectious?

I

n their CMAJ paper on nosocomial
tuberculosis, Kevin Schwartzman
and Dick Menzies state that “if sputum
or bronchial secretions are culture positive, then presumably they can still be

disseminated into the air and transmitted to others.”1 This seems logical, but
there is ample clinical evidence to show
that once treatment with effective
chemotherapy is started, the infectiousness of the patient becomes minimal
within 2 weeks.
Tuberculosis (TB) is spread by the
coughing up of minute droplets smaller
than 2 µm. Suspension of these droplets
as droplet nuclei necessitates the evaporation of any moisture in less than a
fraction of a second. This causes the
droplet nucleus to shrink to less than a
thousandth of its original size. The
concentration of anti-TB drugs in the
saliva and bronchial secretions is the
same as it is in the blood. With the
evaporation of the moisture the driedout tubercle bacillus in the droplet nucleus is exposed to a thousand-fold increase in the concentration of the
drugs.
Schwartzman and Menzies quoted
several papers by Richard Riley and his
colleagues, dealing mainly with the infectiousness of untreated TB and the
use of ultraviolet light in the control of
infection. They failed to quote other
papers by Riley and colleagues relating
to the infectiousness of patients with
TB once effective treatment is started.2,3
Riley and colleagues found that the infectiousness of untreated patients with
drug-susceptible organisms was much
greater than that of patients on
chemotherapy.
About the same time, Wallace Fox
and coworkers showed that the tuberculin conversion rates of the close contacts of patients with open cavitary TB
being treated with standard chemotherapy were the same regardless of
whether the patients were treated in
hospital or at home.4–6 The only contacts who developed a positive tuberculin test or TB per se demonstrated a
positive test either at the time of, or
within 1 month of, diagnosis of the
case. This implies they had inhaled tubercle bacilli before starting treatment
and before the tuberculin test had time
to convert. These observations made it
clear that anti-TB therapy rendered

patients virtually noninfectious within
2 weeks or so; it also persuaded most
jurisdictions to eliminate compulsory
segregation of subjects being treated
for TB and removed the need for sanatoria.
Perhaps it will come as a shock to
Schwartzman and Menzies to note the
following statements in a highly regarded recent textbook: “for practical
purposes patients can be regarded as
being noninfectious two weeks after the
start of treatment”7 and “only untreated
patients with sputum positive pulmonary TB are likely to be infectious.”8
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[The authors respond:]

W

e agree that the infectiousness
of TB patients diminishes
rapidly once effective treatment is initiated. However, there is considerable
evidence against dogmatic claims that
patients are no longer infectious after 2
weeks of treatment.
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