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In early 1999, more than 160 senior physicians, public health officials, and nurses
met to discuss London’s tuberculosis (TB) control program. The program was examined
against the public health response of New York City’s Bureau of Tuberculosis Control
during a 1988 to 1992 epidemic. This article outlines TB epidemiology and control in
New York City 10 years ago and in London today to assess whether the kind of epidemic
that occurred in New York could occur in London.

Epidemiology of TB in the Two Cities

Worldwide, tuberculosis (TB) kills more
people than any other infection (1). Prevalence of
the disease has been increasing in many
countries since the mid-1980s, and more people
are ill with TB now than at any other time in
history (1). Although most cases occur in the
developing world, some major urban areas in
industrialized countries have also had a
resurgence of the disease (1).
In the late 1980s and early 1990s, New York
City had a major epidemic of TB, with rates
tripling in 15 years and outbreaks of multidrugresistant TB in many hospitals. Massive
reinvestment in TB services to control the
epidemic (2,3) resulted in a 59% decrease in
cases, from a peak of >3,700 in 1992 to <1,000 in
1998. The incidence of multidrug-resistant TB
decreased by 91% over the same period (4).
In the United Kingdom, TB rates began to
increase in 1988 but have since leveled off (5),
except in London, where the increase has been
much more dramatic and has not subsided (6).
This article compares the current epidemiology
and control of TB in London with the situation
in New York City in the late 1980s. Urgent
action is needed to strengthen TB control in
London if an epidemic like that in New York
City is to be avoided.

The increase in TB notifications in London is
similar to that seen during the first 10 years of
the epidemic in New York City (Figure) (7). As in
New York, rates of disease differ considerably in
different parts of the city, with the highest rates
in areas of low socioeconomic conditions and
large immigrant populations (2,3,6). In New
York, the highest rates were in central Harlem
(79 per 100,000 in 1980 to 170 in 1989) (2). In
London, the highest rates are in Newham, Tower
Hamlets, and Brent (77-79 per 100,000 population)
(6). Rates in several London boroughs have
increased two- to threefold in 10 years (6). In
both cities, the increase in case reports has
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Figure. Tuberculosis rates in London, 1982–1997,
compared with those in New York, 1972–1994.

12

Vol. 6, No. 1, January–February 2000

Perspectives

been mainly among young adults (15-24 years
of age) (3,6).
In both cities, most cases are in nonwhite
residents. In New York City in 1994, 50% of TB
patients were classified as black, non-Hispanic;
26% as Hispanic; 12% as white, non-Hispanic;
and 12% as other/unknown (8). In London
in 1993, 40% were classified under Indian
Subcontinent, 31% white, and 29% “other
nonwhite” (9). From 1988 to 1993, London rates
increased most in the “other nonwhite” category
(mainly black Africans) but also increased among
whites and nonwhites who were born in the
United Kingdom. (The rate among those of
Indian Subcontinent background who were born
in the United Kingdom rose from 12 per 100,000
in 1988 to 41 per 100,000 in 1993 [9]). Therefore,
importation of disease is not the only factor
causing the increase in London.
In London (as in New York at the beginning
of the epidemic), data on patient origins are not
routinely collected. Preliminary data suggest
that at least 55% of cases are among foreignborn persons (H. Maguire, pers. comm.). In
New York in 1993-94, approximately 28% of TB
cases were among immigrants (3). Thus, in
both cities a substantial proportion of cases is
among immigrants, but this disparity is
greater in London.
Early in the epidemic in New York, 38% of
persons with culture-confirmed cases of TB were
known to be HIV infected (2). Data on HIV
infection in TB patients are not routinely
collected in the United Kingdom, but a study in
1993 estimated that at least 7% of TB cases in
London were among HIV-positive persons (10). A
more recent study of 157 patients starting
treatment for TB at an inner-city London
hospital in 1996 and 1997 showed that 25% were
coinfected with HIV (44% Europeans, 49%
Africans, and 3% Asians). These data suggest
that, in some ethnic groups in some areas of
London, HIV infection is strongly affecting the
epidemiology of TB (11).
Data on drug resistance were not routinely
collected early in the epidemic in New York City.
In the early 1990s, 19% of patients with cultureconfirmed TB had multidrug-resistant TB, and
in 26% of patients TB was resistant to isoniazid
(12). These figures had declined to 4.1% and 4.4%
by 1998 (4). In 1994-96, 2.6% of isolates in
London were multidrug resistant, compared
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with 1% in the rest of the country; 8% were
resistant to isoniazid, compared with 4.7% in the
rest of the country (13). The current levels of
drug resistance in London are lower than those
during the epidemic in New York. However, data
from New York demonstrate that transmission of
resistant strains in hospitals and other settings
can lead to a rapid increase in rates of resistance
(14). Several outbreaks of TB, including two
involving multidrug-resistant TB, have already
occurred in London, principally affecting HIVpositive patients in teaching hospitals (15-17).
Recent transmission appears to be a
substantial problem in both cities. Preliminary
results from a molecular study to identify recent
transmission of TB in inner London suggest that
approximately 27% of cases are clustered (10). In
New York City, an analysis of the molecular
epidemiologic links of TB isolates obtained in
April 1991 showed that, of 344 patients, 126 (37%)
belonged to one of 31 clusters, and clustering was
more frequent in patients who had multidrugresistant TB (involved in 53% of clusters), were
black (44%), and were homeless (49%) (14).
Both London and New York City have large
populations of homeless people (86,000 in New
York in 1990 compared with 50,000 in London in
1992) (18,19). In New York City in the 1970s and
1980s, approximately 6% to 7% of homeless persons
had active TB (20,21). By 1992, up to 25% of the
city’s cases of TB occurred in the homeless (22).
Fewer data are available for TB rates in London’s
homeless, but information suggests very high
levels of TB. Screening at a shelter in London in
1993 identified active TB in 1.5% of those screened.
Another 3.5% had chest X-rays suggestive of active
disease, but the patients were lost to follow-up
before further investigation could take place
(23). At least 5% of TB patients in London have a
history of residence in a hostel for the homeless (H.
Maguire, pers. comm.). In both cities, poor
compliance with treatment and transmission of
disease are major problems in the homeless (18,21).
TB transmission in state correctional
facilities was a major problem in New York (3).
No outbreaks of TB have yet been documented in
prisons in London.

Control in London and New York City
The loss of government funding of TB
programs in the 1970s and 1980s in New York
City made access to treatment more difficult for
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poorer sectors of the population (often nonwhite
patients) (3), likely contributing to increases in
disease in these groups. In the United Kingdom,
all patients have free access to National Health
Service treatment, but new immigrants, asylum
seekers, refugees, and illegal immigrants may
have difficulty accessing health services because
of cultural and linguistic barriers (24). Some may
have difficulty in obtaining free prescriptions
because of lack of necessary documents (24). In
addition, immigration policies differ: in the
United States, immigrants are screened and
treated for active disease before entering the
country, and skin-test-positive new entrants are
usually treated for latent infection (25). In the
United Kingdom, a few entrants are screened at
airports, with the rest being screened at the local
level. In some areas, only a few new entrants are
screened, and chemoprophylaxis is rarely used
except in children (24,26). Thus, disease prevalence among nonwhite patients may be related to
inadequate screening in the United Kingdom.
Treatment completion rates in some areas of
New York were low. In 1989, for example, 40% of
patients with TB did not complete treatment in
the city (27), and in some locales, up to 90% of
patients did not complete treatment (2). Early in
the epidemic, directly observed therapy was
rarely used. In London, the number of patients
who complete treatment is not known, and
directly observed therapy is rarely used (24). An
audit in a London hospital showed that 19% of
patients were lost to follow-up before completing
treatment. In another 15%, patient records were
unavailable (A. Pearson, pers. comm.). A study of
TB among the homeless in London found that
43% of suspected cases were lost to follow-up
even before the diagnosis could be confirmed
(23). Currently, treatment completion rates are
not routinely monitored in London.
In the United Kingdom, section 37 of the
Public Health (Control of Disease) Act of 1984
allows detention of patients who pose a serious
risk for infection to others. In contrast to New
York City, where coercion was considered by
many to be an important element of TB control
(28), this power is rarely used in London (24).
Use of detention is difficult to justify when the
infrastructure to allow less coercive adherencesupport methods (such as directly observed
therapy) is not in place (29). Increasing use of
incentives and flexible provision of directly
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observed therapy in New York City has greatly
decreased the use of detention (28). Directly
observed therapy to improve compliance is rarely
used in London, and for the least compliant
patients it is almost impossible to provide (24).
Early in the epidemic in New York, there
were insufficient measures to prevent spread of
TB in hospitals, but by 1997 the city had 400
negative-pressure isolation facilities (30). In 1995
in London, there were 103 negative-pressure
isolation facilities, only 17 of which had continuous
air-pressure monitoring and 49 were considered
adequate for housing patients with infectious
multidrug-resistant TB (A. Hayward, unpub.
obs.). Guidelines have recently been published to
improve infection control in hospitals (31), but
adherence will be difficult without an increase in
the availability of isolation facilities.
Inappropriate treatment of isoniazid-resistant patients (e.g., failing to use an initial
regimen including at least four drugs) is thought
to have contributed to the development of
multidrug-resistant TB in New York (12), but the
explosive rise in rates of multidrug-resistant
disease was mainly due to transmission of
disease among hospitalized HIV-infected patients (14). It is not known what proportion of
patients in London are initially treated with a
four-drug regimen. The high rates of isoniazid
resistance in London indicate the potential for
rates of multidrug-resistant TB to increase if
such regimens are not used. Hospital transmission could then lead to further rapid increases.
At the beginning of the epidemic in New
York, surveillance did not provide routine data
on drug resistance, ethnicity, country of origin,
HIV-related TB, or treatment completion rates.
The lack of information delayed recognition of
the problem, and assumptions that TB was an
immigrant problem proved not to be accurate
(32). Similarly, surveillance in London has failed
to collect routine data. Drug resistance levels
have been monitored routinely only since 1994,
and information (such as knowledge of previous
treatment) that would be of value in interpreting
routine data is often not available. An enhanced
surveillance system has been launched in the
United Kingdom, but many London districts are
having difficulties in obtaining the additional
information required (24). The new system does
not currently collect data on treatment
completion rates, but collecting such data is
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proposed for the next stage of development
(J. Watson, pers. comm.).
During the early part of the TB epidemic in
New York City, TB control was underfunded and
highly fragmented (3). Underfunding of TB
services is also a major barrier to improving TB
control in London (24), and the system is also
highly fragmented (24). For example, in London
in 1993, TB was treated by 250 doctors working
in 45 different hospitals (5). In the United
Kingdom, district-based “Consultants in Communicable Disease Control” are responsible for
control of TB and other infectious diseases in the
community. Unlike TB coordinators in the
United States, they have no direct authority to
design treatment programs or institute directly
observed therapy.
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