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PROGRESS AGAINST CANCER?

Joun C. Bairar III anp Eramve M. SumitH

Abstract We assessed the overall progress against
cancer during the years 1950 to 1982. In the United
States, these years were associated with increases in the
number of deaths from cancer, in the crude cancer-related
mortality rate, in the age-adjusted mortality rate, and in
both the crude and the age-adjusted incidence rates,
whereas reported survival rates (crude and relative) for
cancer patients also increased.

In our view, the best single measure of progress against

HE primary purpose of this article is to assess the

overall progress against cancer during the years
1950 to 1982, the most recent year for which reliable
data are available. During this time there was very
rapid and extensive growth of private and governmen-
tal support of research on cancer, and toward the end
of the period there was also substantial emphasis on
the effective delivery of research results to physicians,
patients, and the public. It is time for an open debate
to take stock of past achievements and to consider
what levels of funds should be invested in what kinds
of future efforts. We offer some observations and inter-
pretations relevant to such a debate.

In 1962, cancer was the recorded cause of death for
278,562 Americans. In 1982, just 20 years later,
433,795 persons died of cancer — a 56 percent in-
crease (Table 1). But the population was growing, and
the proportions of persons in older age categories were
changing. Crude mortality rates, which adjust for
population size, increased by 25 percent (from 151.0
to 188.8 per 100,000) in this 20-year period, and age-
adjusted mortality rates, which adjust for changes in
age distributions as well as population size, increased
by only 8.7 percent (from 170.2 to 185.0 per 100,000).

Mortality data do not tell the whole story. We might
ask, not how many Americans die of cancer, but how
many contract the disease. From 1973 to 1981 the
crude incidence rate for all neoplasms combined rose
by 13.0 percent, and the age-adjusted incidence rate
by 8.5 percent (Table 1).

Or, we might focus on neither incidence nor mortal-
ity, but on the long-term survival of patients who have
had a diagnosis of cancer. Unadjusted five-year sur-
vival rates for patients with all forms of cancer com-
bined increased by 4.2 percent from 1973 to 1978
(from 38.5 to 40.1 percent), while rates adjusted for
“expected” mortality from all other causes of death
rose by 5.1 percent (from 46.8 to 49.2 percent).
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cancer is change in the age-adjusted mortality rate assqy. »
ated with all cancers combined in the total population_ a.

cording to this measure, we are losing the war against cap,
cer, notwithstanding progress against several uncommeg

forms of the disease, improvements in palliation, and extey.
sion of the productive years of life. A shift in research e, :
phasis, from research on treatment to research on prevay. :
tion, seems necessary if substantial progress against cancg

is to be forthcoming. (N Engl J Med 1986; 314:1226-37)
o—
Which of these conflicting pictures of change, if |
any, captures the “truth” about recent advances in the |
control of cancer? More specifically, what yardstick
should we use to measure the overall success of the |
long and intense effort to control and eventually elimi-

nate these diseases? Interest in this matter is sharp- i
ened by the recent announcement that the goal of the -
National Cancer Institute is a 50 percent reduction in

cancer-related mortality (on an age-adjusted basis) by
the year 2000.® To answer these questions, we first

discuss the kinds of data that are available and the :
methods used to reduce them to simple index fig- |

ures.*> We then give our views on which measures are -
most appropriate and what they indicate. ’

MoRrTALITY DAaTA

In the United States, nearly all national cancer-
related mortality data are derived from death certifi
cates submitted through local and state channels to
the National Center for Health Statistics. The Death
Registration Area has included the entire United
States since 1933. Major changes since then include
five revisions of the standard system for coding causes
of death, as well as continual improvement in medical
procedures for antemortem diagnosis.6'8 However,
these changes have had less effect on the certification
of deaths from cancer than on certification of deaths
from other major causes.

Mortality records can be used in many ways, each
of which is best suited for specific purposes. Some-
times there is a need for information about changes
in mortality that are independent of demographic
changes such as shifts in the age distribution of the
population or shifts in place of residence (for geo-
graphically related cancers). “Adjusted” rates may be
used to remove the effects of the variable or variables
adjusted, so that other effects can be more easily de-
tected and measured.*>

One common method of adjustment for age is the
“direct” method, which is a simple weighted average
of observed age-specific rates, with weights deter-
mined by some fixed “standard” population, such as
the U.S. population of 1980. For this paper all adjust-
ments were made by the direct method with reference
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| Table 1. Cancer in the United States: Selected Measures of

Recent Changes.*

ToTAL %  AVERAGE %

MEASURE YEAR CHANGE ~ CHANGE/YR
1962 1982
Montality
No. of deaths 278,562 433,795 55.7 +7.8
Crude rate 151.0 188.8 25.1 +1.3
Age-adjusted ratet 170.2 185.1 8.7 +0.4
1973 ' 1981
Incidence
Crude ratet 365.2 412.7 13.0 +1.6
Age-adjusted ratet 368.2 399.4 8.5 +1.1
1973 1978
Five-year survival (%)t
Absolute survival rate 38.5 40.1 4.2 +0.8
Relative survival rate§ 46.8 49.2 5.1 +1.0
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*Sources: McKay et al.,! the National Center for Health Statistics,? and unpublished data
from the SEER Program, National Cancer Institute.

tRates are per 100,000 population. Age adjustments are to the 1980 U.S. population.
{ncidence data for 1981 include two areas not in the 1973 data; the base population reflects this
change.

$White population only.

{§Relative to survival of the U.5. white population with the same age distribution.

to the U.S. population of 1980. There has been recent
discussion about whether, in view of diagnostic errors
at older ages, age-adjusted mortality rates should in-
clude the entire age span.®'? Ours do, because cancer
isa common cause of death and because (contrary to
the situation with some other causes of death) the
available data do not suggest that net errors are so
high as to make the figures unreliable for overall eval-
uation. Furthermore, changes in mortality rates for
persons in specific age categories may be useful for
understanding causes of cancer, but cannot measure
progress against cancer in all age
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plateaued, and recently began to rise again among
white females; rose rapidly and steadily among non-
white males; and declined slightly and recently pla-
teaued among nonwhite females. In all race and sex
groups combined, there was a moderate increase in
age-adjusted mortality. (The small discontinuity in
1957 is a result of a change in methods of classifying a
cause of death on death certificates; more recent
changes have had only a minor influence on cancer-
related mortality rates.®?)

Site-Specific Mortality Data

Although mortality from all forms of cancer com-
bined provides the most important information, study
of specific sites (Fig. 2) can both illuminate the over-
all changes and show why the site-specific analyses
alone may be misleading. To preserve comparability
across sites, Figure 2 shows rates of each cancer (in-
cluding the sex-specific cancers) relative to the total
population. Rates of breast cancer among women only
and rates of prostatic cancer among men only are ap-
proximately twice the rates given in this graph.

There has been no apparent change in mortality
from breast cancer among white or nonwhite women
since 1950. Rates among nonwhites (not shown) vary
about their mean more than the rates among whites,
but this appears to be due to the effect of smaller
numbers of deaths and, hence, larger random vari-
ability.

The sharp and continuing rise in deaths from lung
cancer (Fig. 2), nearly all from cigarette smoking, is
now widely recognized as a medical, social, and po-
litical scandal. The increase was evident before 1950
among white and nonwhite men, and it has been evi-
dent among white and nonwhite women since the late

groups. 300

We believe that to study overall
trends in cancer-related mortality
(how they have changed in recent 250
years and how they could change
by the year 2000), the best single
measure of mortality is the age-
adjusted death rate associated with
all cancers combined, supplement-
¢d by age-adjusted rates and some-
umes age-specific rates, for specific
S¢x and broad racial categories.

hese measures remove the effect
of changing population size and
changing distribution according to
age, sex, and race.

I:“igurc 1 shows age-adjusted mor-
tality rates for all forms of cancer
from 1950 to 1982 in the entire pop-
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ulation and according to sex and o
Tace, with age adjusted to the 1980
Population. Cancer-related mortal-
1y, measured in this way, rose stead-
ily among white males; fell slightly,
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Figure 1. Mortality from All Malignant Neoplasms, 1950 through 1982, in the U.S.
White Population and According to Race (White or Nonwhite) and Sex.

Age was adjusted to the U.S. population of 1980.




1228

1960s. These changes in death rates from lung cancer
have substantially affected mortality rates from all
cancers combined (Fig. 1). (Later on we will discuss
the effect of excluding lung and other cancers from the
trends shown in Figure 2.) Data on nationwide mor-
tality trends with smokers and nonsmokers separated
are not available.

Mortality from cancer of the prostate (Fig. 2) has
not changed appreciably in the entire male popula-
tion, despite continual increases among nonwhite men
since 1950.

Mortality from stomach cancer (Fig. 2) has steadily
declined in all four race and sex groups. This decline
reflects changes in incidence rather than better meth-
ods of treatment, earlier diagnosis, or changes in defi-
nition.®® Mortality from cervical cancer (not shown)
has also declined dramatically as a result of wide-
spread screening programs, improved standards of
living, and a high rate of hysterectomy.!!

Mortality from colorectal cancer (Fig. 2) has been
declining slowly and steadily for reasons not fully un-
derstood but probably including better diagnostic pro-
cedures and improvements in treatment.

These data, taken alone, provide no evidence that
some 35 years of intense and growing efforts to im-
prove the treatment of cancer have had much overall
effect on the most fundamental measure of clinical
outcome — death. Indeed, with respect to cancer as a
whole we have slowly lost ground, as shown by the rise
in age-adjusted mortality rates in the entire popula-
tion (Fig. 1). This is not to say that without these
efforts at treatment the trends would have been the
same, but overall, the effort to control cancer has
failed — so far — to attain its objectives.

50
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This generally dismal picture obscures some stri.
ing successes, however. For example, age-adjusteq
mortality from all cancers combined has dropped p.
tably in patients under the age of 30, though sy

[
[

May 8, 1985

i

deaths account for only about I to 2 percent of tory| |

mortality from cancer.!%!3 In older persons, mortality
from small-cell lung cancer and from non-seminoms,
testicular cancer has also decreased (data not shown),

IncipeENCE DaTa

The possible measures for the incidence of cance;
are similar to those for mortality from the disease —
counts, crude rates, and several kinds of adjusteq
rates, each of which may be limited to particular de.
mographic segments or particular forms of cancer.*
The incidence statistic that we chose for a measure
of overall progress against cancer is the direct age.
‘adjusted rate for all cancers combined (U.S. 1989
standard), but supplemented by rates for certain nar-
rower segments that illuminate specific problems,

Table 1 shows cancer incidence data from the SEER
(Surveillance, Epidemiology, and End Results) Pro-
gram, which was developed under the auspices of the
National Cancer Institute. One can compare these
statistics with the mortality data in Table 1, but keep-
ing in mind that most superficial skin cancers are ex-
cluded, that the SEER data are for a nonrandom sam-
ple of about 10 percent of the U.S. population from 10
diverse geographic areas (4 states, 5 metropolitan
areas, and Puerto Rico), that the series begins only in
1973 for 8 of 10 areas (the others were added in 1974
and 1975), and that the incidence data are subject to
substantial shifts in diagnosis and reporting during

I

that time.'* Data on cancer incidence are limited to :
the white population because the |
number of nonwhites in the SEER

40
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%0 population was too small to provide

reliable estimates of risks and be-
cause the distribution of nonwhites
across specific racial categories was
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F40

the United States as a whole.

L5 in Figure 3. Overall trends are up-
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20 causes of cancer.
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Site-Specific Incidence Data

breast cancer show a distinct one-
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omae rise in more recent years (Fig. 4)-
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Figure 2. Mortality from Cancer of Selected Sites, 1950 through 1982, in the Total

U.S. Population.

Age was adjusted to the U.S. population of 1980.
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substantially different from that in |

ward among both white males and
white females, suggesting a failure |
to prevent or control new or current

The reported incidence rates for -
year peak in 1974 and a slower -

The reported incidence of cancer
of the prostate (Fig. 4) has 1 |

creased slightly among white men

and more sharply among nonwhite |

men (data not shown). Incidenct ;
rates for lung cancer have been 115" ;

Cancer incidence rates are shown :
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Figure 3. Incidence of All Cancers, 1973 through 1981, According
to Sex, in the White Population of the SEER Registry Area.
Age was adjusted to the U.S. population of 1980.

ing rapidly in white men and white women, largely
in response to changes in tobacco smoking in recent
decades.

Again, we see no reason for optimism about overall
progress during recent years. There is no reason to
think that, on the whole; cancer is becoming any less
common.

Survivar DaTa

There are many divergent measures of case surviv-
al, just as there are for mortality and incidence. One
can count a group of patients with cancer, then count
the number who are alive at some specific time after
diagnosis (e.g., 2, 5, or 10 years) and calculate the
percentage surviving at that time. However, that
mixes’ the lethal effects of cancer with deaths from
unrelated causes. One might instead compute the per-
centage who are alive and appear to be free of cancer
atfive years, or exclude those who have died of causes
other than cancer during the period, or try to calculate
the lifetime probability that someone with cancer will
eventually die of it. A common device is to avoid diffi-
cult judgments about the presence of recurrent cancer
or the cause of death and, instead, adjust for “expect-
ed” survival estimated from rates in the general popu-
lation with the same age and sex distribution. The
Tatio of observed survival (cancer patients) to expect-
ed survival (general population), called the relative
Survival rate, is a commonly reported measure of case
Survival, 15

Any of these survival measures can be applied to
Cancer overall, to specific forms of cancer, or to specif-
Ic demographic groups of patients. Again we have
Many measures, with none of them clearly best. The
difficulty in interpreting survival rates after cancer is
ilustrated by recent congressional testimony stating
that the United States is on the verge of attaining a
five-year survival rate of 50 percent. News stories did
ot always make it clear that the computation of such
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a high rate required exclusion of the nonwhite popula-
tion and the use of relative rather than absolute sur-
vival rates.'®

ProsLEMS IN INTERPRETING RECENT INCIDENCE
AND SURVIVAL DATA

Changing standards of diagnosis and medical care
of patients with cancer may affect incidence and sur-
vival rates substantially more than they affect mortal-
ity rates. At one time, a cancer was a cancer, and it
could be assumed that a truly malignant neoplasm
would eventually appear in hospital records (for treat-
ment) or in death records (if treatment was unsuccess-
ful or not attempted). The major exception, most
forms of superficial skin cancer, could be excluded
from the registry system by definition (the biologic
behavior of superficial skin cancer is unlike that of
other neoplasms because metastatic spread, the main
reason for death from cancer, is uncommon). Other
neoplasms lacking metastatic behavior used to be con-
sidered infrequent and were not regarded as a source

"of serious bias in the interpretation of trends. That

assumption can no longer be made. The implications
are substantial.

The 1974 peak in the incidence of breast cancer
(Fig. 4) corresponded to the occurrence of public dis-
closures that the wives of the U.S. President and Vice
President had breast cancer and a major public effort
to promote screening for the disease by mammog-
raphy. Although the 1974 peak was well beyond the
limits of random variation, there has been no appar-
ent corresponding change in mortality from breast
cancer (Fig. 2) or in case survival rates (Table 2). We
believe that the 1974 peak in incidence is spurious and
reflects the inclusion of a proportion of benign and
borderline lesions that in other years would not have
been detected and reported. That such shifts in diag-
nostic criteria do occur, and specifically for breast can-
cer, is well documented.”-!7:18 After the 1974 peak the

M All cancers.
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Figure 4. Incidence of All Cancers and Cancers of Selected Sites,

1973 through 1981, in the White Population of the SEER
Registry Area.
Age was adjusted to the U.S. population of 1980.
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rates plateaued at a lower level, then started to rise
slowly but steadily among both white and nonwhite
women. A recent resurgence of screening programs
may account for some of this latest increase, but pres-
ent data do not permit a definitive conclusion about
whether it is artifactual or represents a true increase in
incidence.

Cancer of the prostate is a common incidental find-
ing when unselected tissue specimens of old men are
examined, whether at autopsy (after death from an-
other cause) or biopsy (at surgery for a benign condi-
tion). Reports of prevalence rates in the 25 percent
range are not rare.’ It is less widely recognized that
such lesions, especially those found incidentally at
prostate surgery, are commonly reported as cancer in
the incidence statistics. There appear to be no data on
what proportion of these prevalent prostatic “can-
cers” had shown evidence of malignant behavior. In-
cidence rates for this disease do not exceed 1.2 per-
cent per year even in the oldest age groups, including
some proportion of patients with incidental diag-
noses; the incidence of clinically apparent prostatic
cancer must be lower, and mortality rates are lower
still. We must conclude that the prevalence rates a
seriously inaccurate and that most of the tumgrs
found, which do have the microscopical appearance of
malignancy, do not have the behavior we associate
with the word “cancer.” Such an interpretation, com-
bined with an increasing frequency of incidental
tissue diagnosis, would be consistent with the rapid
changes in survival after prostatic cancer shown in
Table 2.

Lung cancer has increased rapidly in ail major pop-
ulation segments. As a result, several kinds of screen-
ing programs have been developed and tested. Find-
ings tend to be that in comparison
to a randomized control group, the
screened group has more cancers

ing of “cancer” of the breast, prostate, and lung, ne;.
ther incidence rates nor case survival rates for theg,
diseases can be taken as reliable indicators of change
in the overall progress against cancer. One must wop.
der whether similar problems aflect the data on othe,
forms of cancer. Mortality data do, in contrast, meag.
ure biologic behavior rather directly. That is mainly
why we believe that mortality rates, age-adjusted o 5
current standard, are the best single measure of over.
all progress. Specifically, we disagree with the decisigy
of the National Cancer Institute to emphasize surviy,]
(and the short-range goal of a five-year overall relativ,
case survival rate of 50 percent), because it is subject
to substantial bias from changing standards of diag-
nosis and reporting. A reported survival rate of 50 per-
cent, if many of the patients do not have the biologjc
disease in question, would only mislead and confuse the
public, the news media, governmental representatives,
and health professionals who are not sophisticated ip
biostatistical and epidemiologic analysis.

Enstrom and Austin?? have also discussed the Pprob-
lems of interpreting cancer survival rates. Although
this matter needs further study, the uncertainties are
great enough to make case survival an inappropriate
measure of progress.

May 8, 19g¢ |

Colleagues have argued that the overall picture of

cancer mortality is dominated by rising rates of death
from lung cancer and that this disease should therefore
be omitted from any summary measure of progress
against cancer. Reasons for such an omission have not
been clearly stated, although it conveniently reverses
the overall rise in mortality from cancer. Lung cancer
is in fact the best illustration of our primary conclu-
sion that despite great effort over many years, research
on cancer treatment has failed to deal effectively with

Table 2. Absoiute and Relative Survival Rates.*

detected, the cancers are in earlier
stages, more are considered suit-

FIVE-YEAR SURVIVAL

YEAR OF DIAGNOSIS

T R e T B e R o lie o B e B e I

able for curative treatment, and w7 o 973 196 ol e

case survival rates are substantially percent

higher. However, overall mortality Absolute ratet

is little affected.!®2! This again All neoplasms 385 406 410 412 408  40.1.

seems to be a result of dctecting Colorectal cancer 36.2 37.8 38.2 39.6 39.4 38.7

and reporting lesions that have the Lung cancer 9.0 9.8 97 103 10.6 11.0

microscopical appearance of cancer : Breast cancer 64.3 65.2 67.0 66.0 66.0 65.0

but not its biologic behavior. As a Prostate cancer 412 439 459 417 418 47.4
Hodgkin’s disease 57.7 63.3 66.6 71.9 69.5 67.3

result of adding these benign condi-
tions, the pool of real “cancers” is
diluted, and we find high detection

Non-Hodgkin's disease 34.3 37.9 40.0 41.0 39.0 39.0

Relative ratet

J ; rates, carly stage, resectability, and All neoplasms 46.8 49.3 50.0 50.3 50.0 49.1
Y improved case survival. but with Colorectal cancer 46.4 48.8 49.4 51.1 51.3 50.3
litdd h .0 Lung cancer 11.0 119 11.8 12.5 13.0 13.4
litle or no change In outcome as Breast cancer 723 736 758 747 750 74l
- ‘ measured by deaths. Prostate cancer 607 650 676 702 699 634
Thus, the incidence and case sur- Hodgkin’s disease 6.5 676 710 765 743 720

- ' vival data for three major forms of Non-Hodgkin's disease 409 45.1 473 486 468  47.]

cancer may not mean what they at
first suggest. Because of these un-
certainties about the current mean-

*Source: Unpublished data from the SEER Program, National Cancer Institute.

TRates are for white males and white fernales only, relative to survival of the U.S. white population with the same age
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. the cancer problem. We have never- 200
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200

theless calculated age-adjusted mor-
wlity rates excluding lung cancer;
with this exclusion the change in
overall age-adjusted mortality from
cancer since 1950 shifts from an 8
percent increase to a 13 percent de-
crease. If one also excludes cancer
of the stomach and cervix, whose
rates have also been changing for
reasons largely unrelated to treat- 50
ment (Fig. 5), age-adjusted mortal-
ity shifts from 130.1 in 1950 to 128.9
in 1980 — a change of less than
1 percent. It is difficult to claim suc- 1950
cess in the war against cancer on
the basis of these figures.

In Figure 5 the time scale is ex-
tended to the year 2000. We have
marked on the figure the National
Cancer Institute goal of a 50 per-
centreduction in mortality by that year. It is clear that
the goal will not be attained unless the present upward
trend is reversed very soon and there is a precipitous
and unprecedented decline. We do not believe that
hopes for such a change are realistic.

150 |-

RATE PER 100,000

CONCLUSIONS

Some measures of efforts to control cancer appear to
show substantial progress, some show substantial
losses, and some show little change. By making delib-
erate choices among these measures, one can convey
any impression from overwhelming success against
cancer to disaster.

Our choice for the single best measure of progress
against cancer is the mortality rate for all forms of
cancer combined, age-adjusted to the U.S. 1980 stand-
ard. This measure removes the effects of changes in
the size and age composition of the population, pre-
vents the selective reporting of data to support par-
ticular views, minimizes the effects of changes in diag-
nostic criteria related to recent advances in screening
and detection, and directly measures the outcome of
greatest concern — death. The National Cancer Insti-
tute has also adopted this standard for its prospective
goal of halving cancer mortality by the year 2000, put
Continues to use relative case survival rates to assess
Progress in years past.?”’6

Age-adjusted mortality rates have shown a slow and
St§ady increase over several decades, and there is no
evidence of a recent downward trend. In this clinical
Sense we are losing the war against cancer. Substantial
Increases in our understanding of the nature and
Properties of cancer have not led to a corresponding
Teduction in incidence or mortality. On the basis of
the age-adjusted trends that we have presented, it is
unlikely that the National Cancer Institute will attain
s stated goal of reducing age-adjusted mortality from
Cancer by 50 percent by the year 2000 — just 14 years
rom now.

Lainteiduinhs B 5 2 2 B e Ve e ¥ 5 Y

All Cancers

All cancers except lung, stomach and cervix

Lung

Stomach
' __Cervical

[v] S S E— — 1 1 i Q

1960 1970 1980 1990 2000
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Figure 5. Mortality from Cancer of All Sites and Selected Sites, 1950 through 1982,

in the U.S. Population.

Age was adjusted to the U.S. population of 1980. Extension to the year 2000 is shown
to reflect the stated goal of the National Cancer Institute.

These comments about lack of progress are in no
way an argument against the earliest possible diagno-
sis and the best possible treatment of cancer. The
problem is the lack of any substantial recent improve-
ment in treating the most common forms.

Cairns? has also discussed the results of the effort
to develop cures for cancer. His approach is largely
clinical and biologic; ours is largely epidemiologic and
statistical, yet we come to similar conclusions about
the poor rate of success to date and the need to recon-
sider present directions in both research and applica-
tions. His paper should be read in conjunction with
ours for a more comprehensive view of the matter.

The main conclusion we draw is that some 35 years
of intense effort focused largely on improving treat-
ment must be judged a qualified failure. Results have
not been what they were intended and expected to be.
We think that there could be much current value in a
comprehensive, consolidated, objective review of the
technical reasons for this failure. What forces led to
overlapping waves of interest and program emphasis,
such as chemotherapy screening, virology, immunolo-
gy, and perhaps now molecular biology, that have ap-
peared to hold more promise than they have fulfilled?
Why were hopes so high, what went wrong, and can’
future efforts be built on more realistic expectations?
Why is cancer the only major cause of death for which

age-adjusted mortality rates are still increasing??*

A full analysis of current program plans and direc-
tions would require substantial expertise, time, and
support. On the basis of past medical experience with
infectious and other nonmalignant diseases, however,
we suspect that the most promising areas are in cancer
prevention rather than treatment. Although no one
can be certain about the benefits of preventive efforts,
history suggests that savings in both lives and dollars
could be great. For example, opinions that attempts to
prevent smoking have been discouraging are wrong.
In scarcely 20 years of half-hearted effort, this country
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has reversed historic trends in smoking and altered
its casual tolerance of smokers. Societal antismoking
norms have changed, and those who use tobacco are
now on the defensive. Research opportunities in other
areas of cancer prevention may well merit sharp in-
creases in support, even if this requires that current
treatment-related research must be substantially cur-
tailed. Certainly, the background of past disappoint-
ments must be dealt with in an objective, straight-
forward, and comprehensive manner before we go
much further in pursuit of the cure that always seems
just out of reach.?*

We are indebted to Jesse Berlin and Julia Bailey for help in
processing the data presented here, to Dr. Michael Shimkin for
encouragement, and to many colleagues for helpful comments on
carlier drafts.
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of accelerated coronary artery disease i the trans-

planted heart.
Stanford University

School of Medicine
Stanford, CA 94305

Joun Speer S¢HROEDER, M.D.
SHARON A. Hunt, M.D.
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PROGRESS AGAINST CANCER?

To the Editor: The report by Bailar and Smith (May 8 issue)*
certainly provoked a great deal of discussion among American on-
cologists. I think itis clear from the data they provided that mortal-
ity from lung cancer in the United States continues to be a serious
health problem. Lung cancer is increasing in incidence and appears
to be reaching epidemic proportions. I disagree with the authors’

*Bailar JC I1I, Smith EM. Progress against cancer? N Engl J Med 1986;
314:1226-32.
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conclusion that wholehearted efforts to prevent lung cancer will
substantially change the mortality figures. Incidence rates for lung
cancer have been rising in both white men and white women. To
date, there is nothing to suggest that the halfhearted efforts of gov-
ernment and society to modify smoking behavior will change inci-
dence figures in the future. Rather, I believe that in addition to
fruitless attempts to educate society about the evils of smoking, the
most expedient way of changing smoking habits is to tax cigarettes
more heavily. The revenues generated could be used to fund prima-
ry prevention studies, and there would also be a monetary incentive
to stop smoking.

Jacoe D. Brrran, M.D.
Chicago, IL 60616 Michael Reese Hospital and Medical Center

To the Editor: The pessimistic review of cancer-mortality statistics
from 1950 to 1982 presented by Bailar and Smith does not reflect the
lag between improvements in breast cancer treatment since 1975
and their effect. Since median survival after breast cancer (Stages I
and IV) is at least seven years, the authors’ conclusion that improved
treatment must be judged a “qualified failure” may be invalid. Al-
though adjuvant chemotherapy was initiated in the mid-1970s, it
was not ‘widely employed until the 1980s, and it is still not being
recommended even for high-risk postmenopausal patients, accord-
ing to the September 1985 National Institutes of Health (NIH)
Consensus Conference.

A survey of the practice patterns of 634 oncologists by the
Chemotherapy Foundation! in the summer of 1985 indicates that
most oncologists use only the mild convenience regimen consisting
of cyclophosphamide, methotrexate, and fluorouracil (CMF) for
premenopausal women and less than 35 percent employ the more
aggressive (Cooper-type) regimen consisting of cyclophosphamide,
methotrexate, fluorouracil, vincristine, and prednisone or regimens
containing doxorubicin. For postmenopausal cancer, a study begun
in 1980 by Bonadonna et al.? in high-risk patients with Stage I
breast cancer has recently shown that an intensified CMF regimen
is highly effective in prolonging long-term survival. Bailar and
Smith’s data cannot indicate the effect of the potential curability of
chemotherapy in breast cancer, even though it is now firmly estab-
lished by several 8- to 19-year-old studies indicating increased dis-
ease-free survival of 12 to 27 percent.*> Early perioperative and
aggressive curative programs are virtually ignored by the profes-
sion. The current conservative trend has even extended to chemo-
prevention, since the NIH Consensus Conference failed to encour-
age the use of tamoxifen in Stage I postmenopausal breast cancer.
The effect of tamoxifen for Stage IT breast cancer, although its use
has been established since 1979, has yet to be felt on American
mortality statistics. I estimate that 10,000 lives could be saved by
the early aggressive use of polychemotherapy in breast cancer, as
compared with the negligible number of lives, perhaps several thou-
sand, now being saved. At the recent meeting of the American
Society of Clinical Oncologists, DeVita estimated® that 4000 pa-
tients with lymphoma annually are not achieving 10-year diseise-
free survival as a result of inadequate dosages of otherwise good
treatment regimens.

Before condemning current treatment as futile, one needs to ex-
amine the extent to which improved treatments are actually being
employed.

The paper by Bailar and Smith may perhaps rouse us from our
lethargy. But, unfortunately, it is reminiscent of Bailar’s study’ a
decade ago emphasizing the negative risk-benefit ratio involved in
mammography, which was based on the use of antiquated radio-
logic equipment. What good are improved methods not optimally
applied?

Ezra M. GreENsPAN, M.D.
New York, NY 10029 Mount Sinai Medical Center
1. Greenspan E, Goldsmith M, Silverman J. Pattern of care study of breast
cancer adjuvant chemotherapy. Proc Am Soc Clin Oncol 1986; 5:73.
abstract.
2. Bonadonna G, Zambetti M, Valagussa P, et al. Adjuvant CMF in node
negative breast cancer. Proc Am Soc Clin Oncol 1986; 5:74. abstract.
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To the Editor: The article “Progress against Cancer?” does not aim
at stimulating discussion of the progress of research in the United
States. Rather, it attempts to summarize some 35 years of the cancer-
research experience (including the most recent 15 years, since the
National Cancer Institute launched its current intensive effort) in
an elementary manner. It refers to only a single measure of prog-
ress. On this basis the article concludes that “we are losing the war
against cancer.” This is an erroneous view.

The article contains glaring weaknesses. For example, the use of
the age-adjusted mortality rate as the sole measure of progress
addresses only one of many dimensions of the accomplishments of
the national cancer program and deserves to be questioned. Even if
one examines treatment results to the exclusion of all other progress
in the cancer program, the use of mortality data that measure old
events is not a good assessment of the state of the art today. The
intensive effort, referred to by Bailar and Smith as “the war against
cancer,” began with special funding in 1972. The mortality data
cited for 1982 measure events in diagnosis and treatment for many
cancers that occurred between 1972 and 1975 and sometimes earli-
er. Reports on curative therapies for some cancers and the definitive
adjuvant-treatment studies in breast cancer, for example, were not
even published at that time.

The article fails even to mention the types and magnitude of
prevention research now in progress. And although we agree that
prevention research merits increasing support, so too do research on
treatment and basic research on the mechanisms that determine
normal cell division and differentiation and on the failure of these
mechanisms that leads to neoplasia. Basic research, research on
prevention, and research on treatment need not be considered com-
petitors and should not compete, given adequate levels of financial
support. We need to stimulate all these areas of scientific inquiry,
and current programming reflects those directions.

The progress of a scientific program of the scope and dimensions
of the national cancer program cannot be assessed in a Special
Article by two authors with a unidimensional approach and a limit-
ed knowledge of the extent of the research effort supported by the
National Cancer Institute. It is a complex
program constantly open to scrutiny, criti-
cism, advice, and public debate. It is, how-
ever, a program based in science, and it de-

Oct. 9, 1986

to justify the negative conclusions of the paper. In the 25 years
referred to in this article there have been many changes in cancer
diagnostic techniques and in the attitudes toward cancer of physi-
cians and patients that could have altered the reported incidence of
cancer or mortality data.

Physicians who critically analyze the results of cancer treatment
do not rely on data based on death certificates. We have learned how
to-assess the statistics of treatment results, such as those regularly

. reported in the Joumal. Specific mortality and detailed morbidity

evaluations are both important considerations in cancer treatment.

I have to reject the conclusions of Bailar and Smith that emphasis
in cancer research should be switched from treatment to prevention.
Certainly, prevention should be an important priority in cancer
research and educational efforts. The inaccuracies of the data-
collection technique used in this article do not justify our abandon-
ing treatment-based research efforts. Indeed, “progress against
several uncommon forms of the disease, improvements in palliation,
and extension of the productive years of life”* argue in favor of the
expansion of these efforts.

Gary A. Ratxin, M.D,

St. Louis, MO 63108 American Society of Clinical Oncology

*Bailar JC III, Smith EM. Progress against cancer? N Engl J Med 1986;
314:1226-32.

To the Editor: Bailar and Smith noted an 8 percent inerease in the
age-adjusted cancer mortality rates since 1950 and concluded that
there has been no progress against cancer in patients over 30 years
of age. However, their use of summary age-adjusted rates to exam-
ine cancer mortality trends has obscured important age-specific dif-
ferences. When the 1980 age-specific rates are compared with the
corresponding 1950 rates' (Table 1, columns | through 4), marked
decreases in cancer mortality are apparent in all five-year intervals
under age 50, although the age categories over 50 show substantial
increases. Bailar and Smith claimed further support for their con-
clusion when, after excluding deaths from lung, stomach, and cervi-
cal cancer in order to remove the effects of cancers whose rates have
changed for reasons unrelated to treatment, they found a trivial
decrease of less than 1 percent. However, inspection of the deflated
age-specific rates (Table 1, columns 5 through 7) reveals a material
decline in cancer mortality in all age groups under 65. Rate in-
creases persist in the age categories over 65. The comparison of the.
1980 and 1950 age-specific rates reveals a classic crossover phenom-
enon, a severe type of interaction that precludes the use of age
adjustment as a valid means of summarizing data.? Changes in the
age-specific cancer mortality rates since 1950 suggest that progress
may in fact have been achieved in the treatment of cancer patients
under the age of 65.

Table 1. Age-Specific Cancer Mortality Rates for 1950 and 1980.*

serves a valid scientific assessment. This AGE

article does not provide such an assessment. Grour

Vincent T. DEViTa, Jr., M.D.

Bethesda, National Cancer
MD 20892 Institute 30-34
Davip Korn, M.D. ig_zz

Palo Alto, Stanford University
CA 94305 School of Medicine 45-49
50-54
- 55-59
To the Editor: The suggestion that the age- 60-64
adjusted mortality rate is the appropriate 65-69
standard for evaluating success in cancer 70-74
treatment may be as erroneous as the more 75-79
positive data reported by the National Can- 80—84

cer Institute. The use of death-certificate di- >85
agnosis as the basis for statistical studies is

ALL CANCER MORTALITY EXCEPT

ALL CANCER MORTALITY LuNG, STOMACH, AND CERVIX

1950 1980 PERCENT 1950 1980 PERCENT
RATES RATES CHANGE RATES RATES CHANGE
25.1 17.3 -31.1 19.9 14.9 —25.1
45.6 335 -26.5 35.1 26.4 -24.8
80.9 66.7 —-17.6 60.6 47.7 =213
136.5 128.3 -6.0 99.6 84.9 —-14.8
216.3 2289 +5.8 157.4 148.1 -5.9
328.7 358.1 +8.9 239.0 230.8 -34
467.4 525.8 +12.5 341.8 336.7 -1.5
597.6 722.7 +20.9 445.0 475.5 +6.9
828.3 940.9 +13.6 631.5 646.7 +2.4
1065.4 1142.6 +7.3 823.9 835.8 +1.4
1321.4 1378.7 +4.3 1047.9 1086.0 +3.6
1451.0 1594.6 +9.9 1176.1 1326.3 +12.8

pragmatic but not reliable or precise enough

*Rates are per 100,000 person-years.
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Before one accepts the concomitant interpretation that treatment
efforts over the past 33 years have actually hastened rather than
retarded cancer mortality in the older age groups, two alternative
hypotheses deserve consideration. First, the apparent increase in
cancer mortality in the older age groups, even after the deletion of
deaths from lung, stomach, and cervical cancer, may be due to the
inclusion of deaths from other cancers attributable to tobacco use.

Epidemiologic studies have shown that cancers of the larynx, °

esophagus, oral cavity, bladder, kidney, and pancreas are also asso-
ciated with cigarette smoking.? Second, the 1950 cancer mortality
rates may have been underestimated in the older age strata. The
accuracy of the primary cause of death as stated on the death
certificate has certainly improved since 1950.%° That the most dra-
matic improvement has occurred in the older age groups is suggest-
ed by reductions in the age-specific mortality rates for deaths due to
senility and other ill-defined conditions,' which more than offset the
increases in cancer mortality (data available on request). Explana-
tions for improvements in the accuracy of assigning cause of death
include the expansion of elderly people’s access to health care
through Medicare, as well as advances in physicians’ diagnostic
acumen. The alternative hypotheses we have proposed are not mu-
tually exclusive, and we suspect that both factors have contributed
to the peculiar age-dependent trends in cancer mortality since 1950.

DeBoraR J. DEL Junco
Joun F. ANNEGERs
University of Texas

Houston, TX 77225 School of Public Health

1. Vital Statistics in the United States. Vol. 2. (Mortality, Parts A and B.)
Rockville, Md.: National Center for Health Statistics, 1950 and 1980.

2. Fleiss JL. Statistical methods for rates and proportions. 2nd ed. New York:
John Wiley, 1981:246-7.

3. Wynder EL, Hoffman D. Tobacco. In: Schottenfeld D, Fraumeni JF Jr, eds
Cancer epidemiology and prevention. Philadelphia: WB Saunders, 1982:
271-92.

4. Kircher T, Nelson J, Burdo H. The autopsy as a measure of accuracy of the
death certificate. N Engl J Med 1985; 313:1263-9.

5. Bauer FW, Robbins SL. An autopsy study of cancer patients. 1. Accuracy of
the clinical diagnoses (1955 to 1965) Boston City Hospital. JAMA 1972;
221:1471-4.

To the Editor: Bailar and Smith have done a public service with
their thoughtful analysis of cancer mortality in the United States.

Many scientific advances with practical applications have been
achieved with the use of funds allocated to cancer research. Mono-
clonal antibodies serve well as a recent example. The total mortality
from cancer, however, has not been reduced; it has climbed slowly
but steadily. The reduction of cancer mortality among younger
patients is an important advance, but it applies to about 10 percent
of the total cancer burden of the population. The big killers —
cancers.of the lung, colorectum, breast, and prostate — are more
resistant.

The Bailar-Smith analysis should not be considered a criticism of
cancer research, although it questions its allocations. And its impli-
cations do militate against the promotion of cancer research
through public relations based on wishful thinking or worse.

Bailar and Smith put their confidence in the ability of physicians
and the general public to reach correct conclusions when they are
confronted with facts that are uncomfortable. Congratulations.

MicuaeL B. SmimMkin, M.D.

La Jolla, CA 92093 University of California, San Diego

To the Editor: The lack of progress against cancer, as described by
Bailar and Smith, is not confined to the United States alone. In
1985 the World Health Organization (WHO) reported its study of
cancer-mortality trends covering the period 1960 to 1980 in 28 coun-
tries, including the United States, representing 75 percent of the
population of the developed world."* The conclusions were essen-
tially the same and are summarized in Table 1.

The cancer that had the steepest rise in mortality and that was
the dominant factor in the overall increase was lung cancer. It is
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Table 1. Age-Adjusted Increase (or Decrease) in
Cancer Mortality in 28 Developed Countries from
1960 to 1980.*

CANCER MAaLEs FEMALES
Dpercent
Lung 76 135
Stomach (45) (58)
Breast — 22
Cervical — (30)
All cancers 19 2)
*P; i indicate a d in mortality.

primarily a self-induced, preventable cancer. Sadly, if there had
been an active commitment to reduce tobacco consumption, this
increase could have been avoided.

Stomach cancer is decreasing in nearly all countries, and al-
though the specific reasons for this effect are unknown, the most
plausible explanation appears to be changes in diet and food prep-
aration and not improved therapy.

Cancer of the cervix uteri is virtually the only common tumor
in which there has been a substantial decrease in mortality due
primarily to action taken by the medical community. Reductions
in mortality from cervical cancer were seen in countries that had
clear screening policies and a well-organized cytologic screening
system.

In the WHO analysis, the important role of preventive measures
and the value of carefully designed screening programs were clear.
The influence of therapeutic treatment on overall mortality for the
common cancers was very limited, although there has been dramat-
ic progress in therapy for some less common cancers.

Contrary to common belief, there are more cases of cancer in
absolute numbers in the developing countries than in the industrial-
ized countries. Although accurate time-trend information is not
available from most developing countries, sufficient data exist to
permit the conclusion that the relative increase in cancer has oc-
curred at a faster rate than in developed countries.>* The primary
reasons for this are an increase in life expectancy and a dramatic
increase in the consumption of tobacco. For example, in Shanghai
County, an area near the city of Shanghai in China, cancer was the
sixth Jeading cause of death in 1960. By 1980 cancer had become the
leading cause of death.®

In accordance with these and other findings, WHO advises mem-
ber states to plan national cancer-control programs with the prima-
ry focus on prevention — especially education and legislation con-
cerning tobacco — early detection, and treatment of the disease and
on the provision of pain relief.®

The need to establish new priorities and strategies in cancer
comes not only from analyses such as the one outlined above, but
also from cost-effectiveness investigations that clearly point to the
value of preventive programs, especially regarding tobacco con-
trol.” Experience in the Scandinavian countries (tobacco smoking)
and in India (tobacco chewing) has shown that life styles can be
changed in a positive fashion.® To win the war against cancer we
must also win the battle against tobacco.

Jan StjernswArD, M.D.
KennerH E. Stancey, Pu.D.
HaraLp HansLuwka, Pu.D.
Avran D. Lorez, Pu.D.
1211 Geneva 27, Switzerland World Health Organization
1. Cancer increases in developed countries. WHO Wkly Epidemiol Rec 1985;
17:125-9.
2. Cancer in developed countries: assessing the trends. WHO Chron 1985;
39:109-11.
3. Cancer as a global problem. WHO Wkly Epidemiol Rec 1984; 59:125-6.
4. Parkin DM, Stiemswird J, Muir CS. Estimates of the worldwide frequency
of twelve major cancers. Bull WHO 1984; 62:163-82.
5. GuXY, Chen ML. Health services in Shanghai County: vital statistics. AmJ
Public Health 1982; 72:Suppl 9:19-23.
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6. Stjernswird J, Stanley K, Eddy DM, et al. Cancer control: strategies and
priorities. World Health Forum 1985; 6(2):160-4.

7. Eddy DM. Setting priorities for cancer control programs. JNCI 1986; 76:
187-99.

8. Control of oral cancer in developing countries: a WHO meeting. Bull WHO
1984; 62:817-30.

To the Editor: Although I agree with Bailar and Smith that some
success claims may be exaggerated and some future goals unrealistic
and I support increased efforts to prevent cancer, I believe that
their article presents an unfairly bleak picture of the effort against
cancer.

The inevitability of death should, one feels intuitively, create
some linkage among death rates for various diseases. From 1964 to
1979, death rates (age-adjusted to the 1970 population) for heart
disease and stroke (together, nearly 50 percent of all deaths) fell
25.9 and 42.2 percent, respectively, while cancer mortality in-
creased 6.9 percent.! Perhaps falling cardiovascular mortality has
“unmasked” cancer mortality, and persons who formerly died with
cancer now die of cancer. In this context, a small percentage in-
crease in cancer mortality may well represent progress.

Inevitable mortality also makes it unrealistic to expect the pre-
vention of eventual death; at best, only premature death can
be prevented or reduced. From this perspective, progress has
been made against cancer: Agc-specific cancer mortality decreased
from 1964 to 1979 for all 5-year age groups below the age of 50
(Table 1).! Although such deaths represent a small fraction of total

Table 1. 1979 Age-Specific Mottality Rates (per 100,000) for
All Cancers in the Total Population and Percentage Changes

since 1964.+

AGE GrouP  RaTE  CHANGE AGE Group RaTE CHANGE
0-4 4.5 —47.1 45-49 129.0 ~3.8
5-9 4.8 —-32.4 50-54 231.2 +2.5
10-14 4.2 —30.0 55-59 355.4 +5.8
15-19 5.5 -28.6 60-64 539.3 +13.0
20-24 7.0 —23.9 65-69 708.5 +6.3
25-29 10.4 —26.2 70-74 928.7 +12.9
30-34 17.4 -29.6 75-719 1227.1 +21.5
35-39 33.0 —23.4 80-84 1414.2  +16.3
40-44 66.5 -15.1 >85 1434.7 ~2.2

*Data from Vital Swatistics in the United States.!

cancer mortality, the decrease represents an important reduction in
the number of premature deaths.

The data excluding lung cancer (Table 2)? suggest that, except
for nonwhite males, cancer mortality among nonsmokers decreased
or remained constant from 1962 to 1977. The cervical-cancer data
and the data on rectal as compared with nonrectal colon cancer
illustrate the benefits of treatment when early detection is possible.
The differences in changes in mortality according to race and sex for
total cancer and nonrectal colon cancer suggest that some of the
limitation of progress against cancer is due to failure to apply
knowledge, not failure to develop or discover it.

Although Bailar and Smith imply that emphasis on prevention
will yield large results, more cautious expectations are in order. If,
as the authors state, lung cancer is the best example of the failure of
treatment, it is also the best example of the failure of prevention
(especially among women). We have known for 22 years how to
prevent this disease. Just as treatment has had limited success be-
cause of the failure to discover a “cancercillin,” so too gains in

prevention may be limited in the absence of a “tumovax.” In such
a case, prevention will require the compliance of an asympto-
matic population, always difficult to achieve. A balanced approach
is needed: research on prevention and on new methods of cure,
and — what is most likely to yield rapid results — improved imple-
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Table 2. 1977 Age-Adjusted Mortality Rates (per 100,000, Adjust-
ed to the 1970 Population) for Selected Cancers, According to
Race and Sex, and Percentage Changes since 1962.*

SITE WHITE FEMALE NONWHITE FEMALE ~WHITE MALE  NONWHITE MALE

rate (% change)

All 133.0 (+0.3) 148.1 (+5.0)  207.8 (+13.6) 258.2 (+32.3)

Lung 17.7 (+179.9) 17.1 (+187.9) 67.6 (+61.4) 80.9 (+100.2)

All except 115.3 (—8.7) 131.0 (-3.1) 140.2 (—0.6) 177.3 (+14.5)
lung

Cervix 3.5(-53.49) 9.6 (—47.7) — —

Colon (not 16.4 (—5.4) 16.4 (+28.1)  20.7(+18.3) 18.5(+41.8)
rectum)

Rectum 3.0 (-39.5) 3.0 (—34.5) 5.2(-34.6) 55(+3.0)

*Data from McKay et al 2

mentation of current knowledge and research on improved early
detection. The two last-mentioned capitalize on the limited but real
progress in cancer treatment.

Davip A. Mann, M.D.

Arlington, MA 02174 10 Colonial Village Dr.

1. Vital statistics in the United States. Vol. 2 (Mortality, Part B.) Rockville,
Md.: National Center for Health Statistics, 1979 and 1964.

2. McKay FW, Hanson MR, Miller RW. Cancer mortality in the United States:
1950-1977. Bethesda, Md.: National Cancer Institute, 1982. (NIH publica-
tion no. 82-2435.)

To the Editor: I have the good fortune to belong to the class of
oncologists that is dealing with a subset of cancer wherein success
is real; in pediatrics cure is the norm. That claim can be demon-
strated by the measure that Bailar and Smith advocate — the de-
cline in mortality from cancer in children in the general popula-
tion.* The results achieved by pediatric oncologists represent a
major contribution to the decrease of all cancers in patients
under the age of 30 years, as acknowledged by Bailar and Smith.
Even in pediatrics, however, the very success rate makes the current
approach to cure through large-scale clinical trials less effective.
Furthermore, the victory is often a Pyrrhic one, since the threat
of second malignant neoplasms is ever increasing, and serious
physical, developmental, and psychosocial iatrogenic sequelae are
inevitable.

Prevention is always better than treatment of established disease,
though physicians can treat quite effectively, both empirically and
symptomatically. Whatever success the war on cancer has had has
been achieved through objectively verified empiricism. Prevention
cannot be approached as readily that way. One has to understand in
order to prevent. A great deal of research on prevention is in fact
research on causation. Much prevention can be accomplished when
cause and effect are understood, as in the case of lung cancer and
smoking. Preventive efforts without an understanding of cancer’s
causes are either too broad or miss the mark entirely; as a result they
are costly and often ineffective.

Large-scale funding of research on therapy has not been a uni-
form failure, although the areas of success contribute only a small
percentage to the improvement of treatment of all cancers. How-
ever, it either has failed or has become less promising in every area
of success achieved. A rethinking of funding priorities is indeed in
order. I strongly urge the redistribution of funds to favor once again
fundamental research into the malignant process. In that way we
will be able to prevent an understandable disease.

Jan van Evs, Pu.D., M.D.

The University of Texas

M.D. Anderson Hospital and

Houston, TX 77030 Tumor Institute at Houston

*Miller RW, McKay FW. Decline in US childhood cancer mortality: 1950
through 1980. JAMA 1984; 251:1567-70.
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To the Editor: As a medical oncologist familiar with the barrenness
and futility of so many published studies of cancer treatment (in-
cluding some conducted by national cooperative groups), I found
much with which I could agree in Bailar and Smith’s article. De-
spite the undoubted successes of chemotherapy in the treatment of
particular tumors, such as lymphomas and breast cancer, the claim
“We are winning” is hardly justified by the facts. The source of this
inappropriate emphasis on treatment seems to me to be the Ameri-
can health care community’s excessively pragmatic stress on curing
disease whose pathogenesis is still not understood. But shifting the
emphasis to prevention, as these authors propose, reflects the same
ill-directed pragmatism. Aside from lung cancer, how many neo-
plastic diseases can be considered preventable on the basis of pres-
ent knowledge?

The authors are also in error, I believe, in equating recent prog-
ress in the elucidation of the molecular genetics of cancer (i.c.,
oncogenes) with previous fads in this field. This work has given
us the first specific data on the biochemical abnormalities of
neoplastic cells. The national approach to cancer should be redi-
rected not to yet another blind, empirical enterprise, however
popular, but to basic research, which alone holds out the hope of
real progress.

ALBERT S. Braverman, M.D.
Downstate Medical Center—

Brooklyn, NY 11203 State University of New York

To the Editor: Recently, Bailar and Smith' and DeVita® faced off
on the progress we have made in the war against cancer. In their
article in the Journal, Bailar and Smith stated that mortality figures
indicate we have not made progress, whereas DeVita, current direc-
tor of the National Cancer Institute (NCI}), pointed to the success of
clinical research in advancing survival.2 This could be a case of
“where you sit is where you stand.”

Perhaps they both have their facts right but not their interpreta-
tions. There-are several obstacles to preventive activities, to the
rapid dissemination of research results, and to the use of appropri-
ate state-of-the-art treatment. The U.S. government is a major cul-
prit in this problem, with inappropriate reimbursement policies and
the lack of a coordinated NCI program to communicate informa-
tion to primary care physicians.

Reimbursement for preventive activities is appalling. Breast
mammography, Hemoccult tests, and the Pap test are not regularly
reimbursed. Federally funded research may have proved their effi-
cacy, but no one told the reimbursers. Reimbursement by third-
party insurers and the diagnosis-related-group.(DRG) payment
program are altering the patterns of treatment, pushing chemother-
apy treatment out of the hospital, for example, and establishing
serious barriers to the treatment of adult patients with leukemia.
Recently, the Prospective Payment Assessment Commission recom-
mended that the adult leukemia DRGs be recalculated and in-
creased on the basis of information provided by the Association of
Community Cancer Centers, but action has yet to be taken. New
forms of therapy are also facing an uphill battle for reimbursement,
despite their efficacy and cost effectiveness. For example, VP-16 for
small-cell lung cancer has been denied by Blue Cross—Blue Shield in
some parts of the country, since the research on which its use is
based is still considered “experimental” (e.g., not listed on the pack-
age insert).

At NCI over the past decade, only four programs have allocated
any money for “technology transfer,” most aimed at tertiary care
community hospitals. Since a great many decisions in cancer ther-
apy are made by primary care physicians in rural areas and since
“the first decision in cancer management most often determines
whether the outcome will be successful,”® this inattention to ensur-
ing that physicians are aware of the importance of prevention and
of diagnostic and staging procedures is a sericus concern.

We spend 10 percent of the gross national product on health care
bills, billions for important basic and clinical research, 25 percent of
the current NCI budget for research on prevention, and less than
2 percent of the NCI budget to get the word out to the people who
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manage 85 percent of the care. As if to emphasize this lack of
interest in the providers of care, the recent appointments to the
National Cancer Advisory Board completely ignored the need for
community-physician representation. Is it so surprising that we are
not affecting the bottom line?

WirLriam M. Ducan, Jr., M.D.
Methodist Hospital of Indiana

Lee E. MorTENsON, M.S., M.P.A.
Association of Community
. Cancer Centers

Indianapolis, IN 46202

Rockville, MD 20852

1. Bailar JC IlI, Smith EM. Progress against cancer? N Engl J Med 1986;
314:1226-32.

2. Bailar NEJM article “irresponsible, purposefully misleading,” ignored facts,
DeVita tells NCAB. The Cancer Letter. May 23, 1986:1-2.

3. Rubin P. Clinical oncology: a multidisciplinary approach. 6th ed. Rochester,
N.Y.: American Cancer Society, 1983:vi.

To the Editor: Bailar and Smith concluded from total mortality
data that we are losing ground against cancer. Their method may be
dominated by the numerous deaths at advanced ages, thereby
masking progress in terms of prolonged survival of patients or of
delayed onset or prevention of incident cases. Therefore, a comple-
mentary approach, free of these problems, might employ years of
potential life lost (YPLL) before age 65.! This summary measure
highlights the leading causes of death among younger persons
(Wise RP, et al.: unpublished data).

Application of this YPLL measure to mortality from all causes
between 1979 and 1984, with use of the 10 percent current mortality
sample from the National Center for Health Statistics, revealed a
12.8 percent decrease in the rate of YPLL per 1000 persons under
the age of 85. This reduction in mortality at younger ages was
broadly based, with decreases in the YPLL rate for 10 of the 12
leading causes during this peried (Fig. 1).

The decrease in the YPLL rate for cancer was 4.1 percent. How-
ever, the YPLL rate for cancers other than lung cancer fell faster,
decreasing 6.2 percent during this interval. Most of this progress
was due to the reduced death rate from cancer (excluding lung
cancer) in 45-to-54-year-olds, which decreased from 126.7 to 117.6
per 100,000 persons. In striking contrast, the lung cancer mortality
rate in the group 55 to 64 years old increased (146.5 to 156.1 per
100,000), thus reducing the overall improvement for cancer. Bailar
and Smith’s emphasis on tobacco’s role in causing increased cancer
is clearly appropriate.

1 Unintentional Injuries

7 Malignant Neoplasms

] Heart Disease
Suicide/Homicide

Congenital Anomalies
Prematurity

3 Sudden Infant Death Syndrome
Cerebrovascular Disease

J Liver Disease
Pneumonia/influenza

Chronic Obstructive Pul

PEACENTAGE CHANGE

Figure 1. Percentage Change in the YPLL Rate for the Ranked
Leading Causes of Premature Mortality in the United States, 1979
to 1984.

The percentage change is calculated as (1984 rate — 1979
rate) X 100/1979 rate. The YPLL rate is the number of years of
potential life lost before age 65 per 1000 persons under age 65.
Causes of mortality are defined and ranked in conformity with
data from Morbidity and Mortality Weekly Report.2 (Source, Cen-
ters for Disease Control: unpublished data.)




A e e

968 THE NEW ENGLAND JOURNAL OF MEDICINE

These data are consistent with a general trend among Americans
to live longer that is due to progress (defined in terms of re-
duced mortality before age 65) against a wide array of diseases,
not including chronic obstructive pulmonary disease and diabetes
mellitus. As deaths from causes that compete with cancer decrease,
more people are at risk of death from malignant conditions. With
the reduction of mortality from cardiovascular disease, for exam-
ple,® a larger proportion of deaths at older ages may now be due to
cancer.

In addition, some increment in cancer death rates at older ages
could also be due to prolonged survival of patients with cancer,
which must also be credited as “progress against cancer.” Again,
the YPLL method would be more likely to reflect such progress than
total mortality.

In summary, we suggest that the public health struggle against
cancer should also be evaluated in terms of lengthened sur-
vival.

The views expressed in this letter do not necessarily reflect
any policy or official position of the Food and Drug Administra-
tion.

R.P. Wisg; M.D., M.P.H.
Center for Drugs and Biologics

Rockville, MD 20857 Food and Drug Administration

1. Changes in premature mortality -— United States, 1983-1934. MMWR 1986;
35:29-31.
2. Estimated years of potential life lost before age 65 and cause-specific mortal-
_ ity, by cause of death — United States, 1984. MMWR 1986; 35:365.
3. Thom TJ, Epstein FH, Feldman JJ, Leaverton PE. Trends in total mortality
and morbidity from heart disease in 26 countries from 1950 to 1978. Int §
‘Epidemiol 1985; 14:510-20.

The above letters were referred to the authors of the article in
question, who offer the following reply:

To the Editor: We welcome this interest in the accomplishments
and future course of cancer research. We can comment here on only
four points raised by these letters.

A cancer-research program that does not reduce overall death
rates is not successful, whatever its other accomplishments. Thus,
mortality data are critical, despite short delays from diagnosis to
death and further short delays in publication. Cancer research was a
major activity long before the National Cancer Act of 1971, and
most cancer deaths occur within two to three years after diagnosis.
(The main exception, breast cancer, accounts for only 9 percent
of all cancer deaths.) Major improvements in survival by 1981
should be clearly visible in the 1983 data now available; they are not
there.

If the evaluation of progress against cancer should not reflect our
failure to contain the rise in deaths from lung cancer, neither should
it reflect the fall in cancer of the stomach, cervix, and perhaps other
organs for which recent trends are largely unrelated to treatment.
We know of no good argument for any omissions at all, and certain-
ly not for lung cancer alone.

Two letters point to percentage drops at younger ages that are
larger than percentage rises at older ages, but the pattern is reversed
for absolute risks. For the evaluation of progress, a fall from 25.1 per
100,000 to 17.3 (the 31.1 percent decrease at ages 30 through 34) is
fundamentally much smallier than a rise from 597.6 to 722.7 (the
20.9 percent incrcasc at ages 65 through 69), even after weighting
for population size.

Should progress be measured according to years of life lost before
age 65? To do so implies that some lives are worth less than others
and that some should not be counted at all. Evaluation should not
be based on years of life lost without full public understanding and
acceptance of its implications.

The ugly fact remains that overall cancer mortality is rising; if
one omits cancer of the lung, stomach, and cervix, it has been
essentially unchanged for some 35 years. This cannot be explained
away as a statistical artifact, obscured by the clear evidence of
progress here and there, or submerged by rosy rhetoric about re-
search results still in the pipeline. And it cannot be ignored.

Oct. 9, 1986

We repeat our call for a full inquiry into the past, present, and
future course of cancer research.

Joun C. Bamar ITI

Boston, MA 02115 Harvard School of Public Health

ELaive M. SMiTH

Towa City, IA 52242 University of Iowa Medical Center

MORE ON OPEN-CHEST CARDIAC MASSAGE AFTER
CARDIAC ARREST

To the Editor: The results of the prospective clinjcal trial of open-
chest cardidpulmonary resuscitation (CPR) repojted by Geehr and
his associatdy (May | issuc)! are important, byt predictable from
data on anim)ls.! Previously published clinicaf and animal studies
have shown that open-chest CPR provides bgtter hemodynamics
than closed-chyst compression, > It remains/uncertain, however,
whether improvkments in hemodynamics resfilt in improved resus-
citation and long\term survival. We approaghed this question in an
animal model of Xardiac arrest and found yhat after 15 minutes of
closed-chest mass3ge, open-chest CPR improved resuscitation, as
compared with continued efforts by closed-chest techniques.? How-
ever, there was no ithprovement in resuscftation by open-chest CPR
after 25 minutes of\closed-chest massfge, in spite of improved
hemodynamics with dpen-chest massagg.® The clinical implications
of our study are that open-chest resusgftation will improve survival
only if it is begun with{n 15 to 20 mifiutes of the onset of cardiac
arrest, but will not improve survival if begun after 25 minutes.?
Geehr et al. have confirmed this lattfr finding in humans.! Further
clinical studies are needeq, to deternfine if the earlier application of
open-chest massage will itgprove slrvival.

We believe that open-chdst CPR will have a limited but definite
role in the treatment of patients/in cardiac arrest. Of all the pro-
posed alterations of the standard technique of CPR investigated by
our group and others, open-chght CPR results in the most dramatic
hemodynamic improvement. Despite this, three important ques-
tions remain: Are there newey techniques of closed-chest CPR that
are more effective than standand CPR? What feaures can tell us
whether continued efforts with cl§sed-chest CPR will be ineffective?
Will open-chest cardiac massage, when applied early (within 15
minutes of arrest}, improfe resusgitation and result in improved
long-term survival withoyt neuroldgic defects?

We agree with Geehr and his asdociates that open-chest CPR is
not appropriate as a “lagt-ditch” effdrt in patients with arrest times
of 25 minutes or longef. Such use will only reinforce the negative
impression that many physicians now have about open-chest CPR.
The exact role of operj-chest CPR needs to be determined by appro-
priate clinical trials firmly based on ggod experimental data.

ArTHur B. Sanpers, MMD., Karr B. Kern, M.D,,
Kennegu L. RaessLer, M.D., CHarLEs Otro, M.D.,
AN} Gorpon A. Ewy, M.D.

University of Arizona

Tucson, AZ 85724 College of Medicine

1. Geehr EC, Lewis FR, Auerbach PS. Failure of\open-heart massage to im-
prove survival jfter prehospital nontraumatic cakdiac arrest. N Engl J Med
1986; 314:118p-90.

2. Sanders AB, Kern KB, Ewy GA, Atlas M, Bailey\L. Improved resuscitation
from cardiac drrest with open-chest massage. Ann Emerg Med 1984; 13:672-
5.

3. Sanders ABf Kern KB, Atlas M, Bragg S, Ewy \GA. Importance of the
duration of {inadequate coronary perfusion pressurg on resuscitation from
cardiac arrebt. J Am Coll Cardiol 1985; 6:113-8. .

4, Del Guerc‘g LRM, Feins NR, Cohn JD, Coomaraswamy RP, Wollman SB,

State D. (omparison of blood flow during external and internal cardiac
massage iy man. Circulation 1965: 31:Suppl I:1-171-1\180.

5. Bircher N, Safar P. Comparison of standard and “new” closed-chest CPR and
open-chest CPR in dogs. Crit Care Med 1981; 9:384-5.

To the Editer: We must be careful not to draw unjustified conclu-
sions from the interesting report of Dr. Geehr and his colleagues.

O™ o w N

—rn et A s e e e A e



752 ' THE NEW ENGLAND JOURNAL OF MEDICINE

after menopause. Women whose cancer is diagnofed when they
are entering menopause at 54 have a better prognbsis than either
54-year-old women who are several years past mfenopause or 49-
year-old menopausal women. The prognosis of middle-aged women
with breast cancer probably depends jointly onyf the chronological
relation of diagnosis to menopause and the agq at diagnosis.

Sipnvey Krawgnsky, M.D., Pu.D.
: Whitaker College,
Cambrijge, MA 02139 Massachusetts Ingtitute of Technology

1. Rochmin H, Comniff ES, Kuk-Nagle KT. Age fnd incidence of estrogen
receptor positive breast tumors. Ann Clin Lab S£i 1985; 15:106-8.

2. McCarty KS Jr, Silva JS, Cox EB, Leight GS Jy, Wells SA Jr, McCarty KS
Sr. Relatioyship of age and menopausal status tg estrogen receptor content in
primary carginoma of the breast. Ann Surg 1983; 197:123-7.

3. Klawansky S, Fox MS. A growth rate distribytion model for the age depend-
ence of humay cancer incidence: a proposed/role for promotion in cancer of
the lung and bieast. J Theor Biol 1984; 114:531-87.

4. Adami H-O, er B, Holmberg L, Pergson I, Stone B. The relation be-
tween survival apd age at diagnosis in byeast cancer. N Engl J Med 1986;
315:559-63.

5. Mohle-Boetani J, Grossner S, Malec M, Whittemore AS. Survival advantage
among patients with\breast cancer diagnpsed at 45 to 49 years of age. N Engl
J Med 1986; 315:58Y.

6. MacMahon B, List ND, Eisenberg H. Relationship of survival of breast
cancer patients to parky and menopapsal status. In: Forrest APM, Kunkler
PB, eds. Prognostic factors in breast chncer: proceedings of the First Tenovus
Symposium, Cardiff, 1¥th-14th Aprfl, 1967. Edinburgh: E&S Livingstone,
1968:56-64.

7. MacMahon B, Worcestef J. Age ft menopause. Rockville, Md.: National
Center for Health Statistick, 1966:]-20. Vital and health statistics. Series 11:
Data from the National Hdalth Syrvey, no. 49.

The above letters were réferred to the authors of the article in
question, who offer the folloving reply:

To the Editor: Dr. Daniellfsufgests that there is a relation between
age at diagnosis and the fpattern of tumor dissemination. A pre-
dominance of visceral spyead ir\ older women might contribute to a
shorter survival. Howevgr, sincd no curative treatment is available
for patlcnts with any type of systemic dissemination, differences in
survival time should npt translatg into a more favorable long-term
survival and a higher/cure rate amjong patients with distant metas-
tases first demonstrajed at nonviscdral sites. The findings of Daniell
thus do not explainfthe Swedish sijrvival data.

Professor Lindegard has.seemingly misunderstood our methods.
Our analyses werefbased on patientslavailable for follow-up only. A
bias due to lack of follow-up in patierjts who emigrated after having
had a breast cagcer diagnosis reporfed to the Cancer Registry is
unlikely. This hypothesis would requirk (1) that such women consti-
tuted a considerable proportion of all\patients, (2) that they were
unevenly distrjbuted among. the age graups, and (3) that their prog-
nosis differed/considerably from that df patients in the same age
group who wkre available for follow-up. None of these requirements
is sufficient}y met by our data. The diffefences in the prevalence of
breast cander between Swedes and immifrants have no bearing on
our conclysions. They are reasonable in\view of the differences in
age-specific incidence rates between Sweflen and the low-risk and
intermegliate-risk countries from which most immigrants came.

Gorefand Pocock suggest that the “clinical profile” .acts as a
confounder in the analysis of age—survivalYelations. Clinical covar-
iates gre complex measures, dependent on the biologic features of
the tamor, the tumor-host relations, and the temporal progress of
tumpr growth and dissemination. Our prinjary aim was to analyze
the/ biologic properties in relation to age. [t seems far from clear
whiether adjustment for “clinical profile” is|preferable in this con-
t¢xt; it might decrease the power of the analysis without any mean-
ingful gain in internal validity.

Our claim that age has an effect on relative survival beyond the
10th year of follow-up was based not on cumulative rates, but on the
persistent difference in annual hazard rates and the consequent
continued change in difference between age groups even later than
10 years after diagnosis. This finding probably cannot be refuted by

March 19, 1987
|
been groupeq into only three categories.

ree with Dr. Klawansky, that hormone-dependent

— variable, and mayy observations inflicate that its clinical corre-
lates behave accordin}ly. Dr. Klawangky’s hypothesis that hormone
dependence is related Roth to age At diagnosis and to survival is

survival prospects between pagients with receptor-rich and those
with receptor-poor tumors. -

Hans\OrLov Apami, M.D.
Lard\HoLmBERG, M.D.
UnNyersity Hospital

BirGITTA LKER, B.Sc.
National Swedish Cander Registry

Stockholm, Sweden National Board of Health and Welfare

IncEMAR PERsson, M.D.

Uppsala, Sweden University Hospital

MORE ON PROGRESS AGAINST CANCER

To the Editor: Letters from Bitran' and Mann? (Oct. 9, 1986,
issue) in response to the article by Bailar and Smith® (May 8, 1986,
issue) imply that preverition is unlikely to have an important impact
on mortality from cancer, at least with respect to lung cancer. Much
evidence suggests the contrary. Physncnans can certainly do more
with regard to promoting healthier practices by their patients,* but
the potential rewards of prevention extend beyond the practition-
er’s office. Specifically, community health promotion studies have
demonstrated a beneficial impact on a wide range of health behav-
iors (including smoking)®; work-site health promotion efforts have
shown beneficial effects in hypertension control,® exercise,” and oth-
er health behaviors®; and school health education programs offer
another promising venue for promoting healthier life styles.

Prevention can work and has. Those seeking progress against
cancer might well heed the example of the undisputed progress
against cardiovascular disease, which has resulted in a decline in
mortality of approximately 25 percent in the United States from
1964 to 1979.° One analysis ascribes more than half the decline to
changes in life style.!®

The comment by Bitran regarding rising incidence rates of lung
cancer among both white men and women is incorrect. The inci-
dence of lung cancer among white males actually declined by 4
percent between 1982 and 1983 — a result of the decline in the
prevalence of smoking among males, from 52 percent in 1963 to
about 35 percent in 1983.

-Although biomedical research is essential to progress in both
treatment and prevention and much remains to be learned about
the cause of many cancers, present knowledge warrants a stronger
attack on the preventable cause of approximately one third of all
cancer mortality — cigarette smoking. The failure to reduce the
prevalence of smoking further speaks less to the efficacy of preven-
tion than to our failure to fund and promote it adequately.

Donarp H. Gemson, M.D., M.P.H.
Columbla Umversuy

New York, NY 10032 School of Public Health

1. Bitran JD. Progress against cancer? N Engl J Med 1986; 315:963.
2. Mann DA. Progress against cancer? N Engl J Med 1986; 315:966.
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3. Bailar JC III, Smith EM. Progress against cancer? N Engl J Med 1986;
314:1226-32.

4. Gemson DH, Elinson J. Prevention in primary care: variabifity in phy-
sician practice patterns in New York City. Am J Prev Med 1986; 2:
226-34.

5. Puska P, Nissinen A, Tuomilehto J, et al. The community-based strategy to
prevent coronary heart disease: conclusions from the ten years of the North
Karelia Project. Annu Rev Public Health 1985; 6:147-93.

6. Foote A, Erfurt JC. Hypertension control at the work site: comparison of
screening and referral alone, referral and follow-up, and on-site treatment.

N Engl J Med 1983; 308:809-13.

7. Blair SN, Piserchia PV, Wilbur CS, Crowder JH. A public health inter-
vention model for work-site health promotion: impact on exercise and phy-
sical fitness in a health promotion plan after 24 months. JAMA 1986; 255:
921-6.

8. Fielding JE. Health promotion and disease prevention at the worksite. Annu
Rev Public Health 1984; 5:237-65. )

9. Vital and health statistics in the United States. Vol. 2. (Mortality, Part B.)
Rockville, Md.: National Center for Health Statistics, 1979 and 1964.

10. Goldman L, Cook EF. The decline in ischemic heart disease mortality rates:
an analysis of the comparative effects of medical interventions and changes
in lifestyle. Ann Intern Med 1984; 101:825-36.

11. Horm JW, Kessler LG. Falling rates of lung cancer in men in the United
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To the Editor: Although Bailar and Smith minimize the impor-
tance of incidence rates, an examination reveals that increases in
cancer rates cannot be ascribed exclusively to tobacco use. Overall
cancer incidence has increased sharply, at the rate of 1 percent
annually since 1970 and at similar rates as that for lung cancer
alone.! Incidence rates have also risen sharply for cancers unrelated
to smoking, including breast and colon cancer and acute adult non-
lymphatic leukemia; only about one third of the overall increase is
due to respiratory cancer. For some cancers, the rising incidence
rates contrast with constant mortality, as increases appear to have
been offset by small improvements in treatment. Moreover, sub-
stantial recent increments in mortality rates of cancers not related
to smoking have been masked by focusing on overall mortality data
alone.? For example, from 1979 to 1983 there were marked increases
in mortality rates among blacks for cancers of the prostate,
lymphatic-hematopoietic system, and breast; lung cancer accounts
for, at most, half the recent increase in cancer mortality among
black males. Similarly, for the entire U.S. population from 1979
to. 1983, there were major increases in cancer-associated mortal-
ity rates for cancer of the lymphatic-hematopoietic system and
in the category of “all other causes,” including malignant diseases
such as soft-tissue sarcoma; there were also increases for melanoma
and for cancers of major sites such as the colon from 1969 to
1976, ‘although new site ‘categorization by the National Center
for Health Statistics makes it difficult to obtain recent compar-
ative data.

Furthermore, there is substantial evidence that occupational and
community exposures to carcinogens are major factors in increasing
lung cancer rates that cannot be attributed exclusively to smoking.
Lung cancer rates are higher among blacks than whites, although a
smaller proportion of blacks have ever smoked and black smokers
smoke less than white smokers.® Increasing proportions of lung
cancers are adenocarcinomas, which are either weakly related or
unrelated to smoking.* Rates for cancers other than lung cancer that
are associated with high relative risks among smokers, such as can-
cer of the buccal cavity, are declining.® Geographic patterns of lung
cancer closely follow those of petrochemical and other industries
and have recently shifted to reflect their migration to the south-
central United States, and studies have also incriminated communi-
ty exposure to atmosphenc emlSSlOﬂs from industries'manufactur-
ing or using industrial carcinogens.® High lung cancer rates that are
largely insensitive to smoking levels have been identified among
various occupational groups.® Also, case~control studies have dem-
onstrated an occupatlonal cause in 30 to 40 percent of lung cancers
in Norway and Italy.’

There is ample support for the growing perception that we have
lost the war against cancer and that national policies and priorities,
includirig those of the major concerned institutions — the National
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Cancer Institute and the American Cancer Society — must be re-
directed from currently imbalanced and overly optimistic emphasis
on chemotherapy and treatment into more promising areas of pre-
vention and control.

SamueL S. EpsteiN, M.D.

Chicago, IL 60680 University of Illinois Medical Center

Montreal, PQ H3C 3P8,
Canada

JoEL SwarTz, PH.D.
University of Quebec at Montreal
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The above letters were referred to the authors of the article in
question, who offer the following reply:

To the Editor: We heartily agree’ with' Gemson that prevention
works. We also note, however, that the recently reported small de-
creases in the incidence of lung cancer are not yet reflected in age-
adjusted death rates.! Although a drop in mortality from lung can-
cer will surely follow the fall in incidence, increased efforts to curtail
smoking will cause it to come sooner. This trlumph of preven-
tion, when it occurs, will far outwelgh all the advances in treatment
since 1950.

Epstem and Swartz state that cancer incidence rates have been
rising sharply, at an annual rate of 1 percent since 1970. We said in
our article why we have reservations about the meaning of trends in
incidence rates, and more recent data from the National Cancer
Institute indicate a smaller increase — about 5 percent for the nine
years from 1975 through 1984." Also, there may be a problem in
using the 1970 data because they refer to a population base that is
different from that of the 1975-1984 rates. Of course, there would
be no basis for complacency even if the incidence rate had been
declining, and Epstein and Swartz correctly note that the trend (if
any) for all cancers combined may mask contrary trends for some
specific kinds of cancers.

- The 1975-1984 data’! show welcome and statistically significant
decreases in the reported age-adjusted incidence of cancer of .the
stomach, cervix, and uterine corpus (and unspecified uterine can-
cer), and of leukemia (all types}, as well as significant increases in
cancer of the colon-rectum, liver, lung—bronchus, breast, prostate,
testis, urinary bladder, and kidney, and in non-Hodgkin’s lympho—
ma and melanoma of the skin.

Epstein and Swartz comment only on the apparent increases in
the incidence of some cancers, as well as the clear. increases in
cancer-associated mortality in black males and in some kinds of
cancer in the whole population. This is the converse of the tendency
of the National Cancer Institute and others to emphasize the posi-
tive.>® We are glad of the support of Epstein and Swartz in promot-
ing a shift of emphasis toward cancer prevention, but we believe
that-arguments for such a shift must include a strictly evenhanded
and objective reading of the situation as a whole. The rate of prog-
ress against cancer is discouraging enough even when all the suc-
cesses are included. The overall rate of death from cancer is rising,
and if lung cancer is excluded, the rate has been essentially un-
changed for a decade. We see no evidence of any recent change in
these patterns. The need for a comprehensive external review of the

.
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entire U.S. national cancer program is more acute now than it was
at the time our paper was published.

Joun C.. BaiLar, 111

Boston, MA 02115 Harvard School of Public Health

ELaiNne M. SmiTH
University of Iowa
Towa City, IA 52242 College of Medicine
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review. Washington, D.C.: National Cancer Institute, December 1986.
2. National Cancer Institute. Update. December 8, 1986.
3. Greenwald P, Sondik EJ, eds. Cancer control objectives for the nation:
1985-2000. National Cancer Institute Monograph no. 2, 1986.

“I ACQUSE” THE JOURNAL OF UNFAIR JOURNALISM

To the Bitor: On January 13, 1898, in an opep letter to President
Félix Faurdon the Dreyfus case, Emile Zola stapted each paragraph
with the wokds “J’accuse” (I accuse). In this Jetter I continue this
practice. ’

T accuse the\New England Journal of Medicing of not providing an
equal forum for\the debate of issues. Fair jougnalism calls for equal
coverage. '

I accuse the Joinal of publishing, witho
article by Bailar and Smith that concluded
against cancer.”

I accuse the Journd

a balancing view, the
“we are losing the war
ighing such controversial
views but of issuing \press releases to hejp publicize them. The
resultant flood of seconyary articles reache the deserts of Arizona.

I accuse the Journal of burying balancinfg views such as those of
DeVita (from the Nation}l Cancer Institufe) and Korn (from Stan-
ford University) (Oct. 9, 1986, issue)* anhong a welter of letters to
the Editor. Neither their vigws nor any ofher balancing views have
permeated these lay hinterlgnds.

T accuse the Journal of thouyhtless weighting of views. Concurrent
opposing views should be sbught for [simultaneous publication.
Press releases should be balanged fromf the start.

I accuse the jJournal of potenfially jdopardizing health care and
research in the United States by such/practices. I look forward to
your rebuttal.

Freperick Hecut, M.D.
Southwest Biomedical

Scottsdale, AZ 85251 - Research Institute

*DeVita VT Jr, Ko D. Progress aggin cancer? N Engl J Med 1986;
315:964.

Editor’s reply: The Journal rarely plublishes countervailing opinions
on controversial articles in the samie issue WKith the original article.
Our usual practice is to rely onfour Corréspondence section for
expressions of opposing views, and that is whag we did in the case of
the. Bailar and Smith article.

Because we received so man s o and con, we pub-
lished more than the usual nymber and devoteY five pages in our
October 9 issue to that pufpose. Far from “Durying balancing
views,” as Dr. Hecht claimg, we included among \he 12 published
letters no less than 6 that/were critical of the Bajlar and Smith
article, including the lettef from DeVita and Korn.

-In view of their strong friticisms of the Bailar and §mith article,
DeVita and his colleagues were invited to submit a ful\length arti-
cle presenting their view of the subject, but they declingd.

- As for the “balanced’f press releases Dr. Hecht demandy from us,
he needs to know thay the Journal issues no press releaség of any
kind. We don’t beliefe that is our job. We let the media\decide
whether any of our drticles are newsworthy and how they aré\to be
interpreted to the public.

On this subject (progress against cancer), as on any other contro-
versial health topic, we remain open to responsible views from all
sides. The Bailar and Smith article was unsolicited. We do not set
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the agenda, nor do we influence what our contributors choose to
say. If Dr. Hecht can think of a better way for us to deal with
scientific debate, we would welcome his suggestions.

ArnoLD S. ReLman, M.D.

HERPES SIMPLEX VIRUS INFECTIONS

To the Editor: In their excellent review of the clinical spectrum of
herpes simplex virus (HSV) infections, Corey and Spear (March 13,
1986, issue) '\neglected to discuss the less commonly acknéwledged
HSV infections involving just the skin. Although cutanegfis involve-
ment by HSV \s associated with concomitant lesions of/the mucous
membranes or\a disseminated HSV infection, it mdy also occur
alone as an initi}] manifestation of an HSV infectioh. We recently
evaluated a patiept with cutaneous involvement by HSV that oc-
curred without kndwn exposure to the virus or othef identifiable risk
factors usually assotiated with HSV infections.

A 23-year-old worgan had a vesicular eruptign on the left knee
that was associated Wijth generalized malaise,/ffever, paresthesias,
and inguinal adenopatNy. Five weeks earlier sjie had had a second-
degree burn on the samegite and had intermitfently “picked off” the
eschar. The vesicular lesipns resolved withofit therapy in about 10
days. Six months later a §imilar eruption feveloped on the same
site; the patient sought mkdical care and was treated with oral

cephalosporins for a presukped cellulitis./The lesions resolved in

about seven days. After a thiNd outbreak, fhe patient was seen at the
University of Connecticut Health Centgr and was found to have

clusters of vesicles on an erythematous pase (Fig. 1), with. associat- -

ed tenderness and localized ekythemaf A Tzanck smear revealed

Figure 1. Cutaneous Herpes Simplex Virus Type 2 Infection of the
Left Knee.
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