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Breast Cancer:Its link to Abortion and
the Birth Control Pill

Does an induced abortion prior to a woman's first full–term pregnancy (FFTP)
increase her risk of developing breast cancer? This central question will be
addressed here, but first it would be helpful to review the history of this issue.
One of the main questions that people have when they hear or read that having
an abortion at a young age increases a woman's risk of breast cancer is: Why?
That is, what link could there be between abortion and cancer of the breast?
Two renowned researchers, Jose and Irma Russo, were among the first
prominent scientists to offer a possible explanation of this phenomenon in their
work with rats in the 1980s and l990s. The Russos took a number of rats and
divided them into different groups. One of the groups were rats that had one
pregnancy in the past, the second group were virgin rats, and the third group
were pregnant rats who underwent an abortion at a young age. Each of these
three groups was then subjected to a cancer producing agent called DMBA (7,12
dimethylbenz(a)anthracene). They found that none of the 9 rats that had a fullterm pregnancy deueloped breast cancer, 15 out of 22 of the virgin rats (de,
68%) developed breast cancer, and 7 out of 9 (77.7%) of the rats that had an
abortion developed breast cancer. It was further noted that when one looked
microscopically at the breast tissue of each of the aforementioned groups, the
full–term pregnancy group had many more mature (differentiated) breast cells
than did the rats that had an abortion. "Therefore, while pregnancy and lactation
protected the mammary gland from developing carcinomas and benign lesions

by induction of full differentiation, pregnancy interruption did not elicit sufficient
differentiation in the gland to be protective…" [1, p.497]. The correlation between
the rat model and the human breast could not be ignored. The Russos continued:
"In women, protection against breast cancer is provided when pregnancy occurs
before age 24. In contrast, abortion is associated with increased risk of breast
cancer. The explanation for these epidemiologic findings is not known, but the
parallelism between the DMBA–induced rat mammary carcinoma model and the
human situation is striking." [2, p.27] These words, written in 1980, led a number
of researchers to study the link between induced abortion and breast cancer in
women.
The next question was: What is it about an abortion at a young age that leaves
the human breast especially vulnerable to carcinogens (ie, an agent that causes
cancer)? That is, why would a woman's breast cells be left in a more vulnerable
state if she were to have an induced abortion early in her life, instead of
completing her pregnancy?
Figure 6A offers a visual explanation. Here we see that the levels of both of the
sexual hormones, estradiol and progesterone, as well as hCG (human Chorionic
Gonadotropin), all rise rapidly in early pregnancy. These hormones trigger the
breast cells to begin dividing and maturing. The combination of these hormones,
as well as others, causes the cells of the breast to divide rapidly and start a
maturing process that will continue over the next 9 months, after which the breast
cells will be matured or differentiated. What happens to the woman who has an
abortion early in her life? Russo and Russo again provide an insight into this
puzzle in their work on the rat. They found that the group of virgin rats who
received the carcinogen DMBA and the pheromone hCG, developed breast
cancer far less often than those that received the DMBA alone [3]. The
implication is that in the human, a woman needs to complete her pregnancy in
order for the breast cells to receive the full protective effect of the pheromone
hCG.

Figure 6A: Hormone Levels During Pregnancy and
After an Induced Abortion

In Figure 6A we see that if a woman has an induced abortion — at about the 10th
week of pregnancy (point A) — her estrogen, progesterone and HCG levels
plummet to baseline levels (ie, the levels of a woman in the non–pregnant state).
These hormones' among others, are critical for the full development and
maturation of a woman's breast cells, especially in her first pregnancy. Once the
levels drop, the process of breast cell differentiation is in a sense "frozen." This
state, in which a breast cell has started to divide but has never completed the
differentiation process, leaves the cell far more susceptible to becoming
cancerous than breast cells which have completed their differentiation. Now one
can see why a woman's first pregnancy is so important. If the pregnancy goes to
term, her breast cells will have undergone the natural maturation process and be
less likely to become cancerous. If the natural process in a woman's first
pregnancy is interrupted via an induced abortion, those same cells are left in a
vulnerable state.
What about miscarriages, also called spontaneous abortions. Do they increase
the risk of breast cancer if a woman experiences one in her first pregnancy?
Most authors have found that miscarriages increase the risk of breast cancer less
than an induced abortion does (see Chapter 7 for details). Why is this so?

Table 6A: Comparison of Hormone Levels in Women with Healthy
Pregnancy vs. Miscarriage
Hormone Level--> Progesterone (ng⁄ml) Estradiol (pg⁄ml) hCG (mLU⁄ml)
Healthy Pregnancy
25.3
766
65,717
Miscarriage
5.2
117
10,643

If we look at Table 6A [data from Witt et al, 4], we note that women who
experience a healthy pregnancy (eg, women considering induced abortion) have
far higher hormone levels than women who are about to miscarry. Because
hormone levels drop rapidly after an abortion or miscarriage, women who choose
abortion will experience a greater change in hormone levels than women who
miscarry. Their breast cells essentially experience a greater "hormonal blow" (ie,
a rapid drop in hormone levels) which leaves their breast cells more vulnerable to
carcinogens. Thus, we would expect that women who miscarry would have less
risk than women who have induced abortions, although as Chapter 7 will show,
women who miscarry before their first full–term pregnancy (FFTP) still appear to
be at increased risk.

Q–6A. What has the history of various research
studies shown?
As early as 1957, the first research study to formally show a link between
abortion and breast cancer was published by a Japanese researcher named
Segi. During the years of 1953 to 1955 he and his group pooled most of the
cancer patients from nearly all of Japan's major hospitals; 644 of the women had
breast cancer. He noted that the women who had "an artificial interruption of
pregnancy" experienced at least a 2–fold statistically significant increased risk in
breast cancer rates compared to "controls" (ie, those who did not have an
abortion [5, p.43]). Segi et al also noted a number of other important findings: 1)
women who had an early pregnancy, 2) those who had a later age of the
menarche (ie, the onset of a woman's menstrual cycles), and 3) those who had
more children, all had lower rates of breast cancer than the norm. Unfortunately,
this remarkable study went largely unheeded.

The next major breakthrough came with a stunning study [6] published in 1981
by M.C. Pike and B.E. Henderson et al from the University of California, entitled:
"Oral contraceptive use and early abortion as risk factors for breast cancer in
young women." Pike studied 163 women, all of whom were under the age of 32
when they discovered that they had breast cancer. He made two important
discoveries. First, women who had a first trimester abortion before their first full–
term pregnancy (FFTP) had a 2.4–fold significantly increased risk of breast
cancer compared to "controls." Second, the risk from early oral contraceptive use
— specifically, the use of OCPs for at least 4 years before a FFTP — resulted in
a 2.25–fold statistically significant risk (125% increased risk). This result sparked
the medical world's continued study of both of these findings until the current
time.
Since 1981 a number of studies from around the world, have continued to show
that having an abortion at a young age is a significant risk factor for breast
cancer [7, 8, 9, 10, 11, 12]. A major development occurred in late 1994, after
Janet Daling et al [9] revealed the results of a study which commanded the
attention of both the medical and the lay realms. In her study of 845 women who
had breast cancer and were under the age of 45, she noted a number of
significant findings: 1) In general, women who had an abortion experienced a
50% increased risk of breast cancer; 2) Women who had an abortion before the
age of 18 had a 150% increased risk of developing breast cancer; 3) Women
who were over the age of 30 at the time of their abortion had a 110% increased
risk; and 4) Women who were less than the age of 18 at the time of their abortion
and had a later abortion (ie, after 8 weeks of pregnancy) experienced an 800%
increased risk of breast cancer! In addition, Daling noted that women who had an
abortion at a young age (before the age of 18) and who also had a positive family
history for breast cancer, were at infinitely increased risk compared to young
women who had no abortion and a positive family history for breast cancer
(confidence intervals 1.8 to infinity)! Daling was paraphrased by another writer in
the Journal of the National Cancer Institute as saying: "Daring indicated that
abortion should be included as a risk factor if the cohort — women who had
abortions prior to the age of 18 — is specified" [13].

These stunning findings led to an abrupt criticism of Daling's study. In fact, the
very same issue of the journal which published the study — The Journal of the
National Cancer Institute — printed an editorial by Lynn Rosenberg which
severely criticized the study. Rosenberg argued that Daling's study might be
limited by recall bias, as was discussed in Chapter 5. This was a remarkable
claim, because Daling et al had taken great pains to address this issue, even
going so far as performing a side study comparing abortion and cervical cancer,
which would have specifically identified reporting bias [9, p.1590]. Rosenberg
also made the bizarre claim that "While the findings of Daling et al add to the
limited evidence that induced abortion increases the risk of breast cancer, neither
a coherent body of knowledge nor a convincing biologic mechanism has been
established." She wrote this comment despite the work by Russo and Russo,
done more than a decade earlier, which implied a clear biological mechanism.
Finally, in the Fall of 1996, a group of researchers led by Dr. Joel Brind published
the most comprehensive and meticulous meta–analysis of all the abortion⁄breast
cancer related studies performed until that time [14]. In their analysis, they
reviewed 61 different studies ranging between the years 1957 to 1996. From
those 61, they selected out the studies which did not adequately distinguish
between induced and spontaneous abortion, leaving 28 studies, which were
further reduced to 23 studies after combining the results of the studies that
overlapped. He and his group also reviewed studies from around the world,
including Japan, Russia, Yugoslavia, France, Denmark, Sweden, Norway,
Greece, and many others including the U.S.
The paper by Brind and colleagues provided an extensive commentary on many
of the previous studies and included a thorough historical review of the entire
field. One conclusion stood out clearly:
Women who had an induced abortion had a 30% increased risk of developing
breast cancer, whereas parous women who had an induced abortion prior to their
FFTP had a 50% increased risk of developing breast cancer, compared to
women who did not have an induced abortion. The meta–analysis led to a flurry
of discussion but left few able to argue with its methods or results. Janet Daling,
an epidemiologist at the Fred Hutchinson Cancer Research Center in Seattle,
defended Dr. Brind's paper as "very objective and statistically beyond reproach.

(The authors did) a fair job of compiling the data, having taken pains to include
studies of every point of view." [15]
What did Dr. Brind's paper state regarding the major studies which examined the
effect of an early induced abortion and the consequent risk of developing breast
cancer? The studies are noted in Table 6B:
Table 6B:
Findings of Studies Which Examined Breast Cancer Risk From Induced
Abortion Prior to a Woman's First Full-Term Pregnancy (FFTP)
Percent
Researchers
Year
Country
Relative Risk
Change
Brinton [8]
34% increase*
1983
USA
1.34 (0.3–5.6)
Rosenberg [12]
10% decrease* 1988
USA
0.9 (0.5–1.4)
0.82 (0.44–
Harris [10]
18% decrease* 1989–90 Sweden⁄Norway
1.51)
Daling [9]
40% increase*
1944
USA
1.4 (1.0–2.0)
2.06 (1.45–
Lipworth [11]
106% increase* 1995
Netherlands
2.90)
Rookus [16]
160% increase* 1996
USA
2.6 (1.0-6.8)
Totals
50% increase
1.5 (1.2–1.8)
* This result reflects a trend toward an increased or decreased risk but does not attain
statistical significance.

Table 6B, whose data comes from Table 2 in the Brind meta–analysis, clearly
shows that when data from all the major studies from around the world were
pooled and conservatively analyzed via a meta–analysis, it indicated that women
had a 50% increased risk of developing breast cancer from an abortion
performed before a woman's first full-term pregnancy. Why does this author refer
to it as a "conservative" estimate? Because, a closer look at each of the
individual studies would have yielded an even higher risk, had they adjusted for
the many factors which could affect the results. A comprehensive review of those
factors is presented at the end of this chapter but two of them stand out.

Lynn Rosenberg's 1988 study suffers profusely from the "age factor" problem.
Ms. Rosenberg compares "cases" with a mean age of 52 years old to "controls"
with a mean age of 40 years old. As noted in Chapter 5, this is a serious error
and one that results in a lower reported risk from abortion at a young age than
would have been, had she designed the study properly.
The second example comes from the Daling study in 1994. Although it was one
of the best–designed studies, it still had a huge "stack effect." The researchers
ended up "stacking" the younger spectrum of the data. They had 8% of the
"cases" in the 21 to 30 year–old age group, whereas 17% of the "controls" were
in this age group. If the study had distributed the "case" and "control" populations
proportionally among the various age groups (ie, have the same percent of each
population in each of the various age brackets), the "stack effect" would have
been averted, most likely yielding a higher relative risk from abortion at a young
age, because young women who are disproportionately represented in the
"control group" will most likely report having had more abortions prior to their
FFTP, given that the percentage of young women who have had abortions in
their early reproductive years has increased dramatically since 1973.
In short, almost every study noted in Table 6B has a factor or factors (these
factors are all reviewed in Chapter 5) which would have served to increase the
relative risk markedly, had they been accounted for. These include: 1) the "death
factor" [8, 9;], 2) the "stack effect" and⁄or ⁄age mismatching⁄ [9, 12], 3) too short of
a latent period [8, 12], and⁄or 4) a financial bias from a sponsor of one of the
studies [10, 12]. What does all this mean? The short answer, is that the 50%
increased risk which Dr. Brind et al reported from induced abortion prior to a
FFTP is a very conservative estimate. Had the above–mentioned factors been
properly adjusted for, the real risk from an abortion before a FFTP would almost
certainly have been significantly higher. It should again be emphasized that many
of the studies that evaluated the risk of an abortion in young women took their
data from the late 1970s or early 1980s. We noted earlier that the latent period
for risk factors in breast cancer (eg, DES or radiation) could be 20 to 30 years or
longer. This implies that the full impact of having an abortion at a young age

upon a woman's risk of developing breast cancer may only be fully appreciated in
studies from the late l990s and the first decade of the next century.

Q–6B: What has transpired since Dr. grind's
meta–analysis was published?
A number of studies have been published since Dr. Brind's study so that by
January, 1999 a U.S. Congressman familiar with Dr. Brind's work noted that:
"Fully 25 out of 31 epidemiological studies worldwide and 11 out of 12 studies in
the U.S¨ show that women who elect to have even one induced abortion show an
elevated risk of subsequent breast cancer." [17, 18]. What were some of the
recent studies?
First, Dr. Janet Daling came out with a "repeat study" which was designed similar
to the one she wrote in 1994. The 1996 study did not show abortion to be as
great a risk factor as her previous study, but several weaknesses appear in this
latter study, as noted in the Addendum 6A at the end of this chapter. In addition,
Daling's second study would have done little to change the results of Brind's
meta–analysis because it would have been just one more study that would have
been averaged into many. The second study by Rookus et al came out in the
Journal of the National Cancer Institute and reported on bias. The authors
concluded that "Reporting bias is a real problem in case–control studies of
induced abortion and breast cancer risk if these studies are based on information
from study subjects only." [16, p.1759]. (Reporting bias is another name for recall
bias, which was discussed in Chapter 5. Remember that researchers who cite
recall bias as a factor are hypothesizing that women who have breast cancer will
be more truthful about their abortion history if asked about it in an interview than
women who did not have breast cancer). The Rookus study is discussed at
length in Appendix 2. The main problem with the "bias argument" is that it can
easily be measured and accounted for in the same way that the studies involving
oral contraception and breast cancer accounted for its effect (or lack thereof). As
noted previously in Chapter 5, researchers such as Rookus and others simply

need to obtain permission from both the "case" and the "control" patients to
review their current medical charts from their current or previous gynecologist or
obstetrician. Well trained obstetricians and/or gynecologists ask their young
patients (ie, usually if under the age of 45) if they have had any induced or
spontaneous abortions (miscarriages) when conducting a complete history and
physical examination. It is critical to note that the gynecologist's records would
thus give the information concerning a woman's abortion history before she
would have developed breast cancer. Thus, one has an excellent tool to measure
what the "case" and "control" patients' responses were, both before and after
developing breast cancer, and one can easily compare the amount or degree of
"reporting bias" between the "case" and "control" groups. Any author who wishes
to measure the degree of reporting bias in studies that have been done recently
or will be done in the future, can perform this exercise by taking the time to obtain
permission and access to a patient's medical records. In short, there is no longer
any reason to "speculate" about reporting bias. It can be measured.
A third study received little attention. It originated from an Australian researcher
named Rohan [19]. His study was published in the American Journal of
Epidemiology in 1988 but no information was presented concerning induced
abortion and its risk for breast cancer. But in 1995 Andrieu et al noted that data
from the Australian study actually had shown a 160% increased risk for induced
abortion. Dr. Brind noted: "The obvious question, of course, is why these findings
concerning an eminently avoidable risk factor were suppressed for seven
years." [20, p.7]
The fourth major event since Dr. Brind's publication concerns the study from
Denmark by Dr. Mads Melbye et al. This prospective study — one of the largest
studies ever done — looked at a "cohort" of 1.5 million women, 10,246 of whom
had breast cancer. The study had a number of serious flaws, however, and was
meticulously critiqued in the New England Journal of Medicine [21]. A complete
analysis of this study is provided at the end of this chapter for the interested
reader but the most egregious flaws must be pointed out here.

The study claimed that "induced abortions have no overall effect on the risk of
breast cancer." [22, p.81]. This is not what the authors' data showed. The authors
noted that 1338 "cases" (A) of breast cancer developed in the group of women
who did have abortions (2,697,000 person–years) (B), and that 8,908 "cases" (C)
of breast cancer developed in the group who did not have abortions (25,850,000
person–years) (D). This simple calculation (ie, A⁄B divided by C⁄D) yields a 1.44
relative risk or a 44% increased risk for those women who had an abortion. The
question of how and⁄or why the New England Journal of Medicine could allow a
study to purport that abortion caused no risk of breast cancer, when the study's
own figures give evidence that such a risk does exist, is an interesting one.
Second, Melbye's study suffered from a marked "follow–up differential." (see
Appendix 1 for details). They allowed less than a 10 year average follow–up time
for the "cohort population" (de, women who had abortions) whereas the "control
group" had a follow–up period of over 20 years. In addition to the huge difference
between the two groups, allowing less than 10 years follow up after an induced
abortion does not yield an adequate latent period to observe the increased risk of
breast cancer.
The third problem is that Melbye et al noted that the breast cancer risk for later
term abortions was significant. But this received far less attention than Dr.
Melbye's rash statement recorded in the Wall Street Journal: "I think this settles
it. Definitely — there is no overall risk of breast cancer for the average woman
who has had an abortion." [23]. Most of the public never heard that Melbye found
that women who had an abortion after the 12th week of pregnancy sustained a
38% increased risk, and women who had late-term abortions past 18 weeks
sustained an 89% statistically significant risk [1.89 (1.113.22)]. It should be noted
that in the U.S. in the 1970s and early 1980s, more than 100,000 women
annually had abortions after the 12th week of pregnancy [24, p.10].
In conclusion, the beginning of this chapter asked the central question: Does an
induced abortion before a woman's first full–term pregnancy (FFTP) increase her
risk of developing breast cancer? The most honest answer that this author can

conclude based on the research known to date and presented in this book is the
following:
All of the evidence to date points to at least a 50% increased risk of developing
breast cancer in parous women who have had an induced abortion prior to their
first fullterm pregnancy.
It is now time to let the reader decide what to think.

Addendum 6A:
Daling et al came out with a "repeat study" in 1996 [25] which revealed less
dramatic risks than her original study in 1994 [9]. What were this study's
weaknesses and why did it show less risk?
[The answer to this question is slightly technical and can be skipped without a
loss of continuity].
Daling et al [9] published a landmark study in the November 4, 1994 issue of the
Journal of the National Cancer Institute; it received intense publicity and scrutiny.
Surprisingly, two years later she published a similar study in conjunction with
another researcher named Louise Brinton in the American Journal of
Epidemiology, which produced less dramatic results. For example, the second
study reported the risk of abortion prior to a FFTP to be only 10%. The first study
found a 40% risk. The second study also found only a 20% increased risk for
abortion in general. The first study found a 50% risk. Why were the results so
different?
Both of Daling's studies looked only at white women, but in Daling's first study
about 5% of the population was black, whereas the second study had a base
population of about 15% of black women who were excluded. By excluding a
significant percent of its study population, the second study left out a particularly
high risk group — namely young black women; this weakens the strength and
impact of the study.

Another possible weakness is that the second study had a far higher percent of
"cases" and "controls" in the 40 to 44 year-old age group than the first study
(55% vs. 23%). Because the second study had a higher percentage of women in
an older age group, it could reduce the reliability of the study because these
women would be less likely to have had an abortion prior to a FFTP. (This type of
phenomenon — mixing "relatively" older women into the database, was
discussed in Chapter 5 and may have the effect of artficially reducing the relative
risk for having an abortion at a young age or OCP use).
A third phenomenon concerns the political climate in which the 1996 study was
published. It is no secret that Daling received widespread criticism after her initial
study was published. Her own study was severely critiqued in the same issue of
the Journal of the National Cancer Institute in which it appeared [26]. The
environment at the National Cancer Institute (NCI) and among the editors of its
journal (ie, the Journal of the National Cancer Institute) grew so controversial that
Douglas Weed, editor of the journal found the need to defend himself in the lay
press against accusations of bias [27] after he was criticized in the Wall Street
Journal [28] for showing partiality. Could the intense political pressure have
affected the tone of the second article? That is a question that Dr. Weed might
wish to answer.
Despite the fact that her second study found less dramatic results than her first,
there is little doubt that it would have had an insignificant effect on Dr. grind's
metaanalysis because it would have been one more study added to the current
"pool of several studies."

Addendum 6B: Analysis of weaknesses of
studies which looked at risk of abortion prior to
first full–term pregnancy (FFTP):
It was stated that 4 out of the 6 studies which were used in Dr. grind's metaanalysis were analyzed in a "conservative manner." In other words, if there was a
possibility of looking at the data or results of a study in two different ways, Dr.

Brind always chose to analyze the data in a way that would yield the lowest
increased risk in breast cancer, that is, the most conservative estimate.
There are a number of factors in many of the studies that would probably have
yielded significantly higher risks of breast cancer from having an abortion at a
young age had they been accounted for. What are those factors, and in which of
the quoted six studies can they be found?
A) Brinton's study [8] suffers from: 1) A short latent period. Subjects were
interviewed from the years 1973 to 1977. This is inadequate, considering that the
latent period for certain risk factors is more than 20 years; 2) The analysis was
restricted to white women only, which would serve to underestimate any risk
because black women are known to be at especially high risk (see Chapter 11).
By cutting them out of the study, Brinton's study is more likely to yield risks that
will be underestimated; and 3) The "death effect" (4.3% of "cases" vs. 2.4% of
"controls" died). All three weaknesses serve to underestimate her study's risk of
breast cancer due to having an abortion at a young age.
B) Daling et al's study [9] suffers from: 1) the stack effect because a total of 17%
of "controls" versus 8% of "cases" were in the 21 to 30 year-old age bracket. It
also suffers from the "death factor" — 5.7% of "cases" died before they could be
interviewed. Although Daling acknowledged the possibility of the "death factor"
playing a role, both weaknesses serve to underestimate the relative risks. This
study did have the longest latent period with women being diagnosed from 1983–
1990.
C) Rosenberg et al's study [12] suffers from multiple weaknesses: 1) a huge age
mismatch: "cases" had a mean age of 52, whereas "controls" had a mean age of
40; 2) a short latent period. Interviews were held from 1978 to 1982 (ie, not even
10 years after the Roe v. Wade decision); and 3) the study was partially funded
by Hoechst, a pharmaceutical company that is responsible for producing RU–
486, the drug that causes a chemical abortion.
D) The Lindefors–Harris et al study [10] was funded by Family Health
International. In addition, although she started out with 49,000 subjects, after 11

years she had fewer than 5,000. Only 10.2% of the original group of women
stayed in the study and even these women would have had a latent period that
may not have been long enough to detect the full impact of having an abortion at
a young age (latent period of only 12–14 years). Last, as the investigators of the
study admit, they made no adjustment for such basic variables as family history
of breast cancer and OCP use [10, p.1432].
In conclusion, four out of six of the studies which Brind et al used in their meta–
analysis would most likely have resulted in significantly higher risks of breast
cancer had those studies accounted for the above–mentioned variables. In
addition, the three studies that had the longest latent periods (ie, Daling [9],
Lipworth [11] and Rookus [16]) all showed higher risk than the earlier studies [8,
12, 10] which had shorter latent periods. This would again imply that the risks of
breast cancer due to an abortion at a young age are actually higher than the
conservative 50% increased risk estimate.

Addendum 6C: Critique of the Danish Study
(researcher: Mads Melbye et al):[22]
The Danish study was published in the January 9, 1997, edition of The New
England Journal of Medicine. This prospective study relied on Denmark's
National Cancer Registry as well as its National Board of Health to obtain
information on the patient's cancer and abortion history, both of which are
reported to government agencies in that country. The study's main assets include
its size and its freedom from "reporting bias." The study claimed to show a
number of findings: 1) the risk of having an abortion before a woman's first full–
term pregnancy (FFTP) was negligible, namely an 8% trend: [RR=1.08
(0.821.44)]; 2) the overall risk of an abortion after a woman's FFTP is 1.0; and 3)
the risk of breast cancer was increased if one had a late–term abortion. For
example, a woman who had an abortion after the 18th week of pregnancy
sustained an 89% increased risk of breast cancer.

The study's size was impressive although the data which it presented — and also
failed to present — actually supported the hypothesis that abortion causes breast
cancer. Two central criticisms have already been mentioned but shall be
repeated in addition to others.

Failing to report the results accurately:
The study claims that "induced abortions have no overall effect on the risk of
breast cancer." [22, p.81]. However, this is not what their data show. The authors
reported that 1338 (A) cases of breast cancer developed in the group of women
who did have abortions (2,697,000 person–years) (B), and that 8,908 (C) cases
of breast cancer developed in the group who did not have abortions (25,850,000
person–years) (D). This simple calculation (ie, A⁄B divided by C⁄D) yields a 1.44
relative risk or a 44% increased risk for those women who had an abortion.

A shorter follow–up time between the "cohorts" and
the "controls":
Brind and Chinchilli noted that Danish women who had abortions were followed
up for shorter periods of time than were the "controls." They stated: "Since the
[Melbye] study encompasses such a wide range, women who had induced
abortion are concentrated in the younger end of the total cohort, resulting in
considerably less average followup time for them than for women without
induced abortions (9.6 versus 20.7 years)" [23]. Melbye et al responded in the
same journal to grind's allegation. Melbye wrote: "They [Brind and Chinchilli]
claim that a selection bias is introduced because the average follow–up time for
women with induced abortion is shorter than that for women without induced
abortions. Such an objection can stem only from lack of insight into the design
and analysis of a cohort study. For each woman entering the cohort, we
calculated the follow–up time (person–years) and allocated this follow–up time
according to the abortion history. The calculation of breast–cancer rates (cases
per person–years) thus takes into account differences in follow–up time for
women with abortions and women without abortions."

Melbye's response appears to offer a sharp rebuttal to Brind and Chinchilli's
remarks. But has Melbye failed to address a basic problem? It would appear that
he has. He noted that his study had taken into account the difference in follow–
up times by dividing the breast cancer "cases" by "person–years." However,
Melbye et al failed to address the larger question; that is: What about the effect
of an inadequate latent period? Specifically, it may take 15, 20 or even 26 years
before the full effect of an abortion at a young age shows up, as concerns breast
cancer. By following the women who had induced abortions for an auerage of
fewer than 10 years, Melbye et al hardly allowed an adequate latent period to
pass. This is crucial if one is to determine the effect of an abortion performed
early in a woman's life.

Failure to include basic variables:
Because the study was prospective in nature and obtained its information from
government data banks, certain key variables were not adjusted for which
include: 1) a family history of breast cancer; 2) a history of oral contraceptive use;
3) a history of alcohol use; 4) age of menarche; and 5) age of menopause. This
weakness was even admitted by Patricia Hartge, the woman who wrote an
editorial in the New England Journal of Medicine that was otherwise "more than
complementary" to Melbye et al. An additional problem is that "more than 30,000
women in the study cohort who had abortions were misclassified as having had
no abortions." [23, p.1834] Thus, Melbye et al classified 30,000 women who had
abortions as women who did not have abortions!

The funding question:
This observation is more of a curiosity than a direct criticism, however this author
cannot fail to be puzzled as to why a Danish medical study which was performed
by Danish researchers was partially funded by the U.S. Department of Defense.
The reader will note that Dr. Melbye's research article ends with the disclaimer
that: "The views expressed in this paper do not necessarily reflect the position or
the policy of the U.S. government." Why a U.S. government agency is funding a
Danish study and then feels compelled to publish a disclaimer at the end of the

study strikes this author as exceptionally odd. Perhaps the U.S. Department of
Defense could offer an explanation to the public as to why U.S. tax dollars that
are earmarked for maintaining our defensive forces, have gone to a
Scandinavian country to fund a study on breast cancer.

Failure to stress the risk of abortions after the 12th
week of pregnancy:
Melbye et al did note that the risk of breast cancer increased in women who had
later term abortions, but this received little attention compared to Dr. Melbye's
better known statement, recorded in the Wall Street Journal, in which he said, "I
think this settles it. Definitely--there is no overall risk of breast cancer for the
average woman who has had an abortion." [23]. Most of the public never heard
that Melbye found that women who had an abortion after the 12th week of
pregnancy sustained a 38% increased risk, and women who had late–term
abortions past 18 weeks, sustained an 89% statistically significant risk [1.89
(1.11-3.22)]. Of note, more than 100,000 women in the U.S. had abortions after
the 12th week of pregnancy annually in the 1970s and early 1980s [24, p.10].
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