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The single most avoidable risk factor for breast cancer is...
...elective abortion

e 13" out of 14 studies 14 since 1957-show more breast cancer among American women who chose
abortion (27 of 33 studies worldwide™®).

e The only study of American women which relied entirely of medical records of abortion (not
interviews after the fact) reported a 90% increased risk of breast cancer among women who had
chosen abortion”.

o Even Planned Parenthood's own expert admits that a young woman who aborts her first pregnancy is
more likely to get breast cancer later on, than a young woman who carries her first pregnancy to term *.

e A woman who is pregnant when diagnosed with breast cancer or who gets pregnant after breast
cancer is much more likely to be cured if she has the baby, instead of an abortion™.

e The Royal College of Obstetricians and Gynaecologists has acknowledged the finding of the 1996
"Comprehensive review and meta-analysis' by Dr. Joel Brind et a.®: a significant, 30% average
increased risk with abortion. The Guideline reads: "the Brind paper had no major methodol ogical
shortcomings and could not be disregarded."*’

The ESTROGEN Connection:
Why induced abortionsraise breast cancer risk —and most miscarriages don't:

The type of female sex hormone called estrogen, is the most potent stimulator of breast cell
growth. In fact, the actions of most known risk factors for breast cancer are attributable to some form of
estrogen overexposure.

In a normal pregnancy, the mother's ovaries begin producing extra estrogen within a few days
after conception®. The level of estrogen in her blood rises by 2,000% by the end of the first trimester-to a
level more than six times higher than it ever getsin the non-pregnant state™.

It is the undifferentiated cells in the breasts which estrogen stimulates to proliferate, so that there
will be enough milk-producing tissue to feed the baby after birth. Only the undifferentiated cells are
vulnerableto carcinogens, and can ultimately grow into cancer cells.

Importantly, during the last 8 weeks of pregnancy, other hormones differentiate these cells into
milk-producing cells. In the process the growth potential-and cancer-forming potential-of these cells is
turned off. That iswhy a full-term pregnancy lowers the risk of breast cancer later in life *.

Therefore, if a woman who has gone through some weeks or months of a normal pregnancy
chooses abortion, she is left with more of these cancer-vulnerable cells in her breasts than were there
before she got pregnant, which raises her risk of breast cancer later inlife.

In contrast, most pregnancies which abort spontaneously do not generate normal quantities of
estrogen **°. Thus most miscarriages (at least 1st trimester miscarriages) do not raise breast cancer risk *.

Schematic representation of tissue structure of:

a. Mature breast of a never-pregnant woman
b. Breast at end of full-term pregnancy




Summary and meta-analysis of epidemiological evidence of the abortion-breast cancer link:

AUTHORS YEAR NATION ODDS RATIO (RELATIVE RISK) & 95% CONFIDENCE INTERVAL
Segl et al. 1957 Japan —_——
Watanabe & Hirayama 1968 Japan —_——,—
Dvoirin & Medvedow 1978 Russia
Burany 1979 Yugoslavia —_——
Pike et al, 1981 USA . 4
Nishiyama 1382 Japan —_——
Brinton at al. 1983 USA &
Le et al. 1984 France -
Hirghata et al, 1985 Japan i . —
Rosenborg et al. 1988 USA ——
Luporal 1988(95) France ——
Rehan et al. 1988(95) Australia L
Ewerle & Duffy 1988 Dunmark *
Howe ot al. 1988 UsA —_—
AdamifHarris et al. 1989-50  Sweden/Norway —p—
La Vecchia et al. 1993 Italy =
Mosesen ot al. 1992 USA —
Laing et al, 1993 USA —
Laing et al. 1994 Usa bl
Andrieu et al, 1994 France e L
White/Daling et al. 1994 UsSA ——
Lipwerth et al. 1995 Greece —_——
Zaridze ot al. 1995 Russia ——y
Buatal, 1995 China —_—
Mewcomb et al, 1906 USA ——
Rookus & van Leeuwen 1996 Nathertands v
Braling et al. 1996 USA ——
Talamimi at al. 1996 Italy ——
Wu et al, 1996 USA b
Melbye at al. 1997 Danmark -+
Palmer ot al. 1907 USA >
Marcus et al. 1999 USA —
Lazovich et al, 2000 USA »
Welghted Average (welght+ 1/variance; random elfects model) —_
Unweighted Average ——
1 I I I I 1
0.3 0.5 1.0 15 2.0 30 4.0 5.0

Explanatory notes:

Each study aboveis listed by first author's name, year of publication, and nationality of women
studied. On the right-hand side of the figure, the horizontal line with a central circle, given for each study,
represents (on alog scale) the 95% confidence interval (Cl) for the effect of induced abortion on the
entire population studied, with the central circle representing the "point estimate” of "relativerisk”" (RR).
This RR value represents how many times more likely to develop breast cancer, in that particular study, is
awoman who had at least one induced abortion, relative to a woman who has not had an induced
abortion. For example, in the 1984 French study of Le et al shown above, the point estimate of RR is 1.5,
with a 95% ClI that spans from 1.0 to 2.2. In other words, the study found that women who had at least
one abortion were, on average, 50% more likely to develop breast cancer, and that one can be 95% certain
that the increased risk is between 0% and 120%.

Point estimates to the right of the vertical line of unity (RR=1) indicate increased risk; while
those to the left indicate decreased risk. If the 95% CI does not cross the line of unity, the results are said
to be statistically significant. Narrower 95% Cl's denote greater certainty about the RR value, reflecting
larger studies with greater statistical power. Thus, the figure illustrates the fact that of the 33 published
worldwide studies, 27 show increased risk, 17 of which are statistically significant. The pooled average
from all the studies combined, calculated by two different methods, is shown at the bottom. It clearly
indicates a significant risk increase averaging 30 to 40%.

The 1981 study of Pikeet al. is limited to women with any abortions beforefirst full-term
pregnancy, the 1988 study of Ewertz and Duffy and the 1996 study of Wu et al. arelimited to women
with no children, and the 1957 study of Segi et al. is limited to women with children.
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