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Abstract

Background: Previous studies have suggested that prolonged breastfeeding has beneficial effects on the health
of the mother including the reduction of long-term risk of coronary artery disease (CAD). The mechanism of
this association remains unclear.
Methods: We surveyed 643 women aged 40–65 years receiving outpatient care at Stanford University Hospital
on their reproductive/lactation history, including 137 women (cases) with clinically confirmed CAD. Survey
data were supplemented with traditional risk factor data for CAD obtained from the participant’s medical
record. We then conducted logistic regression analyses to assess the relationship between breastfeeding duration
and case–control status for each of the two separate definitions of duration. The first was based on the
participant’s single longest duration of breastfeeding considering all live births reported and the second was
based on a participant’s total duration of breastfeeding summed over all live births. For each of these two
definitions, we ran three sequential models each with a different reference group—(1) nulliparous women, (2)
parous women that never breastfed, and (3) parous women with a short duration of breastfeeding—successively
excluding women in the reference group of the previous model(s).
Results: Just over one-half (51.6%) of the women surveyed reported a history of breastfeeding. We found nominally
significant associations ( p = 0.04–0.12) for our multivariate analyses that modeled maximum duration of breastfeeding. When compared with nulliparous women, parous women who either never breastfed or always breastfed
for <5 months had approximately double the risk of CAD. Among parous women, women who breastfeed for ‡5
months at least once in their lifetime had a *30% decrease risk of CAD compared with those who did not initiate
breastfeeding. Among parous women who breastfed ‡1 month, women who breastfed ‡5 months had *50%
decreased risk of CAD. We found similar point estimates of effect for analogous analyses modeling maximum
breastfeeding duration but p-values for these analyses were not significant. Unadjusted analyses demonstrated higher
valued odds ratios and lower p-values suggesting the presence of some confounding by traditional risk factors.
Conclusions: Parous women who breastfeed ‡5 months in at least one pregnancy seem to be at decreased risk
of CAD later in their life, whereas parous women who either never breastfed or discontinued breastfeeding early
seem to be at increased risk. More research is needed to more reliably quantify and determine the nature of the
relationship between parity, breastfeeding duration, and risk of CAD.
Keywords: cardiovascular health, maternal cardiometabolic health, lactation
key modifiable risk factors, maternal factors are being increasingly investigated as important contributors to a woman’s
cardiometabolic health.2 One modifiable maternal factor that
has received substantial attention in this context is lactation.
Lactation has been traditionally espoused for its diverse benefits for the child and is recommended from a variety of societies

Introduction

C

oronary artery disease (CAD) is a leading cause of
death in women in developed nations.1 Although traditional cardiovascular risk factors such as type 2 diabetes
mellitus (T2DM), hypertension, and hyperlipidemia remain
1

Department of Cardiovascular Medicine, Stanford University School of Medicine, Palo Alto, California.
Quantitative Sciences Unit, Stanford University School of Medicine, Stanford, California.
Department of Obstetrics and Gynecology, Stanford University School of Medicine, Palo Alto, California.
4
Department of Internal Medicine, Stanford University School of Medicine, Palo Alto, California.
2
3

1

Downloaded by STOCKHOLMS UNIVERSITET from www.liebertpub.com at 12/11/18. For personal use only.

2

such as the American Academy of Pediatrics. However, evidence supporting lactation as an important factor in a woman’s
long-term risk of cardiometabolic disease has been building
over the past decade.3–14 In many of these reports, the benefit
observed has been dose dependent with longer durations of
lactation associated with further improvements in maternal
cardiometabolic health.3–14
A uniquely altered physiologic state, lactation is associated
with a diverse series of metabolic and hormonal changes in
the mother.15 Some have hypothesized that lactation initiates
a resetting of the negative metabolic effects that occur during
pregnancy allowing for the body to return to its prepregnancy
state. Understanding how this breastfeeding impacts cardiometabolic health is of widespread interest given a woman
historically could spend a substantial fraction of her fertile,
premenopausal years in this altered physiologic state.
We aimed to add to the existing literature by conducting
a case–control study for CAD after surveying in detail the
lactation experiences of postmenopausal women receiving
care at the Stanford University Medical Center. Specifically,
we evaluated the relationship between lactation duration and
the risk of developing overt nonfatal CAD by comparing
women who were either nulliparous, parous with no breastfeeding history, or parous with varied durations of breastfeeding per live birth. We hypothesized that increased length
of lactation would be associated with decreased risk of CAD
independent of traditional risk factors.
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We defined our main exposure of duration using two different methods to account for variable breastfeeding durations
per child among parous women. First, we defined exposure
based on a participant’s single longest duration of breastfeeding
among all live births reported irrespective of the number of live
births (HIGH-EVER). Using this figure, we categorized participants with a history of breastfeeding into one of the four
ordinal groups of duration that resulted in approximately
equal number of subjects in each group: 1–4, 5–9, 10–16 or
19+ months of breastfeeding. Second, we defined exposure
based on a woman’s total duration of breastfeeding summer over
all live births reported (TOTAL). Using this figure, we categorized women into one of the four approximately equal-sized
categories of exposures: 1–7, 8–15.5, 16–26, and 26.5+ months.
We used a participant’s electronic health record (EHR) at
Stanford to further extract the age, self-reported race, and
smoking history. We also extracted the most recent measures
for body mass index (BMI),16 systolic and diastolic blood
pressure (BP) (in mmHg), total cholesterol, low-density lipoprotein (LDL), high-density lipoprotein (HDL), and triglycerides (all in mg/dL) from the EHR. Finally, we used
ICD codes by treating physicians in the EHR to determine
whether a participant carried a diagnosis of either hypertension (ICD code: I10–I16), hyperlipidemia (ICD code:
E78.0-E78.70, E78.89, E78.9), or diabetes (ICD code: E08E13). Participants were labeled as having these conditions if
the ICD code appeared in the EHR at any time. If such codes
did not appear at all, we assumed these conditions did not exist.

Methods

We surveyed a total of 660 women between 2014 and 2015
at Stanford University Hospital who were seen in either an
outpatient Internal Medicine or Cardiology clinic. Women
were receiving standard preventative care and/or follow-up
care for preexisting conditions such as CAD. Both nulliparous
and multiparous women between the ages of 40 and 65 years
were sought to complete a written or electronic survey about
their reproductive and lactation history. Of the 660 women
surveyed, we excluded 17 who did not respond to questions on
the number of pregnancies and number of births. The remaining
participants formed a control group (n = 506) consisting of
women who did not have an International Classification of
Diseases, 9th revision (ICD-9) code associated with atherosclerotic cardiovascular disease (CVD) and a case group
(n = 137) consisting of women who did have an ICD-9 code
corresponding to CVD (ICD-9 codes I21, I22, I24, I25).
We documented participants’ reproductive history by asking a series of questions including their age of menstruation/
menopause, history of hysterectomy/oophorectomy, total
number of pregnancies, number of pregnancies that resulted
in the birth of a live child, age of first/last pregnancy, and
presence of medical conditions preventing pregnancy. We
assessed participants’ lactation history by asking participants the question ‘‘Did you breastfeed any of your children?’’ If they did not, they were prompted to describe why.
Participants who did report breastfeeding were asked to
report the duration of lactation for each live birth. For each
child, participants also reported reasons for discontinuing
breastfeeding. Participants were also asked if any of their
pregnancies were complicated by gestational or chronic hypertension, gestational diabetes, preeclampsia, or eclampsia
diagnosed during any of their pregnancies.

Statistical analysis

First, we calculated standard summary statistics including
counts, proportions, means, and standard deviations for the
exposure of interest and all covariates stratified by case–
control status. We tested differences in these summary statistics between case–control groups using Fisher’s exact test
for categorical variables and Wilcoxon rank-sum test for
continuous variables.
Next, we used multiple imputation procedure to impute
any missing covariates of interest in our multivariate models.
This procedure was followed with logistic regression analyses to assess the relationship between each of our two definitions of exposure: (1) single longest duration of all live
births (HIGH-EVER) and (2) total lifetime duration summed
over all live births (TOTAL) and the presence of clinically
significant CAD. For each of these two exposure definitions,
we ran three sequential models each with a different reference group—(1) nulliparous women, (2) parous women who
never breastfed, and (3) parous women with a short duration
of breastfeeding—successively excluding women in the
reference group of the previous model(s). Furthermore, we
ran each of these three models without including covariates
(unadjusted), after including nonimputed traditional risk
factors as covariates (adjusted), and after including women
with missing covariates who were successfully imputed.
Covariates in our fully adjusted models included current age,
race, BMI, tobacco use, systolic BP, cholesterol, HDL, hypertension, hyperlipidemia, or diabetes history. A p-value of
<0.05 was considered to be of statistical significance. We
performed a Wald chi-square test in each model to test the
null hypothesis that no association between duration of
breastfeeding and CAD exists across all categories/levels of
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duration. We also calculated 95% confidence intervals for the
odds ratio for each category of duration to test for difference
in relative risk between that category and the respective
reference group. All statistical analyses were carried out in R
version 3.4.0 (R Core Team 2017).
Results

Table 1 summarizes the characteristics of the study population stratified by case–control status. Among controls and

3

cases, 217 (42.9%) and 44 (32.1%), respectively, reported
never being pregnant. A total of 382 (59.4%) of all subjects
reported at least one live birth with 332 of these 382 women
(86.9% of parous women, 51.6% of all women) reporting that
they breastfed for at least 1 month. Among women who had at
least one live birth, the median number of years between a
participant’s first pregnancy and enrollment into this study
was 29.6 for controls and 34.7 for cases. A majority of participants were whites with the next largest race/ethnic group
surveyed being Asians. Compared with women without

Table 1. Characteristics of Study Population Stratified by Case–Control of Coronary Artery Disease
at the Time of Completion of Questionnaire
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n
Age
506
Race/ethnicity
White
360
Asian
77
Black
9
Other
37
Unknown
23
No. pregnancies
Reported maximum duration of breastfeeding
Never pregnant/child
217
1+ child; never breastfed
34
1–4 months
53
5–9 months
72
10–18 months
91
19+ months
39
Reported total duration of breastfeeding
Never pregnant/child
217
1+ child; never breastfed
34
0–7 months
68
8–15.5 months
55
16–26 months
67
26.5+ months
65
BMI (kg/m2)
491
History of tobacco use
53
Diagnosis of hypertension
Yes
220
Diastolic BP
Systolic BP
No
286
Diastolic BP
Systolic BP
Diagnosis of hyperlipidemia
Yes
248
Total cholesterol
LDL
HDL
Triglycerides
No
258
Total cholesterol
LDL
HDL
Triglycerides
Diagnosis of diabetes
Yes
69
Glucose
No
437
Glucose

No CAD

n

57.0 – 8.1

137

58.5 – 7.6

0.069

71.1%
15.2%
1.8%
7.3%
4.5%
2.2 – 1.7

97
15
3
16
6

70.8%
10.9%
2.2%
11.7%
4.4%
2.6 – 1.7

0.25

42.9%
6.7%
10.5%
14.2%
18.0%
7.7%

44
16
27
16
21
13

32.1%
11.7%
19.7%
11.7%
15.3%
9.5%

0.012

42.9%
6.7%
13.4%
10.9%
13.2%
12.8%
27.2 – 11.1
10.5%

44
16
27
22
14
14
136
16

32.1%
11.7%
19.7%
16.1%
10.2%
10.2%
28.5 – 7.6
11.7%

0.023

43.5%
78.6 – 8.1
131.1 – 14.6
56.5%
72.9 – 7.6
116.4 – 11.5

102

74.5%
78.1 – 11.4
128.6 – 14.2
25.5%
73.5 – 9.0
117.6 – 10.9

<0.0001
0.49
0.12

49.0%
206.3 – 31.6
122.9 – 26.7
62.1 – 19.4
119.3 – 70.0
51.0%
185.6 – 26.0
105.1 – 23.6
67.2 – 15.1
78.4 – 35.2

117

85.4%
192.9 – 38.9
112.0 – 34.8
59.6 – 15.0
121.2 – 76.2
14.6%
181.8 – 39.1
98.1 – 27.9
69.4 – 17.8
78.5 – 36.4

<0.0001
0.001
0.0004
0.54
0.9

13.6%
139.4 – 40.1
86.4%
98.4 – 11.7

40

29.2%
141.6 – 40.3
70.8%
101.6 – 12.7

<0.0001
0.69

35

20

97

CAD

p

0.005

0.014

0.77
0.64

0.73
0.28
0.89
0.95

0.016

BMI, body mass index; BP, blood pressure; CAD, coronary artery disease; HDL, high-density lipoprotein; LDL, low-density lipoprotein.
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CAD, women with CAD had a higher BMI, and carried a diagnosis of hypertension, hyperlipidemia, and T2DM. Among
women with hypertension, BPs were not significantly different
between cases and controls likely indirectly reflecting a high
prevalence of use of antihypertensive medication. Similarly,
differences in total cholesterol and LDL among hyperlipidemia participants likely reflect a higher rate of statin use
among CAD cases.
We found nominally significant associations for our analyses
that modeled single longest duration of breastfeeding (HIGHEVER) (Table 2). The relative risks appeared U-shaped with
the highest risk of CAD observed among women who either
had children and never breastfed or breastfed for no more than
4 months. When compared with nulliparous women, parous
women who either never breastfed or always breastfed for
<5 months had approximately double the risk of CAD.
Among parous women, women who breastfeed for ‡5
months at least once had a *30% decreased risk of CAD
compared with women who did not initiate breastfeeding.
Among parous women who breastfed ‡1 month, women
who breastfed ‡5 months had *50% decreased risk of CAD.
We found similar point estimates of effect for analogous analyses modeling total duration of breastfeeding summed across
all pregnancies (TOTAL) but p-values for these analyses were
not significant (Table 3).
Discussion

In this study, we investigated the associations between
history of breastfeeding and risk of CAD by conducting a
survey that included both parous and nulliparous predomi-

nantly middle-aged women receiving care at the Stanford
University Hospital. The inclusion of both parous and nulliparous women allowed us to estimate relative risk not only
within parous women but also across the continuum of parity
in relation to lactation: nonchildbearing, childbearing with no
breastfeeding, and childbearing with a variable degree of
breastfeeding. In models fully adjusted for established risk
factors of CAD, we found nominally significant associations
between maximal duration of breastfeeding and the risk of
CAD with an increased risk of CAD among women who had
a child but either did not breastfeed at all or stopped relatively
early compared with nulliparous women. Increasing duration
of lactation beyond 4 months was associated with a decreased
risk of CAD. Thus, women who breastfed for ‡5 months
seemed to reduce their risk back to a baseline risk observed in
nulliparous women. In analyses that modeled the total duration of lactation over all pregnancies, we observed similar
trends in the point estimates of effect but these point estimates did not reach statistical significance.
Multiple studies have individually investigated the impact
of lactation on CVD risk factors such as obesity, T2DM,
hypertension, and hyperlipidemia.5,7,9,17 Studies specifically
examining the impact of lactation on diabetes risk have mostly
shown that longer lactation duration results in a significant
reduction in the risk of future diabetes. In fact, prospective data
from the US Nurses’ Health Study demonstrated that each
additional year of lifetime lactation decreased diabetes risk by
14%–15% compared with nonlactating parous women.3 Data
regarding dyslipidemia has shown mostly a beneficial effect
with the Norwegian Hunt2 study demonstrating a significant
dose–response relationship between lactation duration and

Table 2. Association Between Single Highest Ever Duration of Breastfeeding Reported Across
All Live Births (HIGH-EVER) and Coronary Artery Disease Status Using Logistic Regression,
Before and After Covariate Adjustment and Multiple Imputation of Missing Covariates
Unadjusted
OR (95% CI)
Maximum duration of breastfeedingc
Ref: never child/pregnant
1+ child; never breastfed
2.32
1–4 months
2.51
5–9 months
1.1
10–18 months
1.14
19+ months
1.64
Maximum duration of breastfeedingd
Ref: child +, never breastfed
1–4 months
1.08
5–9 months
0.47
10–18 months
0.49
19+ months
0.71
Maximum duration of breastfeedinge
Ref: 1–4 months
5–9 months
0.44
10–18 months
0.45
19+ months
0.65
a

pb

Complete case
OR (95% CI)a

pb

Multiple imputation
OR (95% CI)a

pb

(1.18–4.57)
(1.43–4.42)
(0.58–2.06)
(0.64–2.02)
(0.81–3.33)

0.01

1.79
2.78
1.04
1.22
1.72

(0.81–3.94)
(1.43–5.39)
(0.5–2.15)
(0.63–2.37)
(0.69–4.26)

0.06

1.75
2.62
1.02
1.3
2.04

(0.82–3.71)
(1.4–4.91)
(0.51–2.02)
(0.69–2.44)
(0.93–4.5)

0.04

(0.51–2.3)
(0.21–1.06)
(0.23–1.05)
(0.3–1.68)

0.06

1.57
0.53
0.71
0.89

(0.63–3.92)
(0.2–1.39)
(0.29–1.76)
(0.29–2.76)

0.14

1.5
0.52
0.77
1.12

(0.62–3.59)
(0.21–1.29)
(0.32–1.84)
(0.41–3.07)

0.12

(0.21–0.89)
(0.23–0.88)
(0.3–1.43)

0.06

0.33 (0.14–0.8)
0.47 (0.21–1.06)
0.57 (0.2–1.65)

0.09

0.34 (0.15–0.79)
0.53 (0.25–1.14)
0.76 (0.31–1.9)

0.07

Adjusted for age, race, BMI, tobacco use, hypertension, systolic BP, hyperlipidemia, total cholesterol, HDL, triglycerides, and diabetes.
Wald chi-square test for breastfeeding variable.
c
In complete case models, 65 of 643 observations deleted because of missing data.
d
In complete case models, 41 of 382 observations deleted because of missing data.
e
In complete case models, 37 of 332 observations deleted because of missing data.
b

BREASTFEEDING AND RISK OF CORONARY ARTERY DISEASE

5

Table 3. Association Between Total Lifetime Duration of Breastfeeding Summed
Over All Live Births (TOTAL) and Coronary Artery Disease Status Using Logistic Regression,
Before and After Covariate Adjustment and Multiple Imputation of Missing Covariates
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Unadjusted
OR (95% CI)
Total duration of breastfeedingc
Ref: never child/pregnant
1+ child; never breastfed
0–7 months
8–15.5 months
16–26 months
26.5+ months
Total duration of breastfeedingd
Ref: never breastfed
0–7 months
8–15.5 months
16–26 months
26.5+ months
Total duration of breastfeedinge
Ref: 0–7 months
8–15.5 months
16–26 months
26.5+ months

pb

Complete case
OR (95% CI)a

pb

Multiple imputation
OR (95% CI)a

pb

2.32
1.96
1.97
1.03
1.06

(1.18–4.57)
(1.13–3.4)
(1.09–3.56)
(0.53–2)
(0.55–2.06)

0.02

1.78
2.16
1.7
1.03
1.24

(0.81–3.9)
(1.14–4.09)
(0.85–3.41)
(0.47–2.26)
(0.57–2.7)

0.19

1.74
1.94
1.82
1.3
1.21

(0.82–3.7)
(1.06–3.56)
(0.95–3.5)
(0.63–2.68)
(0.59–2.49)

0.24

0.84
0.85
0.44
0.46

(0.4–1.77)
(0.39–1.84)
(0.19–1.02)
(0.2–1.05)

0.13

1.18
0.88
0.59
0.71

(0.48–2.86)
(0.35–2.25)
(0.21–1.63)
(0.26–1.93)

0.60

1.06
0.97
0.76
0.71

(0.45–2.49)
(0.4–2.37)
(0.29–1.97)
(0.28–1.82)

0.85

1.01 (0.52–1.96)
0.53 (0.25–1.09)
0.54 (0.26–1.13)

0.14

0.78 (0.34–1.76)
0.45 (0.17–1.16)
0.62 (0.26–1.5)

0.39

0.95 (0.45–2.04)
0.67 (0.28–1.59)
0.67 (0.29–1.51)

0.67

a

Adjusted for age, race, BMI, tobacco use, hypertension, systolic BP, hyperlipidemia, total cholesterol, HDL, triglycerides, and diabetes.
Wald chi-square test for breastfeeding variable.
c
In complete case models, 65 of 643 observations deleted because of missing data.
d
In complete case models, 41 of 382 observations deleted because of missing data.
e
In complete case models, 37 of 332 observations deleted because of missing data.
b

decreased total cholesterol, LDL, and triglycerides in >20,000
parous women.18
Several studies have shown that the benefits of prolonged
breastfeeding may extend beyond those observed for individual CVD risk factors to include clinical complications of
atherosclerosis such as CAD and other forms of CVD.5,17–19
Similar to our findings, these studies also demonstrate that
early discontinuation of breastfeeding substantially mitigates
the benefit on risk of CVD. Of note, two of these studies
found that age may modify the association between breastfeeding duration and CVD and two studies reported on an
etiologically heterogeneous set of CVD outcomes combined
that may have included nonischemic strokes, nonischemic
congestive heart failure, valvular disease, myopericarditis, and
diseases of lymphatics.5,18 Most recently, a large prospective
cohort study investigating >300,000 women in the China
Kadoorie Biobank found that parous women who ever
breastfed had a *10% lower risk of future CAD and ischemic stroke and that longer breastfeeding lengths were associated with even further reduced risk.19 This protection was
not observed for hemorrhagic stroke. In contrast to our study,
the Kadoorie Biobank also did not observe differences in risk
of CVD between nulliparous women and parous women who
never breastfed.19 The reasons behind this discrepancy are
not clear but may relate to inadequate adjustment for confounders in our study including indicators of education and
socioeconomic status that were available in the Kadoorie
study. Alternatively, a truly elevated risk in parous women
who never breastfed or discontinued early may be reflecting
long-term adverse metabolic effects of pregnancy that are
not given an opportunity to be reset through prolonged
breastfeeding.

What could be the mechanistic basis behind the observed
associations between lactation and cardiometabolic health
assuming these associations are causal in nature? The pregnant
woman undergoes unique physiologic and metabolic changes
that are conducive to accumulating energy stores in preparation for lactation in the postpartum state.13,14,20,21 For one,
pregnancy weight gain and increases in visceral adiposity are
known to occur to support the increase in caloric expenditure
postpartum that is evolutionarily designed to support a growing infant.22,23 As a part of the normal changes that occur
during pregnancy, insulin resistance and glucose intolerance
considerably increase resulting in greater maternal fat reserves.13 The lipid profile becomes atherogenic with significantly elevated levels of LDL and triglycerides allowing the
greater transfer of fatty acids to the growing fetus.20,21 Increases
in BMI, specifically visceral fat, hyperlipidemia, and diabetes
are all well-known risk factors for future CVD. Lactation may
play a very important role in mobilizing previously accumulated
fat stores in pregnancy, expending glucose and triglycerides,
and overall assisting in neutralizing the negative metabolic effects of pregnancy.20,24,25
The strengths of this study include the detailed clinical
information related to lactation and reproductive history for
each live birth allowing us to define our main exposure in
various ways including single maximum ever duration of
breastfeeding (HIGH-EVER) and total duration summed
over all pregnancies (TOTAL). Including both parous and
nulliparous women also allowed us to compare parous women who breastfed and parous women who did not breastfeed
with nulliparous women. Somewhat unexpectedly, the results
for TOTAL duration were not significant, although the point
estimates were similar to our analysis of HIGH-EVER.
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This study is limited in several respects. First, the case–
control design is susceptible to various biases including recall
bias and selection bias. For example, the lactation data obtained through self-report many years after the exposure may
have been overreported by cases in relation to controls, but
such overreporting will have only served to bias findings
toward the null. Our study also restricted cases to survivors of
clinical CAD that could have also affected the results if
protection conferred by breastfeeding is stronger among
more women with more severe CAD who do not survive long
after their incident event. Second, our sample size is limited
and may responsible for the borderline significant associations we observed given the effect estimates observed in
previous studies. Finally, the observational nature of our
study cannot exclude the possibility that unmeasured confounders are responsible for the nominal associations observed despite our extensive adjustment for established risk
factors of CAD. We note that our unadjusted analyses suggest
that some confounding is present, and we have incomplete
information on other risk factors for CAD including lifestyle
measures (e.g., physical activity and dietary intake) and socioeconomic status. This limitation of residual confounding
applies to all studies published to date and can only be fully
addressed through randomized controlled trials and/or Mendelian randomization (MR) studies. A randomized control trial
of breastfeeding duration is not practically or ethically feasible
given the established benefit of breastfeeding on the health of
newborns and infants. However, MR studies could be feasible
in the near future after genetic instrumental variables for
breastfeeding duration are identified through genome-wide
association studies.26
In summary, we found nominally significant associations
between a mother’s history of breastfeeding and breastfeeding duration and a women’s risk of CAD later in life that was
also dependent on whether the woman had any live births.
In comparison with nulliparous women, women who always breastfed for relatively short durations (<5 months)
or not at all have an increased risk of CAD, whereas women
who breastfed for a prolonged period of time have a risk of
CAD that returns to baseline. More research is needed to
more reliably quantify and to determine the nature of relationship between parity, breastfeeding duration, and risk
of CAD.
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