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Background: The evidence linking sugar-sweetened beverage (SSB) intake and mortality risk is 

conflicting, and associations between various SSB subtypes and mortality remain unclear.

Objective: To examine the association between baseline SSB intake, subtypes of SSB intake, and 

mortality risk in women.

Design: Prospective cohort study.

Participants/setting: Participants of the California Teachers Study (n=100,314; median age 

53) free of cardiovascular disease (CVD), cancer, and diabetes at baseline (1995–1996) were 

followed from 1995 to 2015. Baseline SSB intake was defined as caloric soft drinks (regular soft 

drinks, not diet soda), sweetened bottled waters or teas, and fruit drinks; and was derived from a 

self-administered food frequency questionnaire.

Main outcome measure: Mortality was ascertained via annual linkage with state- and 

nationwide mortality records and the National Death Index over 20-years.

Statistical analysis:.—Multivariable-adjusted Cox proportional hazards models were used to 

generate hazard ratios (HR) and 95% confidence intervals (CI) for assessing associations between 

SSB intake and mortality. Rare/never consumers were the comparator group.

Results: There were a total of 14,143 deaths over 20 years (30.5% from CVD; 29.2% from 

cancer). In women who consumed ≥7 servings/week of SSBs at baseline (4% of participants), 

the multivariable-adjusted HRs were not significant for all-cause, CVD-specific, or cancer-specific 

mortality. Consuming ≥7 servings/week of baseline caloric soft drink was associated with a higher 

risk of all-cause (HR = 1.26, 95% CI 1.10, 1.46; P trend = 0.02) and cancer-specific (HR= 1.33, 

95% CI 1.08, 1.63; P trend = 0.08) mortality. In secondary analyses, consuming ≥1.5 cups/day of 

baseline SSBs was associated with all-cause mortality (HR = 1.12, 95% CI 1.02, 1.24; P trend = 

0.01).

Conclusions: Although the baseline frequency of total SSB intake was not significantly 

associated with mortality, consuming ≥7 servings/week of caloric soft drinks was associated with 

higher risk of all-cause and cancer-specific mortality. Findings support public health efforts to 

reduce caloric soft drink consumption.
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Introduction

Sugar-sweetened beverages (SSBs) are a leading source of added sugars consumed by 

adults in the United States (U.S.).1 SSBs are defined as manufactured carbonated and 

noncarbonated drinks containing caloric sweeteners or syrups, and include soft drinks 

(regular soft drinks, not diet soda), fruit drinks, sports and energy drinks, waters, and tea and 

coffee beverages with added sugars.1 Although overall intake of SSBs declined from 2003 

to 2014 in the U.S.,2 recent data suggest that 49.3% of adults consume at least one SSB per 

day.3 According to the National Health and Nutrition Examination Survey (2011–2014),3 

mean SSB intake in adult men and women is 6.9% (~179 kcal) and 6.1% (~113 kcal) of total 

caloric intake, respectively.
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The 2020 U.S. Dietary Guidelines Advisory Committee1 recommends that consumption of 

added sugars be limited to <10% of total daily caloric intake. Moreover, the American Heart 

Association recommends restricting the intake of added sugars to no more than half of daily 

discretionary calories, which is equivalent to ~ 100 calories per day (~6 teaspoons of table 

sugar) for women and ~150 calories per day (~9 teaspoons of table sugar).4 However, in 

the U.S., a single serving of caloric soft drinks or sodas (1 can = 12 fluid ounce) has, on 

average, 140–150 calories and the equivalent of 10 teaspoons of table sugar.5

Consumption of SSBs has been associated with increased obesity and chronic disease 

risk,6–10 yet few studies have examined the association between SSBs and mortality 

risk.11–15 Furthermore, published studies have inconsistent findings and data regarding 

the effects of specific subtypes of SSBs are sparse.11,12 Therefore, we examined the 

association between SSB intake and risk of mortality from all-causes, CVD, and cancer. 

We hypothesized that higher levels of baseline SSB consumption are associated with an 

increased mortality risk.

Materials and Methods

Study population and design

The California Teachers Study (CTS) is an ongoing prospective cohort study of 133,477 

active and retired female teachers and administrators initiated to document and study the 

risk and determinants of breast and other cancers. The baseline (1995–1996) 16-page 

questionnaire was mailed to 329,684 women who had been professional public school 

employees and were active members of the California State Teachers Retirement System.16 

Two mailings were conducted and, originally, a total of 133,477 women enrolled in the 

study by returning the questionnaire where they responded to women’s health questions 

including: demographics; medical history; menstrual and reproductive events; use of 

exogenous estrogens, vitamins, and medications; screening behaviors; physical activity; 

height and weight; dietary intake; use of alcohol and tobacco; and exposure to potential 

environmental hazards. The cohort age at baseline was 22 to 104 years (median age 53). 

Information on certain lifestyle practices, risk factors, and chronic disease occurrence 

have continued to be collected and updated, such as participant level of education which 

was obtained after baseline, during fourth mail-in questionnaire follow-up (2005–2008). 

Deaths were detected at the annual follow-up. Information on date and cause of death was 

determined from state mortality records and the National Death Index. Cancer diagnoses 

were identified via linkage with the California Cancer Registry. Inpatient hospitalizations 

were identified via linkage with the Office of Statewide Health Planning and Development 

and included ambulatory surgery, and emergency department procedures and diagnoses 

performed in California. The CTS study was approved by the Institutional Review Boards at 

the participating institutions. This analysis was approved by the Institutional Review Boards 

of City of Hope and the University of California San Diego.

Assessment of Sugar-Sweetened Beverage Intake and Overall Diet

Dietary intake during the year prior to enrollment was assessed once using a validated 

103-item self-administered food frequency questionnaire (FFQ) included in the 1995–1996 
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questionnaire, and adapted from a former version of the Block 95. This FFQ ascertained 

How Much - usual serving size (i.e., small, medium, large or extra-large serving) - and 

How Often - frequency of consumption (i.e., never or <1 time/month, 1 time/month, 2–3 

times/month, 1 time/week, 2 times/week, 3–4 times/week, 5–6 times/week, once a day, or ≥2 

times/day) - of 103 food and beverage items. The reproducibility and validity of the dietary 

assessment instrument in the cohort has been previously described.23

Estimation of SSB intake was determined from 3 items on the FFQ, specifically asked as: 

‘First: mark the column to show How Often, on the average, you ate the food during the 

past year; second: mark the column to show How Much you usually eat of each food’ 

for ‘Regular soft drinks (not diet soda)’, ‘Snapple, Calistoga, sweetened bottled waters or 

iced teas’, and ‘Kool-Aid, Hi-C, or other drinks with added Vitamin C’. The use of brand 

names was included in the FFQ mailed to participants. These three beverage subtypes will 

be referred to as ‘caloric soft drinks’, ‘sweetened bottled waters or teas’ and ‘fruit drinks’. 

From the nine possible frequency categories, SSB consumption was collapsed into four 

categories: Rare or never, >rare/never to <1 serving/week, ≥1 to ≤6 servings/week, and ≥7 

servings/week, as a semiquantitative categorization for the primary analyses, which included 

subtypes of SSBs. In secondary analyses, volume was used to categorize SSB intake into 

cups per day (1 cup = 8 fluid ounces (fl oz)). For this categorization, one serving of caloric 

soft drink equals 12 fl oz; 1 serving of sweetened water bottle or tea and fruit drink equals 

8 fl oz. The five categories used for frequency of intake were: Rare or never, >rare/never to 

<0.5 cup/day, ≥0.5 to <1 cup/day, ≥1 to <1.5 cups/day, and ≥1.5 cups/day.

Estimation of all other food variables was similar to the SSB variables. They were 

calculated, reviewed, and then categorized based on their distributions.

Ascertainment of Death

Deaths were identified from annual linkage with California mortality files, the Social 

Security Death Index, and the National Death Index records through December 31, 2015, 

providing mortality data that included underlying cause of death. Participants without a 

death record were considered alive during the follow-up period. Using the International 

Classification of Diseases (ICD) 9th and 10th Revision codes, study endpoints were defined 

as: 1) CVD-specific mortality (ICD-9 codes 390–398, 402, 404, 410–429, and 430–438 

and ICD-10 codes I00 to I09, I11, I13, and I20 to I51, I60 to I69) that includes diseases 

of the heart, hypertension, atherosclerosis, and cerebrovascular diseases; 2) cancer-specific 

mortality (ICD-9 codes 140–209 and ICD-10 codes C00 to C97), which only includes 

malignant neoplasms, excluding in situ and benign neoplasms; 3) other-cause mortality 

(ICD-9 codes 001–139, 240–389, 460–629, 680–759, 780–799, and E000-E999 and ICD-10 

codes A00-B99, D50-H95, J00-N99, Q00-R99, and V00-Y99) included those death from 

any known causes, except for cancer and CVD; and 4) all-cause mortality, which is a 

combination of all of the above-mentioned causes of deaths.

Assessment of Covariates

The demographic, lifestyle, and clinical characteristics considered as possible confounders 

included: age, race/ethnicity, socioeconomic status (SES), marital status, smoking status, 
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alcohol intake, family history of CVD, diabetes, or cancer (includes breast, endometrial, 

ovarian, cervical, lung, thyroid, colon, rectal, prostate, melanoma, skin cancers, leukemia, 

and Hodgkin’s lymphoma) in first degree relatives, moderate-to-vigorous physical activity 

(MVPA), aspirin use, multivitamin use, antihypertensive medication use, history of 

hypertension, menopausal status and menopausal hormone therapy use, oral contraceptive 

use, body mass index (BMI), total energy intake, and intake of a set of dietary factors: 

fruit and vegetable, red meat, processed meat, fish, refined carbohydrates, dietary fiber, and 

coffee/tea beverages, in lieu of a diet quality score which is currently unavailable. These data 

were collected at baseline (1995–1996), by self-report.

SES was determined by combining three 1990 U.S. block census data variables (occupation, 

education, and family income); where all block groups in the state were ranked by 

occupation (% adults employed in managerial/professional occupation), level of education 

(% of adults over the age of 25 completing at least a college degree), and median family 

income, corresponding to quartiles analogous the statewide adult population. A summary 

score was developed for SES with categories ranging from 1 (lowest) to 4 (highest). Alcohol 

intake was determined from frequency and number of drinks/week of beer, champagne 

and/or wine, and cocktails and/or liquor. MVPA was estimated using questionnaire-derived 

intensity, duration, and frequency of listed activities, on an average day. Participants were 

asked to report all of their daily activities, including sleep, by dividing up their 24-hour 

time windows into types of activities. The activity examples listed on the questionnaire 

were provided with the study population (active & recently retired teachers) in mind. BMI 

(kg/m2) was calculated as weight (kg) divided by height squared (m2), from self-reported 

weight and height.

Foods and beverages that were included in the models as covariates were adjusted for 

total energy by using the residual method,24 before including them in the model. With the 

residual method, the energy-adjusted intake estimate is the residual from a regression model 

in which the absolute dietary factor intake is the dependent variable and the total energy 

intake is the independent variable. Thereby, the residual is an estimate of dietary factor 

intake uncorrelated with total energy intake by removing the variation caused by total energy 

intake, and directly related to food selection and diet composition.24

Analytic sample

Of the 133,477 enrolled CTS participants, the final analytic sample included 100,314 

women (age range 22–84). We first excluded n=20,889 participants due to pre-existing 

disease at baseline including history of cardiovascular disease (n=3,851), history of cancer 

(n=14,126), and history of diabetes (n=2,912); and n=1,693 that were age ≥85 years at 

baseline. We further excluded (in hierarchical manner) participants who: specified their 

data only be used for breast cancer research (n=22); returned incomplete or unreadable 

questionnaires (n=4); had extreme caloric intake values <1% or >99% of the population 

distribution (<600 [n=9,029] or >5000 [n=490] kcal/day); had incomplete FFQ data at 

baseline (defined as missing dietary data for ≥26 food items out of 103) including vitamin 

supplement use (n=1); were a missing death code and label (n=632); and/or had an 

undefined death code (n=403).
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Statistical Analyses

Mean and standard error of mean, or proportion and frequency, were calculated for baseline 

characteristics of study participants in each SSB consumption category. Cox proportional 

hazard modeling was used to estimate hazard ratios (HRs) and 95% confidence intervals 

(95% CIs) of all and cause-specific mortality risk according to SSB consumption. We also 

examined the independent association between subtype of SSB and risk of all-cause and 

cause-specific mortality. Linear trend was modeled by assigning each participant the median 

intake in her respective SSB intake category and included as a continuous independent 

variable in the Cox proportional hazard model. The proportional hazards assumption was 

tested by inspecting the survival curves according to SSB consumption categories as well as 

testing time-varying covariates in the model.

In multivariable analysis, we first adjusted for potential confounding by sociodemographic 

and lifestyle factors including age, race/ethnicity (White, Asian/Pacific Islander, African-

American, Hispanic, Native-American, or Mixed/Other; further categorized as White vs all 

other before including it in the model), SES (quartiles: 1st, 2nd, 3rd, 4th, or unknown), 

marital status (married, separated, divorced, widowed, never married, or unknown; further 

categorized as married, separated or divorced, widowed, and all other before including it 

in the model), smoking status (never, past, current cigarette use [1–12, 13–24, ≥25/day], 

or unknown use), alcohol intake (0, <20, or ≥20 grams/day), family history of CVD 

(yes or no), family history of cancer (yes or no), family history of diabetes (yes or no), 

MVPA (quintiles minutes/week: 0–30, 30–105, 105–210, 210–360, >360, or unknown), 

aspirin use (1–3 times/week, 4–6 times/week, daily, undetermined frequency, or unknown), 

multivitamin use (never, 1–3 times/week, 4–6 times/week, daily, undetermined frequency), 

use of at least one antihypertensive medication (daily, up to 6 times/week, regular use 

but undetermined frequency, not regularly taken, or unknown), history of hypertension 

(yes or no), menopausal status and menopausal hormone therapy use (premenopausal, 

perimenopausal/postmenopausal with never, past, or current hormone therapy use of 

estrogen, estrogen and progesterone, or other hormone combinations), and oral contraceptive 

use (never, past or current). We further adjusted for BMI, total energy intake, and 

intakes of several dietary factors: fruit and vegetable, red meat, processed meat, fish, 

refined carbohydrates, dietary fiber, and coffee/tea beverages as possible mediators. Two 

progressively adjusted multivariable Cox regression models after the age-adjusted model 

were fitted. Model 1 included age, race/ethnicity, socioeconomic status, marital status, 

smoking, alcohol intake, cardiovascular disease family history, cancer family history, 

diabetes family history, history of hypertension, physical activity, aspirin use, multivitamin 

use, use of at least one anti-hypertensive medication, menopausal status, menopausal 

hormone therapy use, and oral contraceptive use. Model 2 included variables in Model 1 

and additionally adjusted for BMI, total energy intake, and intakes of fruit and vegetable, 

red meat, processed meat, fish, refined carbohydrates, dietary fiber, and coffee/tea beverages. 

Family histories of cardiovascular disease, cancer, and diabetes were removed from the 

model since they did not change the risk estimates. The final model, Model 2, included 

covariates that were considered potential and tested (if ≥10% change in HR) confounders in 

this exposure and outcome association, and had a P value ≤0.05. Additionally, the models 

examining the association between subtype of SSB consumption and risk of mortality, were 
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reciprocally adjusted for the other beverage subtypes. That is, the sweetened water or tea 

analysis was adjusted for fruit drink and caloric soft drink, and vice versa. Multicollinearity 

was assessed via evaluation of tolerance and the variation inflation factor. Derived values of 

these two aspects did not suggest collinearity.

A secondary analysis was conducted to further assess amount of SSB and determine whether 

key information about the association was lost with our semiquantitative categorization. As a 

sensitivity analysis beyond the aforementioned primary analysis models, we also considered 

the impact of specific confounders. The supplemental material includes Model 3, which 

adjusted for variables in Model 1 plus BMI; and Model 4, which adjusted for variables in 

Model 2 with the exception of total energy intake, assessing the influence of over-adjustment 

by total energy intake. Another sensitivity analysis was also conducted to examine the 

possibility of reverse causality, excluding deaths that occurred within the first 2 and 4 years 

of follow-up. All P values presented are from 2-tailed analyses; P < 0.05 was considered 

statistically significant. Analyses were conducted with SAS version 9.4 (SAS Institute Inc, 

Cary, NC).

Results

Table 1 provides the baseline characteristics of study participants according to SSB intake 

in semiquantitative frequency categories. Four percent of participants consumed ≥7 servings/

week of SSBs with an average baseline SSB intake of 13.6 ± 0.05 fl oz (mean ± standard 

error). In comparison to rare/never consumers, participants that consumed ≥7 servings/week 

of SSBs were more likely to be younger, past or current smokers (34.8%), past or current 

oral contraceptive users (72.8%), and had the highest obesity rates (17.5%). They also had 

a higher daily intake of total energy, red and processed meat, and refined carbohydrates, 

and lower intakes of fruits and vegetables, compared to rare/never consumers. Foods and 

beverages that were used as covariates were adjusted for total energy before including 

them in the models. With regard to SSB subtype across all participants, 4.3%, 0.4%, and 

3.1% consumed sweetened bottled waters or teas, fruit drinks, and caloric soft drinks daily, 

respectively.

During 20 years of follow-up representing 1,897,745 person-years, there were 14,143 

(14.1%) CTS participants who died. Of these deaths, 30.5% were from CVD (73.8% 

heart disease-specific and 26.2% cerebrovascular disease-specific deaths), 29.2% were from 

cancer, and 40.3% were from other causes. Table 2 shows the association between baseline 

SSB consumption and mortality risk. After adjusting for sociodemographic, lifestyle, 

and dietary factors, compared with those who rarely/never consumed SSBs, those who 

consumed ≥7 servings/week of SSBs did not have a significantly different mortality than 

those who reported consuming SSBs rarely/never. The trend test did not show linearity 

in these associations (all P trend >0.05). Models that assessed the impact of BMI and 

over-adjustment of total energy intake are included in the supplemental material (Table 3).

With regard to SSB subtype, we observed a significant association between baseline 

caloric soft drink consumption and all-cause, cancer-specific and other-cause mortality 

(Figure 1). After adjusting for sociodemographic, lifestyle, and dietary factors, compared 
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with participants who rarely/never consumed caloric soft drinks, those who consumed ≥7 

servings/week of caloric soft drinks, had a 26% higher risk of all-cause mortality (95% CI: 

1.10, 1.43; P trend = 0.02), a 33% greater risk cancer-specific mortality (95% CI: 1.08, 

1.63; P trend = 0.08), and a 28% risk of other-cause mortality (95% CI: 1.02, 1.59; P trend 

= 0.15). There was no association between baseline caloric soft drinks and CVD-specific 

mortality after controlling for potential confounders. Details on the SSB subtype adjusted 

models are included in the supplemental material (Table 4).

Secondary analyses of associations between baseline total SSB intake in cups/day and 

mortality showed a statistically significant association between SSB intake and all-cause 

mortality (Table 5). Women who consumed ≥1.5 cups/day SSBs had a 12% higher risk 

of all-cause mortality (95% CI: 1.02, 1.24; P trend = 0.01), compared to women who 

reported consumption to be rare/never. There was no association between baseline total SSB 

volume consumption and CVD-specific or cancer-specific mortality. Observed associations 

with both servings/day and cups/day persisted in sensitivity analyses excluding deaths which 

occurred during the first 2 years (Tables 6 and 7) and 4 years (data not shown since results 

were similar to first 2 years) of follow-up.

Discussion

The present study found that when using the semiquantitative approach to calculating SSB 

intake, there was no significant association between baseline intake and all-cause mortality 

risk among adult women over a period of 20 years. However, when caloric soft drink intake 

was examined, there was a significant positive association with all-cause, cancer-specific, 

and other-cause mortality risk. In secondary analyses, there was a significant positive 

association between volume of baseline SSB intake and all-cause mortality.

The null finding regarding the association between baseline SSB serving consumption 

and mortality risk in the primary analysis is consistent with findings from the European 

Prospective Investigation into Cancer and Nutrition (EPIC)14 multinational cohort (HR = 

1.06 [95 % CI: 0.95, 1.18]), although inconsistent with results from another longitudinal 

analysis of SSB consumption and mortality in a U.S. cohort,13 where researchers found 

a 14% increased risk (95% CI: 1.08, 1.20) in mortality among women who consumed 

1–2 servings/day. However, the findings from the secondary analysis of the present study, 

baseline SSB intake by volume (cups/day) (HR = 1.12 [95% CI: 1.02, 1.24]) were highly 

concordant with these results from the U.S. cohort.13

The null finding on the association between baseline SSB intake and risk of CVD-specific 

mortality aligns with findings from the EPIC cohort.14 This is contrary to results in two 

other cohorts, where a positive association between baseline SSB intake and CVD mortality 

was determined.13,25 Furthermore, previous research in the CTS found that consuming 

≥1 serving/day of SSB was associated with a higher risk of CVD, revascularization, and 

stroke.26 It is possible that the association for CVD-specific mortality does exist but that 

intermediate condition diagnoses such as hypertension, hypercholesterolemia, or type 2 

diabetes, may have been associated with lower SSB intake at baseline.

Pacheco et al. Page 8

J Acad Nutr Diet. Author manuscript; available in PMC 2023 February 01.

A
uthor M

anuscript
A

uthor M
anuscript

A
uthor M

anuscript
A

uthor M
anuscript



The present study also found a null association with baseline SSB servings/day intake and 

cancer-specific mortality. The servings/day findings were comparable with those of the 

Singapore Chinese Health Study11 and the EPIC14 cohort, yet contradictory of the Nurses’ 

Health Study results.13 A recent systematic review and meta-analysis of 31,925 cases of 

cancer (51% in prospective studies) observed a null association between consumption of 

carbonated sweetened beverages and cancer risk (RR=1.03 [95% CI: 0.96; 1.11]). The 

authors reported no association with specific cancer types.27

A positive and dose-dependent association between consumption of ≥7 servings/week 

of caloric soft drink and all-cause mortality, when compared to rare/never consumers, 

was observed. In contrast to these results, The Leisure World Cohort Study12 and the 

Singapore Chinese Health Study11 found a null association between soft drink consumption 

and mortality risk examining sugar-added cola and non-cola soft drink intake in older 

Californian adults and Chinese adults in Singapore, respectively.11,12 However, the former 

study categorized soft drink intake differently (none, ≤1 can/week and >1 can/week; 1 can = 

12 fl oz) than our present study, while the latter shared a similar approach (none, monthly, 1 

serving/week, 2–6 servings/week and ≥1 serving/day; 1 serving = 237 ml or 1 cup).

Caloric soft drink consumption was significantly associated with cancer-specific mortality. 

Studies show that the relationship between cancer risk and SSB subtype varies by cancer 

type. For example, the association with pancreatic cancer risk was strong in women 

consuming >3 caloric soft drinks/week compared to those consuming <1/month (RR = 

1.57 [95% CI: 1.02–2.41]),28 yet pooled cohort studies have shown null associations 

between caloric soft drink intake and risk of colon cancer and risk of lymphoma and 

leukemia.14,29–31 Additional studies addressing SSBs and caloric soft drinks associations 

with individual types of cancer are warranted to identify if a direct or indirect association 

exists, as analyzing total cancer may obscure specific associations.

A possible explanation for the caloric soft drink findings could be that a low number of 

deaths in the higher frequency of consumption categories for fruit drinks for all causes of 

mortality limiting the power to detect an association. In addition, volume and sugar dose 

vary across subtypes of SSB serving sizes in our study. Bottled sweetened teas contain 

phenolic compounds and bio-active flavonoids32 that may offer health benefits, reducing 

the risk of CVD, cancer, and overall mortality, and countering the negative effects of 

added sugar.32–34 The other-cause mortality findings are interpreted with caution since this 

outcome includes deaths from a variety of diseases and conditions. Further studies on the 

relationship between SSB consumption and death from specific diseases included in this 

category are needed.

Although there was a statistically significant association between baseline caloric soft drink 

intake and all-cause, cancer-specific and other-cause of mortality in the primary analysis, 

there was an attenuation of the measure of association after adjusting for common conditions 

(hypertension and obesity), suggesting that the association is not independent of these risk 

factors. Furthermore, it is possible that SSB consumption may serve as a surrogate of a 

suboptimal diet and unfavorable lifestyle, since frequent consumption of SSBs has been 

associated with suboptimal diets.49–51 However, the multivariable models controlled for 
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measured lifestyle factors, including smoking, alcohol intake, fruit and vegetable intake, 

BMI, and MVPA.

The study had several strengths including a large sample size, prospective design, 

and extensive follow-up period. The secondary analysis disaggregated the last two 

semiquantitative categorizations of SSB intake, highlighting heavier (relative to rare/never) 

SSB consumers. Also, the sensitivity analysis investigated the possibility of reverse 

causality, and our analyses adjusted for potential confounders. Additionally, linkage with 

state mortality records derived well-defined and accurate ascertained endpoints, minimizing 

participant burden and reducing bias due to loss to follow-up.

There are also several limitations to this study. First, SSB intake data were collected from 

a single dietary assessment at baseline, which likely introduced random and systematic 

measurement error and also prevented examination of concurrent intakes. This also 

prevented the examination of trends in SSB intake. Of note, SSB consumption trends 

among U.S. adults rose in the late 1980’s to early-mid 2000’s (58% in 1988–1994 to 

63% in 1999–2004),52 and alongside this, portion sizes have also changed substantially 

throughout the years - the average portion size of SSBs consumed in 1977 was 13.6 fl 

oz and increased to 21.0 fl oz by 1996.53 Correspondingly, dietary patterns have shifted 

and ultra-processed foods are more common in the global food system.54 In the U.S., the 

percentage of energy from ultra-processed foods was documented to be as high as 58% in 

the period 2007–2012.55 Therefore, the impact of SSBs might act synergistically with ultra-

processed foods. However, recent national population data suggests that these consumption 

trends have been declining (61.5% in 2003 to 50.0% in 2014).2,56,57 Currently, calories from 

fruit drinks have significantly decreased among adults, and soda intake has significantly 

declined among 20- to 39- year- olds (171.0– 97.4 kcal) and 40- to 59- year- olds (104.7– 

66.2 kcal).58 Therefore, an an attenuation in the magnitude of associations between SSB 

intake and mortality risk in the CTS cohort is expected. Nevertheless, differential exposure 

misclassification during follow-up could also affect the exposure-outcome association, 

depending on how the unmeasured exposure changes occurred.

Another limitation is that sources of sweeteners also changed throughout the years, from 

sucrose to high fructose corn syrup, yet we were unable to examine this shift. Further, 

self-reporting of baseline SSB and dietary intake is subject to social desirability bias and 

may be associated with under-reporting of SSB intake and poor diet quality. The inability 

to determine SSB added sugar quantity is a significant limitation. As well, artificially 

sweetened beverages and sugar-sweetened hot beverages were not evaluated as they were 

not included in the FFQ version used. Baseline SSB intake in the study population was 

relatively low and sparse compared to that in other populations,13,14 which may inflate our 

measures of association. Residual confounding from suboptimal measurement of variables 

and unmeasured variables is also possible. Lastly, generalizability is limited as the cohort 

was female and primarily non-Hispanic white.
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Conclusions

Our findings contribute to the growing evidence on the association between frequent 

SSB consumption and poor health outcomes, and is supportive of efforts to limit SSB 

intake to improve health and reduce mortality. Additional studies with long-term follow-up 

and repeated measures using standardized SSB serving size units are warranted to better 

elucidate the association between SSB consumption and mortality risk.
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Research snapshot:

Research Question:

Is there an association between sugar-sweetened beverage intake and mortality risk in 

women?

Key Findings:

In a prospective cohort of 100,314 women from the California Teachers Study, baseline 

total sugar-sweetened beverage intake was not significantly associated with mortality 

risk at 20-year follow up. In analyses of the subtypes of sugar-sweetened beverages, 

there was a positive association between caloric soft drink intake and risk of all-cause, 

cancer-specific, and other-causes of mortality.
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Figure 1. 
Association of specific sugar- sweetened beverage consumption and mortality risk. 

Hazard ratios comparing ≥7 sugar- sweetened beverage servings per week vs rare/never 

(reference) categories. Multivariable- adjusted (model 2) adjusted for: age, race/ethnicity, 

socioeconomic status, marital status, smoking status, alcohol intake, history of hypertension, 

physical activity, aspirin use, menopausal status, menopausal hormone therapy use, use 

of at least one anti-hypertensive medication, oral contraceptive use, body mass index, 

total energy, and intakes of fruit and vegetable, red meat, processed meat, fish, refined 

carbohydrates, dietary fiber, and coffee/tea beverage, and consumption of sugar- sweetened 

bottled waters or teas, fruit drinks, and caloric soft drinks (other than the main exposure, 

depending on model). *P for trend statistical significance at P<0.05. **P for trend statistical 

significance at P<0.01. *** P for trend statistical significance at P<0.0001.
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