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Abstract

The Systolic Blood Pressure Intervention Trial (SPRINT) will compare treatment to a systolic 

blood pressure goal of <120 mmHg to treatment to the currently recommended goal of <140 

mmHg for effects on incident cardiovascular, renal, and neurologic outcomes including cognitive 

decline.

Objectives—The objectives of this analysis are to compare baseline characteristics of African 

American (AA) and non-AA SPRINT participants and explore factors associated with 

uncontrolled blood pressure (BP) by race.

Methods—SPRINT enrolled 9,361 hypertensive participants over age 50. This cross-sectional 

analysis examines sociodemographics, baseline characteristics, and study measures among AAs 

compared to non-AAs.

Results—AAs made up 31% of participants. AAs (compared to non-AAs) were younger and less 

frequently male, had less education, and were more likely uninsured or covered by Medicaid. In 

addition, AAs scored lower on the cognitive screening test when compared to non-AAs. 

Multivariable logistic regression analysis found BP control rates to <140/90 mmHg were higher 

for AAs who were male, had higher number of chronic diseases, were on diuretic treatment, and 

had better medication adherence.

Conclusion—SPRINT is well poised to examine the effects of SBP targets on clinical outcomes 

as well as predictors influencing BP control in AAs.
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Introduction

Hypertension remains an important public health concern that affects millions in the U.S. [1, 

2] The prevalence of hypertension among U.S. adults is 29.1% and is estimated to affect 68 

million individuals.[1] Hypertension is more prevalent in African Americans (42.1%) than 

non-African Americans (28.0%).[1] Moreover, hypertension in African Americans begins 

earlier, is more severe, and more frequently associated with premature morbidity and 

mortality from its complications including coronary heart disease, heart failure, stroke, and 

end-stage renal disease (ESRD).[2-6] Racial/ethnic disparities in hypertension and related 

outcomes continue to pose immense challenges for affected individuals and the healthcare 

system.

Background

Substantial data are available on the treatment and management of hypertension, with 

marked improvement in recent years in BP control rates, including incorporation in several 
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guidelines.[3, 5, 7-14] Despite recommendations on prescription of antihypertensive 

therapies, achieving BP control remains problematic and data on optimal BP targets remain 

controversial.[1, 2, 6] The 2011-2012 National Health and Examination Survey (NHANES 

III) data suggested that 76% of US adults with hypertension were taking antihypertensives, 

with a higher percentage of African Americans (79.7%) than European Americans (76.6%).

[1] Despite antihypertensive treatment, nearly 50% of U.S. adults with hypertension were 

not controlled to the currently recommended target of <140/90 mmHg.[1, 4, 6] Among 

treated hypertensive African Americans, 49.5% achieved BP control compared to 53.9% of 

European Americans.[1]

Several large-scale clinical trials demonstrated that lowering BP using antihypertensive 

agents reduces the risk of cardiovascular morbidity and mortality, including in African 

Americans.[6, 15-18] However, findings have been reported to differ by racial/ethnic 

groups, and African Americans were often underrepresented in clinical trials.[18, 19] Some 

have advocated for lower BP targets and lower thresholds for initiating BP medications for 

African Americans compared to the rest of the population.[20] Clinical outcome trial data 

examining antihypertensive therapies and their ability to lower risk of cardiovascular 

morbidity and mortality, especially in African Americans, are desperately needed. In 

addition, detailed description of the African American cohort in large multi-ethnic studies is 

often lost in the description of the larger study population.

SPRINT successfully recruited a large cohort of ethnically diverse participants, including a 

large number of African Americans.[21] This manuscript expands on information presented 

in the SPRINT baseline paper by providing a more detailed description of the data by race 

and compares baseline characteristics of African American participants to non-African 

Americans in this cohort.[21] The major objectives of this manuscript are:

1. Provide a detailed description of the baseline characteristics of African Americans 

in the Systolic Blood Pressure Intervention Trial (SPRINT).

2. Compare the baseline characteristics of African American and non-African 

American participants within SPRINT.

3. Explore factors associated with poor BP control (>140/90 mmHg) at study entry 

among African Americans and non-African Americans.

Methods

Design

The design and rationale of SPRINT have been reported previously and are summarized 

briefly.[21] SPRINT is a two-armed, multicenter, randomized, open label, clinical trial 

designed to test whether a strategy to treat SBP to <120 mmHg will reduce cardiovascular 

disease (CVD) outcomes among non-diabetic hypertensive participants compared to treating 

to the currently recommended SBP target of <140 mmHg. In addition, the SPRINT Memory 

and cognition IN Decreased hypertension (SPRINT MIND) sub-study will test whether the 

lower SBP goal influences the rate of incident dementia and mild cognitive impairment, 

global and domain-specific cognitive function, and cerebral small vessel ischemic disease. 
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Analysis by race (African Americans vs non-African Americans) is pre-specified in the 

protocol.

The primary endpoint is incident CVD events defined by the first on-study occurrence of a 

myocardial infarction (MI), acute coronary syndrome (ACS), stroke, heart failure (HF), or 

CVD death. Secondary outcomes include all-cause mortality, ≥50% decline in kidney 

function (from baseline estimated glomerular filtration rate [eGFR]) or development of end-

stage renal disease (ESRD) among participants with baseline eGFR 20-59 mL/min/1.73 m2, 

dementia, decline in cognitive function, and small vessel cerebral ischemic disease on 

magnetic resonance imaging (MRI).[21]

Study Population

Participants are men and women aged ≥50 years with SBP between 130-180 mm Hg on 0-4 

antihypertensive medications with at least one additional CVD risk factor. The SPRINT 

recruitment target was 9,250, including additional targets of enrolling 50% women and 40% 

minorities. The protocol was designed to enroll three high risk subgroups: participants with 

CKD (eGFR 20-59 ml/min/1.73m2) (target enrollment of 4,300), those with clinical or 

subclinical CVD (3,700), and seniors who were at least 75 years of age (goal of 3,250). High 

risk was defined by clinical CVD (>3 month history) which included: MI, ACS, coronary 

revascularization, carotid endarterectomy/stenting, and/or peripheral artery disease (PAD) 

with revascularization. Subclinical CVD criteria for enrollment within the past 2 years 

included left ventricular hypertrophy (LVH); ≥50% stenosis of a coronary, carotid or lower 

extremity artery; abdominal aortic aneurysm (AAA) >5 cm with or without repair; ankle 

brachial index (ABI) ≤0.90; and/or coronary artery calcium score ≥400 Agatston units. 

Patients with Framingham Risk Score >15, age ≥75 years, and/or CKD who met the BP 

eligibility criteria were automatically eligible for enrollment. Individuals with diabetes, 

proteinuria ≥1 g/day, history of stroke, eGFR <20 ml/min/1.73m2, symptomatic heart failure 

(HF) (within past 6 months), or left ventricular ejection fraction <35% were excluded.

Participants were recruited from 102 clinical sites across the U.S. and Puerto Rico between 

November 11, 2010 and March 15, 2013. All clinics obtained institutional review board 

approval and each participant provided written informed consent. Planned follow-up is 3-6 

years.

Baseline Visits and Procedures

BP measurements (sitting and standing), pulse, and BP-related information were collected 

using a standard automated BP device (the OMRON HEM-907 XL Professional Digital 

Blood Pressure Monitor). The average of three seated blood pressures and pulse readings 

were measured after 5 minutes, with back supported and feet flat on the floor. A single 

standing BP and pulse measurement was obtained, followed by questioning the participant 

for symptoms of orthostatic hypotension.

A detailed physical exam, anthropometric measures (height and weight), fasting blood and 

urine samples, and a 12-lead electrocardiogram (ECG) were obtained. Participants aged ≥75 

years completed a timed 4 meter walk to assess physical function. All participants 

completed dementia screening (e.g., Montreal Cognitive Assessment [MoCA], Logical 
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Memory -Immediate and Delayed Recall [LMI and LMII respectively] and Digit Symbol 

Coding [DSC]). In addition, participants completed several self-administered questionnaires 

(i.e., Health-Related Quality of Life [HRQOL], Patient Health Questionnaire-9 [PHQ-9], 

Treatment Satisfaction Questionnaire for Medication [TSQM], and the Morisky Medication 

Adherence Scale) that queried them about their sociodemographics, general health and 

quality of life, smoking/alcohol use, concomitant medications, adherence to medications and 

medical history, including querying participants specific chronic diseases. The list of chronic 

diseases includes: history of heart disease (atrial fib, angina, heart attack, CHF, irregular 

heart beat); cancer (any cancer or skin cancer); cerebrovascular disease (stroke, TIA); 

endocrine disease (thyroid disease, diabetes); gastrointestinal disease (ulcer, Crohn's disease, 

diverticulitis, hepatitis, gall bladder disease); genitourinary disease (kidney infections, BPH, 

prostatitis); muscular/inflammatory disease (osteoarthritis, rheumatoid arthritis, gout, other 

arthritis, hip problems, lower back pain); mental disorder (schizophrenia, bipolar disorder, 

depression, anxiety disorder, PTSD, alcoholism); other diseases/conditions (seizures, 

anemia, cataracts).

Clinical laboratory measurements were performed at the study's Central Laboratory to 

ensure uniformity of test methods and procedures for all samples. Estimated GFRs were 

calculated using the Modification of Diet in Renal Disease equation modified for creatinine 

methods using IDMS-traceable calibration.[22]

Statistical Analysis

Baseline measurements taken prior to randomization were analyzed for this report. 

Descriptive statistics were computed overall and by race group (African American and non-

African American), including means and standard deviations for continuous measures, and 

frequencies and percentage for categorical factors. Significance of differences between 

groups was assessed using two-sample t-tests (with Satterthwaite's adjustment for unequal 

variances when warranted) for continuous factors, and chi-squared tests for categorical. 

Logistic regression analysis was used to examine sociodemographic, clinical and study 

measures predictive of poor BP control (>140/90 mmHg) at baseline. Models were fitted 

and stratified by race group, and then a model was fitted with two-way interactions between 

race and each potential predictor to test for differential odds ratios (ORs) between the two 

groups. Statistical significance was assessed at the nominal two-sided 0.05 alpha level: no 

explicit multiplicity adjustments were made. All analyses were performed using SAS® 

version 9.4 (SAS Institute Inc., Cary, NC).

Results

Baseline and Clinical Characteristics

Table 1 presents sociodemographic characteristics by race. Of the 9,361 participants 

enrolled in SPRINT, 30% (n = 2,947) are African Americans. Individual sample sizes are 

specified for variables with greater than 50 observations (0.5%) missing. African Americans 

(compared to non-African Americans) were younger with mean age 64 vs. 70 years old, less 

likely male (54% vs 69%), less educated (36% vs 21% ≤ high school and 23% vs. 46% ≥ 
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college graduate respectively), and more likely uninsured or covered by Medicaid (29% vs. 

12%).

Among the SPRINT cohort, mean SBP was similar at ∼140 mmHg in both race subgroups 

(Table 2). Mean DBP was higher in African Americans (81.1 ± 12.3 mmHg vs. 76.8 ± 11.5 

mmHg, p<0.0001). BP at study entry was >140/90 mmHg in 51% of African Americans and 

49% of non-African Americans (p = 0.03) and the number of prescribed antihypertensives at 

baseline were significantly higher (p < 0.0001) among African Americans (1.96 ± 1.05) 

compared to non-African Americans (1.78 ± 1.03). Among participants receiving 

antihypertensive treatment, the frequency of prescribed drug classes differed for African 

Americans compared to non-African Americans among most drug classes. African 

Americans were more likely to be prescribed a diuretic (48% vs 36%), calcium channel 

blocker (CCB) (44% vs 31%), vasodilator (2.5% vs 1.1%), alpha 2 agonist (2.9% vs 1.8%) 

or alpha blockers (9.9% vs 8.4%); and were less likely to be prescribed a beta blocker 

(BBB) (32.5% vs 36.5%). Angiotensin-converting enzyme inhibitors (ACEIs) or 

Angiotensin Receptor Blockers (ARBs) use for hypertension treatment was similar in 

African Americans and non-African Americans.

The distributions of cardiovascular risk factors also differed by race (Table 2). Compared to 

non-African Americans, African Americans were more likely to have left ventricular 

hypertrophy by electrocardiogram (21% vs 12%), and currently smoke cigarettes (23% vs 

9%). However, African Americans were less likely to have a history of CVD (16% vs 22%) 

or concomitant health conditions (the sum total of chronic diseases), but had significantly 

higher levels of both high-density lipoprotein and total cholesterol, and lower serum glucose 

compared to non-African Americans. The mean eGFR was also slightly higher in African 

Americans than non-African Americans (77.4 ± 23.2 vs. 69.2 ± 18.8, p < 0.0001) with a non‐

significant trend toward more albuminuria.

Baseline Study Measures

The health related quality of life (HRQOL) measures and its three subscales that assessed 

general health Status (Veterans RAND 12 [VR-12]), health utility (EQ-5D), and depressive 

symptoms (PHQ-9) are shown in Table 3. The mean score for the VR-12 across the entire 

SPRINT cohort was 2.65 (SD ± 0.85), and was slightly higher in African Americans 

(2.87±0.82) compared to non-African Americans (2.54 ± 0.84). In addition, African 

Americans reported poorer health perception as analyses revealed that African Americans 

(compared to non-African Americans) had a higher mean score on the EQ-5D and were 

more likely to report higher depressive symptomology on PHQ-9. African American 

participants also reported greater dissatisfaction with their medical care and prescribed 

treatment regimen, and had lower compliance to their prescribed treatment regimen than 

non-African Americans.

Baseline Cognitive Measures

Regardless of age or education, African Americans scored 2-3 points lower on the MoCA 

than non-African American participants (Table 4). For example, African Americans aged 

65-74 years old with high school or better education had an average MoCA of 22.7 ± 3.6 
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(SD) compared to 24.7 ± 3.1 in non-African American participants, p<0.001. Similarly, 

scores on the Logical Memory test (both immediate and delayed recall) as well as backward 

digit span were lower for African Americans than non-African Americans at every age and 

education stratum. However, consistent differences in performance between African 

Americans and non-African Americans on the forward digit span, a test of concentration and 

working memory, were not observed.

Predictors of Failure to Achieve Blood Pressure Control at Baseline

After controlling for sociodemographics, clinical measures, and study measures, poor BP 

control (>140/90 mmHg) in African Americans was significantly lower among males (OR, 

0.80; 95% confidence interval [CI], 0.67-0.95), participants treated with a diuretic (OR, 

0.70; 95% CI, 0.58-0.85), those with increased number of chronic diseases (OR, 0.93; 95% 

CI, 0.88-0.99 for each additional disease), and those with increased medication adherence 

(OR, 0.93; 95% CI, 0.89-0.99 per unit increase in Morisky scale) (Table 5). In addition, poor 

BP control at baseline was associated with general health status score (OR, 1.16; 95% CI, 

1.04-1.30 per unit increase) and participant dissatisfaction with their medical care and 

prescribed treatment regimen (OR, 1.21; 95% CI, 1.10-1.33 per unit increase in Morisky 

satisfaction subscale).

Among non-African American participants, poor BP control >140/90 mmHg was also lower 

among males (OR, 0.74; 95% CI, 0.65-0.84), persons employed outside the home (OR, 0.85; 

95% CI 0.75-0.97), those with a history of CVD (OR, 0.86; 95% CI, 0.75-0.98), higher body 

mass index (OR, 0.94; 95% CI, 0.88-1.00 per 6 kg/m2 increase), and higher EQ-5D health 

utility scores (OR, 0.95; 95% CI, 0.90-0.99 per unit increase). Hypertension treated with an 

ACEI or ARB (OR, 0.81; 95% CI, 0.72-0.91), or diuretic (OR, 0.77; 95% CI, 0.68-0.88) was 

associated with better BP control in non-African Americans. Increased age (OR for 65-74 

vs. 50-64, 1.15; 95% CI, 0.99-1.34; OR for >75 vs. 50-64, 1.48; 95% CI, 1.24-1.77) and 

participant dissatisfaction with care prior to study enrollment (OR, 1.32; 95% CI, 1.23-1.41) 

was associated with poor BP control >140/90 mmHg in non-African Americans.

Despite apparent differences between race groups in factors predicting BP control, a model 

including two-way interactions between race (African Americans or non-African 

Americans) and individual predictors showed only the Digit Symbol score had significant 

differential effects (i.e., a significant interaction term at the nominal 5% alpha-level). 

However, the OR for Digit Symbol score in each of the stratified models was non-significant 

(OR per 15-unit increase among African Americans 1.08, 95% CI 0.98-1.19; OR among 

non-African Americans 0.94, 95% CI 0.88-1.01).

Discussion

The purpose of this study was to describe the baseline characteristics of African Americans 

in SPRINT, compare the clinical and study measures with those in non-African Americans, 

and explore factors associated with poor BP control (>140/90 mmHg) at study entry. 

Because of the impact of hypertension on African Americans, the goal of SPRINT was 

inclusion of a high risk population and to enroll a large percentage of minorities, especially 
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African Americans, as well as women and those 75 years and older. SPRINT successfully 

enrolled such a diverse sample, including 31% (n = 2947) African Americans.

African Americans enrolled in SPRINT were younger, less likely to be male, and had lower 

educational attainment compared to non-African Americans. SPRINT eligibility criteria 

were designed to facilitate the inclusion of high risk population for major trial endpoints, 

specifically including individuals that are at risk for CVD, CKD, cognitive decline, and 

dementia. Our findings suggest the race subgroups did not differ substantially for most 

baseline risk factors. In fact, though African Americans tend to manifest hypertension at an 

earlier age, and have higher burden of hypertension-related complications such as stroke, 

kidney disease, and target organ damage,[1, 4, 20] we found that African Americans 

recruited into SPRINT were less likely to qualify for enrollment based on CVD history or 

CKD, though were more likely to be enrolled based on left ventricular hypertrophy on ECG. 

When compared to non-African Americans, higher body mass index, cigarette use, total 

cholesterol, and Framingham Risk Scores were observed in African Americans. Importantly, 

African Americans recruited into research studies may be healthier than community-based 

cohorts, especially when the sample is truncated by the exclusion of those with higher BP 

levels as in SPRINT. Except for modestly higher prevalence of diabetes, the African 

American cohort recruited into the ALLHAT study (which excluded patients with more 

severe hypertension) also had a lower CVD risk profile and lower rates of many CVD 

outcomes compared to rates in non-blacks.[23] Thus, SPRINT should provide important 

data on the effects of aggressive BP control on the differences in CVD outcomes by racial 

subgroups.

Baseline SBP within SPRINT did not differ by race subgroups. However, DBP was 

significantly higher in African Americans. Higher DBP in patients over 55 years old is 

inversely related to adverse cardiovascular morbidity and mortality.[24-26] Despite 

similarities in SBP at baseline by race, African Americans were more likely to have BP 

>140/90 mmHg at study entry than non-African Americans (51% vs 49%), despite being 

prescribed slightly more anti-hypertensive medications. African Americans (compared to 

non-African Americans) were more likely to be prescribed a diuretic (48% vs 36%) or CCB 

(44% vs 31%), as well as other antihypertensive classes, consistent with most national 

guidelines.[7, 10, 11] However, a significant number of African Americans were also 

prescribed either an ACEI or ARB as first-line agents without a diuretic or CCB and without 

any compelling indicators such as proteinuria or CKD. In the ALLHAT study, the ACEI 

(e.g., lisinopril) was associated with higher rates of stroke and multiple CVD outcomes in 

African Americans compared to those on the diuretic chlorthalidone.[15] Of importance, the 

benefits of multi-drug antihypertensive regimens, especially in African Americans, have 

been demonstrated in the Avoiding Cardiovascular Events through Combination Therapy in 

Patients Living with Systolic Hypertension (ACCOMPLISH) trial,[27] including the 

efficacy of BP lowering and reduction in cardiovascular morbidity and mortality. Africans 

Americans (compared to non-African Americans) were more likely dissatisfied with their 

medical care and less likely to adhere to prescribed care; which may, in part, be responsible 

for the observed difference in uncontrolled hypertension at study entry.
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African Americans enrolled in SPRINT generally had lower performance on cognitive tests 

than non-African Americans of similar age and education. Though adjusted for educational 

level, differences in quality of education are more difficult to assess (e.g. insurance status 

data suggest lower socioeconomic status for African Americans). These data, like baseline 

characteristics associated with blood pressure control (discussed below) should be 

interpreted some caution. Enrollment in SPRINT was highly selective and populations were 

not recruited as a population-based sample. Neurologic disease burden may be another cause 

of differences (though prevalence of comorbidities, CKD, and CVD were actually lower in 

African Americans than in non-African Americans). Analysis of baseline MRI data from 

SPRINT-MIND is pending. The relationship between cognitive function and BP is an area 

of active research, and longitudinal observational studies to date have yielded mixed results.

[28] An important objective of SPRINT is to assess the impact of more intensive SBP 

reduction on the incidence of dementia, cognitive decline and small vessel ischemic disease; 

analysis of changes in the cognitive and MRI data by race overtime should provide 

important information in African Americans.

Despite the sampling limitations indicated above, logistic regression analyses revealed lower 

perceived health status scores, dissatisfaction with their medical care, and prescribed 

treatment regimen were associated with poor BP (>140/90 mmHg) in African Americans; 

whereas in non-African Americans it was associated with younger age and participant 

dissatisfaction with medical care. BP control (<140/90 mmHg) at study entry was inversely 

related to male gender, multiple chronic health condition, and hypertension treated with a 

diuretic in African Americans. In comparison, for non-African Americans, BP control was 

inversely associated with male gender, employed status, history of CVD, higher BMIs, and 

hypertension managed with a diuretic. Though SBP means were similar for both groups, 

African Americans (vs non-African American) were younger in age and presented with 

higher DBP at baseline leading to their BP “control” (<140/90 mm Hg) appearing worse.

Conclusion

Epidemiological data suggest that African Americans are aware of their hypertension and 

are more often treated compared to non-African Americans, yet more than 50% had BP 

>140/90 mmHg.[1] This finding parallels baseline results in SPRINT, with 51% of African 

Americans having poor BP control, >140/90 mmHg at study entry. Importantly, the current 

U.S. guideline (amid much controversy) is now recommending a more conservative 

approach for initiation and management of hypertension by raising the SBP target to <150 

mmHg, in hypertensive patients 60 years and older, regardless of race or other CVD risk 

factors.[7] In conclusion, the SPRINT trial is ongoing and has the potential to provide a 

better understanding of predicators that might influence poor BP control (>140/90 mmHg) 

to improve hypertension control rates as well as the effects of lower SBP targets on clinical 

outcomes in this understudied population.

Supplementary Material

Refer to Web version on PubMed Central for supplementary material.
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Table 1
Sociodemographics of randomized SPRINT Participants, Stratified by Race. Entries are 
N, mean±SD for continuous factors; N, frequency (%) for categorical factors

Overall
(N = 9361)

African American
(n = 2947)

Non-African American
(n = 6414) P-value

Characteristics

Age, years Mean (SD) 67.9 (9.4) 64.2 (9.0) 69.6 (9.1) <.0001

 50-64 3805 (40.7) 1736 (58.9) 2069 (32.3)

 65-74 2908 (31.1) 741 (25.2) 2167 (33.78) <.0001

 >75 2647 (28.3) 469 (15.9) 2178 (34.0)

Gender

 Men 6028 (64.4) 1587 (53.9) 4441 (69.2) <.0001

Living Status

 Alone 2713 (29.1) 1048 (35.7) 1665 (26.0) <.0001

Education

 < High school graduate 877 (9.4) 435 (14.8) 442 (6.9)

 High school graduate 1520 (16.3) 609 (20.7) 911 (14.2)

 Some post high school 3312 (35.5) 1210 (41.2) 2102 (32.8) <.0001

 College degree or more 3634 (38.9) 686 (23.3) 2948 (46.0)

Employment

 Employed 3213 (34.4) 1006 (34.2) 2207 (34.5) 0.8

Health Insurance

 Uninsured 973 (10.4) 530 (18.0) 443 (6.9) <.0001

 Medicare 5160 (55.1) 1229 (41.7) 3931 (61.3) <.0001

 Medicaid 657 (7.0) 331 (11.2) 326 (5.1) <.0001

 VA 1884 (20.1) 475 (16.1) 1409 (22.0) <.0001

 Private/Other 3989 (42.5) 1089 (37.0) 2891 (45.1) <.0001

Primary Care Provider

 Has no provider 363 (3.9) 143 (4.9) 220 (3.4) 0.0009

Engages in Vigorous Physical Activity

 ≥15 min/day 6793 (73.0) 2047 (70.0) 4746 (74.3) <.0001
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Table 2
Baseline Clinical Characteristics of SPRINT Participants Stratified by Race

Characteristics
Overall

(N=9361)
African American

(N=2947)
Non-African American

(N=6414) P-value

SBP, mmHg 139.7±15.6 139.8±16.2 139.6±15.3 0.5*

DBP, mmHg 78.1 ±11.9 81.1 ±12.3 76.8±11.5 <.0001*

Pulse 66.3±11.6 68.4±11.8 65.3±11.3 <.0001*

# BP Medications 1.83±1.04 1.96±1.05 1.78±1.03 <.0001

Prescribed Medication Classes

 Diuretic 3690 (39.4) 1402 (47.6) 2288 (35.7) <.0001

 Ace Inhibitor or Angiotensin Receptor Blocker 3970 (42.4) 1251 (42.5) 2719 (42.4) 0.9

 Calcium Channel Blocker 3265 (34.9) 1296 (44.0) 1969 (30.7) <.0001

 Beta Blocker 3299 (35.2) 959 (32.5) 2340 (36.5) 0.0002

 Vasodilators 146 (1.6) 74 (2.5) 72 (1.1) <.0001

 Alpha 2 Agonist 199 (2.1) 84 (2.9) 115 (1.8) 0.0010

 Alpha Blockers 828 (8.9) 291 (9.9) 537 (8.4) 0.017

# of Chronic Diseases 2.67±1.70 2.17±1.55 2.90±1.72 <.0001*

Weight†, lbs 190.5±41.5 195.4±42.6 188.3±40.7 <.0001*

BMI†, kg/m2 29.9±5.8 30.9±6.4 29.4±5.4 <.0001*

Clinical/Subclinical CVD History

 CVD History 1877 (20.1) 465 (15.8) 1412 (22.0) <.0001

 ECG Left Ventricular Hypertrophy 1371 (14.7) 614 (20.8) 757 (11.8) <.0001

Smoking Status

 Current 1240 (13.3) 670 (22.8) 570 (8.9) <.0001

 Past 3978 (42.6) 967 (32.9) 3005 (47.0)

Cholesterol, total (mg/dL) 190.1±41.2 195.9±40.7 187.5±41.1 <.0001

Cholesterol, HDL (mg/dL) 52.9±14.5 55.1±15.0 51.9±14.1 <.0001*

Framingham Risk Score 17.4±2.5 17.5±2.6 17.3±2.5 <.0001*

Baseline labs

 Fasting Glucose (mg/dL) 98.8±13.5 97.6±15.5 99.3±12.5 <.0001*

 Potassium (mmol/L) 4.21 ±0.44 4.08 ±0.45 4.27±0.43 <.0001*

 Sodium (mmol/L) 140.1±2.4 140.4±2.3 140.0±2.5 <.0001*

Renal Function

 Proteinuria or CKD 3553 (38.0) 965 (32.8) 2588 (40.4) <.0001

 eGFR (ml/min/1.732) 71.8±20.6 77.4±23.2 69.2±18.8 <.0001*

  eGFR <45 ml/min/1.732 890 (9.6) 236 (8.1) 654 (10.3)

  eGFR 45-60 ml/min/1.732 1758 (18.9) 408 (13.9) 1350 (21.2) <.0001

  eGFR >60 ml/min/1.732 6662 (71.6) 2286 (78.0) 4377 (68.6)

Creatinine (mg/dL) 1.08±0.34 1.12±0.39 1.05±0.31 <.0001*

Urine albumin:creatinine ratio (UACR)† 42.6±166.3 46.4±177.5 40.8±160.8 0.15*
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Characteristics
Overall

(N=9361)
African American

(N=2947)
Non-African American

(N=6414) P-value

  UACR < 30 mg/g 7191 (80.7) 2270 (80.1) 4921 (81.0)

  UACR >30-300 mg/g 1474 (16.5) 470 (16.6) 1004 (16.5) 0.11

  UARC >300 mg/g 248 (2.8) 94 (3.3) 154 (2.5)

Uncontrolled HTN

 SBP≥140 or DBP≥90 4647 (49.7) 1510 (51.4) 3137 (49.0) 0.034

*
P-value for t-test using Satterthwaite correction for unequal variances.

†
Sample sizes: weight, 9295 (2931 AA); BMI, 9282 (2929 AA); UACR, 8913 (2834 AA).
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Table 3
Means and Standard Deviations of Study Measures at Baseline in SPRINT

Study Measures (Variable)
Overall

(N = 9361)
American
(N = 2947)

American
(N = 6414) P-value

Health Related Quality of Life

 General health status 2.65±0.85 2.87 ±0.82 2.54±0.84 <.0001*

 EQ-5D (Health Utility) 6.52±1.50 6.72±1.64 6.42±1.42 <.0001*

 Patient Health Questionnaire-9 (depressive symptoms) 3.07±4.16 3.63±4.81 2.81 ±3.80 <.0001*

 Patient Satisfaction† 1.67±0.82 1.72±0.85 1.64 ±0.81 <.0001*

Morisky Medication Adherence† 6.95±1.28 6.57±1.50 7.14±1.12 <.0001*

*
P-value for t-test using Satterthwaite correction for unequal variances.

†
Sample sizes: patient satisfaction, 9278 (2933 AA); Morisky medication adherence, 8432 (2707 AA).
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