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Objective: To test the hypothesis that symptoms of
anxiety and depression increase the risk of experiencing hypertension, using the National Health and
Nutrition Examination I

Study.

Epidemiologic Follow-up

A cohort of men and women without evidence of hypertension at baseline were followed up for
7 to 16 years. The association between 2 outcome
measures (hypertension and treated hypertension) and
baseline anxiety and depression was analyzed using
Cox proportional hazards regression adjusting for
hypertension risk factors (age; sex; education; cigarette smoking; body mass index; alcohol use; history
of diabetes, stroke, or coronary heart disease; and
baseline systolic blood pressure). Analyses were stratified by race and age (white persons aged 25-44 years
and 45-64 years and black persons aged 25-64 years).

Design:

Setting: General community.
Participants: A population-based sample of 2992 ini-

tially normotensive persons.

Main Outcome Measures: Incident hypertension was
defined as blood pressure of 160/95 mm Hg or more, or
prescription of antihypertensive medications. Treated hy-
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pertension was defined as prescription of antihypertensive medications.

Results: In the multivariate models for whites aged 45
to 64 years, high anxiety (relative risk [RR], 1.82; 95%
confidence interval [CI], 1.30-2.53) and high depression (RR, 1.80; 95% CI, 1.16-2.78) remained independent predictors of incident hypertension. The risks associated with treated hypertension were also increased
for high anxiety (RR, 2.36; 95% CI, 1.73-3.23) and high
depression (RR, 1.89; 95% CI, 1.25-2.85). For blacks aged
25 to 64 years, high anxiety (RR, 2.74; 95% CI, 1.35\x=req-\
5.53) and high depression (RR, 2.99; 95% CI, 1.41\x=req-\
6.33) remained independent predictors of incident hypertension. The risks associated with treated hypertension
were also increased for high anxiety (RR, 3.24; 95% CI,
1.59-6.61) and high depression (RR, 2.92; 95% CI, 1.37\x=req-\
6.22). For whites aged 25 to 44 years, intermediate anxiety (RR, 1.62; 95% CI, 1.18-2.22) and intermediate depression (RR, 1.60; 95% CI, 1.17-2.17) remained
independent predictors of treated hypertension only.
Conclusion: Anxiety and depression are predictive of
later incidence of hypertension and prescription treatment for hypertension.

Arch Fam Med. 1997;6:43-49

psychologi¬

cal factors and hypertension, little
research has been done on the as¬
sociation between anxiety and de¬
pression and hypertension.1 This
lack of emphasis reflects, in part, the early
influential work of Alexander,2 which em¬
phasized the role of suppressed anger as
a cause of hypertension.3 Most of the stud¬
ies that investigate a possible association
between anxiety and depression and the
development of hypertension are crosssectional or are limited because they have
small sample sizes, have used persons with
some evidence of borderline hyperten¬
sion, or have been conducted on other
highly selected populations.4"6 Several

cross-sectional studies have shown that au¬
tonomie hyperresponsiveness is more
prevalent in persons with anxiety,7"9 al¬
though not all studies confirm this.1011

For editorial comment
see page 50
Other cross-sectional studies of de¬
pressed persons provide evidence of in¬
creased sympathetic activity12"18 and
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PARTICIPANTS AND METHODS
The first NHANESI was conducted from 1971 to 1975 on
a nationwide, multistage probability sample of the civilian
noninstitutionalized population of the United States aged
1 to 74, excluding Alaska, Hawaii, and reservation lands
of American Indians.27"2* Details of the plan, complex sur¬
vey design, response rates, and operation were published
previously, as were procedures used to obtain informed con¬
sent and maintain confidentiality of obtained informa¬
tion.27·2* The elderly (aged 65-74 years), women of childbearing age (aged 25-44 years), and persons residing in
poverty areas were oversampled.27"29 A subsample of 6913
persons received a more detailed medical examination that
included measures of anxiety and depression.
The NHANES I Epidemiologie Follow-up Study is a
longitudinal study of the 14 407 participants in NHANES
I who were 25 to 74 years old at the time of their survey
examination between 1971 to 1975. Personal interviews and
results of physical and laboratory examinations from
NHANES I provided the baseline data for the NHANES I
Epidemiologie Follow-up Study. The first 3 waves of fol¬
low-up were conducted during 1982 to 1984, 1986, and
1987.30"32 Information collected included interviews, health
care facility records, and death certificates for decedents.
This analysis included white and black individuals from
locations 1 to 100 in NHANES I who were 25 to 64 years
old at baseline and who received the detailed medical ex¬
amination. Of the 5606 white and black individuals eli¬
gible for study, 432 were unavailable for follow-up, and 388
died before the 1982 to 1984 follow-up. Excluded from all
analyses were 1151 persons with hypertension at base¬
line, defined as systolic blood pressure (SBP) of 160 mm
Hg or more, diastolic blood pressure of 95 mm Hg or more,
or reporting that antihypertensive medications had been
prescribed. An additional 367 persons were excluded be¬
cause of incomplete data.
Of the 3268 normotensive persons remaining for analy¬
sis, 276 responded affirmatively to baseline interview ques¬
tions that asked if a physician had ever told them they had
hypertension or high blood pressure. Monk,33 using
NHANES I data, found lower self-reported psychological
well-being in hypertensive persons who knew their
blood pressure status than in those who did not know.
Therefore, we compared self-reported anxiety and
depression among the 276 normotensive persons who
had ever been told they had hypertension or high blood
pressure with that among the 2992 normotensive per¬
sons who had never been told. We found a higher pro¬
portion of self-reported anxiety and depression among
the group that had been told. Because the relation
between being considered hypertensive and psychologi¬
cal status is complex and not well understood, we
excluded these 276 respondents from further analyses.
Thus, after all exclusions, 2992 persons remained for
analysis, consisting of 1200 white men, 1562 white
women, 95 black men, and 135 black women.
PSYCHOLOGICAL MEASURES

anxiety at baseline. The relaxed vs anxious scale (GWB-A)
assesses nervousness, stress, strain, pressure, anxiety, worry,
and tension. The cheerful vs depressed scale (GWB-D)
sesses

of cheerfulness. Scores for each scale range
from 0 to 25, with lower scores indicating more anxiety or
depression and higher scores indicating more relaxation or
cheerfulness.
The GWB-A and GWB-D measure self-reported symp¬
toms of depression and anxiety and are not synonymous with
clinical diagnoses of depression and anxiety. However, the
GWB-A and the GWB-D are highly correlated with clini¬
cally trained interviewers' ratings of anxiety and depression.
The GWB-A also is highly correlated with other instru¬
ments designed to measure anxiety, including the Personal
Feelings Inventory and the Psychiatric Symptoms Scale,34 and
the GWB-D with other instruments designed to diagnose clini¬
cal depression, including the Zung Depression Scale and the
Psychiatric Symptoms Scale.34 In the detailed sample, the com¬
puted internal consistencies of the GWB-A and GWB-D scales
were 0.78 and 0.77, respectively.35
In these analyses, the GWB-A and GWB-D scales were
trichotomized as follows: high symptoms, scores 0 to 12;
intermediate symptoms, scores 13 to 18; and low symp¬
toms, scores 19 to 25. The 0-to-12 score group has been
shown to give a good approximation of high depression
symptoms.36 The intermediate and low symptoms score
groups were chosen so that about 50% of the study sample
was in the low anxiety symptoms group.
ness, and lack

HYPERTENSION ASSESSMENT

Baseline
At the beginning of the baseline physical examination, the phy¬
sician measured blood pressure with the subject seated,
using a mercury sphygmomanometer or an aneroid sphygmomanometer. For diastolic pressure, the level was
recorded at the level of complete cessation of Korotkoff
sounds or, if no cessation occurred, at the point of muf¬
fling. Measurements were recorded to the nearest 2 mm
Hg on the scale. Blood pressure was measured in the right
arm with the bell of the stethoscope used for auscultation.
Blood pressure measurements using the aneroid instru¬
ments did not differ notably from those obtained with
mercury instruments.37 Respondents were asked if they
had ever been told by a physician that they had hyperten¬
sion or high blood pressure. In locations 1 to 65 those who
reported that they had been told were asked, "During the
past 6 months, have you used any medicine, drugs, or pills
for high blood pressure?" In locations 66 to 100, persons
who reported that they had been told were asked a differ¬
ent question, "Has a doctor ever prescribed medicine for
your high blood pressure or hypertension?"

Follow-up
A trained interviewer measured blood pressure in the 1982
to 1984 physical examination with the subject seated us¬
ing a mercury sphygmomanometer. Blood pressure mea¬

procedures were the same as those already de¬
scribed. Three blood pressure measurements were obtained.
Systolic and diastolic measures used in this study
surement

Two 4-item scales from the General

Well-Being Schedule
(GWB)34 were used to assess symptoms of depression and

as¬

unhappiness, sadness, discouragement, hopeless¬
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the average of the second and third readings. At each
of the 3 follow-ups, respondents were asked if a physician
had ever prescribed medication for hypertension or high
blood pressure.
The hypertension outcome identified incident cases
of hypertension as of the 1982 to 1984 wave of follow-up,
because blood pressure measurements were available only
at this wave. Incident cases of hypertension were defined
to be persons with SBP of 160 mm Hg or more, or diastolic
blood pressure of 95 mm Hg or more, or the prescription
of antihypertensive medications. The mean length of fol¬
low-up for the hypertension outcome was 9 years (range,

were

7-13

years).

hypertension outcome identified inci¬
through the 1987 follow-up. Persons who
reported at any of the 3 follow-up waves that a physician
had prescribed antihypertensive medications for them
were considered to be treated hypertensives. The mean
length of follow-up for the treated hypertension out¬
come was 13 years (range, 7-16 years). Because anxious
or depressed persons may be more likely to have blood
pressure reactivity than other persons,7"*1' treated hyper¬
tension was used to reduce the potential bias of falsepositive diagnoses of hypertension based on blood pres¬
sure readings at a single examination. Examination of
the analytic cohort shows that 22.1% of the incident
hypertension cases from 1982 to 1984 had elevated
blood pressure, but antihypertensive medications had
not been prescribed. Of the 551 treated hypertension
cases (through 1987), 421 (76.4%) were incident hyper¬
The treated

dent

cases

from 1982 to 1984. The number of inci¬
of hypertension and treated hypertension by
race, age group, and anxiety and depression symptom
category are given in Table 2.
tension

dent

cases

cases

BASELINE VARIABLES

Smoking status was obtained at baseline for the subsample that received the detailed examination. For per¬
sons for whom smoking status information was missing,
status at baseline was imputed or derived from questions
on the 1982 to 1984 follow-up interview on lifetime smok¬
ing history.38 3* The validity of this approach has been docu¬
mented.38-39 The baseline medical history questionnaire and
supplement included questions about selected conditions
diagnosed by a physician,27·29 including diabetes, stroke, or

coronary heart disease. Information on exercise was also
obtained from the baseline medical history questionnaire
by asking the respondent, "Do you get much exercise in
things you do for recreation?" Alcohol use at baseline was
obtained by asking the respondent, "How often do you
drink?" Other baseline variables were measured as de¬
scribed elsewhere.27·29·30
STATISTICAL ANALYSIS

Separate models were developed for white persons aged

25 to 44 years, white persons aged 45 to 64 years, and
black persons aged 25 to 64 years. The analyses could
not be stratified by age for blacks because of small num¬
bers. Separate analyses were used to investigate the asso¬
ciation between the hypertension outcomes and the
anxiety and depression symptoms because of the high

correlation (r=0.75) between the 2 psychological fac¬
tors. Hypertension and treated hypertension incidence
rates were calculated as the number of incident cases per
1000 person-years at risk. Estimates of the risk of expe¬
riencing hypertension for persons who had high or
intermediate anxiety or depression symptom scores
compared with those who had low symptom scores were
derived from Cox proportional hazards linear regression
model procedure in SAS.40
All proportional hazards models included age at base¬
line in years, sex, educational level (less than high school
graduate, or high school graduate or more), cigarette smok¬
ing (never and former smoker, or current smoker), body
mass index (weight measured in kilograms divided by the
square of the height in meters), alcohol use (every day and
just about every day, or less frequent use), history of dia¬
betes, stroke, or coronary heart disease (no or yes), and base¬
line SBP (millimeters of mercury).
Exercise was included in initial models but was
dropped from final models because it was a nonsignifi¬
cant predictor and violated the proportional hazards
assumptions of the Cox model. Pulse, hematocrit, and
sodium and potassium intake also were included in ini¬
tial models but were dropped from final models because
they were nonsignificant predictors in these analyses
and contributed to further loss of respondents due to
missing data.
The interactions between sex and the anxiety and de¬
pression variables were examined and found to be nonsig¬
nificant. Selected 2-way interactions among the covariates
also were examined. Two of these interactions, BMI X SBP
and ageXSBP, were significant and therefore retained in all
models. To assess the linearity of the association between
SBP and the outcome variables, a quadratic term was in¬
cluded in the models. The quadratic term was significant
and was retained in the final models.
For the hypertension outcome, the incident date
was estimated as the date of the 1982 to 1984 follow-up
interview. Persons who did not experience hypertension
were censored at their 1982 to 1984 interview date. For
the treated hypertension outcome, the incident date was
estimated as the date of the follow-up interview at which
antihypertensive medication prescription was first
reported. Persons who did not report antihypertensive
medication prescription were censored at the date of
their last interview. The interview date was used as the
incident date because no information was available
about when hypertension occurred or medications were
prescribed. For decedents whose proxy interview indi¬
cated the prescription of antihypertensive medication,
the date of death was used as the incident date.
To assess the effects of the complex survey design on
the results, the Cox models were performed using PROC
SURVIVAL in the statistical package SUrvey DAta ANalysis (SUDAAN),41·42 which uses a Taylor series approxima¬
tion method to compute variances. The NHANES I sample
weights for the detailed sample locations 1 to 100 and re¬
vised strata and primary sampling unit codes were used.43
In all analyses, the estimates derived from the unweighted
analyses were consistent with those from the analyses in¬
corporating the complex survey design. Therefore, the es¬
timates from the unweighted Cox regression models are

given.
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"NA indicates not available; the racial

composition

of the

study sample

was

not stated.

tension. For comparative purposes, Table 1 gives the
results of previous prospective studies of anxiety or de¬
pression as predictors of subsequent hypertension. Table
1 gives the attributes we believe are essential to eluci¬
date accurately this putative association: adequate sample
size, use of well-validated standardized measures of anxi¬
ety or depression, and sufficient follow-up interval. These
prospective studies have shown an inconsistent relation
between anxiety or depression and subsequent hyper¬
tension.8·21"26 Goldberg et al21 conducted a study that used
a standardized depression measure but had few subjects
and a short follow-up period and found no relation be¬
tween depression and hypertension. In several studies,
anxiety did not show a relation with subsequent hyper¬
tension,8·22·25·26 but these studies have been lacking in that
they did not use well-standardized measures of anxi¬
ety8·23·26 or that they enrolled few subjects.8·22 An earlier
study by Markovitz et al23 that had a short follow-up in¬
terval showed an effect in women, but a later study by
Markovitz et al24 that had sufficient sample size, a long
follow-up interval, and that used standardized mea¬
sures for anxiety found an effect in middle-aged white
men

only.

In the present study, we examined the role of anxi¬
ety and depression symptoms in the subsequent devel¬
opment of hypertension in the National Health and Nu¬
trition Examination I (NHANES I) Epidemiologie
Follow-up Study. This study is larger than most previ¬
ous investigations, is based on a national probability

of the United States, uses standardized assess¬
of anxiety and depression symptoms, has a long
follow-up period, and examines the effect of race. We hy¬
pothesized that after adjusting for possible confound¬
ers, anxiety and depression would be associated with an
increased risk of experiencing hypertension.

sample
ments

Persons at the 1982 to 1984 follow-up with systolic blood pressure of
mm Hg or more or diastolic blood pressure of 95 mm Hg or more or
reporting the prescription of antihypertensive medications.
"[Persons through the 1987 follow-up reporting the prescription of
antihypertensive medications.
*

160

RESULTS

ANXIETY

increased blood pressure reactivity.19 Taken together, these
studies suggest that anxiety and depression may have a
pressor effect on the cardiovascular system that could lead
to the development of hypertension.20
Compared with the number of cross-sectional stud¬
ies of anxiety or depression and hypertension, fewer pro¬
spective studies have been done on the effects of anxiety
or depression on the subsequent development of hyper-

The Figure shows the incidence rate of hypertension and
of treated hypertension per 1000 person-years of fol¬
low-up by race, age, and anxiety symptom category. For
whites aged 25 to 44 years, whites aged 45 to 64 years,
and blacks aged 25 to 64 years, the incidence rate of hy¬
pertension was higher in persons with high or interme¬
diate anxiety symptom scores than in persons with low
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Incidence rates of hypertension and treated hypertension (per 1000 person-years) by race, age, and anxiety
from the National Health and Nutrition Examination Survey I Epidemiologie Follow-up Study, 1971 to 1987.

(left)

and

depression (right) categories.

Adjusted for baseline age,

sex,

systolic blood pressure (SBP),

Data

are

anxiety symptom scores. Similar patterns were ob¬
served for treated hypertension.
Table 3 gives the relative risks (RRs) of experiencinghypertension or of being treated for hypertension as¬
sociated with anxiety, controlling for selected covari¬
ates. The RR of experiencing hypertension was increased
among whites aged 45 to 64 years who had high anxiety
symptom scores compared with those who had low symp¬
tom scores (RR, 1.82; 95% confidence interval [CI], 1.302.53) but not among whites aged 25-44 years. The RR of
experiencing hypertension also was higher among blacks
aged 25 to 64 years who had high anxiety symptom scores
(RR, 2.74; 95% CI, 1.35-5.53). The RR of treated hyper¬
tension was increased among whites aged 45 to 64 years
who had high anxiety symptom scores compared with
those who had low symptom scores (RR, 2.36; 95% CI,
1.73-3.23) and among blacks aged 25 to 64 years who
had high anxiety symptom scores (RR, 3.24; 95% CI, 1.596.61), but not among whites aged 25 to 44 years. The
RR for treated hypertension also was increased for whites
aged 25 to 44 and 45 to 64 years who had intermediate
anxiety symptom scores.

DEPRESSION

The Figure shows the incidence rate of hypertension and
of treated hypertension per 1000 person-years of fol¬
low-up by race, age group, and depression symptom cat¬
egory. For whites aged 45 to 64 years and blacks aged
25 to 64 years, the incidence rate of hypertension was
higher in persons who had high depression symptom
scores than in persons who had low symptom scores. Simi¬
lar patterns were observed for treated hypertension. For
whites aged 25 to 44 years, the incidence rate of hyper¬
tension and treated hypertension was highest for per¬
sons who had intermediate depression symptom scores.
Table 3 shows the RRs of experiencing hyperten¬
sion or of being treated for hypertension associated with
depression controlling for selected covariates. The pat¬
tern of the RRs is the same as that observed for anxiety.
The risk of experiencing hypertension was increased
among whites aged 45 to 64 years who had high depres¬
sion symptom scores compared with those who had low

*

education, smoking status, body mass index (BMI), alcohol use, and
history of diabetes, stroke, and coronary heart disease, BMIx SBP, age
SBP, SBP2. Results are given as relative risk (95% confidence interval).
Definitions of hypertension and treated
footnote to Table 2.

hypertension are given in the

symptom scores (RR, 1.80; 95% CI, 1.16-2.78) but

not

aged 25 to 44 years. The risk of experi¬
encing hypertension also was increased among blacks aged
25 to 64 years who had high depression symptom scores
(RR, 2.99; 95% CI, 1.41-6.33). The risk of treated hy¬
pertension was increased among whites aged 45 to 64
among whites
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years who had high depression symptom scores com¬
pared with those who had low symptom scores (RR, 1.89;
95% CI, 1.25-2.85) and among blacks aged 25 to 64 years
who had high depression symptom scores (RR, 2.92; 95%
CI, 1.37-6.22) but not among whites aged 25 to 44 years.
The risk of being treated for hypertension also was in¬
creased for whites aged 25 to 44 and 45 to 64 years who
had intermediate depression symptom scores.
COMMENT

We examined the

prospective relation between anxiety

ryand depression symptoms and subsequent hyperten¬

sion among 2992 white and black men and women aged
25 to 64 years from a nationally representative sample.

The risks of experiencing hypertension (mean length of
follow-up, 9 years) or of being treated for hypertension
(mean length of follow-up, 13 years) after adjustment for
demographic and health-risk characteristics were in¬
creased for whites aged 45 to 64 years and blacks aged
25 to 64 years who had high anxiety or depression symp¬
tom scores. The risk of being treated for hypertension
also was increased in whites aged 25 to 44 and 45 to 64
years who had intermediate anxiety or depression symp¬
tom scores. For whites aged 25 to 44 years, no associa¬
tion was seen between high anxiety or depression symp¬
tom scores and either hypertension outcome. Failure to
show an association for this group may be attributable
to the limited power of the analysis due to the small num¬
ber of younger persons who had high anxiety or depres¬
sion symptom scores and hypertension.
The associations between anxiety and hyperten¬
sion and between depression and hypertension were con¬
sistent in these analyses. This may have occurred be¬
cause the GWB-A and GWB-D scores are highly
correlated. It was impossible to assess the independent
effects of anxiety and depression on the development of
hypertension in this analysis because the number of re¬
spondents who had high self-reported anxiety and low
self-reported depression or the reverse was too small. Sev¬
eral authors have observed notable neurobiological,44 psy¬
chological,45·46 and psychometric47·48 overlap between anxi¬
ety and depression. Thus, we conclude that anxiety or
depression may increase the risk of hypertension. More
research is needed to determine the independent effects
of anxiety and depression on the development of hyper¬
tension.
Most of the studies8·21·22·23·26 given in Table 1 did not

show a relation between anxiety or depression and sub¬
sequent hypertension. These studies were lacking in 1
or more of the following attributes: sufficient sample size,
use of standardized measures for anxiety or depression,
or sufficient follow-up interval. In the only other study
with sufficient sample size and follow-up and use of stan¬
dardized measures for anxiety, Markovitz et al24 found
that highly anxious white men aged 45 to 59 years at base¬
line had an increased risk of hypertension. In our analy¬
ses, we found more consistent associations for high lev¬
els of anxiety and depression for whites aged 45 to 64
years and blacks aged 25 to 64 years. In whites aged
25 to 44 years, the RRs for high levels of anxiety and
depression did not reach statistical significance, possi-

bly because of low power. We did find a positive asso¬
ciation between intermediate levels of

depression and treated
25 to 44 years.

THERE

hypertension

anxiety

for whites

ARE SEVERAL PATHWAYS

or

aged

through

which anxiety and depression symptoms
could increase the risk of subsequent hy¬
pertension. Anxiety and depression have
been shown to result directly in acute au¬
tonomie arousal79·1218 and blood pressure reactivity.19
Siever and Davis49 hypothesized that affective disorders
are syndromes of neurotransmitter dysregulation. They
cite evidence that regulatory failure of the noradrenergic and related systems results in a loss of selectivity of
responsiveness to environmental stimuli and delayed
return to basal activity when stressful stimuli are with¬
drawn.49 The persistence of dysphoric mood may then
contribute to the development of hypertension. The sec¬
ond pathway through which depression and anxiety may
operate is that their presence may increase risk behav¬
iors, which may in turn increase the risk of hyperten¬
sion. In these analyses, adjustment for various risk fac¬
tors did not eliminate the risk associated with anxiety
and depression symptoms.
Limitations of this study include possible bias due
to unavailability for follow-up, and missing data on base¬
line risk factors and follow-up blood pressure or pre¬
scription of antihypertensive medications. A further source
of possible bias is misclassification due to inaccuracy of
blood pressure measurements at follow-up and misreporting of antihypertensive medication prescription by
subject or proxy. Inaccuracy of baseline blood pressure
measurements or report of medication prescription could
result in cases being identified during follow-up that ac¬
tually were present at baseline. However, case finding and
misclassification error should not be related to depres¬
sion and anxiety symptoms scores. Any resulting bias
should be toward the null hypothesis in analyses of these
psychological states and hypertension risk. Error in mea¬
surement of anxiety and depression symptoms and other
baseline variables should result only in minimal bias to¬
ward the null hypothesis given the standardized nature
of the NHANES I examination. On the other hand, if anx¬
ious and depressed persons are more likely to go to a phy¬
sician, and therefore are more likely to be diagnosed as
having hypertension and given antihypertensive medi¬
cations, the RR may be overestimated. Confounding by
variables not measured cannot be excluded.
This study provides evidence that among white and
black persons aged 25 to 64 years an association exists be¬
tween self-perceived presence of anxiety or depression
symptoms and subsequent onset of hypertension. The sig¬
nificant associations found between intermediate anxiety
and depression symptoms and treated hypertension among
whites aged 25 to 44 and 45 to 64 years suggest that
reduction of anxiety and depression is important for
everyone, not just those whose high symptom scores
may have clinical implications. Further studies are
needed to elucidate the pathways for the effects of anxi¬
ety and depression on the incidence of hypertension.
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