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Abstract. – OBJECTIVE: Masked hyperten-
sion (MH) is associated with cardiovascular 
events and mortality. Data on the association 
between exaggerated blood pressure response 
(EBPR) to exercise, heart rate recovery (HRR), 
which are indicators of autonomic dysfunction, 
and MH are lacking. This study aimed at evaluat-
ing the association between EBPR, HRR, and MH.

PATIENTS AND METHODS: Between January 
2020 and January 2021, 130 MH (57 male, median 
age = 52.8 years) and 60 healthy (28 male, median 
age = 40.8 years) subjects were included in this 
single-center, case-control, and cross-section-
al study. Office blood pressure measurement, 
24-hour ambulatory blood pressure monitoring, 
treadmill test, echocardiography, and specific 
biochemical parameters were evaluated.

RESULTS: The frequency of blunted HRR (73 
subjects, 56.2%) and EBPR (40 subjects, 30.8%) 
were significantly higher in patients with MH (p 
< 0.001). Patients with MH had higher serum uric 
acid levels and frequency of hyperlipidemia (p 
< 0.05). Diameters of the left atrium (LA), aor-
tic root, and ascending aorta were significant-
ly higher in MH patients (p < 0.05). Thirty-two 
(24.6%) patients with MH had left ventricular hy-
pertrophy and 33 (25.4%) had diastolic dysfunc-
tion (p < 0.001). Multivariate analysis identified 
the presence of blunted HRR as an independent 
predictor factor of MH as well as smoking, hy-
perlipidemia, GFR, LA diameter, and aortic root 
diameter were other independent factors.

CONCLUSIONS: The frequency of blunted 
HRR and EBPR were significantly higher in the 
MH group compared to the control group, sug-
gesting a close relationship between MH and au-
tonomic dysfunction.
Key Words:

Masked hypertension, Autonomic dysfunction, 
Heart rate recovery, Exaggerated blood pressure re-
sponse.

Introduction

Hypertension is the most important risk factor 
for cardiovascular-related morbidity and mortali-

ty and is one of the main causes leading to cere-
brovascular and kidney diseases1,2. Since office 
blood pressure (BP) may mislead, out-of-office 
BP measurements (self-home or ambulatory BP 
monitoring) should be used for the diagnosis and 
decision of the treatment, especially in those with 
BP close to the hypertension cut-off range3-5. In 
some patients, while the BP measured during 
the examination is constantly high, the daytime 
or 24-hour ambulatory BP values are within the 
normal range, which is defined as white coat hy-
pertension (WCH). The contrary, measuring the 
BP as normal in the clinic or office but high in the 
out-of-office is defined as masked hypertension 
(MH)6. 

Numerous studies6-9 reported that MH causes 
aortic stiffness, end-organ damage and renal in-
jury, leading to a significantly increased risk of 
the incident cardiovascular events. The frequency 
of MH has been reported to vary between 15% 
and 60%, depending on the assessment meth-
od7,10,11. It is vital to evaluate this clinical entity 
with ambulatory or home BP measurements in 
selected patients.

MH may be associated with an increased sym-
pathetic system activity, decreased heart rate re-
covery (HRR), and impaired microcirculation12,13. 
Exaggerated BP response to exercise (EBPR), 
known to be associated with increased sympa-
thetic activity, is also associated with end-organ 
damage and plays an important role in the devel-
opment of essential HT or MH14,15. The decrease 
in HRR, evaluated non-invasively during the 
treadmill test, is an indicator of autonomic dys-
regulation, and is a strong predictor which can be 
used in overall mortality16.

There are limited studies investigating the 
relationship between MH, EBPR and HRR14,15,17. 
We hypothesized that impaired autonomic regu-
lation in patients with MH may be an important 
factor in terms of increased cardiovascular risk 
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in the future. This study aimed at evaluating the 
autonomic function indicators, such as EBPR and 
HRR, in patients with MH, and also investigate 
their association with some specific metabolic 
and echocardiographic parameters.

Patients and Methods

All participants included in this single-center, 
case-control, and cross-sectional study were in-
formed about the scope of the study and their in-
formed written consent was obtained. The study 
was evaluated and approved by Local Ethical 
Committee of Kırıkkale University Hospital, 
Kırıkkale, Turkey in terms of compliance with 
the Helsinki principles (Date: 10.02.2022, Ap-
proval No. 2022.03.17). Between January 2020 
and January 2021, a total of 190 patients (130 
with MH and 60 healthy controls), aged between 
18 and 80 years, with normal renal function tests, 
were included in this study. Cases with systemic 
disease (secondary hypertension, severe liver or 
kidney disease, neurological disorder, or malig-
nant disease) that would affect the results of the 
study were excluded from the study.

 
Blood Pressure Measurement 
and 24-Hour Ambulatory Blood
Pressure Monitoring

Office BP measurement was carried out by the 
same doctor by measuring 3 times with an inter-
val of 5 minutes. The mean of systolic blood pres-
sure (SBP) and diastolic blood pressure (DBP) 
measurements were recorded.

24-hour ambulatory blood pressure monitoring 
(ABPM) was performed on each participant’s 
non-dominant arm. The accuracy of the ABPM 
device was confirmed with a standard mercury 
sphygmomanometer. The measurements between 
08:00 AM and 10:00 PM were defined as day-
time, and those between 10:00 PM and 08:00 AM 
were defined as nighttime. The device was set to 
measure at 20-minute intervals in the daytime 
and 40-minute intervals at nighttime. 24-hour 
mean SBP and DBP levels in the daytime, night-
time, and BP variability were calculated.  

The diagnosis of MH was evaluated according 
to the 2018 ESC criteria4. Accordingly, while 
office BP was normal (<140/90 mmHg), MH was 
diagnosed if at least one of the following criteria 
was detected: the daytime mean BP greater than 
or equal to 135/85 mmHg, 24-hour mean BP 
greater than or equal to 130/80 mmHg.

Treadmill Test
During the procedure, SBP and DBP measure-

ments were performed at 3-minute intervals in the 
non-dominant arm with an automatic device. The 
measurements of HR and BP were recorded at the 
end of each 3-min stage at peak exercise and at 
1-min and 2-min intervals throughout recovery. 
Peak exercise SBP ≥ 210 mmHg in men and ≥ 190 
mmHg in women was defined as EBPR. During 
the recovery phase, subjects continued walking 
at 1.5 mph for 1 minute, followed by 3 minutes of 
sitting and resting, with continuous monitoring of 
BP, HR, and heart rhythm. Blunted HRR was de-
fined as a HR difference ≤ 12 bpm between peak 
HR and HR 1 minute after peak HR.

Echocardiographic Measurements
Echocardiography was performed by the same 

physician on all subjects using the Vivid 7 Dop-
pler echocardiographic unit (GE Vingmed Ultra-
sound, Horten, Norway). Two-dimensional and 
M-mode echocardiography were utilized to in-
vestigate ejection fraction (EF), left ventricular 
mass index (LVMI), the left atrium (LA) diam-
eter, the diameter of the aortic root, and the as-
cending aortic diameter. Tissue doppler imaging 
techniques were used to assess the following: late 
diastolic myocardial velocity (Am), early diastol-
ic myocardial velocity (Em), Em/Am ratio (Em/
Am). Increased Am, decreased Em and Em/Am 
ratios implied a decreased ventricular diastolic 
function. For further analyses, the average value 
of the measurements obtained along with three 
consecutive cardiac cycles was used.

Statistical Analysis
SPSS 25.0 program (IBM Corp., Armonk, 

NY, USA) was used in the analysis of the vari-
ables. While the normal distribution of the data 
was evaluated with the Shapiro-Wilk Francia 
test, the Levene’s test was used to evaluate the 
homogeneity of variance. In the comparison of 
the quantitative data of two independent groups, 
Independent-Samples t-test with the Bootstrap 
results or the Mann-Whitney U test with Monte 
Carlo results were used. In the comparison of 
categorical variables, the Pearson Chi-Square test 
with the Monte Carlo Simulation technique was 
performed and column ratios were compared 
with each other using the Benjamini-Hochberg 
method. Odds ratio with 95% confidence inter-
vals was used to determine how many times more 
effects were caused by those who were exposed 
to a risk factor compared to those who were not. 



HRR and EBPR in masked hypertension

6267

Receiver operating characteristics (ROC) curves 
were used to define the cut-off value of uric acid 
that yielded the highest sensitivity and specificity. 
Multiple logistic regression test (Backward Step-
wise, Wald) was used to determine the cause-ef-
fect relationship between MH groups and the ex-
planatory variables. While quantitative variables 
were expressed as mean±standard deviation and 
median [percentile 25 (q1) / percentile 75 (q3)], 
categorical variables were shown as numbers (%). 
The variables were analyzed at a 95% confidence 
level, and a p-value lower than 0.05 was consid-
ered significant.

Results

Between January 2020 and January 2021, 130 
MH (57 male, median age = 52.8 years) and 60 
healthy (28 male, median age = 40.8 years) sub-
jects were included in the study. The median age 
of the patients with MH was significantly higher 
than the control group’s (p < 0.001). Both groups 
were similar in terms of gender, BMI, and the 
diabetes mellitus rate (p = 0.755, p = 0.058, p = 
0.067, respectively). The frequency of smoking 
habits was significantly higher in the MH group 
(p < 0.001). In laboratory data, patients with MH 
had lower hemoglobin and glomerular filtration 
rate (GFR), higher serum uric acid levels, and 

frequency of hyperlipidemia (p < 0.05). Accord-
ing to echocardiographic measurements, EF was 
lower in patients with MH, but LA diameter, 
aortic root diameter, and ascending aorta diam-
eter were significantly higher in the MH group 
(p < 0.05). In addition, 32 (24.6%) patients with 
MH had left ventricular hypertrophy (LVH) and 
33 (25.4%) had diastolic dysfunction (p < 0.001) 
(Table I).

HR (basal, maximum, and mean), SBP (day-
time, nighttime, and during exercise), DBP (day-
time, nighttime, and during exercise) and mean 
BP (daytime and nighttime) values were found to 
be significantly higher in patients with MH (p < 
0.05) (Table II). The frequency of blunted HRR 
(73 subjects, 56.2%) and EBPR (40 subjects, 
30.8%) were significantly higher in MH group (p 
< 0.001) (Table II, Figure 1).

Multivariate logistic regression analysis re-
vealed that the presence of blunted HRR, smok-
ing, hyperlipidemia, lower GFR, increased LA 
diameter, and aortic root diameter were found to 
be associated with MH (p < 0.05) (Table III).

Discussion

The most important finding of this study was 
that the frequency of blunted HRR and EBPR, 
which are indicators of autonomic dysfunction, 

Table I. Comparison of the demographic, clinical, echocardiographic, and laboratory characteristics of the two groups. 

   Masked  
 Total Control hypertension Odds Ratio 
 (n = 190) (n = 60) (n = 130) (95% CI) p

Age, years 49 ± 9.5  40.8 ± 5.6 52.8 ± 8.4 1.3 (1.2-1.4)* < 0.001a

Gender, male, n (%) 85 (44.7) 28 (46.7) 57 (43.8) - 0.75ᶜ 
Body mass index, kg/m2 22.4 (21.5/23.1) 22.3 (21.55/22.9) 22.5 (21.4/23.4) - 0.06b

Smoke, n (%) 100 (52.6) 8 (13.3) 92 (70.8) 15.7 (6.8-36.3) < 0.001ᶜ
Diabetes mellitus, n (%) 34 (17.9) 6 (10.0) 28 (21.5) - 0.06ᶜ
Hyperlipidemia, n (%) 65 (34.2) 8 (13.3) 57 (43.8) 5.1 (2.2-11.5) < 0.001ᶜ
Uric acid, mg/dL 5.1 (4.22/6) 4.4 (4/4.95) 5.5 (4.5/6.36) 2.4 (1.7-3.4)* < 0.001b

Hemoglobin, gr/dL 14.3 (13.4/15.2) 14.7 (13.9/15.2) 14.1 (13.3/15.2) 0.8 (0.6-0.9)* 0.033b

Glomerular filtration rate, mL/min 103.3 (95/115) 118 (113/122.5) 98.5 (84.74/106) 0.8 (0.8-0.9)* < 0.001b

Resting heart rate, beats/minute 80.5 (74/91) 78.5 (73/89.5) 81 (75/92) - 0.36b

Ejection fraction, % 63 (60/65) 65 (60/65) 62 (5 /65) 0.9 (0.80.9)* < 0.001b

Left atrium diameter, mm 34 (32/36) 33 (31.5/35) 34 (33/36) 1.2 (1.05-1.3)* 0.005b

Aortic root diameter, mm 33 (31/34) 31 (30/33) 34 (32/35) 1.4 (1.2-1.6)* < 0.001b

Ascending aorta diameter, mm 32 (30/34) 30 (29/32) 33 (31/35) 1.5 (1.3-1.8)* < 0.001b

Left ventricular hypertrophy, n (%) 32 (16.8) 0 (0) 32 (24.6) - < 0.001c

Diastolic dysfunction, n (%) 33 (17.4) 0 (0) 33 (25.4) - < 0.001c

aIndependent Sample t-test (Bootstrap), bMann-Whitney U test (Monte Carlo), cPearson Chi-Square Test (Monte Carlo), rcRoc 
Curve Analysis (Youden index J-Honley&Mc Nell), AUC: Area under the ROC curve, SE: Standard Error, *Odds Ratio data 
were obtained by Logistic Regression Analysis, ssSensitivity, spSpecificity, CI: Confidence Interval.  Data are given as mead ± SD, 
median [IQR 25 (q1)-75(q3)] percentiles or numbers (%).
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were significantly higher in patients with MH 
than in healthy controls, suggesting the relation-
ship between MH and autonomic dysregulation. 
The mechanism of MH has not been elucidated 
yet. In a small number of studies12,13,18,19, it has 
been shown that MH may be associated with 

the predominance of the sympathetic system, 
autonomic dysregulation due to deterioration in 
the parasympathetic system, or impaired micro-
circulation. In addition, various studies20-22 have 
reported that the frequency of MH is increased in 
various conditions, such as intense and stressful 
lifestyle, advanced age, male gender, smoking, 
microalbuminuria, increased sodium intake, di-
abetes mellitus, sedentary lifestyle, and sleep 
apnea syndrome. In our study, both groups were 
similar in terms of gender, BMI, and the frequen-
cy of diabetes mellitus, unlike the literature data. 
However, the median age, hyperlipidemia, and 
the frequency of smoking status were significant-
ly higher in patients with MH. 

In our study, serum uric acid levels were sig-
nificantly higher in the MH group. Similarly, 
Çalişkan et al23 reported significantly higher se-
rum uric acid levels in MH subjects. Some stud-
ies24,25 suggested that elevated uric acid levels may 
predispose to the risk of endothelial dysfunction, 
development of hypertension, and cardiovascular 
diseases. High uric acid levels may cause hyper-
tension by many mechanisms, such as activation 

Table II. Parameters of treadmill test and 24-hour ambulatory blood pressure monitoring. 

   Masked 
 Total Control hypertension 
 (n = 190) (n = 60) (n = 130) p

Heart Rate, bpm        
Rest heart rate 91.1 ± 14.8 78.9 ± 9.4 96.72 ± 13.5 0.001a

Max heart rate 153 (142 161) 151 (143.5/ 160.5) 154 (141/161) 0.43b

HR at recovery 1st min 142 (130/150) 135 (128.5/145) 144.5 (130/151) 0.008b

HR at recovery 2nd min 126 (115/137) 118 (10 /131) 131 (121/141) < 0.001b

Mean heart rate 108.5 (100/119) 101 (94.5/110) 111 (102/122) < 0.001b

Blunted HRR, n (%) 80 (42.1) 7 (11.7) 73 (56.2) < 0.001ᶜ
Systolic BP, mmHg        
During exercise 167.5 (150/ 85) 140 (135/145) 175 (165 190) < 0.001b

Daytime 151 (118 / 173) 110 (105/117.5) 164 (150/184) < 0.001b

Nighttime 130.9 ± 27.2 97.0 ± 8.8 146.5 ± 16.4 0.001a

Nondippers, n (%) 10 (6 12) 11 (11/13) 8 (4/11) < 0.001b

Office blood pressure 120 (110/130) 120 (110/130) 120 (110/130) 0.96b

EBPR, n (%) 41 (21.6) 1 (1.7) 40 (30.8) < 0.001ᶜ
Diastolic BP, mmHg        
During exercise 100 (90 105) 90 (85/92.5) 105 (95/110) < 0.001b

Daytime 97 (76/109) 72.5 (70/75) 105.5 (96/116) < 0.001b

Nighttime 81 (65/96) 61 (60 / 65) 89.5 (81 99) < 0.001b

Non-dippers, n (%) 13 (10/ 6) 14 (12.5/ 5) 12.5 (7/16) 0.008b

Office blood pressure 70 (65/80) 70 (65/80) 70 (65 80) 0.97b

Mean BP, mmHg       
Daytime 112.5 ± 22.4 84.5 (80 / 89) 123 (114/137) 0.001a

Nighttime 100.5 (78 / 114) 74.43 (5.33) 108.85 (13.25) < 0.001b

aIndependent Sample t-test (Bootstrap), bMann-Whitney U test (Monte Carlo), cPearson Chi-Square Test (Monte Carlo). Data are 
given as mead ± SD, median [IQR 25 (q1)-75(q3)] percentiles or numbers (%), Non-dippers, < 10% reduction in blood pressure 
during nighttime. BP, blood pressure; EBPR, exaggerated blood pressure response; HRR, heart rate recovery. 

Figure 1. Distribution of exaggerated blood pressure re-
sponse (EBPR) to exercise and blunted heart rate recovery 
(HRR) percentages in masked hypertension and control 
groups.
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of the renin-angiotensin system, causing renal af-
ferent arteriopathy and tubulointerstitial disease, 
or inhibition of nitric oxide production, leading 
to endothelial dysfunction26,27. Based on that ev-
idence, our study suggested that higher uric acid 
levels may contribute to the development of MH.

Several studies8-10 have shown that the inci-
dence of cardiovascular events in MH patients is 
higher than in normotensive healthy people, as 
in sustained hypertension, suggesting the malig-
nant nature of MH. In a recent systematic review 
that evaluated 14,729 participants, cardiovascular 
morbidity and all-cause mortality were reported 
to be significantly higher in MH subjects than 
in those with WCH or normotension28. More-
over, after antihypertensive treatment, the risk 
of cardiovascular events and mortality continued 
to be significantly higher in patients with MH 
than in normotensive patients28. It was revealed 
that MH may increase aortic stiffness, carotid 
intima/media thickness, and pulse wave velocity 
causing left ventricular hypertrophy and renal 
damage8,9. Liu et al29 showed that left ventricular 
mass indexes in patients with MH were similar to 
patients with sustained hypertension and higher 
than those in normotensive patients, suggesting 
that MH may cause end-organ damage similar to 
sustained hypertension. In a study, it was report-
ed that coronary microvascular damage began to 
occur even before left ventricular hypertrophy in 
patients with MH, and the risk of end-organ dam-
age was comparable to sustained hypertension30. 
In our study, similar to literature, LA diameter, 
aortic root diameter, ascending aorta diameter, 
and the frequency of left ventricular hypertrophy 
and diastolic dysfunction were significantly high-
er in the MH group. 

HRR is an easy, non-invasive and cheap meth-
od to interpret, used in the analysis of autonom-
ic nervous function (especially parasympathetic 
reactivation) and is evaluated according to the 
HR variability obtained during the treadmill test. 
The HR, which increases with the combination 
of sympathetic nervous system activation and 
parasympathetic nerve inhibition during exer-
cise, is expected to decrease during the early 
resting phase, led by the parasympathetic nervous 
system, regardless of age and exercise intensi-
ty31,32. If the parasympathetic nervous system 
diminishes, the expected decrease in HR cannot 
occur during the resting phase, which is defined 
as blunted HRR16,31,32. Blunted HRR has been 
considered a strong predictor of overall mortality 
independent of coronary heart disease or heart 
failure32. To the best of our knowledge, this is the 
first study investigating the relationship between 
MH and HRR. We detected blunted HRR in more 
than half (56.2%) of patients with MH, suggesting 
the adverse cardiovascular effect of MH. 

BP response during exercise is an important pre-
dictor of sustained hypertension and was report-
ed33 to be associated with cardiovascular disease 
risk and mortality. For the first time, Nazar et al34 
showed that young normotensive men with EBPR 
to exercise are predisposed to the development of 
MH and then, similar findings were reported in the 
study of Kayrak et al14. The EBPR during exercise 
was explained with an increased sympathetic ner-
vous system activation and decreased baroreflex 
sensitivity which also may contribute to the pro-
gression of the metabolic syndrome35. In our study, 
the frequency of EBPR was 30.8% in the MH 
patients and 1.7% in the control group, suggesting 
the association between MH and EBPR.

Table III. Risk factors associated with the masked hypertension according to multivariate logistic regression analysis.

                    95% Confidence interval for odds ratiol
Reference group: 
masked hypertension (+) p Odds ratio Lower bound Upper bound

Smoking (Present) 0.001 48.810 5.201 458.097
Hyperlipidemia, (Present) 0.015 14.820 1.689 130.069
Blunted HRR (Present) 0.003 16.,826 5.873 4,625.566
Glomerular filtration rate (mL/min) ↓ 0.001 1.282 1.113 1.478
Ejection fraction (%) ↓ 0.09 1.228 0.967 1.560
Left atrium diameter (mm) ↑ 0.006 4.402 1.531 12.653
Aortic root diameter (mm) ↑ 0.001 14.408 2.796 74.256
Constant 0.217 -  -   -

Predicted Masked hypertension (+) = 97.7; Predicted Control = 95. Predicted overall: 96.8; p-value < 0.001. Multiple Logistic 
Regression (Backward Stepwise, Wald). HRR, heart rate recovery.
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Limitations
This study has several limitations. First, con-

sidering the high prevalence of MH in the com-
munity, the number of subjects included in the 
study was relatively low. Second, the subjects 
in the MH and control groups included in the 
study were different in terms of age, smoking, 
and hyperlipidemia. The age, smoking frequen-
cy, and hyperlipidemia rate of MH subjects were 
significantly higher. This may have affected the 
results of the study. Third, because sustained hy-
pertension or the WCH group was not included in 
this study, we could not compare MH with those 
groups in terms of adverse cardiovascular ef-
fects. Finally, since it was a cross-sectional study, 
our findings prevented us from establishing a 
cause-effect relationship in terms of long-term 
cardiovascular disease risk.

Conclusions

The frequency of blunted HRR and EBPR in 
patients with MH was found to be significantly 
higher than in the control group suggesting a 
close relationship between MH and autonom-
ic dysregulation. As secondary outcomes, we 
demonstrated that serum uric acid level, LA 
diameter, aortic root diameter, ascending aorta 
diameter, and the frequency of left ventricular 
hypertrophy and diastolic dysfunction were sig-
nificantly higher in patients with MH. Since MH 
has a malignant nature, like sustained hyperten-
sion, it is important to evaluate people at risk for 
MH with out-of-office BP measurements and to 
treat patients with MH appropriately in terms of 
reducing cardiovascular risk.

Conflict of Interest
The Authors declare that they have no conflict of interests.

Acknowledgements
The abstract of this research was selected as the top oral ab-
stract and presented at Cardiovascular Research Technolo-
gies (CRT) 2022 congress, in Washington, DC.

Authors’ Contribution
Concept – İ.H.İ, C.Ş; Design – İ.H.İ, C.Ş; Supervision – 
İ.H.İ. Materials – İ.H.İ.; Data Collection and/or Processing 
– İ.H.İ, C.Ş; Analysis and/or Interpretation – İ.H.İ, C.Ş; Lit-
erature Review – İ.H.İ., C.Ş.; Writing – İ.H.İ; Critical Re-
view – İ.H.İ, C.Ş.

ORCID IDs
Ibrahim Halil Inanc: 0000-0003-4046-6748; Cengiz Sa-
banoglu: 0000-0003-1163-5610.

Ethics Approval
The study was evaluated and approved by the local ethics 
committee in terms of compliance with the Helsinki princi-
ples (Date: 10.02.2022, Approval No. 2022.03.17).

Informed Consent
All participants were informed about the scope of the study 
and their informed written consent was obtained.

Availability of Data and Materials
Available.

References

 1) Zhou D, Xi B, Zhao M, Wang L, Veeranki SP. 
Uncontrolled hypertension increases risk of all-
cause and cardiovascular disease mortality in US 
adults: the NHANES III Linked Mortality Study. 
Sci Rep 2018; 8: 9418. 

 2) Burnier M. Controversies in the management of 
patients with arterial hypertension. Kardiol Pol 
2019; 77: 902-907.

 3) Whelton PK, Carey RM, Aronow WS, Casey DE, 
Collins KJ, Himmelfarb CD, DePalma SM, Gid-
ding S, Jamerson KA, Jones DW, MacLaughlin 
EJ, Muntner P, Ovbiagele B, Smith SC, Spencer 
CC, Stafford RS, Taler SJ, Thomas RJ, Williams 
KA, Williamson JD, Wright JT. 2017 ACC/AHA/
AAPA/ABC/ACPM/AGS/APhA/ASH/ASPC/NMA/
PCNA Guideline for the Prevention, Detection, 
Evaluation, and Management of High Blood Pres-
sure in Adults: A Report of the American College 
of Cardiology/American Heart Association Task 
Force on Clinical Practice Guidelines. Hyperten-
sion 2018; 71: e13-e115. 

 4) Williams B, Mancia G, Spiering W, Agabiti Rosei 
E, Azizi M, Burnier M, Clement DL, Coca A, Sim-
one G, Dominiczak A, Kahan T, Mahfoud F, Re-
don J, Ruilope L, Zanchetti A, Kerins M, Kjeld-
sen SE, Kreutz R, Laurent S, Lip GYH, McManus 
R, Narkiewicz K, Ruschitzka F, Schmieder RE, 
Shlyakhto E, Tsioufis C, Aboyans V, Desormais 
I. 2018 ESC/ESH Guidelines for the management 
of arterial hypertension: The Task Force for the 
management of arterial hypertension of the Eu-
ropean Society of Cardiology and the European 
Society of Hypertension: The Task Force for the 
management of arterial hypertension of the Eu-
ropean Society of Cardiology and the European 
Society of Hypertension. J Hypertens 2018; 36: 
1953-2041. 

 5) Pannarale G, Moroni C, Acconcia MC, Pannit-
teri G, Truscelli G, Valente L, Gentile P, Lopreiato 



HRR and EBPR in masked hypertension

6271

F, Licitra R, Tancredi M, Puddu PE, Troccoli ML, 
Cardelli P, Barillà F, Gaudio C. The natural history 
of prehypertension. A 20-year follow-up. Eur Rev 
Med Pharmacol Sci 2017; 21: 1329-1334. 

 6) Pickering TG, Davidson K, Gerin W, Schwartz JE. 
Masked hypertension. Hypertension 2002; 40: 
795-796. 

 7) Peacock J, Diaz KM, Viera AJ, Schwartz JE, 
Shimbo D. Unmasking masked hypertension: 
prevalence, clinical implications, diagnosis, cor-
relates and future directions. J Hum Hypertens 
2014; 28: 521-528. 

 8) Tientcheu D, Ayers C, Das SR, McGuire DK, Le-
mos JA, Khera A, Kaplan N, Victor R, Vongpata-
nasin W. Target Organ Complications and Car-
diovascular Events Associated With Masked Hy-
pertension and White-Coat Hypertension: Analy-
sis From the Dallas Heart Study. J Am Coll Cardi-
ol 2015; 66: 2159-2169. 

 9) Hänninen MR, Niiranen TJ, Puukka PJ, Kes-
äniemi YA, Kähönen M, Jula AM. Target organ 
damage and masked hypertension in the gener-
al population: the Finn-Home study. J Hypertens 
2013; 31: 1136-1143. 

10) Booth JN 3rd, Diaz KM, Seals SR, Sims M, Rav-
enell J, Muntner P, Shimbo D. Masked Hyper-
tension and Cardiovascular Disease Events in a 
Prospective Cohort of Blacks: The Jackson Heart 
Study. Hypertension 2016; 68: 501-510. 

11) Diaz KM, Veerabhadrappa P, Brown MD, Whited 
MC, Dubbert PM, Hickson DA. Prevalence, Deter-
minants, and Clinical Significance of Masked Hy-
pertension in a Population-Based Sample of Afri-
can Americans: The Jackson Heart Study. Am J 
Hypertens 2015; 28: 900-908. 

12) Grassi G, Seravalle G, Trevano FQ, Dell’oro R, 
Bolla G, Cuspidi C, Arenare F, Mancia G. Neuro-
genic abnormalities in masked hypertension. Hy-
pertension 2007; 50: 537-542. 

13) Gryglewska B, Necki M, Cwynar M, Baron T, 
Grodzicki T. Neurogenic and myogenic resting skin 
blood flowmotion in subjects with masked hyper-
tension. J Physiol Pharmacol 2010; 61: 551-558.

14) Kayrak M, Bacaksiz A, Vatankulu MA, Ayhan SS, 
Kaya Z, Ari H, Sonmez O, Gok H. Exaggerated 
blood pressure response to exercise--a new por-
tent of masked hypertension. Clin Exp Hypertens 
2010; 32: 560-568. 

15) Akilli H, Kayrak M, Arıbas A, Tekinalp M, Ayhan 
SS, Gündüz M, Alibasic H, Altunbas G, Yazıcı M. 
The relationship between exercise capacity and 
masked hypertension in sedentary patients with di-
abetes mellitus. Clin Exp Hypertens 2014; 36: 9-16. 

16) Nishime EO, Cole CR, Blackstone EH, Pashkow 
FJ, Lauer MS. Heart rate recovery and treadmill 
exercise score as predictors of mortality in pa-
tients referred for exercise ECG. JAMA 2000; 
284: 1392-1398. 

17) Grossman A, Cohen N, Shemesh J, Koren-Morag 
N, Leibowitz A, Grossman E. Exaggerated blood 
pressure response to exercise is not associated 

with masked hypertension in patients with high 
normal blood pressure levels. J Clin Hypertens 
2014; 16: 277-282. 

18) Triantafyllou A, Doumas M, Anyfanti P, Gkaliagk-
ousi E, Zabulis X, Petidis K, Gavriilaki E, Kara-
maounas P, Gkolias V, Pyrpasopoulou A, Haid-
ich AB, Zamboulis C, Douma S. Divergent reti-
nal vascular abnormalities in normotensive per-
sons and patients with never-treated, masked, 
white coat hypertension. Am J Hypertens 2013; 
26: 318-325. 

19) Song CL, Zhang X, Liu YK, Yue WW, Wu H. 
Heart rate turbulence in masked hypertension 
and white-coat hypertension. Eur Rev Med Phar-
macol Sci 2015; 19: 1457-1460. 

20) Pogue V, Rahman M, Lipkowitz M, Toto R, Mill-
er E, Faulkner M, Rostand S, Hiremath L, Sika M, 
Kendrick C, Hu B, Greene T, Appel L, Phillips RA. 
Disparate estimates of hypertension control from 
ambulatory and clinic blood pressure measure-
ments in hypertensive kidney disease. Hyperten-
sion 2009; 53: 20-27. 

21) Wang GL, Li Y, Staessen JA, Lu L, Wang JG. An-
thropometric and lifestyle factors associated with 
white-coat, masked and sustained hypertension 
in a Chinese population. J Hypertens 2007; 25: 
2398-2405. 

22) Homhuan W, Poomthavorn P, Paksi W, Khlairit P, 
Nongnuch A, Pirojsakul K. Masked hypertension 
and its associations with glycemic variability met-
rics in children and adolescents with type 1 dia-
betes. Pediatr Nephrol 2021; 36: 379-386. 

23) Caliskan M, Guven A, Ciftci O, Ozulku M, Gunday 
M, Barutcu I. Serum uric acid and carotid artery 
intima media thickness in patients with masked 
hypertension. Acta Cardiol 2014; 69: 417-423. 

24) Johnson RJ, Kang DH, Feig D, Kivlighn S, Kanel-
lis J, Watanabe S, Tuttle KR, Rodriguez-Iturbe B, 
Herrera-Acosta J, Mazzali M. Is there a pathoge-
netic role for uric acid in hypertension and cardio-
vascular and renal disease? Hypertension 2003; 
41: 1183-1190. 

25) Lurbe E, Torro MI, Alvarez-Pitti J, Redon J, Borghi 
C, Redon P. Uric acid is linked to cardiometabol-
ic risk factors in overweight and obese youths. J 
Hypertens 2018; 36: 1840-1846. 

26) Mazzali M, Hughes J, Kim YG, Jefferson JA, 
Kang DH, Gordon KL, Lan HY, Kivlighn S, John-
son RJ. Elevated uric acid increases blood pres-
sure in the rat by a novel crystal-independent 
mechanism. Hypertension 2001; 38: 1101-1106. 

27) Lee TS, Lu TM, Chen CH, Guo BC, Hsu CP. 
Hyperuricemia induces endothelial dysfunction 
and accelerates atherosclerosis by disturbing the 
asymmetric dimethylarginine/dimethylarginine di-
methylaminotransferase 2 pathway. Redox Biol 
2021; 46: 102108. 

28) Palla M, Saber H, Konda S, Briasoulis A. Masked 
hypertension and cardiovascular outcomes: an 
updated systematic review and meta-analysis. In-
tegr Blood Press Control 2018; 11: 11-24. 



I.H. Inanc, C. Sabanoglu

6272

29) Liu JE, Roman MJ, Pini R, Schwartz JE, Picker-
ing TG, Devereux RB. Cardiac and arterial target 
organ damage in adults with elevated ambulatory 
and normal office blood pressure. Ann Intern Med 
1999; 131: 564-572. 

30) Caliskan M, Ciftci O, Gullu H, Caliskan Z, 
Güven A, Erdogan D, Muderrisoglu H. Effect of 
masked, white-coat, and sustained hyperten-
sion on coronary flow reserve and peripheral 
endothelial functions. Clin Exp Hypertens 2013; 
35: 183-191. 

31) Kingsley JD, Figueroa A. Acute and training ef-
fects of resistance exercise on heart rate variabil-
ity. Clin Physiol Funct Imaging 2016; 36: 179-187. 

32) Cole CR, Blackstone EH, Pashkow FJ, Snader 
CE, Lauer MS. Heart-rate recovery immediately 
after exercise as a predictor of mortality. N Engl J 
Med 1999; 341: 1351-1357. 

33) Weiss SA, Blumenthal RS, Sharrett AR, Redberg 
RF, Mora S. Exercise blood pressure and future 
cardiovascular death in asymptomatic individu-
als. Circulation 2010; 121: 2109-2116. 

34) Nazar K, Kaciuba-Uscilko H, Ziemba W, Krysz-
tofiak H, Wójcik-Ziólkowska E, Niewiadomski 
W, Chwalbinska-Moneta J, Bicz B, Stupnicka 
E, Okinczyc A. Physiological characteristics and 
hormonal profile of young normotensive men with 
exaggerated blood pressure response to exer-
cise. Clin Physiol 1997; 17: 1-18. 

35) Dutra-Marques AC, Rodrigues S, Cepeda FX, 
Toschi-Dias E, Rondon E, Carvalho JC, Alves 
MJNN, Braga AMFW, Rondon MUPB, Trombet-
ta IC. Exaggerated Exercise Blood Pressure as 
a Marker of Baroreflex Dysfunction in Normoten-
sive Metabolic Syndrome Patients. Front Neuros-
ci 2021; 15: 680195. 


