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ABSTRACT　Orthostatic blood pressure disorders are common in older adults and represent an important cardiovascular and
hemodynamic  challenge associated with  falls,  cognitive  impairment,  and loss  of  independence.  This  Perspective  highlights  the
clinical  spectrum of  orthostatic  blood pressure  disorders  in  older  adults,  emphasizing  the  interplay  between age-related cardi-
ovascular and autonomic changes, diagnostic challenges, and their implications for cerebral perfusion, cognition, and functional
status. Orthostatic hypotension, supine hypertension, orthostatic hypertension, and postprandial hypotension frequently coexist
and fluctuate over time, reflecting impaired physiological reserve rather than isolated hemodynamic abnormalities. Because even
modest posture-related blood pressure changes may have important clinical consequences, careful orthostatic assessment, includ-
ing standardized supine-to-standing measurements and interpretation of heart rate responses, is essential for recognizing over-
lapping phenotypes and guiding individualized management. Recognition of these disorders as markers of impaired cardiovas-
cular–cerebral reserve may improve clinical decisions, reduce falls and cognitive complications, and help preserve function and
independence in older adults.

 

Orthostatic blood pressure (BP) disorders are
common in older adults and represent an
important, yet often underrecognized cardi-

ovascular and hemodynamic contributor to morbidity,
functional decline, and reduced quality of life. Age-re-
lated changes in autonomic function, vascular compli-
ance, and cardiovascular reserve increase susceptibility
to inadequate BP responses during postural change, es-
pecially with multimorbidity and polypharmacy.[1–3] As a
result, orthostatic BP disorders frequently coexist with
core geriatric syndromes, including frailty and falls.[4–6]

Orthostatic hypotension (OH) is traditionally defined
as a sustained reduction in systolic and/or diastolic BP
upon standing,[7] but this classical definition captures
only part of a broader spectrum of orthostatic abnormal-
ities. In older adults, relevant phenotypes include neuro-
genic and non-neurogenic OH, delayed OH, OH with
coexisting supine hypertension (SH), orthostatic hyper-
tension (OHT), and postprandial hypotension (PPH).[2,8–9]

These phenotypes often coexist within the same indi-
vidual and may vary over time, reflecting heterogen-
eous impairments in autonomic regulation, vascular re-

sponsiveness, and cardiovascular compensation.[2,9–10]

Clinical manifestations extend beyond classical symp-
toms such as dizziness or syncope.[2] In older adults, or-
thostatic BP instability frequently presents with fatigue,
gait disturbance, and falls, particularly in the context of
frailty or multimorbidity. From a cardiovascular per-
spective, even without overt hypotensive episodes, re-
current or subclinical disturbances in cerebral and sys-
temic perfusion may contribute to transient cognitive
symptoms and increased brain vulnerability.[11–13]

Despite their relevance, orthostatic BP disorders re-
main underdiagnosed and undertreated.[4] Standardized
diagnostic approaches are inconsistently applied, supine
BP measurements are often omitted, and transient,
delayed, or context-dependent phenotypes may be
missed during routine assessment.[4,7] Inadequate recog-
nition of coexisting phenotypes may lead to inappropri-
ate antihypertensive intensification, aggravating upright
hypoperfusion. Management is complicated by the need
to balance upright perfusion against SH and treatment-
related adverse effects, particularly in older adults with
multimorbidity, polypharmacy, and reduced physiolo-
gical reserve.[2,14–16]
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Given these challenges, a comprehensive, phenotype-
oriented approach is essential. Existing reviews have
predominantly addressed pathophysiology or disease-
specific management, with less emphasis on integrated
cardiovascular–geriatric complexity and functional out-
comes. In this review, we consider orthostatic BP dis-
orders as dynamic clinical markers of reduced physiolo-
gical reserve and impaired cardiovascular–cerebral re-
serve in older adults. The relationship between reduced
physiological reserve, orthostatic BP phenotypes, and
their associated outcomes is illustrated in Figure 1. By in-
tegrating cardiovascular, autonomic, and geriatric per-
spectives, this review aims to support phenotype-ori-
ented assessment, individualized treatment decisions,
and recognition of subthreshold impairment in older
adults.

 EPIDEMIOLOGY

OH is highly prevalent in older adults, with preval-
ence estimates rising from approximately 5% in middle-
aged cohorts to about 30% in adults older than 70
years.[17] Population-based studies and meta-analyses in-
dicate that OH affects approximately one in five com-
munity-dwelling older adults, with pooled estimates of
about 22%.[18] Higher rates of OH are reported with mul-
timorbidity, diabetes, neurodegenerative disease, hos-
pitalization, and institutionalization, reflecting the com-
bined effects of vascular aging, disease-related auto-
nomic dysfunction, and treatment complexity.[2,17,19–20]

Hypertension is common in older adults, particularly
among very old and multimorbid individuals, in whom
orthostatic BP disorders frequently coexist.[6,21–23] Al-

 

Figure  1      Orthostatic  blood pressure  phenotypes  and functional  vulnerability  in  older  adults. This  figure  illustrates  how age-re-
lated  reductions  in  physiological  reserve,  including  impaired  autonomic  regulation,  reduced  baroreflex  sensitivity,  altered  cerebral
autoregulation, and changes in volume status, contribute to heterogeneous orthostatic blood pressure phenotypes during standing in
older adults. These phenotypes are associated with clinically relevant outcomes, including cerebral hypoperfusion, cognitive vulnerab-
ility, falls and gait instability, and functional decline with loss of independence. The figure highlights a phenotype-oriented, function-
centered approach to the assessment and management of orthostatic blood pressure disorders in aging. Figure created in BioRender.
Music, T. (2026) https://BioRender.com/hv8iz74.
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though current international guidelines emphasize BP
control to reduce cardiovascular risk, very old, frail, and
multimorbid adults remain underrepresented in major
clinical trials, precisely those in whom OH is comm-
on.[6,21–23] Consequently, clinicians caring for older adults
with OH must balance the prevention of cardiovascular
events against the risks of syncope, falls, and hypoper-
fusion-related complications.[19,24]

Despite its high prevalence and prognostic relevance,
OH is frequently underrecognized in clinical practice,
particularly when symptoms are nonspecific, intermit-
tent, or overshadowed by comorbid disease.[4,20] Hospital-
based studies demonstrate that OH is common yet often
overlooked in acutely ill, multimorbid patients and is as-
sociated with both falls and in-hospital mortality.[20,25–26]

In older adults, OH has been associated with an approx-
imately 2.5-fold higher risk of recurrent falls.[2]

In community-based cohorts, OH has been linked
with increased risks of incident heart failure (HF), stroke,
and all-cause mortality, supporting its role as a marker of
vascular-autonomic vulnerability rather than a benign
physiological finding.[17,27–28]

Beyond cardiovascular outcomes, orthostatic BP dys-
regulation has also been associated with adverse brain
outcomes. Epidemiologic studies suggest associations
between OH, cerebrovascular disease, and brain vulner-
ability, underscoring the systemic consequences of dis-
turbed BP regulation in aging.[11,29–30] Exaggerated BP in-
creases on standing (orthostatic hypertension, OHT)
have also been linked with silent cerebrovascular injury,
suggesting that both hypotensive and hypertensive or-
thostatic responses may carry prognostic significan-
ce.[31–32]

Taken together, these findings characterize OH and
related orthostatic BP disorders as highly prevalent, clin-
ically important, and still insufficiently recognized con-
ditions in older adults. They support systematic ortho-
static BP assessment and individualized management
strategies that account for frailty, multimorbidity, and
competing clinical risks, integrating cardiovascular,
autonomic, and geriatric perspectives.[2,19,23]

 REVIEW APPROACH
This article is a narrative perspective review rather

than a systematic review. Its aim is to synthesize clinic-
ally relevant evidence on orthostatic blood pressure dis-
orders in older adults, with emphasis on cardiovascular
mechanisms, diagnostic challenges, overlapping pheno-

types, and cognitive and functional implications. Relev-
ant literature was identified through targeted PubMed
searches using combinations of terms related to ortho-
static hypotension, neurogenic orthostatic hypotension,
supine hypertension, orthostatic hypertension, post-
prandial hypotension, aging, frailty, cognition, cerebral
perfusion, HF, and hypertension treatment. Additional
references were identified through manual screening of
relevant reviews, consensus statements, and key original
studies. Because the aim was clinical synthesis rather
than exhaustive evidence mapping, formal systematic-
review methods and meta-analysis were not performed.

 PATHOPHYSIOLOGY

 Autonomic and Cardiovascular Mechanisms Under-
lying Orthostatic Blood Pressure Dysregulation

OH in older adults largely reflects age-related auto-
nomic decline and impaired baroreflex sensitivity, both
of which reduce the ability to maintain arterial pressure
on standing.[2,33] Structural stiffening of the carotid sinus
and aortic arch diminishes baroreceptor sensitivity and
blunts afferent signaling to central autonomic centers,
delaying and attenuating compensatory cardiovascular
responses.[33]

These changes result in slower sympathetic activation
and inadequate vasoconstriction on standing, often ac-
companied by delayed or blunted heart rate (HR) re-
sponses.[33–35] Older adults also exhibit reduced β-adren-
ergic responsiveness, limiting chronotropic and inotrop-
ic capacity during orthostatic stress.[24,33] Loss of muscle
mass, with reduced efficiency of the skeletal-muscle
pump, promotes venous pooling, reducing venous re-
turn and stroke volume.[1,36–37] Even in the absence of
neurodegenerative disease, aging is associated with di-
minished sympathetic vasoconstrictor reserve and re-
duced norepinephrine release, reflecting limited auto-
nomic reserve.[13,33,35] Together, these mechanisms reduce
the physiological reserve required to maintain adequate
blood pressure during orthostasis. Importantly, OH in
older adults is not always neurogenic. In many cases, it
may be reversible and related to hypovolemia, medica-
tion effects, venous pooling, or deconditioning.[1,9,36]

 Neurogenic orthostatic hypotension

nOH is characterized by impaired autonomic regula-
tion of BP, most commonly due to insufficient nore-
pinephrine release from postganglionic sympathetic
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neurons.[35,38] The consequent failure of appropriate sym-
pathetic vasoconstriction leads to excessive orthostatic
BP falls, often with relatively modest HR increases.[35,38]

Although classically associated with primary auto-
nomic disorders, similar hemodynamic patterns are also
observed in older adults with diabetes, multimorbidity,
or medication-related interference with autonomic func-
tion.[1,38]

In clinical practice, nOH in older adults rarely appears
as an isolated autonomic problem; instead, it coexists
with increased vascular stiffness, impaired baroreflex
buffering, and hypertension, producing complex, and
sometimes fluctuating orthostatic responses.[2,9,35]

This interaction between neurogenic impairment and
age-related cardiovascular changes helps explain why
older adults with nOH often show delayed and incom-
plete maintenance of BP after standing, accompanied by
blunted HR responses and prominent functional symp-
toms.[2,9,38]

 Supine Hypertension in Orthostatic Hypotension

SH, defined as a BP of at least 140/90 mmHg after five
minutes of supine rest, occurs in approximately one-half
of patients with nOH, with reported prevalence varying
across autonomic failure syndromes, and is often missed
if supine measurements are not obtained.[16] Although
frequently attributed to pressor treatment, SH may also
occur in untreated patients, indicating that it is often an
intrinsic feature of autonomic dysfunction rather than
solely a treatment-related adverse effect.[39]

In conditions with relatively preserved sympathetic
fibers, such as multiple system atrophy, SH may result
from residual sympathetic vasoconstriction that is inad-
equately buffered by the baroreflex. Conversely, in dis-
orders with postganglionic denervation, SH may occur
despite low plasma norepinephrine, suggesting contri-
butions of non-sympathetic pressor mechanisms.[16,38–39]

A blunted HR response to standing remains a charac-
teristic feature of neurogenic OH and helps distinguish
neurogenic from non-neurogenic causes.[7,38] Importantly,
SH is not confined to patients with primary autonomic
disorders. It may also occur in older adults with primary
hypertension and age-related autonomic decline, where
impaired baroreflex buffering and increased arterial
stiffness permit higher supine BP, even in the absence of
neurodegenerative disease.[24,33,36]

 Orthostatic Hypertension

OHT is defined as an exaggerated orthostatic pressor

response, characterized by a sustained increase in systol-
ic BP of ≥ 20 mmHg upon standing, resulting in an up-
right systolic BP ≥ 140 mmHg.[8] It likely reflects im-
paired baroreflex buffering together with excessive sym-
pathetic activation and increased peripheral vascular
resistance. Earlier studies have linked exaggerated or-
thostatic BP rises with markers of silent cerebrovascular
disease, supporting the view that OHT represents a
pathological rather than compensatory response.[31]

Potential mechanisms include increased arterial stiff-
ness, diminished baroreceptor sensitivity, and enhanced
sympathetic vasoconstrictor responses, all of which in-
tensify with aging.[19,32,40] OHT is commonly observed in
patients with chronic hypertension, complicating treat-
ment decisions and underscoring the importance of
routine orthostatic BP assessment, particularly in older
adults.[8,32]

 Postprandial Hypotension

PPH is defined as a fall in systolic BP of at least 20
mmHg within two hours after a meal and reflects inad-
equate cardiovascular compensation for splanchnic vas-
odilation.[41] In older adults or those with autonomic
impairment, insufficient sympathetic compensation for
meal-induced vasodilation predisposes to postprandial
BP falls.[41]

PPH is highly prevalent among institutionalized older
adults. In a cohort of nursing home residents, approx-
imately 38% of participants were affected, and PPH in-
dependently predicted all-cause mortality (RR 1.79, 95%
CI 1.19–2.68). Moreover, a dose–response relationship
was observed between the magnitude of postprandial
systolic BP decline and mortality risk.[42] Mechanistically,
PPH reflects impaired baroreflex sensitivity and reduced
sympathetic compensation, and frequently coexists with
OH in multimorbid older adults.[43–44]

Because orthostatic BP disorders often overlap and
evolve over time, a phenotype-oriented approach may
facilitate clinical assessment and management. Key
phenotypes, definitions, and clinical clues are summar-
ized in Table 1.

 CLINICAL PRESENTATION IN OLDER
ADULTS

In older adults, OH presents across a broad and fre-
quently underrecognized spectrum of symptoms. Al-
though classic manifestations such as dizziness, light-
headedness, and syncope are well recognized, many
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older adults instead report nonspecific symptoms, in-
cluding fatigue, generalized weakness, gait unsteadiness,
or visual disturbances, that are easily misattributed to
aging or comorbidities.[2,9,26] In frail or multimorbid older
adults, symptoms may be subtle, show daytime variab-
ility, or occur only in specific contexts. Hemodynamic-
ally significant orthostatic BP falls may therefore be
present even when patients deny typical symptoms.[4]

Medication burden further complicates recognition, as
antihypertensives, psychoactive agents, and diuretics
may blunt compensatory responses and increase sus-
ceptibility to orthostatic intolerance.[1]

The clinical presentation of orthostatic BP disorders in
older adults is heterogeneous and often reflects the inter-
play of autonomic dysfunction, vascular aging, and
common geriatric features such as frailty, multimorbid-
ity and polypharmacy.[2,9,24]

Age-related arterial stiffening reduced chronotropic
responsiveness, and impaired venous return on stand-
ing limit cardiovascular compensation, so that even
modest orthostatic systolic BP declines, including those
not meeting formal diagnostic thresholds, may precipit-
ate clinically relevant symptoms. Variability related to
hydration, time of day, medication timing, and meal-re-
lated BP changes often obscures the clinical picture and
complicates diagnosis.[41–43]

Falls and gait instability are key clinical consequences

of OH, which is strongly associated with impaired mo-
bility and an increased risk of falls, particularly among
frail older adults with reduced physiological reserve.[3–4]

PPH further adds to vulnerability, especially in institu-
tionalized settings, where post-meal syncope or collapse
may occur when orthostatic phenotypes coexist.[41–42,44]

Several symptoms are characteristic of orthostatic
hemodynamic compromise. One of the most typical is
the “coat-hanger headache,” a dull ache across the oc-
cipital and paraspinal muscles that reflects hypoperfu-
sion of the trapezius and cervical extensors and is com-
monly reported in nOH.[2,9] Transient visual dimming
and profound weakness may accompany orthostatic hy-
poperfusion and are often mistaken for fatigue, decon-
ditioning, or medication side effects.[2,13]

In vulnerable older adults, recurrent orthostatic hypo-
perfusion, BP variability, and coexisting supine or noc-
turnal hypertension may contribute to end-organ vul-
nerability, including worsening renal function.[2,19] Pa-
tients with OH experience more than transient sympto-
matic episodes. Over time, OH may impair quality of life
by promoting activity avoidance, fatigue, fear of falling,
and progressive mobility limitation, particularly in the
presence of multimorbidity, frailty, and polypharm-
acy.[1,4,6,36] In addition, OH may also be accompanied by
posture-related cognitive complaints, including reduced
attention, mental slowing, impaired executive function,

 

Table 1    Orthostatic blood pressure phenotypes: definitions, clinical clues, and diagnostic priorities.

Phenotype Definition Typical clinical clues Diagnostic priorities

OH
↓ SBP ≥ 20 mmHg or ↓ DBP ≥ 10
mmHg within 3 min of standing or
tilt

Dizziness, presyncope, gait
instability, cognitive clouding

Supine → standing BP/HR; repeat
testing if equivocal

Delayed OH OH criteria met after >3 min of
standing

Symptoms with prolonged standing,
rehabilitation activities

Prolonged standing or tilt-table
testing

Neurogenic OH OH with blunted HR rise < 15
beats/min

Autonomic failure, parkinsonism,
neuropathy

Assess for SH; assess broader
autonomic features

Non-neurogenic OH OH with appropriate HR rise Hypovolemia, medications, venous
pooling

Identify reversible contributors
(volume, drugs, deconditioning)

Supine hypertension
(SH)

Supine BP ≥140/90 mmHg after ≥5
min rest Morning OH, nocturia, headache Intentional supine measurement

(essential)

Orthostatic
hypertension (OHT)

↑ SBP ≥20 mmHg on standing, with
upright SBP ≥140 mmHg Standing headache, discomfort

Repeat testing; assess orthostatic BP
variability across repeated
measurements

Postprandial
hypotension (PPH)

↓ SBP ≥ 20 mmHg within 2 h after
meals or SBP ≤ 90–100 mmHg

Fatigue, dizziness, “mental fading”
after meals BP measurement linked to meals

Orthostatic
tachycardia

HR rise ≥ 30 beats/min with
preserved BP*

Tremor, palpitations, cognitive
clouding

Distinguish from POTS; consider
deconditioning and reversible
triggers

*Formal POTS criteria were developed primarily in younger populations and should be applied with caution in older adults. Key
supporting references: (4, 9, 10, 17, 39, 42). DBP: diastolic blood pressure; HR: heart rate; OH: orthostatic hypotension; OHT: orthostatic
hypertension; POTS: postural orthostatic tachycardia syndrome; PPH: postprandial hypotension; SBP: systolic blood pressure; SH:
supine hypertension.
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and transient confusion. Cognitive symptoms and pos-
ture-related cognitive impairment are addressed in a
dedicated section later in this review.[11,13]

 Cardiovascular Implications for Cardiology Practice

From a cardiology perspective, orthostatic BP dis-
orders have implications beyond falls and functional de-
cline.[2,17,28] OH is a frequent and often underrecognized
cause of syncope and should therefore be considered
alongside arrhythmic and structural cardiac causes dur-
ing the evaluation of syncope or unexplained presyn-
cope.[2,17] Orthostatic BP disorders may also influence
myocardial perfusion, HF management, and hyperten-
sion treatment decisions, because cardiovascular drugs,
volume status, and BP targets may affect upright BP sta-
bility and end-organ perfusion.[2,17,19,28] In older adults
with coronary artery disease, OH may manifest as pos-
ture- or exertion-related chest discomfort or angina-like
symptoms due to transient systemic and myocardial hy-
poperfusion, particularly when reduced coronary perfu-
sion reserve and low upright diastolic pressure limit
coronary blood flow (see Supplementary Vignette
1).[2,17,45] When SH coexists, nocturnal cardiovascular load
and pressure natriuresis may contribute to nocturia,
overnight volume loss, and worsening morning OH.
This makes BP management particularly complex and
creates a therapeutic dilemma in patients with both up-
right hypoperfusion and nocturnal or supine hyperten-
sion.[14,16]

HF adds further complexity. In decompensated HF,
congestion and elevated filling pressures may mask or-
thostatic vulnerability, whereas decongestion, diuretic
escalation, or vasodilator therapy may reduce effective
circulating volume or vascular tone, thereby unmasking
clinically relevant upright hypoperfusion.[2,19,24,46] In pa-
tients with HF with reduced ejection fraction (HFrEF),
low BP, symptomatic hypotension, or orthostatic intol-
erance may limit optimization of guideline-directed
medical therapy in routine practice, particularly ther-
apies with BP-lowering or volume-modifying effects.[46]

OH has also been associated with incident HF and
broader cardiovascular risk, supporting its interpreta-
tion as a marker of vascular–autonomic vulnerability
rather than an isolated bedside finding.[17,27–28] Orthostatic
BP assessment should therefore be repeated after
changes in volume status and when BP-lowering or
volume-modifying HF therapy is initiated, withdrawn,
or titrated, particularly in older or frail patients.[2,19,24,26]

Orthostatic BP phenotypes should be considered in
hypertension treatment strategies in cardiology practice
because seated clinic BP alone may miss clinically im-
portant upright hypotension, supine hypertension, or BP
variability.[16,19,28] Coexisting or fluctuating phenotypes
should not automatically preclude cardiovascular risk
reduction. Rather, they should prompt individualized
treatment decisions that account for standing and supine
BP, symptom burden, medication timing, frailty status,
and the competing risks of upright hypoperfusion and
supine or nocturnal hypertension.[19,24,28,47] This approach
may help avoid both unnecessary withdrawal of cardi-
ovascular protection in asymptomatic OH and excessive
BP lowering in patients with symptomatic upright hy-
poperfusion or limited perfusion reserve.[24,28,48] In older
adults with atrial fibrillation, orthostatic symptoms, falls,
or syncope may further complicate cardiovascular
risk–benefit assessment, particularly when anticoagulant-
related bleeding concerns must be balanced against the
need for stroke prevention.[49]

Thus, orthostatic BP disorders should be integrated in-
to cardiovascular decision-making as dynamic modifiers
of treatment tolerance, perfusion reserve, and the
risk–benefit balance of cardiovascular therapy.

 DIAGNOSTIC EVALUATION OF ORTHO-
STATIC BLOOD PRESSURE DISORDERS

Diagnosing orthostatic BP disorders in older adults re-
quires a structured and context-sensitive approach. OH
and related orthostatic phenotypes are often intermittent,
influenced by circadian and physiological variation, and
therefore easily overlooked.[2,9] Age-related autonomic
decline, multimorbidity, frailty, and polypharmacy fur-
ther complicate interpretation because they may modify
or obscure typical symptom patterns.[1,24] As a con-
sequence, orthostatic BP disorders are frequently under-
recognized until functional decline or complications
emerge.[2,9]

Accurate characterization relies on standardized su-
pine-to-standing BP measurements with simultaneous
HR assessment. Repeated measurements should be per-
formed when initial findings are inconclusive or dis-
cordant with symptoms.[7,10] A standardized protocol be-
gins with at least five minutes of quiet supine rest, fol-
lowed by BP and HR measurement in the supine posi-
tion and after standing, typically at one and three
minutes. Supine measurements are essential, because
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seated-to-standing testing may fail to detect OH and
overlook coexisting SH.[1,9]

Orthostatic BP responses often vary over time, and
normal findings at three minutes do not exclude clinic-
ally relevant hypotension. Some patients develop BP falls
only with prolonged standing (delayed OH), a pheno-
type associated with adverse outcomes, including
neurodegenerative disease and increased mortality.[9,17] In
addition, circadian variation is common: morning OH
frequently occurs due to nocturnal pressure natriuresis
and relative volume depletion upon arising. Repeated
measurements, particularly in the morning or with
structured home monitoring, can therefore improve dia-
gnostic sensitivity.[1,24]

 Heart Rate Response in Orthostatic Hypotension:
Diagnostic Implications

Interpretation of the HR response is a key element of
diagnostic evaluation. In nOH, HR increase is typically
blunted. Despite substantial BP falls, HR usually rises by
fewer than 15 beats per minute, reflecting impaired sym-
pathetic activation and reduced norepinephrine
release.[35,38] This dissociation between the magnitude of
the BP decline and the HR response represents an im-
portant diagnostic clue.[35,38] By contrast, in non-neuro-
genic OH, HR typically shows a more pronounced com-
pensatory rise, reflecting an appropriate physiological at-
tempt to preserve cardiac output.[2,7] When bedside test-
ing is inconclusive, formal autonomic testing may help
detect autonomic impairment, particularly when nOH is
suspected.[9,34]

An excessive increase in HR on standing may suggest
postural tachycardia syndrome (POTS), although this
condition is uncommon in older adults. Pronounced or-
thostatic tachycardia usually reflects non-neurogenic
factors such as hypovolemia, pain, anxiety, or medica-
tion effects rather than POTS.[2,9] (see Supplementary
Vignette 2).

 Recognition of Overlapping Orthostatic Blood Pres-
sure Phenotypes and Symptom-guided Interpreta-
tion

Several orthostatic BP phenotypes frequently coexist
in older adults and may fluctuate over time, making
isolated interpretation of single measurements unreli-
able. Recognition of these overlapping patterns is essen-
tial to avoid misclassification and unsafe management
decisions.[2,8]

Coexisting SH should be actively sought during dia-
gnostic evaluation, particularly in patients with suspec-
ted neurogenic OH or morning orthostatic symptoms.
Intentional supine BP measurement is essential, because
SH is easily missed when assessment is limited to seated
or standing BP.[7,16]

OHT is defined as an exaggerated orthostatic pressor
response, characterized by a sustained increase in systol-
ic BP of at least 20 mmHg upon standing.[8] Because OHT
may be intermittent, repeated standardized measure-
ments are often required. Some patients report headache,
discomfort, or unsteadiness during BP rises, symptoms
that may otherwise be misattributed to anxiety or meas-
urement artifact.[8,19,32] (see Supplementary Vignette 3).

PPH is diagnosed when systolic BP falls by at least 20
mmHg within two hours after a meal, or when post-
prandial systolic BP reaches 90–100 mmHg or lower.[41–42]

Targeted post-meal measurements are particularly im-
portant when symptoms such as fatigue, gait instability,
presyncope, or unexplained falls occur after eating, as
standard orthostatic testing alone may fail to detect this
phenotype.[41–43] (see Supplementary Vignette 4).

Symptom-guided interpretation remains central to
diagnosis, as many older adults do not report classical
dizziness or presyncope. Instead, nonspecific symptoms
such as fatigue, unsteadiness, tremulousness, or visual
dimming are common.[2,9] Symptoms that occur within
minutes of standing, improve rapidly with recumbency,
cluster in the morning, or follow meals are strongly sug-
gestive of orthostatic BP dysregulation.[1–2,43]

 Diagnostic Pitfalls

Several pitfalls commonly undermine diagnostic ac-
curacy. Omission of true supine BP measurements may
result in missed diagnoses of OH, SH, OHT, or PPH.[7,9]

Medications including antihypertensives, diuretics, psy-
choactive agents, and α-blockers may precipitate OH and
mimic other causes of dizziness or falls.[1,15] In some cases,
medication burden rather than disease progression is the
dominant driver of symptoms, and deprescribing alone
can normalize orthostatic responses (see Supplementary
Vignette 5).[1,15]

Acute illness, dehydration, infection, and rapid diur-
esis can exaggerate BP drops, so abnormal results ob-
tained during acute deterioration should be reassessed
after stabilization.[1,24] Conversely, hypervolemic states
may temporarily mask OH, particularly in decom-
pensated HF, with orthostatic vulnerability becoming
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evident after diuresis.[1–2]

Finally, neglecting HR interpretation may result in
misclassification between neurogenic and non-neuro-
genic forms.[7,38] Overall, diagnostic evaluation of ortho-
static BP disorders in older adults relies on standardized
supine-to-standing measurements, careful interpretation
of HR responses, and repeated assessment across clinical
contexts. Recognition of overlapping phenotypes, in-
cluding SH, OHT, and PPH, is essential to avoid mis-
classification and guide safe, individualized manage-
ment.[8,16,41] Key diagnostic pearls and common pitfalls are
summarized in Table 2, while clinical vignettes illustrate
common real-world presentations and challenges.

 Vignette 1: Severe orthostatic hypotension with
marked supine hypertension

 Presentation

An 82-year-old man with type 2 diabetes and long-
standing hypertension presented with recurrent morn-

ing dizziness, unsteadiness, and several syncopal epis-
odes shortly after rising from bed, including one fall with
a head contusion. His antihypertensive regimen in-
cluded a β-blocker and a calcium-channel blocker, both
administered in the evening.

 Assessment

After five minutes of supine rest, BP was 170/90 mm-
Hg, consistent with SH. After one minute of standing, BP
fell to 78/54 mmHg with only a minimal HR increase
(from 62 to 68 beats/min). This combination of severe
OH and marked SH was more suggestive of underlying
autonomic dysfunction than simple antihypertensive
overtreatment.

 Management

Management focused on separating upright and su-
pine BP goals. Evening antihypertensive doses were re-
duced, the head of the bed was elevated, morning hy-
dration was encouraged, and low dose midodrine was
initiated for use during daytime upright activities.

 

Table 2    Diagnostic pearls and pitfalls in orthostatic blood pressure disorders.

Domain Diagnostic pearl Common pitfall

Measurement
technique

Obtain true supine BP after ≥ 5 min of rest, then measure BP
and HR at 1 and 3 minutes of standing.

Seated-to-standing testing may miss OH and cannot
detect SH.

Timing of
assessment

Prefer morning testing when orthostatic symptoms are most
likely to be expressed.

Afternoon testing may appear “normal” despite
pronounced morning symptoms.

Repeated
testing

Repeat orthostatic testing when symptoms persist but initial
results are negative. False reassurance from a single “normal” test.

Heart-rate
interpretation Blunted HR rise (< 15 beats/min) suggests nOH. Assuming all OH is neurogenic and missing

hypovolemia, anemia, or medication effects.

Supine
hypertension

Measure supine BP intentionally; SH commonly coexists with
OH.

Interpreting morning OH as dehydration rather than
SH-related nocturnal natriuresis.

Orthostatic
hypertension

A ≥ 20 mmHg systolic rise on standing is abnormal and
clinically relevant. Dismissing OHT as anxiety or measurement artifact.

Postprandial
hypotension

Measure BP before and after meals when symptoms are meal-
related. Attributing post-meal dizziness to “normal aging.”

Symptom
correlation

Symptoms relieved by sitting or lying are highly suggestive of
orthostatic dysregulation.

Over-reliance on rigid BP thresholds without symptom
context.

Cognitive
vulnerability

Inattention or slowing on standing suggests orthostatic
cognitive vulnerability.

Mislabeling cognitive changes as dementia without
orthostatic BP assessment.

Polypharmacy Perform structured medication review. Adding pressor therapy while offending medications
remain unaddressed.

Frailty context Small BP reductions may have large functional impact. Requiring strict ≥ 20/10 mmHg thresholds to recognize
clinical relevance.

Acute illness Reassess after clinical stabilization; consider volume shifts. Misclassifying reversible OH as nOH; hypervolemia
may temporarily mask OH.

This table summarizes practical diagnostic considerations and common sources of misinterpretation or missed diagnosis. Key
supporting references: (3,4,8,9,10,17,42). BP: blood pressure; HR: heart rate; OH: orthostatic hypotension; OHT: orthostatic hypertension;
nOH: neurogenic orthostatic hypotension; SH: supine hypertension.
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 Outcome

Orthostatic symptoms improved, and SH did not
worsen.

 Key clinical takeaways

• Supine BP must be intentionally measured.
• A blunted HR response supports the diagnosis

of nOH.
• Upright and supine BP often require separate

management strategies.
• Antihypertensive overtreatment is not always

the main cause; in older adults, autonomic failure and
SH may coexist and require individualized manage-
ment.

 Vignette 2: Heart failure decompensation unmask-
ing severe orthostatic hypotension

 Presentation

An 83-year-old woman was admitted with acute de-
compensated heart failure. Prior to admission, she was
able to manage daily activities on her own. On admis-
sion, she was markedly volume overloaded, with a BP of
168/98 mmHg despite taking four antihypertensive
medications. Initial orthostatic testing was negative.

 Assessment

She underwent guideline-directed decongestive ther-
apy with intensive diuresis, resulting in a 14-kg weight
loss and normalization of NT-proBNP levels. Anti-
hypertensive therapy was progressively withdrawn.
After euvolemia was achieved, she developed severe
presyncope on standing. Supine BP normalized to 135/80
mmHg, but upright BP fell to 82/56 mmHg, leaving her
unable to stand despite clear improvement in cardiac
status. Severe OH, previously masked by congestion and
elevated filling pressures, then became clinically evident.

 Management

Orthostatic BP was reassessed after decongestion, an-
tihypertensive therapy was adjusted, and management
focused on safe upright tolerance before rehabilitation
and discharge planning.

 Outcome

Severe OH became clinically evident only after decon-
gestion, underscoring the need for repeated orthostatic

assessment after major changes in volume status.

 Key clinical takeaways

• Hypervolemia and congestion can temporarily
mask clinically relevant OH.

• Orthostatic testing should be repeated after ma-
jor changes in volume status or medication burden.

• Functional recovery may lag behind cardiac sta-
bilization if OH is not recognized and addressed.

• Improvement in cardiac biomarkers does not
guarantee safe upright perfusion; reassessment of
orthostatic BP is essential before rehabilitation and
discharge.

 MANAGEMENT OF ORTHOSTATIC BLOOD
PRESSURE DISORDERS IN OLDER ADULTS

Management of orthostatic BP disorders in older
adults requires a multimodal, phenotype-oriented
strategy tailored to autonomic physiology, comorbid
conditions, and functional goals.[1–2,9] In this population,
the primary aim is not to normalize BP, but to improve
upright tolerance, prevent falls, and preserve independ-
ence and quality of life.[2,9] Age-related autonomic de-
cline, frailty, and polypharmacy frequently modify
therapeutic responses, emphasizing the need for indi-
vidualized, stepwise plans that are reviewed regular-
ly.[1,3,24] Table 3 highlights practical considerations and
common pitfalls that may help guide clinical decision-
making in older adults.

 Non-pharmacologic Management

Non-pharmacologic interventions are first-line ther-
apy for all orthostatic BP disorders and often provide
substantial benefit with very little risk.[2,10] Their goals are
to optimize intravascular volume, improve venous re-
turn, support autonomic compensation, and reduce meal-
related BP drops.[2,10]

Adequate hydration increases intravascular volume
and attenuates orthostatic BP reductions, particularly in
older adults with impaired thirst perception or those tak-
ing diuretics.[1–2] Salt supplementation may be con-
sidered when not contraindicated by HF or chronic kid-
ney disease, with regular monitoring for edema, weight
gain, and electrolyte disturbances.[1–2]

For example, rapid ingestion of approximately
300–500 mL of water induces a sympathetically medi-
ated pressor response and can transiently improve up-

JOURNAL OF GERIATRIC CARDIOLOGY PERSPECTIVE

482 http://www.jgc301.com; jgc@jgc301.com  



right BP, an effect that is often preserved in nOH.[2,10,30]

Physical counter-maneuvers, including leg crossing,
contraction of the buttock and thigh muscles, or sus-
tained handgrip, reduce venous pooling and improve
venous return. Compression garments, particularly ab-
dominal binders or waist-high stockings, may further in-
crease venous return and peripheral resistance and can
be implemented in routine clinical practice, especially in
patients with impaired skeletal muscle pump function.[2,9]

Elevation of the head of the bed reduces nocturnal
pressure natriuresis and associated volume loss, thereby
alleviating morning OH, particularly in those with coex-
isting SH.[14,16] A structured medication review is essen-
tial. Antihypertensives, psychoactive agents, diuretics,
and α-blockers commonly contribute to orthostatic intol-
erance; when appropriate, deprescribing, dose reduction,
or redistribution of dosing may substantially improve
symptoms.[1,15,47]

Education of patients and caregivers is a pivotal, yet
often underrecognized, component of management.
Clear explanations of symptom triggers, safe postural

transitions, and practical strategies such as slow rising,
pre-emptive hydration, and counter-maneuvers support
proactive self-management, reduce fear-driven activity
avoidance, and improve confidence.[1–2,9,10]

In older adults with frailty or cognitive vulnerability,
involvement of family members or caregivers is essen-
tial to support implementation and safety, particularly
when multiple orthostatic phenotypes coexist.[2,47] Edu-
cation should be regarded as an ongoing process, rein-
forced during follow-up as symptoms and treatment
evolve.[2,9]

 Pharmacologic Management

Pharmacologic therapy is indicated for patients who
remain symptomatic despite optimized non-pharmaco-
logic strategies or when orthostatic intolerance substan-
tially limits mobility, independence, and quality of
life.[1–2] Because older adults have heightened drug sens-
itivity and multimorbidity, treatment should proceed
gradually, with close monitoring for adverse effects and
SH.[1,24]

 

Table 3    Management pearls and pitfalls in orthostatic blood pressure disorders.

Domain Management pearl Common pitfall

Initial strategy Start with non-pharmacologic strategies whenever
possible.

Starting pressors too early, increasing BP variability, or
worsening SH.

Volume
optimization Encourage fluids and salt when appropriate. Liberal salt or fluid intake in HF or CKD, leading to

decompensation.

Physical
countermeasures Teach active postural and isometric maneuvers. Providing generic advice without practical coping

strategies.

Compression Prefer abdominal binders, with or without stockings. Relying on stockings alone, with minimal benefit.

Medication timing Adjust timing to reduce upright BP drops. Abrupt withdrawal or excessive de-intensification leading
to uncontrolled hypertension or SH.

Pressor therapy Use short-acting agents and avoid doses close to
recumbency.

Using pressors on fixed schedules without regard to SH or
daily pattern.

Mineralocorticoids Use fludrocortisone only with careful monitoring. Edema, hypokalemia, and HF exacerbation.

Pyridostigmine Consider selectively; modest effect. Expecting large BP increases.

Meal-related
symptoms Modify meals and medication timing. Misattributing post-meal symptoms to aging or nonspecific

fatigue.

Supine
hypertension

Head-of-bed elevation and, in selected cases, short-
acting antihypertensives at bedtime. Over-treating SH and worsening morning OH.

Orthostatic
hypertension Monitor variability and context before treating. Managing OHT as ordinary essential hypertension.

Medication review Structured deprescribing of culprit drugs. Adding pressors while offending medications remain.

Frailty Individualize BP targets and expectations. Applying uniform guideline thresholds.

Cognitive
vulnerability Consider posture-related cognitive symptoms. Mislabeling cognitive changes as dementia without

orthostatic BP assessment.

Monitoring Home BP monitoring combined with a symptom
diary. Relying only on clinic readings.

This table summarizes practical therapeutic considerations and common treatment-related pitfalls or unintended consequences. Key
supporting references: (2,9,14,15,24,32,41). BP: blood pressure; CKD: chronic kidney disease; HF: heart failure; OH: orthostatic hypotension;
OHT: orthostatic hypertension; PPH: postprandial hypotension; SH: supine hypertension.
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Midodrine, an α1-adrenergic agonist, increases peri-
pheral vascular resistance and improves standing BP
and orthostatic tolerance.[2,35,38] Its short half-life allows
dosing to be limited to upright hours. Evening doses
should be avoided to reduce the risk of SH.[2,35] Monitor-
ing for urinary retention is advised.[2,16]

Droxidopa, a synthetic precursor of norepinephrine,
enhances sympathetic activity and is particularly useful
in nOH characterized by reduced noradrenaline
release.[2,35,38] Randomized studies report improvements
in standing BP, dizziness, and walking capacity, al-
though the risk of SH requires careful surveillance.[2,35,38]

Fludrocortisone expands intravascular volume by
promoting renal sodium retention. Although useful in
carefully selected patients, it carries important risks, in-
cluding edema, hypokalemia, SH, and HF decompens-
ation, necessitating judicious dosing and regular clinical
and laboratory monitoring.[2,9,14,24]

Pyridostigmine augments cholinergic transmission at
autonomic ganglia and may modestly improve standing
BP without significantly worsening SH, particularly in
milder forms of autonomic impairment. However, clin-
ical benefit is often modest and careful patient selection is
essential.[2,9] Management of coexisting SH aims to limit
nocturnal BP surges, primarily by minimizing nighttime
pressor effects.[14,16] When possible, evening doses of
pressor agents should be avoided, the head of the bed el-
evated, and antihypertensive therapy redistributed to-
ward nighttime when clinically appropriate. In carefully
selected patients, short-acting agents at bedtime (for ex-
ample, transdermal nitroglycerin or clonidine) may be
considered, but the evidence base is limited and close
monitoring is required.[14,16]

In older adults with OH or PPH, careful adjustment of
antihypertensive therapy may improve orthostatic toler-
ance without compromising long-term cardiovascular
protection.[15,47] Conversely, overly aggressive BP lower-
ing may increase vulnerability to hypoperfusion-related
adverse outcomes.[6,48]

 Management of Specific Orthostatic BP Phenotypes

In nOH, management is stepwise and individuali-
zed.[2,16,38] Core measures include adequate hydration,
compression garments, head-up sleeping, bolus water
drinking, and, when indicated, pharmacologic therapy
(most commonly midodrine, droxidopa, or pyridostig-
mine), with careful titration and active surveillance for
SH.[2,16,38]

In patients with OH and coexisting SH, management
requires clear separation of upright and supine BP goals.
Strategies include careful timing and dosing of pressor
agents, avoidance of long-acting antihypertensives, elev-
ation of the head of the bed at night, and prioritizing mo-
bility and symptom control while balancing long-term
cardiovascular risk.[14,16]

Management of OHT is largely non-pharmacologic.
The focus is on avoiding unnecessary escalation of anti-
hypertensive therapy and on reducing triggers that may
provoke excessive sympathetic activation, recognizing
that evidence for specific treatment thresholds remains
limited and that cerebrovascular risk must be con-
sidered.[8,32]

PPH is addressed through meal modification (smaller,
more frequent meals with reduced simple carbo-
hydrates), adequate hydration, and redistribution or
timing of medications when feasible.[14,42–43] In selected re-
fractory cases, agents such as acarbose or caffeine may be
considered, although evidence in older adults remains
limited and potential adverse effects should be weighed
carefully.[41–43]

 ORTHOSTATIC COGNITIVE VULNERABIL-
ITY IN OLDER ADULTS: THE BRAIN UN-
DER ORTHOSTATIC STRESS

Orthostatic BP disorders have implications that ex-
tend beyond cardiovascular health and mobility. Even
modest orthostatic BP reductions may compromise
cerebral perfusion in frail older adults, unmasking lim-
ited cerebrovascular reserve and increasing cognitive
vulnerability.[4,11–12]

 Orthostatic Challenge as a Cerebral Stress Test

Emerging evidence supports the concept that ortho-
static BP instability may act as a clinical stressor for the
aging brain, revealing limited cerebrovascular and auto-
nomic reserve.[4,50] In older adults, autonomic decline (in-
cluding impaired baroreflex sensitivity), vascular stiffen-
ing, and reduced cerebral autoregulation collectively
constrain the ability to maintain stable cerebral perfusion
during postural change.[9,24,30,33]

Consequently, even modest orthostatic BP reductions
may lower cerebral perfusion below the levels sufficient
for optimal cognitive functioning, particularly in very old
or frail individuals and in those with existing cerebrova-
scular disease.[4,13,48] From this perspective, orthostatic BP
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disorders represent not only systemic hemodynamic dis-
turbances but also clinically important challenges to
cerebral perfusion that may contribute to transient cog-
nitive fluctuations and longer-term cognitive vulnerab-
ility.[11–12]

 Acute Effects of Orthostatic BP Dysregulation on
Cognition

Rapid orthostatic reductions in cerebral perfusion
have been linked to transient impairments in attention,
processing speed, executive function, and information
integration.[12,30,50] Clinically, these episodes may present
as slowed responses, cognitive clouding, inattention,
word-finding difficulty, or brief situational disorienta-
tion.[12,30,50] In some individuals, these manifestations lie
on a continuum with presyncope and, more rarely, syn-
cope, reflecting progressively greater cerebral hypoper-
fusion.[12,30,50] Symptoms usually improve after sitting or
lying down and may therefore be misattributed to fa-
tigue, aging, or medication effects in routine clinical
practice.[2,9]

In older adults with impaired cerebrovascular autore-
gulation, even relatively small orthostatic BP reductions
may translate into disproportionate changes in cerebral
blood flow, amplifying symptom burden despite only
modest systemic BP changes.[9,50] These transient disturb-
ances can interfere with daily activities, increase the risk
of falls, and undermine confidence in mobility, particu-
larly among frail or multimorbid individuals.[3,4]

 Vignette 3: The J-curve of cerebral hypoperfusion

An 85-year-old man treated with multiple antihyper-
tensive agents developed episodic confusion and cognit-
ive slowing shortly after standing. Supine BP was 118/64
mmHg, falling to 102/60 mmHg on standing. Although
values did not meet diagnostic criteria for OH, symp-
toms were reproducible and clearly posture-related.
Transcranial Doppler revealed marked reductions in
cerebral blood flow during orthostasis. After cautious
modification of the antihypertensive regimen, cognitive
symptoms markedly improved. This case illustrates that
clinically significant cerebral hypoperfusion may occur
below conventional OH thresholds, especially in very
old adults with limited autoregulatory reserve.

 Key clinical takeaways

• Orthostatic cognitive vulnerability may occur
below diagnostic BP thresholds.

• Posture-related cognitive symptoms should raise
suspicion for cerebral hypoperfusion.

• BP target values in very old or frail adults should
be individualized and reassessed over time.

 Chronic Consequences: Longitudinal Associations
with Cognitive Decline and Dementia

Population-based longitudinal studies underscore the
long-term implications of orthostatic BP dysregulation
for brain health, demonstrating associations with cognit-
ive decline, dementia, and cerebrovascular disease.[11,29] In
the prospective, population-based Rotterdam Study,
lower baseline cerebral perfusion was linked to an in-
creased risk of incident dementia, supporting the hypo-
thesis that recurrent hypoperfusion may contribute to
progressive brain injury.[11]

Cohort studies have reported that OH is linked to
higher risks of dementia, stroke, and accelerated cognit-
ive decline, suggesting that orthostatic BP instability may
have lasting effects on brain structure and function. In
the ARIC cohort, OH was associated with incident de-
mentia (HR = 1.54, 95% CI: 1.20–1.97) and ischemic
stroke (HR = 2.08, 95% CI: 1.65–2.62) over approxim-
ately 25 years of follow-up.[12] Additional population-
based studies show that OH is associated with markers
of white matter injury and small-vessel disease, suggest-
ing a role for cerebral hypoperfusion.[11,29] A recent meta-
analysis of longitudinal studies further confirmed poorer
cognitive performance and a higher risk of cognitive
impairment (OR = 1.28, 95% CI: 1.16–1.41) and incident
dementia (HR = 1.27, 95% CI: 1.16–1.39) among indi-
viduals with OH.[51]

In very old adults, lower treated BP has been associ-
ated with steeper cognitive decline and higher mortality,
highlighting the narrow margin between cardiovascular
protection and cerebral hypoperfusion in advanced
age.[48] Overall, OH may function both as a marker of
vascular–autonomic vulnerability and as a potential con-
tributor to cognitive decline.

 Cerebral Perfusion, Autoregulation, and Blood Pres-
sure Variability

Impaired cerebrovascular autoregulation and re-
duced vasodilatory reserve limit the brain’s ability to
maintain stable perfusion during orthostatic stress, such
that cerebral hypoperfusion may occur even with relat-
ively modest systemic BP declines.[9,50] In patients with
nOH, mechanistic studies suggest reduced cerebral

PERSPECTIVE JOURNAL OF GERIATRIC CARDIOLOGY

  http://www.jgc301.com; jgc@jgc301.com 485



blood flow during standing, underscoring the vulnerab-
ility of cerebral perfusion in this context.[50]

Beyond acute orthostatic changes, BP variability rep-
resents an additional dimension of cerebrovascular risk.
Greater long-term BP variability has been associated
with faster cognitive decline and a higher incidence of
dementia, consistent with cumulative microvascular in-
jury from unstable perfusion pressures.[52] Orthostatic BP
instability likely interacts with these broader BP patterns,
further amplifying cerebral vulnerability in older
adults.[51–52]

 Clinical Implications: Delirium, Mood, Frailty, and
Treatment Thresholds

Clinically, orthostatic cognitive vulnerability is highly
relevant to the care of older adults. Transient cerebral hy-
poperfusion may increase susceptibility to delirium dur-
ing acute illness, perioperative stress, or hospitali-
zation.[1,4,48] Fluctuating attention, slowed processing, and
“on-off” cognitive performance in the upright position
may mimic neurodegenerative progression if orthostatic
BP is not assessed.[9,12,51] In many cases, symptoms im-
prove with sitting or lying down, supporting orthostatic
cerebral hypoperfusion rather than primary cognitive
decline as the underlying mechanism.[9,13,30] (see Supple-
mentary Vignette 6).

Recurrent orthostatic symptoms may lead to activity
avoidance, fear of falling, and reduced participation in
daily activities. Behavioral adaptations are often accom-
panied by social withdrawal and low mood, which may
gradually lead to functional decline.[3–5]

In routine practice, orthostatic cognitive vulnerability
in older adults is often recognized through subtle func-
tional changes rather than formal cognitive testing. Pa-
tients may become quieter, and less alert when upright,
hold on to furniture or caregivers, struggle to follow
physiotherapy instructions, or experience postprandial
drowsiness. Such seemingly nonspecific behaviors may
reflect orthostatic cerebral hypoperfusion and should
prompt targeted orthostatic BP assessment.

In frail older adults, orthostatic BP reductions may ac-
celerate loss of intrinsic capacity, reflecting reduced
physiological reserve. This may result in worsening mo-
bility and independence, particularly when other geriat-
ric syndromes are present.[4–5]

Importantly, clinically significant cognitive and func-
tional effects may occur at BP levels that do not meet dia-
gnostic criteria for OH.[6,47–48] This highlights the need for

individualized BP targets and symptom-guided man-
agement in older adults, particularly in those with cog-
nitive impairment, cerebrovascular disease, or high BP
variability.[6,47–48] Recognition of orthostatic cognitive vul-
nerability therefore supports a shift away from rigid
hemodynamic thresholds toward a function-centered
approach that prioritizes preservation and improvement
of cerebral perfusion, mobility, participation in daily life,
and cognitive stability as key therapeutic goals.[2,9]

 FUTURE PERSPECTIVES

Future work should improve the recognition and lon-
gitudinal characterization of orthostatic BP disorders in
older adults, which remain frequently underdiagnosed
and inconsistently monitored.[4,26] Routine clinic assess-
ments capture only brief hemodynamic “snapshots” and
may underestimate the dynamic, context-dependent
nature of orthostatic BP responses, especially in older
adults with frailty or reduced autonomic reserve.[4,26]

Clinically relevant BP declines and related symptoms,
including cognitive fluctuations, often occur in everyday
situations rather than during formal testing.[4] Morning
volume depletion, prolonged standing, rehabilitation
activities, and postprandial states can provoke transient
episodes of hypotension or cerebral hypoperfusion that
are easily missed at routine visits.[4,13] As a result, the daily
impact of orthostatic BP instability in older adults is
likely underestimated.[4]

Methodological advances may help bridge this gap.
Repeated or continuous BP measurements (such as beat-
to-beat recordings and structured home BP monitoring)
may capture rapid transitions and short-duration phe-
nomena that would otherwise be missed.[2,9,30] These ap-
proaches are particularly useful for characterizing BP
variability over time, which has been increasingly linked
to cognitive decline and dementia through cumulative
cerebrovascular injury.[30,48,52]

Digital tools may further extend monitoring beyond
the clinic. Wearable sensors and home BP devices with
posture-linked recordings, combined with simple symp-
tom diaries, can reveal patterns during morning routines,
meals, and periods of activity.[2,9] When integrated
thoughtfully into clinical care, these tools may support
earlier recognition, improve patient engagement, and
more timely therapeutic adjustment.[2,26]

Data-driven analytic approaches applied to longitud-
inal datasets may help move the field from binary BP
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thresholds toward trajectory-based risk stratification,
helping to explain why individuals with similar BP val-
ues experience divergent outcomes and informing more
personalized treatment targets.[11,14,53–54] Beyond im-
proved detection, future work should clarify which pa-
tients are most likely to benefit from targeted interven-
tions. Strategies for deprescribing antihypertensive med-
ications and setting individualized BP targets should be
carefully evaluated, particularly in frail adults who may
be especially susceptible to harm from cerebral hypop-
erfusion.[15,24,47] Pragmatic trials incorporating cognitive
outcomes, falls, daily function, and quality of life, rather
than BP alone, are especially needed.[11,24,48]

Finally, integrating orthostatic BP assessment into falls
prevention, rehabilitation programs, memory clinics, and
post-hospital transitions may support earlier recognition
of reduced autonomic resilience.[4,26,54] Approaches
aligned with frailty and intrinsic-capacity frameworks
may facilitate pragmatic, function-focused interventions
aimed at preserving mobility, cognition, and independ-
ence.[3,5–6,55–56]

Looking ahead, key priorities include better capturing
real-world BP patterns, clarifying their links to cognitive
and functional outcomes, and developing practical, val-
idated approaches for everyday clinical care in older
adults.

 CONCLUSION

Orthostatic blood pressure disorders in older adults
represent more than isolated abnormalities of blood
pressure regulation. They reflect reduced physiological
reserve arising from the interaction of age-related auto-
nomic dysfunction, vascular changes, multimorbidity,
and medication effects. As a result, orthostatic stress may
lead to clinically important consequences even in the ab-
sence of large blood pressure declines.

Across phenotypes, orthostatic BP disorders are char-
acterized by impaired cardiovascular and cerebrovas-
cular compensation, leading to falls, mobility limitation,
transient cerebral hypoperfusion, and cognitive vulner-
ability. They may also affect myocardial perfusion, limit
optimization of heart failure therapy, and complicate hy-
pertension management.

In frail and very old adults, symptoms and functional
impairment may occur below conventional diagnostic
thresholds, underscoring the limitations of rigid hemo-
dynamic cutoffs. Accurate clinical assessment therefore

requires standardized yet flexible evaluation strategies
that incorporate supine and upright measurements,
heart-rate responses, repeated testing, and careful atten-
tion to real-world triggers. Recognition of overlapping
orthostatic phenotypes is essential to avoid misclassific-
ation and unsafe management decisions.

Management in older adults should prioritize upright
tolerance, systemic and cerebral perfusion, mobility, and
cognitive stability rather than blood pressure normaliza-
tion alone. A phenotype-oriented, function-centered ap-
proach, combining medication review, non-pharmaco-
logic strategies, and cautious pharmacologic therapy, of-
fers the greatest potential to improve outcomes while
minimizing harm. Integrating orthostatic assessment in-
to the routine care of older adults supports earlier identi-
fication of impaired hemodynamic reserve, informs in-
dividualized treatment decisions, and may help pre-
serve upright perfusion, mobility, cognition, independ-
ence, and quality of life.

 CONFLICT OF INTERESTS

None.

REFERENCES 

 Dani M, Dirksen A, Taraborrelli P, et al. Orthostatic hypo-
tension  in  older  people:  considerations,  diagnosis  and
management. Clin Med Lond Engl 2021; 21: e275−e282.

[1]

 Freeman R, Abuzinadah AR, Gibbons C, et al. Orthostatic
Hypotension:  JACC  State-of-the-Art  Review. J  Am  Coll
Cardiol 2018; 72: 1294−1309.

[2]

 Buso  G,  Agabiti-Rosei  C,  Muiesan  ML. Putting  frailty  at
the forefront of hypertension management in the elderly.
Eur J Intern Med 2024; 129: 25−27.

[3]

 Damanti S, Consonni D, Valentini A, et al. Orthostatic hy-
potension,  an  often-neglected  problem  in  community-
dwelling older people: discrepancies between studies and
real life. J Geriatr Cardiol 2018; 15: 644−646.

[4]

 Peters  R,  Anstey KJ,  Booth A, et  al. Orthostatic hypoten-
sion and symptomatic subclinical orthostatic hypotension
increase risk of cognitive impairment: an integrated evid-
ence review  and  analysis  of  a  large  older  adult  hyper-
tensive cohort. Eur Heart J 2018; 39: 3135−3143.

[5]

 Li  L,  Duan  L,  Xu  Y, et  al. Hypertension  in  frail  older
adults: current perspectives. Peer J 2024; 12: e17760.

[6]

 Gibbons  CH,  Schmidt  P,  Biaggioni  I, et  al. The recom-
mendations of  a  consensus  panel  for  the  screening,  dia-
gnosis, and treatment  of  neurogenic  orthostatic  hypoten-
sion  and  associated  supine  hypertension. J  Neurol 2017;
264: 1567−1582.

[7]

 Jordan J, Biaggioni I, Kotsis V, et al. Consensus statement
on the definition of orthostatic hypertension endorsed by
the American  Autonomic  Society  and  the  Japanese  Soci-
ety of Hypertension. Hypertens Res Off J Jpn Soc Hyper-

[8]

PERSPECTIVE JOURNAL OF GERIATRIC CARDIOLOGY

  http://www.jgc301.com; jgc@jgc301.com 487

https://doi.org/10.7861/clinmed.2020-1044
https://doi.org/10.1016/j.ejim.2024.09.006
https://doi.org/10.1093/eurheartj/ehy418
https://doi.org/10.7717/peerj.17760
https://doi.org/10.1007/s00415-016-8375-x
https://doi.org/10.1038/s41440-022-01074-0
https://doi.org/10.1038/s41440-022-01074-0


tens 2023; 46: 291−294.
 Wieling  W,  Kaufmann  H,  Claydon  VE, et  al. Diagnosis
and  treatment  of  orthostatic  hypotension. Lancet  Neurol
2022; 21: 735−746.

[9]

 Vidal-Petiot E, Pathak A, Azulay JP, et al. Orthostatic hy-
potension:  Review  and  expert  position  statement. Rev
Neurol (Paris) 2024; 180: 53−64.

[10]

 Wolters FJ, Zonneveld HI, Hofman A, et al. Cerebral per-
fusion  and  the  risk  of  dementia:  a  population-based
study. Circulation 2017; 136: 719−728.

[11]

 Rawlings AM, Juraschek SP, Heiss G, et al. Association of
orthostatic  hypotension  with  incident  dementia,  stroke,
and cognitive decline. Neurology 2018; 91: e759−768.

[12]

 Van  Lieshout  JJ,  Wieling  W,  Karemaker  JM,  Secher  NH.
Syncope,  cerebral  perfusion,  and  oxygenation. J  Appl
Physiol Bethesda Md 2003; 94: 833−848.

[13]

 Park  JW,  Okamoto  LE,  Biaggioni  I. Advances  in  the
pathophysiology and  management  of  supine  hyperten-
sion in patients with neurogenic orthostatic hypotension.
Curr Hypertens Rep 2022; 24: 45−54.

[14]

 Sheppard  JP,  Benetos  A,  McManus  RJ. Antihypertensive
deprescribing in older adults: a practical guide. Curr Hy-
pertens Rep 2022; 24: 571−580.

[15]

 Fanciulli  A,  Jordan  J,  Biaggioni  I, et  al. Consensus state-
ment on  the  definition  of  neurogenic  supine  hyperten-
sion in cardiovascular autonomic failure by the American
Autonomic Society (AAS) and the European Federation of
Autonomic  Societies  (EFAS):  Endorsed  by  the  European
Academy of Neurology (EAN) and the European Society
of Hypertension (ESH). Clin Auton Res Off J  Clin Auton
Res Soc 2018; 28: 355−362.

[16]

 Ricci  F,  De  Caterina  R,  Fedorowski  A. Orthostatic hypo-
tension:  epidemiology,  prognosis,  and  treatment. J  Am
Coll Cardiol 2015; 66: 848−860.

[17]

 Saedon  NI,  Pin  Tan  M,  Frith  J. The prevalence  of  ortho-
static hypotension: a systematic review and meta-analysis.
J Gerontol A Biol Sci Med Sci 2020; 75: 117−122.

[18]

 Wiersinga J, Jansen S, Peters MJL, et al. Hypertension and
orthostatic hypotension  in  the  elderly:  a  challenging  bal-
ance. Lancet Reg Health Eur 2025; 48: 101154.

[19]

 Feldstein  C,  Weder  AB. Orthostatic hypotension:  a  com-
mon, serious  and  underrecognized  problem  in  hospital-
ized patients. J Am Soc Hypertens 2012; 6: 27−39.

[20]

 Williams  B,  Mancia  G,  Spiering  W, et  al. 2018  ESC/ESH
Guidelines  for  the  management  of  arterial  hypertension.
Eur Heart J 2018; 39: 3021−3104.

[21]

 Writing Committee Members*, Jones DW, Ferdinand KC,
Taler  SJ,  Johnson  HM,  Shimbo  D, et  al. 2025
AHA/ACC/AANP/AAPA/ABC/ACCP/ACPM/AGS/
AMA/ASPC/NMA/PCNA/SGIM Guideline for the Pre-
vention,  Detection,  Evaluation and Management of  High
Blood Pressure in Adults: A Report of the American Col-
lege  of  Cardiology/American  Heart  Association  Joint
Committee  on  Clinical  Practice  Guidelines. Hypertens
Dallas Tex 2025; 82: e212−316.

[22]

 Mancia  G,  Kreutz  R,  Brunström  M, et  al. 2023  ESH
Guidelines  for  the  management  of  arterial  hypertension
The Task Force for the management of arterial hyperten-
sion  of  the  European  Society  of  Hypertension:  Endorsed
by  the  International  Society  of  Hypertension  (ISH)  and
the European Renal Association (ERA). J Hypertens 2023;

[23]

41: 1874−2071.
 Benetos A, Petrovic M, Strandberg T. Hypertension man-
agement  in  older  and  frail  older  patients. Circ  Res 2019;
124: 1045−1060.

[24]

 Beretta  MV,  Milan  VB,  Hoffmeister  MC,  Rodrigues  TC.
Orthostatic  hypotension,  falls  and  in-hospital  mortality
among elderly patients with and without type 2 diabetes.
J Hypertens 2023; 41: 388−392.

[25]

 Wahba  A,  Shibao  CA,  Muldowney  JAS, et  al. Manage-
ment of  orthostatic  hypotension  in  the  hospitalized  pa-
tient: a narrative review. Am J Med 2022; 135: 24−31.

[26]

 Jones  CD,  Loehr  L,  Franceschini  N, et  al. Orthostatic hy-
potension  as  a  risk  factor  for  incident  heart  failure:  the
atherosclerosis risk in communities study. Hypertens Dal-
las Tex 2012; 59: 913−918.

[27]

 Juraschek SP, Hu JR, Cluett JL, et al. Orthostatic hypoten-
sion, hypertension treatment, and cardiovascular disease:
an individual participant meta-analysis. JAMA 2023; 330:
1459−1471.

[28]

 Wolters  FJ,  Mattace-Raso  FUS,  Koudstaal  PJ, et  al. Heart
Brain  Connection  Collaborative  Research  Group. Ortho-
static Hypotension and the Long-Term Risk of Dementia:
A Population-Based Study. PLoS Med 2016; 13: e1002143.

[29]

 Claassen  JAHR,  Thijssen  DHJ,  Panerai  RB,  Faraci  FM.
Regulation of cerebral blood flow in humans: physiology
and  clinical  implications  of  autoregulation. Physiol  Rev
2021; 101: 1487−1559.

[30]

 Kario K, Eguchi K, Hoshide S, et al. U-curve relationship
between  orthostatic  blood  pressure  change  and  silent
cerebrovascular disease  in  elderly  hypertensives:  ortho-
static  hypertension  as  a  new cardiovascular  risk  factor. J
Am Coll Cardiol 2002; 40: 133−141.

[31]

 Palatini  P. Orthostatic  hypertension:  a  newcomer  among
the hypertension phenotypes. Hypertens Dallas Tex 2023;
80: 1993−2002.

[32]

 Monahan  KD. Effect  of  aging  on  baroreflex  function  in
humans. Am J  Physiol  Regul  Integr  Comp Physiol 2007;
293: R3−12.

[33]

 Norcliffe-Kaufmann L,  Millar Vernetti  P,  Palma JA, et  al.
Afferent  baroreflex  dysfunction:  decreased  or  excessive
signaling  results  in  distinct  phenotypes. Semin  Neurol
2020; 40: 540−549.

[34]

 Metzler  M,  Duerr  S,  Granata  R, et  al. Neurogenic ortho-
static  hypotension:  pathophysiology,  evaluation,  and
management. J Neurol 2013; 260: 2212−2219.

[35]

 Oliveros E, Patel H, Kyung S, et al. Hypertension in older
adults:  Assessment,  management,  and  challenges. Clin
Cardiol 2020; 43: 99−107.

[36]

 Verma  AK,  Garg  A,  Xu  D, et  al. Skeletal  muscle  pump
drives control of cardiovascular and postural systems. Sci
Rep 2017; 7: 45301.

[37]

 Low PA.  Neurogenic  orthostatic  hypotension:  patho-
physiology and diagnosis.  Am J  Manag Care 2015;  21(13
Suppl): S248-S257.

[38]

 Goldstein  DS,  Pechnik  S,  Holmes  C, et  al. Association
between supine  hypertension  and  orthostatic  hypoten-
sion in autonomic failure. Hypertens Dallas Tex 2003; 42:
136−142.

[39]

 Vallelonga F, Maule S. Diagnostic and therapeutical man-
agement  of  supine  hypertension  in  autonomic  failure:  a
review of the literature. J Hypertens 2019; 37: 1102−1111.

[40]

JOURNAL OF GERIATRIC CARDIOLOGY PERSPECTIVE

488 http://www.jgc301.com; jgc@jgc301.com  

https://doi.org/10.1038/s41440-022-01074-0
https://doi.org/10.1016/S1474-4422(22)00169-7
https://doi.org/10.1016/j.neurol.2023.11.001
https://doi.org/10.1016/j.neurol.2023.11.001
https://doi.org/10.1161/CIRCULATIONAHA.117.027448
https://doi.org/10.1212/wnl.0000000000007285
https://doi.org/10.1152/japplphysiol.00260.2002
https://doi.org/10.1152/japplphysiol.00260.2002
https://doi.org/10.1007/s11906-022-01168-7
https://doi.org/10.1007/s11906-022-01215-3
https://doi.org/10.1007/s11906-022-01215-3
https://doi.org/10.1007/s11906-022-01215-3
https://doi.org/10.1007/s10286-018-0529-8
https://doi.org/10.1007/s10286-018-0529-8
https://doi.org/10.1093/gerona/gly188
https://doi.org/10.1016/j.lanepe.2024.101154
https://doi.org/10.1016/j.jash.2011.08.008
https://doi.org/10.1093/eurheartj/ehy339
https://doi.org/10.1161/hyp.0000000000000076
https://doi.org/10.1161/hyp.0000000000000076
https://doi.org/10.1097/HJH.0000000000003480
https://doi.org/10.1161/CIRCRESAHA.118.313236
https://doi.org/10.1097/HJH.0000000000003338
https://doi.org/10.1016/j.amjmed.2021.07.030
https://doi.org/10.1161/HYPERTENSIONAHA.111.188151
https://doi.org/10.1161/HYPERTENSIONAHA.111.188151
https://doi.org/10.1161/HYPERTENSIONAHA.111.188151
https://doi.org/10.1001/jama.2023.18497
https://doi.org/10.1152/physrev.00022.2020
https://doi.org/10.1016/S0735-1097(02)01923-X
https://doi.org/10.1016/S0735-1097(02)01923-X
https://doi.org/10.1161/HYPERTENSIONAHA.123.21537
https://doi.org/10.1152/ajpregu.00031.2007
https://doi.org/10.1055/s-0040-1713892
https://doi.org/10.1007/s00415-012-6736-7
https://doi.org/10.1002/clc.23303
https://doi.org/10.1002/clc.23303
https://doi.org/10.1038/srep45301
https://doi.org/10.1038/srep45301
https://doi.org/10.1161/01.HYP.0000081216.11623.C3
https://doi.org/10.1097/HJH.0000000000002008


 Mathias  CJ. Postprandial  hypotension. Pathophysiologic-
al mechanisms  and  clinical  implications  in  different  dis-
orders. Hypertens Dallas Tex 1991; 18: 694−704.

[41]

 Fisher  AA,  Davis  MW,  Srikusalanukul  W,  Budge  MM.
Postprandial  hypotension  predicts  all-cause  mortality  in
older, low-level care residents. J Am Geriatr Soc 2005; 53:
1313−1320.

[42]

 Awosika  A,  Adabanya  U,  Millis  RM, et  al. Postprandial
hypotension:  an  underreported  silent  killer  in  the  aged.
Cureus 2023; 15: e35411.

[43]

 Huang L, Li S, Xie X, et al. Prevalence of postprandial hy-
potension in older adults:  a systematic review and meta-
analysis. Age Ageing 2024; 53: afae022.

[44]

 Peri-Okonny PA, Patel KK, Jones PG, et al. Low diastolic
blood pressure is associated with angina in patients with
chronic  coronary  artery  disease. J  Am Coll  Cardiol 2018;
72: 1227−1132.

[45]

 Cautela J,  Tartiere JM, Cohen-Solal A, et al. Management
of low blood pressure in ambulatory heart failure with re-
duced ejection fraction patients. Eur J Heart Fail 2020; 22:
1357−1365.

[46]

 Kremer  KM,  Braisch  U,  Rothenbacher  D, et  al. Systolic
blood  pressure  and  mortality  in  community-dwelling
older adults:  frailty as an effect modifier. Hypertens Dal-
las Tex 2022; 79: 24−32.

[47]

 Streit S,  Poortvliet  RKE,  Gussekloo  J.  Lower  blood  pres-
sure during antihypertensive treatment is associated with
higher  all-cause mortality  and  accelerated  cognitive  de-
cline  in  the  oldest-old.  Data  from  the  Leiden  85-plus
Study. Age Ageing. 2018; 47(4): 545–550.

[48]

 Mitchell A, Elmasry Y, van Poelgeest E, Welsh TJ. Antico-
agulant  use  in  older  persons  at  risk  for  falls:  therapeutic
dilemmas-a  clinical  review. Eur  Geriatr  Med 2023; 14:
683−696.

[49]

 Baker JR, Beach PA, Ranada SI, et al. Cerebral blood flow
dynamics in  neurogenic  orthostatic  hypotension:  a  sys-
tematic  review  and  meta-analysis. Hypertens  Dallas  Tex
2025; 82: 106−117.

[50]

 Duval  GT,  Raud E,  Gohier  H, et  al. Orthostatic hypoten-
sion  and  cognitive  impairment:  Systematic  review  and
meta-analysis of longitudinal studies. Maturitas 2024; 185:
107866.

[51]

 Ma  Y,  Tully  PJ,  Hofman  A,  Tzourio  C. Blood  pressure
variability  and  dementia:  a  state-of-the-art  review. Am  J
Hypertens 2020; 33: 1059−1066.

[52]

 Brailsford  B,  East  EJ,  Clayton  J,  Sathyanarayanan  A. Or-
thostatic hypotension-an approach to work up and man-
agement. Br J Hosp Med Lond Engl 2025; 86: 1−9.

[53]

 Min M, Shi T, Sun C, et al. The association between ortho-
static  hypotension and cognition and stroke:  a  meta-ana-
lysis  of  prospective  cohort  studies. Blood  Press 2020; 29:
3−12.

[54]

 Leung  AYM,  Su  JJ,  Lee  ESH, et  al. Intrinsic  capacity  of
older  people  in  the  community  using  WHO  Integrated
Care  for  Older  People  (ICOPE)  framework:  a  cross-sec-
tional study. BMC Geriatr 2022; 22: 304.

[55]

 Tavassoli  N,  de  Souto  Barreto  P,  Berbon  C, et  al. Imple-
mentation  of  the  WHO  integrated  care  for  older  people
(ICOPE)  programme  in  clinical  practice:  a  prospective
study. Lancet Healthy Longev 2022; 3: e394−404.

[56]

Please cite  this  article  as: Kabaklić A,  Mušić T.  Orthostatic  blood pressure  disorders  in  older  adults:  clinical  phenotypes,  diagnostic
challenges, and cognitive and functional implications. J Geriatr Cardiol 2026; 23(7): 474−489. DOI: 10.26599/1671-5411.2026.07.004

PERSPECTIVE JOURNAL OF GERIATRIC CARDIOLOGY

  http://www.jgc301.com; jgc@jgc301.com 489

https://doi.org/10.1111/j.1532-5415.2005.53415.x
https://doi.org/10.7759/cureus.35411
https://doi.org/10.1093/ageing/afae022
https://doi.org/10.1016/j.jacc.2018.05.075
https://doi.org/10.1002/ejhf.1835
https://doi.org/10.1161/HYPERTENSIONAHA.121.17530
https://doi.org/10.1161/HYPERTENSIONAHA.121.17530
https://doi.org/10.1161/HYPERTENSIONAHA.121.17530
https://doi.org/10.1007/s41999-023-00811-z
https://doi.org/10.1161/HYPERTENSIONAHA.124.23188
https://doi.org/10.1016/j.maturitas.2023.107866
https://doi.org/10.1093/ajh/hpaa119
https://doi.org/10.1093/ajh/hpaa119
https://doi.org/10.12968/hmed.2024.0602
https://doi.org/10.1080/08037051.2019.1689808
https://doi.org/10.1186/s12877-022-02980-1
https://doi.org/10.1016/S2666-7568(22)00097-6

	EPIDEMIOLOGY
	REVIEW APPROACH
	PATHOPHYSIOLOGY
	Autonomic and Cardiovascular Mechanisms Underlying Orthostatic Blood Pressure Dysregulation
	Neurogenic orthostatic hypotension
	Supine Hypertension in Orthostatic Hypotension
	Orthostatic Hypertension
	Postprandial Hypotension

	CLINICAL PRESENTATION IN OLDER ADULTS
	Cardiovascular Implications for Cardiology Practice

	DIAGNOSTIC EVALUATION OF ORTHOSTATIC BLOOD PRESSURE DISORDERS
	Heart Rate Response in Orthostatic Hypotension: Diagnostic Implications
	Recognition of Overlapping Orthostatic Blood Pressure Phenotypes and Symptom-guided Interpretation
	Diagnostic Pitfalls
	Vignette 1: Severe orthostatic hypotension with marked supine hypertension
	Presentation
	Assessment
	Management
	Outcome
	Key clinical takeaways

	Vignette 2: Heart failure decompensation unmasking severe orthostatic hypotension
	Presentation
	Assessment
	Management
	Outcome
	Key clinical takeaways


	MANAGEMENT OF ORTHOSTATIC BLOOD PRESSURE DISORDERS IN OLDER ADULTS
	Non-pharmacologic Management
	Pharmacologic Management
	Management of Specific Orthostatic BP Phenotypes

	ORTHOSTATIC COGNITIVE VULNERABILITY IN OLDER ADULTS: THE BRAIN UNDER ORTHOSTATIC STRESS
	Orthostatic Challenge as a Cerebral Stress Test
	Acute Effects of Orthostatic BP Dysregulation on Cognition
	Vignette 3: The J-curve of cerebral hypoperfusion
	Key clinical takeaways
	Chronic Consequences: Longitudinal Associations with Cognitive Decline and Dementia
	Cerebral Perfusion, Autoregulation, and Blood Pressure Variability
	Clinical Implications: Delirium, Mood, Frailty, and Treatment Thresholds

	FUTURE PERSPECTIVES
	CONCLUSION
	CONFLICT OF INTERESTS
	REFERENCES

