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Abstract: More than 1.5 billion people live with some degree of hearing loss, yet most cases reach audiology only after years 
of delay, and the resulting cascade of cognitive, social, and functional decline accounts for a sizable share of preventable 
dementia risk in later life. We propose that an unusually loud speaking voice, a behavioral expression of the Lombard effect, 
can serve as an early observational cue prompting audiological referral. The response is largely involuntary and may persist 
even when the patient denies any subjective hearing difficulty, which makes it a candidate signal during routine clinical and 
family encounters. We outline three areas of practical relevance: earlier detection of treatable conductive losses, better align-
ment of treatment with periods of central auditory plasticity, and caregiver education that reframes loud speech as a clinical 
signal rather than a personality issue. We also set out the limits of the proposal, including the absence of formal sensitivity 
and specificity data and the need for cross-cultural validation. The argument is hypothesis-generating, and is intended to 
motivate prospective studies that combine acoustic voice analysis, audiometry, and longitudinal cognitive outcomes.
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1. Introduction
We propose that an elevated speaking voice, a behavioral expression of the Lombard effect, can function as an early cue 

for the secondary prevention of cognitive, psychosocial, and functional decline that follows untreated hearing impairment. 
Our argument is not concerned with preventing or reversing cochlear damage. It concerns earlier clinical recognition, with 
the practical aim of slowing downstream consequences once hearing has begun to fail. The World Health Organization 
estimates that more than 1.5 billion people currently live with some degree of hearing loss, and projects that this figure will 
approach 2.5 billion by 2050, with roughly 700 million experiencing disabling impairment. Even so, hearing loss continues 
to be missed in primary care, and patients in many high-income settings wait between seven and ten years from the onset 
of symptoms before seeking a first audiological consultation. Untreated hearing loss is among the strongest modifiable 
risk factors for cognitive decline, social withdrawal, and depression in older adults. The Lancet Commission on Dementia 
Prevention places hearing loss in midlife among the leading modifiable contributors to dementia, with an estimated population 
attributable fraction of around 8 percent, greater than that of smoking, hypertension, or physical inactivity [1]. Our central 
claim is therefore narrow but practical: compensatory changes in vocal output may open an observational window through 
which clinicians and families can act earlier, and at lower cost, than current pathways allow.

2. Why the loud voice appears before the patient notices
The Lombard effect refers to the involuntary increase in vocal intensity that occurs when auditory feedback is reduced. 

The behavior is driven by sensorimotor circuits that link the auditory cortex to the motor pathways governing phonation 
[2], and the elevation in loudness reflects automatic physiological compensation rather than deliberate adjustment [3]. This 
automaticity has direct clinical implications. Because the response operates below the threshold of conscious self-monitoring, 
patients frequently raise their voices without realizing they are doing so, and may continue to deny any hearing difficulty 
when asked directly during a consultation. Early data suggests that such compensatory shifts in voice can appear during a 
prodromal phase, before the person becomes subjectively aware of the loss. The exact timing of this interval is, however, 
not yet established, and any reference to a window of three to five years should be read as a working hypothesis awaiting 
longitudinal confirmation in human cohorts [4].

3. Where earlier recognition could change outcomes
Three clinical implications follow. First, attention to vocal behavior during routine encounters can prompt audiological 



Volume 7 Issue 2 | 2026 | 225 Journal of Clinical Medicine Research

referral before pathology becomes irreversible. This matters for the 15 to 20 percent of cases in which the underlying loss 
is conductive, caused by impacted cerumen, middle ear effusion, or early otosclerosis. Such conditions are often missed in 
primary care yet respond well to simple measures, including cerumen removal, tympanostomy, or stapedectomy, with low 
cost and minimal burden to the patient [5]. Second, earlier recognition can place treatment closer to the period in which 
central auditory pathways retain greater plasticity. Earlier hearing aid use has been linked to better preservation of speech 
discrimination and cortical processing, while delayed amplification has been associated with measurable atrophy of auditory 
association cortices. Whether discrete critical windows for intervention exist, and where their boundaries lie, remains under 
active study and cannot yet be stated with confidence [4]. Third, when caregivers are taught to interpret loud speech as 
physiological compensation rather than as rudeness or personality, referral rates rise. Informed family members are far more 
likely to initiate formal evaluation, and sustained social engagement appears to mediate part of the relationship between 
hearing loss and dementia.¹ Reframing the loud voice as a clinical signal, rather than a source of friction at home, also tends 
to reduce stigma within families and improve adherence to later rehabilitation.

4. From observation to practice
Implementation depends on coordination between clinical and community settings. Vocal behavior can be incorporated 

into routine intake by training primary care staff and geriatric case managers to record speaking volume at the start of a 
consultation, and to act on elevated loudness using validated short instruments, such as the Hearing Handicap Inventory for 
the Elderly Screening Version or pure-tone screening at 1, 2, and 4 kHz [6]. Outside the clinic, caregiver education delivered 
through senior centers, community pharmacies, and primary care waiting areas has been linked to more family-initiated 
assessments and to fewer communication-related conflicts at home. The ACHIEVE randomized trial offers the strongest 
recent evidence that timing matters: among older adults with untreated moderate hearing loss, hearing intervention reduced 
three-year cognitive decline by 48 percent compared with controls, and the benefit was greater when treatment began earlier 
[7]. The trial supports the case for earlier identification, but it does not yet permit firm causal statements about specific 
timing thresholds, and the findings will need replication across different languages, cultures, and health systems before broad 
recommendations can be drawn.

Figure 1. Conceptual pathway linking compensatory vocal elevation to secondary prevention of the cascade following untreated hearing loss.

Reduced auditory feedback from cochlear or conductive loss (1) elicits an involuntary rise in vocal intensity through 
the Lombard effect (2). Four intervention nodes are placed along the clinical timeline (3): a tentative three-to-five-year 
prodromal phase, behavioral detection, audiological evaluation, and timely treatment. The lower panel contrasts the Untreated 
Path, associated with cognitive decline, social withdrawal, depression, and an 8 percent population attributable fraction for 
dementia, with the Early Identified Path, associated with preserved speech discrimination, sustained social engagement, and 
the 48 percent reduction in three-year cognitive decline reported in the ACHIEVE trial. The figure is conceptual rather than 
diagnostic.
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5. What this proposal cannot yet claim
Several limitations should be stated plainly. A loud speaking voice does not by itself signal hearing loss. It can reflect 

cultural conventions, individual personality, psychiatric or neurological conditions, exposure to noisy environments, or 
simply the situation in which the conversation takes place. The sensitivity and specificity of vocal loudness as a stand-alone 
screening parameter have not been formally established, and using it without an accompanying audiological test risks both 
over-referral and missed cases. The proposal that compensatory loudness can serve as a prodromal biomarker also remains 
speculative; it requires prospective testing before it can guide clinical practice, and we therefore make no recommendation 
for its routine use at present. Cross-cultural validation will be particularly important, since baseline conversational loudness 
differs measurably between linguistic communities. The argument advanced here is hypothesis-generating, intended to 
encourage research into behavioral markers as a complement to, not a replacement for, established screening procedures.

6. Conclusion
The broader point is that well-characterized physiology can sometimes be turned into low-cost clinical practice. 

Compensatory vocal elevation is one such signal among several. Read alongside repeated requests for repetition, family 
reports of increased television volume, and withdrawal from group conversation, it may justify audiological follow-up 
earlier than current practice typically allows. As pharmacological treatments aimed at cochlear pathophysiology move 
closer to clinical use, the ability to identify suitable candidates at an earlier stage of disease will become more valuable. 
Behavioral markers are inexpensive and require no special equipment; they may prove useful as a first prompt toward 
audiological assessment, not as a substitute for it. Prospective studies that combine acoustic voice analysis with audiometric 
and longitudinal cognitive data will be needed to determine whether systematic attention to compensatory loudness can 
meaningfully shift the timing of diagnosis and limit the cascade that follows untreated hearing loss.
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