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Abstract

The history of Parkinson’s disease is deeply connected to Jean Martin Charcot. Building on
James Parkinson’s Essay on the Shaking Palsy, Charcot transformed a loosely described
disorder into a coherent clinical syndrome, recognizing that “the essential clinical elements of
the disease had already been described” by Parkinson. His synthesis of clinical observation,
autopsy material, and earlier accounts established a diagnostic framework that remains central
to modern teaching. Charcot refined the description of rest tremor, distinguishing it from the
tremor observed in multiple sclerosis and cerebellar disorders, and underscored the role of
emotional excitation in modulating symptom severity. His descriptions of posture, gait, rigidity,
and facial expression remain strikingly accurate. He also used visual media—including clinical
illustrations and a commissioned sculpture—to convey the typical Parkinsonian posture.
Despite extensive pathological investigations, Charcot and his collaborators could not identify
the underlying lesion, a gap later filled by the work of Paul Oscar Blocq (1860-1896), Gheorge
Marinescu (1863-1938), and Constantin Tretiakoff (1892-1956) on substantia nigra
degeneration. His therapeutic explorations ranged from plant alkaloids with transient benefit to
mechanical vibration devices that anticipated later neuromodulatory approaches. Charcot’s
methodological clarity and clinical precision continue to shape contemporary understanding of
Parkinson’s disease.
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The history of Parkinson’s disease is closely intertwined with the work of Jean-Martin Charcot
(1825-1893) and the Parisian neurological school of the late nineteenth century. Speaking about
Parkinson’s disease inevitably leads to reflecting on the relationship between Charcot and the
earlier observations of James Parkinson (1755-1824). Although Parkinson had published his
seminal monograph, An Essay on the Shaking Palsy, it was Charcot and his students who
systematized the condition and gave it the clinical form in which it is recognized today.

One interesting historical point is that Charcot himself refused to name the disease after himself.
Instead, he insisted that the disorder should bear Parkinson’s name. The reasons for this decision
were probably several, but they likely reflected Charcot’s cultural and intellectual background.
In the small treatise written by Parkinson in 1817, Charcot recognized that the essential clinical
elements of the disease had already been described. Many of the symptoms that Charcot later
discussed in his lectures were, in fact, derived from Parkinson’s original observations.

It is also worth remembering that Parkinson was not only a physician. He was in many respects
a naturalist and geologist, and his scientific interests extended well beyond medicine. Indeed,
in museums dedicated to geological discoveries, collections associated with Parkinson can still
be found. He practiced general medicine, but his scientific curiosity extended across several
disciplines. Charcot likely recognized that an observer who was not confined within the strict
boundaries of academic medicine could still make an important cultural and scientific
contribution to the identification of disease.

Charcot’s lasting influence stems not only from his originality but from his ability to synthesize
disparate observations into coherent clinical entities. Even in today’s environment—defined by
instantaneous access to vast digital resources and the growing role of artificial intelligence—
the act of synthesis remains essential. Information alone does not produce understanding; it
must be organized, interpreted, and integrated.

Charcot excelled precisely at this. He gathered clinical descriptions, autopsy findings, and
earlier accounts—most notably Parkinson’s—and shaped them into a unified diagnostic
framework. The clinical picture he articulated continues to underpin the diagnosis of
Parkinson’s disease nearly two centuries later, a testament to the durability of his method.

If one explains Parkinson’s disease to medical students today, the core symptoms described by
Charcot still form the foundation of clinical teaching. The tremor, the rigidity, the slowing of
movement, and the progressive postural alterations that develop over time remain the essential
elements of the syndrome. This continuity between nineteenth-century observation and modern
clinical practice is remarkable.

One of the most striking aspects of Charcot’s work concerns his attention to tremor. His analysis
of tremor and its differential diagnosis was extraordinarily refined. He carefully described the
frequency and characteristics of tremor and distinguished the tremor of Parkinson’s disease
from other forms. In particular, he separated it from what he called “senile tremor,” which likely
corresponds to what we now identify as essential tremor. His descriptions demonstrate a
remarkable sensitivity to clinical detail.

These insights emerge clearly from works derived from Charcot’s lectures, particularly those
compiled by his students. Among them, Leopold Ordenstein (1835-1902)’s 1868 thesis stands
out for its examination of the differential diagnosis between paralysis agitans—the term then
used for Parkinson’s disease—and multiple sclerosis (sclérose en plaques). In these texts,
tremor is described as a pattern of continuous, spontaneous oscillations that may intensify under
emotional excitation. Charcot repeatedly noted that emotional stimuli could amplify the
manifestations of tremor, an observation that remains clinically relevant today.
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Charcot also described how, with advancing years of disease, postural deformities and structural
changes become more prominent. Patients develop a characteristic forward flexion of the trunk
and an increasingly distinctive gait pattern. The clinical picture becomes dominated by postural
instability and rigidity. These descriptions are strikingly consistent with modern observations
of Parkinson’s disease.

Charcot’s clinical acuity also manifested in his skill at distinguishing Parkinson’s disease from
other movement disorders capable of producing tremor or abnormal motor patterns. He
described the characteristic facial expression of the Parkinsonian patient and contrasted it with
that seen in other conditions, including what we now identify as supranuclear palsy, later
described by Richardson, Steele, and Olszewski in 1963 as a form of progressive parkinsonism.
His clinical illustrations and atlas plates reveal both the precision of his bedside observation
and his uncommon ability to translate complex clinical phenomena into clear visual form.

In these works Charcot also attempted to classify tremors according to their origin. He
compared the tremor of Parkinson’s disease with cerebellar tremor and other neurological
tremors. The analytical clarity of these comparisons is impressive, especially considering the
limited physiological knowledge available at the time.

Another fascinating element of Charcot’s work is his effort to represent the typical posture of
the Parkinsonian patient visually. Remarkably, he even commissioned a sculpture of a patient
with Parkinson’s disease, intended to illustrate the characteristic posture and facial features of
the condition. This representation captured the flexed posture, the incomplete closure of the
lips, and the distinctive facial expression associated with the disease. Such artistic and
anatomical representation reflects Charcot’s deep interest in the visual communication of
neurological signs.

At the same time, Charcot and his collaborators were investigating the pathological basis of the
disease. Despite their careful autopsy studies, however, they were unable to identify the specific
lesion responsible for Parkinson’s disease. They examined numerous brains and described
various structural changes, but the crucial alteration—the degeneration of neurons in the
substantia nigra—remained undiscovered.

Part of the difficulty stemmed from the expectations that shaped nineteenth century pathology.
Disease was typically identified through visible, macroscopic lesions, and conditions such as
multiple sclerosis offered precisely that: clear structural abnormalities that could be
demonstrated in the nervous system. Parkinson’s disease, by contrast, involved subtle and
localized neuronal degeneration that left no obvious trace with the investigative tools then
available. The absence of a demonstrable lesion made it harder for clinicians to anchor the
disorder within the prevailing pathological framework, delaying its integration into the
anatomical—clinical method that defined Charcot’s era.

As aresult, Charcot and his colleagues concluded cautiously that the true lesion responsible for
the disease had yet to be identified. They acknowledged that although various anatomical
alterations could be observed, none provided a consistent explanation for the clinical syndrome.

The link between Parkinsonian symptoms and damage to the substantia nigra was clarified only
later, when Paul Oscar Blocq (1860-1896) and Gheorge Marinescu (1863-1938), studying
midbrain tuberculomas, observed that lesions involving this region produced clinical features
resembling Parkinson’s disease. Their findings laid the groundwork for Constantin Tretiakoff
(1892-1956)’s subsequent work, which identified degeneration of the substantia nigra as central
to the pathophysiology of the disorder.
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Charcot’s therapeutic explorations reveal a clinician who, despite working within the limits of
nineteenth-century medicine, pursued every plausible avenue for symptom relief. His interest
extended from pharmacology to mechanical intervention, and although the tools at his disposal
were

Charcot tested several preparations derived from plant alkaloids, noting that they could
temporarily lessen tremor and rigidity. Their effect was attributed to anticholinergic properties,
which would later become a recognized pharmacological mechanism in the management of
Parkinsonian symptoms. He emphasized, however, that these improvements were short-lived—
often only a few hours—and insisted on the need for further systematic observation before
drawing firm conclusions. This caution reflects his broader methodological stance: clinical
impressions were valuable, but they required careful corroboration.

Charcot also explored mechanical stimulation as a therapeutic strategy. He designed a vibrating
chair and even a vibrating helmet intended to reduce tremor and stiffness, inspired by his
observation that certain mechanical stimuli could transiently diminish motor symptoms. The
device attempted to reproduce these effects in a controlled therapeutic setting. Although
primitive by modern standards, such experiments illustrate an early attempt to modulate motor
circuits through external physical input—a concept that resonates, in a distant way, with later
developments such as physiotherapy techniques and even deep brain stimulation.

A decisive therapeutic breakthrough would not arrive until the twentieth century. In 1967,
George Cotzias (1918-1977) introduced high-dose Levodopa, demonstrating that replenishing
dopamine could reverse many of the motor symptoms Charcot had described with such
precision. This discovery established the central role of dopamine in Parkinson’s disease and
transformed clinical practice. What had been a largely symptomatic and palliative field became
one in which dramatic, measurable improvement was possible.

Despite the extraordinary advances that followed, Charcot’s clinical descriptions remain
strikingly accurate, also with regards to their details. For instance, his observations on the
influence of emotional states on tremor and posture continue to hold true: stress and emotional
excitation can still exacerbate Parkinsonian symptoms, precisely as he noted in his lectures.

Modern research has revealed, however, that Parkinson’s disease is far more complex than
nineteenth century clinicians could have imagined. It is now understood as a multisystem
disorder marked by widespread pathological changes, including the accumulation of Lewy
bodies in neurons throughout the nervous system and even in peripheral organs. The disease
extends well beyond the motor system that first drew Charcot’s attention.

Charcot also speculated about hereditary influences in neurological disease, an idea that later
provoked debate among figures such as Sigmund Freud, who questioned whether familial
predisposition had been overstated. Contemporary genetics has shown that hereditary factors
play a significant role in many neurological disorders—including Parkinson’s disease,
amyotrophic lateral sclerosis, and Alzheimer’s disease—confirming the prescience of Charcot’s
intuition. Even without access to modern genetic tools, he recognized patterns that would only
be scientifically validated many decades later.

For these reasons, Charcot’s contribution to the understanding of Parkinson’s disease remains
foundational. By refining Parkinson’s initial observations and shaping them into a rigorous
clinical framework, he laid the groundwork for modern neurology and for the systematic study
of movement disorders. His legacy endures not only in the accuracy of his descriptions but in
the methodological clarity with which he approached the complexities of disease.
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