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Abstract

With increasing age, Joseph Haydn complained of progressive forgetfulness preventing him
from composing for about the last 8 years of his life. He spent his days more and more inactive
and immobilized, suffering from a disabling gait disturbance. Still, most biographers consider
diffuse atherosclerosis and congestive heart failure to be reasons for Haydn’s medical condi-
tion and physical decline during the last years of his life. A more sophisticated and detailed
inspection of documents and sources, however, leads to the diagnosis of subcortical vascular
encephalopathy (SVE), caused by progressive cerebral small vessel disease. Important fea-
tures of the disease are mood changes, urinary symptoms, and in particular a characteristic
gait disturbance, while dementia is only mild and occurs later in the course. Haydn was se-
verely disabled by the symptoms of SVE for several years and often reported difficulties in
the completion of his last oratorio “Die Jahreszeiten” (The Seasons). Subsequently, the disease
prevented him from composing another large oratorio, “Das jingste Gericht” (The last judge-
ment), which had been already drafted. Finally, the progress of SVE stopped his long career as
a composer and conductor at the age of 73 years.
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INTRODUCTION

When in 1791 two of the major musical geniuses of all time, Haydn and Mozart, met
in London, Haydn’s biographers Griesinger and Dies both comment on the emotional
moment of Haydn’s departure when Mozart is reported to say: “we’re going to say
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Table 1 The clinical syndrome of subcortical vascular encephalopathy (SVE)

1. Early presence of a gait disturbance (shuffling, small-stepped, “magnetic,” or apraxic—ataxic
gait)
2. History of unsteadiness and frequent, unprovoked falls with clinical signs of postural
disturbance
3. Behavioral and psychological symptoms such as depression, personality change, emotional
lability, and psychomotor retardation
4. Early urinary frequency, urgency, and other urinary symptoms not explained by urologic
disease
5. Dysarthria, dysphagia, and extrapyramidal signs (hypokinesia, rigidity)
6. Cognitive syndrome interfering with complex (executive) social activities not due to physical
effects of cerebrovascular disease alone
(a) Dysexecutive syndrome: Impairment in goal formulation, initiation, planning,
organizing, sequencing, executing, set shifting and maintenance, abstracting
(b) Memory deficit (may be mild): Impaired recall, relative intact recognition, less severe
forgetting, benefit from cues
7. Distinct occurrence of lacunar syndromes often missing during the course of the disease

farewell for the last time in our lives” (Dies, 1810; Griesinger, 1810, 1987; Landon,
1988). At that time, Mozart was 34 years old and might never have imagined that he
was the one to die only a few months later. The 58-year-old Joseph Haydn, however,
became a celebrated man in London and survived his younger colleague by more
than 18 years.

Until today, it has been supposed that the 77-year-old Haydn died in 1809 of gen-
eralized atherosclerosis and congestive heart failure (CHF) (Carpani, 1812; Dies,
1810; Franken, 1976; Griesinger, 1810, 1987; Landon, 1980; Neumayr, 1989;
Pohl, 1927). A careful and detailed review of the few original sources available
and of Haydn’s early biographies led us to create a more sophisticated description
of Haydn’s clinical syndrome, based on recent insights into the typical symptomatol-
ogy of a common disorder of the elderly referred to as subcortical vascular enceph-
alopathy (SVE, Table 1).

WHAT NEUROLOGICAL DISORDERS DID HAYDN SUFFER
FROM? (TABLE 2)

GAIT DISTURBANCE

Haydn’s gait disturbance already became evident at a relatively early stage of the
disease. His last appearance as a conductor took place on December 26, 1803 in
Vienna (Landon, 1980). On June 16, 1805, Pleyel noted: “we found him very weak,
his face hasn’t probably changed a lot, but he can hardly walk” (Landon, 1980). Dies
reports from his visit on April 15, 1805: “After his usual nap he is getting completely
dressed again, and climbs down the stairs with pain and misery.” On March 15, 1806,
he noted: “Haydn just barely got up, tripped towards the writing table, took his



Table 2 Symptoms reported in Haydn’s biographies
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Clinical syndrome

Gait disturbance
Unsteadiness, dizziness
Hand incoordination

(a) Behavior

(b) Mood

(c) Lability of affect
Urinary symptoms
Hypokinesia, rigidity
Memory, cognition
Rheumatic nerve fever

1799

1800
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1802

1803

None reported

18047

1805

1806
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1808
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@Stopped composing (Griesinger, 1987).
bLandon (1980).
°Griesinger (1810).
9Dies (1810).
®Carpani (1812).
Ponl (1927).
9Bartha (1965).
hFranken (1976).
iGriesinger (1987).
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visiting card. . .,” and on August 17, 1806: “Haydn stood up, and we walked slowly
back and forth in his room” (Dies, 1810). In 1807 and 1808, Haydn hoped to get some
relief from his gait disturbance, when he had himself taken several times to the mon-
astery of the Servites in a suburb of Vienna to visit the chapel of St. Peregrinus, the
patron saint of patients with leg diseases (Franken, 1976; Pohl, 1927). The last public
appearance of the composer took place at a performance of Haydn’s oratorio “The
Creation” in 1808 (Fig. 1): the Prince of Esterhazy sent his entourage with a carriage
and Haydn drove slowly to the old University of Vienna. Haydn was carried into the
concert hall on an armchair and met Ludwig Van Beethoven and Maestro Antonio
Salieri, who conducted the night’s proceedings (Carpani, 1812; Dies, 1810;
Griesinger, 1810). During the intermission, he felt exhausted and was overwhelmed
by his emotions, so he decided to get carried back home.

Two strong men took the armchair he was sitting in and amidst the greetings,
cheers and applause of the audience in the concert hall, the master of melodious
music approached the steps.

Carpani (1812)

FIGURE 1

Aquarell by Balthasar Wigand (1808) displaying the scene in the concert hall of the old
university in Vienna, on the occasion of Haydn'’s last public appearance for a concert of his
oratorio “The Creation.” In the center of the painting Haydn is seated in an armchair with
friends and admirers around him. On the left side, in a dark robe, Beethoven can be seen.
Copyright: Wien Museum.
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On September 8, 1808, Iffland paid a visit to Haydn:

His house-maid said that Haydn was just coming back from the garden with his
servant. However, his gait was somewhat slow, so that we had to be patient. (. . .)
He made a movement as if he wanted to get up. His servant assisted him, and he
approached, his hands held over his eyes, taking short steps and shuffling across

the floor although willing to go fast.

Landon (1980)

Finally in November 1808, Reichardt describes Haydn on the occasion of his visit:
“He was sitting very stiff and rigid, moved close to the table, both hands on the table,
not dissimilar to a living waxwork” (Landon, 1980).

DYSPRAXIA AND COORDINATION DISTURBANCES

As a mediator between Joseph Haydn and his editors, Griesinger relieved Haydn,
who started to have difficulties in writing letters. Indeed, his handwriting became
more and more illegible (Fig. 2), so that he actually had to stop writing letters by
his own hand in 1805 (Bartha, 1965; Franken, 1976). However, the last handwritten
remark in his diary, although quite shaky is still legible, dating back to 1809, only a
few months before his death. It says “Today I sold my beautiful pianoforte for 200
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Haydn signatures from notes, receipts, and letters dating from 1771, 1796, 1808 (left), and

from 1784, 1806, 1809 (right).

Courtesy Edition Roetzer, Wien-Eisenstadt.
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Fl., Jos. Haydn in the 78th year of life”” (Landon, 1980). Haydn’s doctor already sug-
gested in 1802 to buy a piano which was more suitable for his composition, because
playing his old pianoforte became too stressful for him (Dies, 1810; Griesinger,
1810). This appears to be rather a precaution with regard to a potential source of frus-
tration, since Haydn was still able to compose at that time. Griesinger wrote in a letter
on January 8, 1804:

Haydn complained about the negative influence of the humid weather on his

health: if he worked for only half an hour, he would become dizzy. He would have

to take care of himself, if not he might suffer a stroke at the piano and so on.
Griesinger (1987)

During a conversation with Haydn on August 17, 1806, Dies recorded:

On my question: “How long haven’t you touched your pianoforte?”, he sat down,
started to improvise slowly, missed the piano keys dilettantishly, looked at me
meanwhile, corrected his mistakes and continued to fail in correcting. “Oh”,
he said after a minute (the performance didn’t last longer than that), “you can
see by yourself that it doesn’t work anymore.”

Dies (1810)

BEHAVIORAL CHANGES, EMOTIONAL LABILITY, AND DEPRESSION

Attempts to avoid the public as well as loss of interest, spontaneity, personality, and
creativity can be found repeatedly in original sources. Griesinger wrote in a letter on
November 11, 1800: “Haydn is not moving to the town this winter than earlier, but is
staying in his house in one of the suburbs. There he can stay without being disturbed”
(Griesinger, 1987). Camille Pleyel noted on June 16, 1805: “We found him sitting
with a rosary in his hands and I believe he spends the whole day in pray”
(Landon, 1980). As a farewell to the composer, Breitkopf and Hértel added the be-
ginning of a late Haydn choral: “gone is all my strength, old and weak am 1,” to the
printed scores of his incomplete last string quartet (Op. 103). Shortly before his
death, Haydn said: “I’m no more useful for the world, I need care like a child, it might
be time that god fetches me” (Schultheisz, 2007). Again Iffland added valuable in-
formation in 1808:

Haydn said: “I hold my prayers in the free today. I cannot do otherwise.” There he
squinted his eyes to start crying. (...) “I'm well, quite well!”, he said. “But now
I cannot do otherwise; whenever I am pleased about something, I feel like crying.
I don’t want to, but I cannot help it.”

Landon (1980)

Furthermore, many guests attest Haydn’s emotional lability during his final years, he
burst into tears on every visitor (Franken, 1976).
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COGNITIVE IMPAIRMENT: DYSEXECUTIVE SYNDROME, MEMORY
DEFICITS—VASCULAR DEMENTIA

On July 12, 1799, Haydn wrote in a letter to his publisher:

...because of my impeding old age and my declining mental capacity, I can get
only a small part of my work done. . .some days my weak memory and the deteri-
oration of my nerves bring me down so much. . .and for many days afterwards
I could not find any idea. . .

Griesinger (1987)

Remarkably, this is Haydn’s very subjective impression, probably written in a state
of depressive mood. Dies informs the reader of his biography in 1806 that Haydn
“seems to take delight in presenting his own state of health worse than it actually
is” (Dies, 1810). Objective remarks concerning a decline in his memory from his bi-
ographers are dated much later. Haydn himself attributed his decreasing productivity
to the overwhelming burden he put on himself with the composition of his oratorio
“Die Jahreszeiten” (The Seasons), which was his last important work published in
1801. Haydn himself was not completely satisfied with his composition, and in
his own judgment with regard to musical quality, “The Seasons” ranked far behind
“The Creation.” In 1804, he retired from his position as Kapellmeister to the Prince
of Esterhdazy. On February 28, 1804, he wrote to Esterhazy: “I heartily regret that
I cannot have the pleasure of conducting my little work for the last time” (Bartha,
1965). Meanwhile, it became impossible for Haydn to compose because it took
him an enormous effort to capture ideas and write them down. Griesinger wrote
to Breitkopf and Hirtel on August 22, 1804:

Haydn has completely stopped working due to his health problems, and a quartet,
of which two movements are already completed, is now his baby that he is caring
for and, with big effort, he sometimes spend a quarter of an hour on.

Griesinger (1987)

Dies found on April 15, 1805: “He is aware of his weak spirit. He cannot think, not
feel, not write, not listen to music” (Dies, 1810). On August 17, 1806 he wrote:
“I found Haydn surprisingly weak. He looked jaundiced and complained of head-
ache, deafness, forgetfulness, and other ailments” (Dies, 1810). Haydn complained
on the same day: “Often people come to visit me, but talking, even giving only short
answers leads to such a confusion that in the end, I don’t know where I am and I’'m
longing to rest” (Dies, 1810). On September 3, 1807, Haydn said to Griesinger:
“I never thought that a human being could sink down like I feel myself now. My
memory is gone, sometimes I still have some good ideas on the piano, but I could
cry because I am no longer capable of repeating them or writing them down”
(Griesinger, 1810). Only in 1808, from Iffland’s report, one can deduce an obvious
memory problem with perseveration in his words and thoughts. Haydn’s words spo-
ken in the context of Iffland’s visit in 1808 have been recorded as follows:
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“‘The Seasons’ exhausted me completely. . .For whole days I struggled with one
single idea and then, then - no, you just won't believe how much trouble
I had...My ‘Creation’ has brought in more than 2000 Taler for the poor in
Berlin.” At this point he was lying back in his chair and burst into tears of joy.
“For the poor! My work has brought a good day to the poor! This is marvelous,
this is consolatory!” After a while he sat up again and spoke somewhat gloomily:
“It is over now! I'm not working any more. But,” gazing friendly at everybody in
the room, “it went quite well, didn’t it? How much did ‘The Creation’ bring in to
the poor again? Take note of it!.”

Landon (1980)

Finally, Dies added on April, 1808:

Haydn’s extraordinary exhaustion doesn’t allow him to think of the past. Even the
present was not clear to him. His memory was blunted, but not going as far to

describe his weakness childish.
Dies (1810)

STROKE EPISODES?

It cannot be proven whether Haydn suffered a stroke event, nor a clear lacunar syn-
drome can be derived from biographical data. However, there is a mention of
“rheumatic head fever” in the year 1800 (a common and unspecific diagnosis at that
time), preventing Haydn from attending a performance of his oratorio “The creation”
(Dies, 1810). In 1801, at the age of 69, he decided to make his will. In a letter to his
brother Michael on January 22, 1803, Haydn mentioned: “I have lost my previous
good health for such a long time. . . due to a continuing nerve weakness, I have been
totally incapable to undertake anything for 5 months” (Bartha, 1965). On August 20,
1803, Haydn replied to a letter: “Hértel (Haydn’s editor) is wealthy and my illness
costs me a lot, since the doctor comes to see me twice a day” (Griesinger, 1987).
Indeed, the Prince of Esterhdzy, Haydn’s former employer for many years, was re-
sponsible for payment of the doctors’ bills and the costs for medication in his last
years of life. It remains fairly unclear, which specific symptoms Haydn suffered dur-
ing these episode of “rheumatic head fever,” which recurred in 1805 and 1806.
Maybe these episodes reflect a complicated headache, but “continuing nerve
weakness” may either be interpreted in terms of a paresis or may well be Haydn’s
name for a depressive episode. Griesinger reports on June 18, 1803:

Haydn was totally inactive for some months and didn’t feel like doing anything
(which could be interpreted as a symptom of depression); now he is strengthened
by the good season and the use of the baths (at that time this has been a common
medical treatment for sequelae of stroke), and he admitted to be able to
“improvise a little again.”

Griesinger (1987)



2 What neurological disorders did Haydn suffer from? 325

HAYDN'S FINAL DAYS

On May 10, 1809, when the French army approached the borders of Vienna, Haydn’s
servants came into his bedroom to get him up and ready for the day, when four can-
ister shots exploded very close to the building. According to Dies, Haydn was abso-
lutely horrified by the first detonation, and a heavy trembling and shaking took over
his body. Without the help of his servants standing by he would have collapsed be-
yond doubt, and with the following three detonations his convulsive trembling got
even worse. However, Haydn then gathered all his courage together and screamed
in an unnatural and horrendous sounding voice: “Children, don’t be afraid. Where
Haydn is, nothing can happen to you!” (Dies, 1810). He was taken back to bed,
and his physical weakness deteriorated from this moment on. On May 26, he made
his servants carry him to the small piano in his living room, where he was able to play
his beloved “Kaiserlied” (Emperor’s song) for the last time. In the evening he com-
plained of headache and chills. His doctors were called, but they couldn’t help any
more. Haydn died on the early morning of May 31, 1809.

WHAT MEDICAL EVIDENCE SUPPORTS THE DIAGNOSIS OF SVE?

During his last 10 years of life, Joseph Haydn suffered from an illness that included a
progressive gait disturbance resulting in an inability to walk but, apart from moderate
upper limb dyspraxia, preserved motor function of the arms. Additional symptoms
were lability of affect, depression, and finally dementia, all representing cardinal fea-
tures of SVE. This clinical entity emerges as a result of a severe cerebral small vessel
disease, which affects the small cerebral arteries and arterioles and leads to two main
pathological manifestations with predominance of either one or a combination: (1)
recurrent lacunar strokes that can finally result in the so-called lacunar state, and (2) a
more diffuse and widespread degeneration of cerebral white matter on the basis of
chronic hypoperfusion and incomplete ischemia, mostly in arteriolar watershed
zones close to the lateral ventricles (Fig. 3). Following the original description of

Moderate Severe

FIGURE 3

White matter changes: the three severity degrees (mild, moderate, and severe) according to
the modified Fazekas scale. *Lacunar ischemic lesion. *Diffuse white matter changes.
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Pierre Marie (Marie, 1901), many reports since have stressed the particular manifes-
tation of small vessel disease in frontal lobe territories in SVE, leading to a probable
critical involvement of parallel circuits from the prefrontal cortex to the basal ganglia
and corresponding thalamocortical connections (Cummings, 1994; Fisher, 1965;
Roman et al., 2002; Tullberg et al., 2004). The disease often starts with postural im-
balance and progressive disturbance of locomotion (Fig. 4) (Baezner et al., 2000,
2008; Blahak et al., 2009) and mood, mostly in the absence of distinct lacunar syn-
dromes, when white matter lesions become evident on magnetic resonance imaging
(Gass et al., 1998). The motor disturbances in SVE are in contrast to Parkinson’s
disease, where hypokinesia and coordination deficits affect the arms to a greater de-
gree and are frequently asymmetric.

Several publications proposed sets of clinical criteria as a basis for clinical and
pharmacological studies (Erkinjuntti et al., 2000; Pantoni et al., 2005), although still
some used the misleading term of “subcortical vascular dementia,” a term rather
unsuitable for the complex clinical syndrome. This is of importance, because serious
dementia frequently becomes evident only at a later stage of the disease, whereas
features like mild personality changes with lack of initiative, fatigue, and psychomo-
tor slowing as well as gait and postural disturbance are present in early stages and
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FIGURE 4

Gait disorder in a patient with subcortical vascular encephalopathy (upper row) and gait
pattern of a healthy person (lower row), measured with the Computer Dyno-Graphy gait

analysis system.
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even predict the occurrence of non-Alzheimer dementia (Baezner et al., 2000;
Inzitari et al., 2009; Verghese et al., 2002).

Haydn is an excellent example of the classical course of SVE: his gait disturbance
with small shuffling steps, the need of assistance to transfer from bed to chair, and his
lack of postural control with acoustic stimuli reflects the typical gait and balance dis-
order in SVE. He had to be carried to his small piano but was still able to play. Later,
he stopped writing letters, but was still able to make short handwritten notes during
the last year of his life. His inability to improvise or to compose on the piano may be
explained by a progressive dysexecutive syndrome and changes in personality. In
addition, a tendency to perseveration and a marked lability of affect can be found.
He also reportedly suffered from short episodes of depressed mood.

Haydn’s medical history is particular interesting also because of another aspect,
that fits well with the common clinical course of SVE: Until 1799, Haydn was
67 years old at that time, his creativeness and productivity had hardly been troubled
by any illness of note (Franken, 1976). In the following 2 years during the compo-
sition of “The Seasons,” however, Haydn’s state of health deteriorated substantially.
He had great difficulty in finding themes and motifs and repeatedly complained, even
in later years, the extraordinary hard work and effort the completion of “The
Seasons” had cost him. As mentioned above, during that time (1800) an episode
of “rheumatic head fever” as a possible correlate of a stroke has been described
(Griesinger, 1987). It has been proven that cerebral small vessel disease is a predictor
of poor outcome and recovery in patients with an acute stroke, independent of age or
comorbidity (Grips et al., 2005; Held et al., 2012). The pathophysiological concept
behind this is that the occurrence of strategic ischemic lesions results in a decompen-
sation of an already damaged, but still largely functioning widespread network of
brain regions connected by anatomical tracts and functional associations. Haydn’s
creative strength declined rapidly around 1800—1801 whereupon he was virtually un-
able to compose any more after he had finished “The Seasons,” and it is to be as-
sumed whether a small lacunar stroke in combination with cerebral small vessel
disease could have triggered this.

With regard to Haydn’s risk factors, frequent leg swelling and shortness of breath
point to CHF. CHF is a frequent complication of long-lasting arterial hypertension
and concomitant small vessel disease of the heart. Also his frequent headaches and
dizziness and the mentioned brownish-reddish face skin (Dies, 1810) might be
caused by high blood pressure. However, medical procedures to diagnose risk factors
like hypertension were not generally available at Haydn’s time, and treatment of risk
factors for vascular disease was not available. This is in contrast with today’s situ-
ation, where the early symptoms of SVE should already result in a close monitoring
and early therapeutic intervention. Although the spectrum of therapeutics is gradu-
ally growing with the introduction of NMDA antagonists (Baezner et al., 2001;
Orgogozo et al., 2002) and cholinesterase inhibitors (Erkinjuntti et al., 2002;
Kumar et al., 2000; Pratt and Perdomo, 2002), they are mainly being tested for
the dementia aspect and gait disturbances, but interventional studies for other key
features of the disease are still lacking.
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