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SUMMARY — We studied 1086 AIDS patients in the last six years. Of these 389 (35.82%) had 
neurological manifestation and 7 (1.8%) male patients had abnormal involuntary movements 
(parkinsonism in 3, hemichorea-hemiballism in 2, spinal myoclonus in 1 and rubral tremor in 
another). All patients were men, 5 white and 2 black. Four were homosexual, 2 drug-users 
and 1 bisexual. The mean age was 33.14 years. The time between AIDS diagnosis and the 
onset of movement disorders was 23.8 months in 5 patients and in 2 it was the first symptom. 
The parkinsonian patients did not show any opportunistic infection in conection with the 
neurological symptoms but in the remaining four cases this relationship was suggested. The 
data showed that not only the opportunistic infection but also the AIDS virus may play an 
important role on the development of involuntary movements. 
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Movimentos involuntários e AIDS: relato de sete casos e revisão da literatura. 

RESUMO — Nos últimos 7 anos, estudamos a incidência de movimentos) involuntários anormais 
em 1086 pacientes com AIDS. Destes, 389 (35,82%) tinham manifestações neurológicas e 7 (1,8%) 
apresentaram movimentos involuntários anormais. Todos eram homens, com média de idade 
de 33,14 anos. O tempo médio entre o diagnóstico de AIDS e o início dos movimentos invo
luntários foi 23,8 meses em 5 pacientes. Nos 2 casos restantes, os movimentos anormais inau
guraram o quadro de AIDS. Três pacientes apresentaram parkinsonismo, 2 hemicoréia-hemi-
balismo, 1 mioclonia medular e 1 tremor rubral. Quatro eram homossexuais, 2 usuários de 
drogas endovenosas e 1 bissexual. Infecção oportunista em atividade não foi evidenciada na 
época do aparecimento dos sintomas parkinsonianos em 3 pacientes, porém, no restante, sua 
presença foi confirmada (toxoplasmose cerebral em 2, tuberculose em 1 e co-infecção por toxo
plasmose e tuberculose em outro). Os dados mostram que, não só as infecções oportunistas, 
mas também o vírus HIV pode desempenhar importante papel na gênese dos movimentos 
involuntários. 

PALAVRAS-CHAVE: desordens do movimento, AIDS, toxoplasmose, parkinsonismo. 

Neurological involvemen t in patients with acquire d immun e deficiency syn-
drome (AIDS) range s fro m 2 1 to 40 % 6,17 bu t o n autops y studie s i t ma y grow 
over 70 % 6. Involuntar y movement s in AID S patient s are relativel y uncommon . 
It becam e mor e eviden t i n th e las t year s wit h th e report s o f Navi a e t al. 11*12, 
Martinez-Martin 7 and Nath et al.io . Accordin g to Singer et al. 1^ and Nath et al. 1©, 
movement disorde r represen t 11 % of AID S patient s wit h envoivemen t o f th e 
nervous system . Severa l movemen t disorders have been described, sush a s hemi-
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chorea-hemiballism 1.3,7,9,10,12-15, myoclonu s 10,11, dystoni a 8,10,1s, parkinsonis m 2,8,10, 
tremor 5,10,11,15 an d cerebella r ataxi a is. 

The objectiv e o f thi s wor k i s t o repor t seve n case s o f AIDS-relate d abnor-
mal involuntar y movements. 

MATERIAL AND METHODS 

We studied 1086 AIDS patients during the last 7 years (1986 to 1992) from the HUCFF-
UFRJ . Of these patients, 389 (35.82%) had neurological manifestations and 7 (1.8%) had invo
luntary movements (parkinsonism in 3, hemichorea-hemiballism in 2, spinal myoclonus in 1 and 
rubral tremor in another). All patients were men, 5 white and 2 black. The mean age was 
33.14 years. Four were homosexual, 2 drug-users and 1 bisexual. The mean time between 
AIDS diagnosis and the onset of the movement disorder was 23.8 months in 5 patients, and 
in 2 this was the first symptom. 

Clinical data of the patients are summarized in the Table. 

CASE REPORT'S 

Patient 1. IMA, a 31-year-old bisexual man was admitted because of abrupt onset of 
choreic movements in the left limbs and intracranial hypertension. The CT scan showed 
lesions with ring enhancement in both frontal lobes (Fig. 1 A and B ) . The diagnosis of toxo
plasmosis abscess was suspected and treatment with sulfadiazine and pyrimethamine was 
initiated. The HIV antibody test was positive and 2 weeks later a new CT scan showed a 
marked improvement of the lesions (Fig. 1 C and D). The abnormal involuntary movements 
did not improve with the use of neuroleptics. Four months after the first symptom he died 
of respiratory failure and sepsis. 

Patient 2. RSF , a 40-year-old homosexual man presented with ganglionic tuberculosis 
in 1988 and the diagnosis of AIDS was made. In 1991, he noticed rest tremor in the hands 
and gait disturbances. The neurologic examination showed masked face, left hand rest and 
action tremor, rigidity more severe on the left side and impaired balance. There was no 
history of prior neuroleptic exposure. The CT scan showed diffuse atrophy. He was treated 
with levodopa with a marked improvement of the parkinsonian signs. The treatment had to 
be stopped because of severe levodopa side effects. The clinical picture deteriorated progressi
vely, he became demented and died one year later from sepsis. 

Patient 3. FJC, a 33-year-old homosexual man received the diagnosis of AIDS in 1987. 
In 1988 he had the diagnosis of cryptococcal meningitis. Three years later he started having 
bradikinesia. There was no previous history of using neuroleptics. There was asymmetric 
rigidity more evident on the left side, facial akinesia and postural and kinetic tremor of the 
hands. The CT scan showed bilateral basal ganglia calcification. This was absent in a pre
vious CT four months before. The levodopa treatment was not tolerated although some impro
vement of the bradikinesia was noted. He died one year later from sepsis. 

Patient 4. GPL., a 31-year-old drug-user man had disseminated tuberculosis in 1991 and 
an anti-HIV test was positive. Seven months later the diagnosis of toxoplasmosis abscess 
was made and he was treated with sulfadiazine and pyrimethamine with clinical and radiolo
gical improvement. Two months later he developed severe bradikinesia and tremor in the 
hands. He had never used neuroleptic drugs before. The neurologic examination showed 
generalized rigidity, marked bradikinesia, rest tremor of the hands and drooling mouth. The 
CT scan showed bilateral basal ganglia calcification and diffuse atrophy. Treatment with 
levodopa was initiated with marked improvement of the parkinsonian signs. 

Patient 5. LMS, a 28-year-old drug-user man was admitted because of renal tuberculosis 
and an anti-HIV test was positive. He developed progressive paraparesis. The neurologic 
examination showed a flacid paraplegia, a sensory level at D10, bilateral Babinski sign, deep 
general areflexia and myoclonic jerks in the lower limbs. The EEG was normal. The E M G 
study revealed a radiculopathy. The CSF study showed 15 cells (78% mononuclear), 257 mg% 
of proteins, 50mg% of glucose. The bacteriologic study demonstrated tubercle bacilli. Anti-
herpes simplex test was positive, anti-CMV was positive for IgG and the anti-HIV test was 
positive. The diagnosis of tuberculous myelopathy was considered and a treatment with 







rifampin, isoniazid and pyrazinamide was initiated with mild improvement of the paraplegia 
and the myoclonus. 

Patient 6. CS, a 35-year-old homosexual man presented with choreic movements in the 
left side of the body including the face. An anti-HIV test was positive and a CT scan showed 
low-density lesion in the right basal ganglia. He was treated with pyrimethamine and sulfa
diazine and the lesion improved but not the abnormal involuntary movement. Two years later 
he developed intracranial hypertension and an MBI showed mass lesions in the rigth frontal 
lobe and left parietal and occipital lobes. The biopsy revealed a primary lymphoma of the 
CNS. He was treated with radiotherapy with dramatic improvement. At this time thioridazine 
was initiated with marked improvement of the choreic movements. 

Patient 7. AB, a 34-year-old homosexual man had the diagnosis of AIDS since 1990. In 
1992 he developed signs and symptoms of intracranial hypertension. The CT scan showed 
mass lesions in the left cerebellar hemisphere and midbrain (Fig. 2 A). The biopsy of the 
cerebellar lesion showed a tuberculous granuloma. He was treated with rifampin, isoniazid 
and pyrazinamide with a marked improvement of the neurologic symptoms. Toxoplasmosis 
abscess developed in rabbit brain after inoculation with the material obtained from the biopsy. 
Six months later he developed a proximal unilateral tremor of the left arm that appeared 
only when the arm was outstretched. It had a great amplitude suggesting that the tremor 
had a rubral origin. A CT scan showed high-density lesions without mass effect in the left 
cerebellar hemisphere and midbrain (Fig. 2 B ) . 

COMMENTS 

Since 198 4 case s o f AIDS-relate d movemen t disorder s hav e bee n descri -
bed 7,11,12. i n 1987 , Nath e t al.i o wer e th e firs t t o focu s thes e movement s i n 
AIDS patients . Severa l movement s hav e bee n reporte d suc h a s hemichorea -
hemiballism 1.3,7,9,10,12-15, myoclonu s 10,11, dystoni a 8,10,18, parkinsonis m 2,8,10, tre -
mor 5,10,11,15 an d cerebellar ataxia^. 

We observe d 7 AIDS patients with abnorma l involuntary movements being 
3 wit h parkinsonia n features, 2 with hemichorea-hemiballism , 1 with spina l myo-
clonus an d 1  wit h rubra l tremor . I n th e parkinsonia n patients , opportunistic 



infection wa s no t responsibl e fo r th e symptom s neithe r th e us e o f neurolepti c 
drugs. Th e loss o f th e substanci a nigr a neurons see n i n patient s wit h AID S ence-
phalopathy i s probabl y du e t o th e HI V viru s itself 4. Speculatively , thi s coul d b e 
responsible fo r th e highe r susceptibilit y t o neurolepti c drug s i n AID S patients . 
It i s possibl e tha t th e parkinsonia n features , foun d i n ou r patient s wer e relate d 
to th e HI V virus , a s i n patien t 3  o f Nat h e t al. 1 0. Th e patien t 1  in thei r repor t 
was probabl y du e t o Whipple' s diseas e o f th e CNS . Toxoplasmosi s absces s a s a 
cause o f parkinsonis m wa s reporte d by Carrazann a e t al. 2. Recently , a n akinetic -
rigid syndrom e associate d wit h HIV-relate d progressive multifoca l leukoencepha -
lopathy wa s als o described 16. I n ou r patients th e treatmen t with levodop a resul -
ted i n improvemen t o f th e parkinsonia n feature s but , becaus e o f th e sever e sid e 
effects, i t ha d t o b e withdrawn . Putatively , th e sid e effect s occurre d because o f 
the interactio n wit h othe r drug s a s AZT , sulfadiazine an d man y other s use d a s 
prophylactic agents . 

The mai n caus e o f hemichorea-hemiballis m reporte d i n AID S patient s ha s 
been toxoplasmosi s absces s 3,7,10,12-14. Cabra l e t al. 1 reporte d a  patien t i n whic h 
the etiolog y o f th e chorei c movement s wa s a  cryptococca l granuloma . Ou r pa-
tiens (patient s 1  an d 6 ) presente d choreic  movement s a s thei r firs t manifesta -
tion o f AIDS . Bot h ha d cerebra l toxoplasmosis . Th e patien t 6  als o presente d 
choreic movement s involvin g on e sid e o f th e face , a s see n i n th e repor t o f Nat h 
et al.s . Thi s typ e o f involuntar y movemen t appear s earl y i n th e cours e o f th e 
AIDS an d i n th e majorit y o f th e case s i t doe s no t improv e wit h th e treatmen t 
for toxoplasmosi s despit e o f th e radiologica l improvemen t whic h i s i n accordance 
to ou r experienc e 9. 

The patien t wit h myocloni c jerk s (patien t 5 ) presente d wit h a  progressiv e 
radiculomyelopathy. Sinc e th e myoclonu s wer e see n onl y i n th e lowe r limb s an d 
the EE G was norma l it ha d probably a  spina l origin . Tuberculosi s wa s suggeste d 
as th e caus e o f th e paraplegi a becaus e o f th e CS F examination an d th e impro -
vement wit h antituberculosi s drugs . W e found anothe r 2  patients wit h myoclonu s 
in th e literatur e 10. Onl y th e patien t 3  ha d spina l origin , probabl y triggere d b y 
laminectomy, bu t a s th e diseas e progresse d a n underlyin g spina l diseas e wa s 
suggested. 

Finally, th e patien t 7  ha d postura l tremo r whic h wa s unilateral , affectin g 
the proxima l par t o f th e arm , an d ha d a  grea t amplitude . This , togethe r wit h 
the lesion s i n th e midbrai n an d cerebella r hemispher e suggest s tha t th e tremo r 
had a  rubra l origin , a s see n i n th e repor t o f Koppe l e t al .5. A  peculiar facto r i s 
the presenc e o f tw o opportunisti c infection s occurrin g a t th e sam e tim e i n thi s 
patient. Th e movement s wer e firs t interprete d a s foca l seizures , an d carbama -
zepine wa s initiated . Th e tremo r disappeare d 6- 8 weeks later. 

Although uncommon , th e abnorma l involuntar y movement s i n AID S pati -
ents ma y occu r in man y different form s an d be secondar y t o opportunisti c infec -
tions o r th e HI V virus . Ou r 3  parkinsonia n patient s apparentl y di d no t hav e 
any opportunisti c infectio n i n conectio n wit h th e neurologica l symptoms , bu t i n 
the remainin g fou r patient s thi s relationshi p wa s considered . 

The diagnosi s o f AID S an d i n particula r cerebra l toxoplasmosi s mus t b e 
considered i n youn g patient s wit h hemichorea-hemiballism . 

The dat a sugges t tha t no t onl y th e opportunisti c infectio n bu t als o th e 
AIDS viru s ma y pla y a n importan t rol e i n th e developmen t o f movemen t di -
sorders. 

REFERENCES 

1. Cabral NL, Becker N, Teive HAG, Werneck LC. Hemi-coréia por granuloma fúngico em 
paciente aidético: relato de caso. Arq Neuropsiquiatr 1992, 50(Supl) :171. 

2. Carrazanna E, Rossitch B , Samuels MA. Parkinsonian symptoms in a patient with AIDS 
and cerebral toxoplasmosis. J Neurol Neurosurg Psychiatry 1989, 52:1445-1446. 

3. Fonseca LC, Tedrus GMA, Albertin MC. Balismo como manifestação inicial de snídrome 
de imunodeficiência adquirida: relato de caso. Arq Neuropsiquiatr 1992, 50(Supl) :145. 

4. Hriso E, Kuhn T, Masdeu JC, Grundman M. Extrapyramidal symptoms due to dopa-¬ 
mine-bloking agents in patients with AIDS encephalopathy. Am J Psychiatry 1991, 148: 
1558-1561. 



5. Koppel BS, Daras M. Rubral tremor due to midbrain toxoplasmosis abscess. Movement 
Disord 1990, 5:254-256. 

6. Levy RM, Bredesen DE, Rosenblum ML. Neurological manifestations of the acquired 
immunodeficiency syndrome (AIDS) : experience at UCSF and review of the literature. 
J Neurosurg 1985, 62:475-495. 

7. Martínez-Martín P. Hemichorea-hemiballism in AIDS. Movement Disord 1990, 5:180. 
8. Metzer WS. Movement disorders with AIDS encephalopathy: case report. Neurology 

1987, 37:1438. 
9. Nath A, Hobson DE, Russell A. Movement disorders with cerebral toxoplasmosis and 

AIDS. Movement Disord 1993, 8:107-112. 
10. Nath A, Jankovic J , Pettigrew C. Movement disorders and AIDS. Neurology 1987, 37: 

37-41. 
11. Navia BA, Jordan BD, Price RW. The AIDS dementia complex: I. Clinical features. Ann 

Neurol 1986, 19:517-524. 
12. Navia BA, Petito CK, Gold JWM, Cho E, Jordan BD, Price RW. Cerebral toxoplasmosis 

complicating the acquired immune deficiency syndrome: clinical and neuropathological 
findings in 27 patients. Ann Neurol 1986, 19:224-238. 

13. Pestre P, Milandre L, Farnarier P, Gallais H. Hémichorée au cours du syndrome d'immu-¬ 
nedéficience acquise: abcès toxoplasmiques dans le striatum. Rev Neurol (Paris) 1991, 
147:833-837. 

14. Sanchez-Ramos J R , Factor SA, Weiner W J , Marquez J . Hemichorea-hemiballism asso
ciated with acquired immune deficiency syndrome and cerebral toxoplasmosis. Movement 
Disord 1989, 4:266-273. 

15. Singer C, Berger J , Weiner W, Sanchez-Ramos J . Movement Disorder in acquired immu
nedeficiency syndrome. Movement Disord 1991, 6:275. 

16. Singer C, Berger J R , Bowen BC, Bruce JH, Weiner W J . Akinetic-rigid syndrome in a 
13-year-old girl with HIV-related progressive multifocal leukoencephalopathy. Movement 
Disord 1989, 4:266-273. 

17. Sohler MP. Manifestações neurológicas da síndrome de imunodeficiência adquirida. Tese 
de Mestrado (UFF), 1991. 

18. Tolge CF, Factor SA. Focal dystonia secondary to cerebral toxoplasmosis in a patient 
with acquired immune deficiency syndrome. Movement Disord 1991, 6:69-72. 

19. Vergara TRC, Carvalho J J F , Oliveira CAB, Gonçalves AJR. Manifestações neurológicas 
da síndrome de imunodeficiência adquirida. Arq Bras Med 1986, 60:173-190. 




