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[ Abstract)

characteristic clinical manifestation of rheumatic fever in nervous system. This article analyzed literatures

Sydenham’s chorea (SC), as one of the most common children acquired chorea, is a

with the disease at home and abroad in recent years, and summarized related knowledge of its etiology,
pathogenesis, clinical manifestation, auxiliary examination, diagnosis and treatment. Furthermore, it
presented the latest research progress in this field. Clinicians should be comprehensive in the analysis of
patients” symptoms, signs and results of auxiliary examination, so as to fulfill early diagnosis and treatment.

Consequently, effective control of the symptoms, shortening of the disease course and improvement of the

prognosis can be achieved.
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R1  Jones br#E(1992 4E i)
Table 1. Jones criteria (1992) "

Diagnostic criteria

Two major or one major and two minor manifestations must be present, plus evidence of antecedent group A Streptococcus infection

Chorea and myocarditis do not require evidence of antecedent group A Streptococcus infection

Recurrent episode requires only one major or several minor manifestations, plus evidence of antecedent group A Streptococcus infection

Major manifestations
Carditis
Polyarthritis
Chorea
Erythema marginatum
Subcutaneous nodules
Minor manifestations
Arthralgia

Fever

Elevated erythrocyte sedimentation rate or C-reactive protein concentration

Prolonged PR interval on ECG

Evidence of antecedent group A Streptococcus infection

Positive throat culture or rapid antigen test for group A Streptococcus

Elevated or rising streptococcal antibody titer

2 Sydenham FEIF -5 R UYL AR OGPk JL B B B oy P bl Z00KS RS 1) 22 55142 T
Table 2. Differential diagnosis between Sydenham’s chorea and PANDAS

PANDAS

Item Sydenham’s chorea
Age of onset 5-15 years

Sex Female predominance
Pathogen GABHS

Physical symptom  Choreatic movements causing functional impairment

3 years—puberty
The ratio of male to female is 2.60 to 1
Streptococcus, subtypes undetermined

Choreiform movements with no functional impairment

Psychiatric Obsessive-compulsive disorder, excessive movement, anxiety, Emotional lability, separation anxiety, ADHD,
symptom ADHD, paranoia and sleep disturbance oppositional behavior

Duration In most cases 1-6 months, or may persisting up to 2 years Remitting-relapsing course

MRI Volumetric increase in caudate, putamen and globus pallidus Volumetric increase in caudate, putamen and

Use of antibiotics ~ Prevent recurrence

globus pallidus

Unclear

PANDAS, pediatric autoimmune neuropsychiatric disorders associated with streptococcal infection , 5% Bk 7 J8% Y A1 G L7 [ 5 6 J28 1 pf
Z K5 MBS s GABHS, Group A B-hemolytic Streptococcus, A 2 B~ Il 14 5% EK 7 ; ADHD ., attention deficit hyperactivity disorder, £ & it [
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Patients with possible SC

The history, including family history, drug
use and physical examination

Atypical history or hemichorea

¥

Imaging (MRI)

No other causes

Jones criteria not met

Typical history

L]

ESR, CRP, ECG, echocardiogram

Jones criteria met

thyroid,
function,

ASO or anti-DNAase B, throat SC
culture or rapid antigen test of
GABHS, red blood cell count,
renal  and

rheumatoid factor, antinuclear
antibodies

hepatic
ceruloplasmin,

'

Other causes SC

SC,Sydenham’s chorea,Sydenham #EIFSG  ESR, erythrocyte sedimentation rate , £I 4l i I 4 %
CRP, C-reactive protein, C-JZ i #EH  ASO ,antistreptolysin O, U I 4 ﬂ%riil‘i 0
GABHS, Group A B-hemolytic Streptococcus, A ZH - I Pk 5 BR B
E1 Sydenham SRERR IS W AR

Figure 1 Diagnostic flowchart of possible Sydenham’s chorea'".
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Table 3. Duration of penicillin prophylaxis on
anti-infective therapy "

Category of patients Duration of prophylaxis

Patients without proven For 5 years after most recent attack, or
carditis until 18-year-old (whichever is longer)

Patients with carditis

Mild mitral
regurgitation

For 10 years after most recent attack, or at
least until 25-year-old or healed carditis
(whichever is longer)

More severe valvular Lifelong

disease

After valve surgery Lifelong

TR, Al B RE PR R S8 I 8] B HLOR 2 80
HATLAM &2 o X FRER ™ A, R TR SRR
U % S B i A MR 24 m) REAT AL, AN B FE R 552 (0 ik
P B A 500 CSSRI) A] A7 250 22 it £ 5i 38 E A8 & A9 Il
PRAE AR, HT AR 245 % 38 70 58 7 ek DARE IR Y ok 3t A
W

7N HiE

K Z B Sydenham FE F5 05 28 2 3 52 R A BR

L, B B2 ARG A 25% 1 B R R AT
HE AR LE 2 A S K Ia], BR O RESEHE Sydenham
FRERT Y B AR — MR it R S s, {0 B
75 191) 38 B — L T R 1 e 8 A A 2 % i h A
HER IS 10% ~ 30% 1Y B H Al &2 & Y
Sydenham #F B 55 8 34 19 1015 32 22 Bk 30 i 5
R R I e

L £ X W

[1] Oosterveer DM, Overweg-Plandsoen WC, Roos RA. Sydenham’s
chorea: a practical overview of the current literature. Pediatr
Neurol, 2010, 43:1-6.

[2] Gordon N. Sydenham’s chorea, and its complications affecting
the nervous system. Brain Dev, 2009, 31:11-14.

[3] Zomorrodi A, Wald ER. Sydenham’s chorea in Western
Pennsylvania. Pediatrics, 2006, 17:E675-679

[4] Kou CY. Clinical treatment of Sydenham’s chorea. Zhong Wai
Jian Kang Wen Jian, 2011, 44:404-405.[ 714 . /NI BE 955 I K
YRIT. MR SCHE, 2011, 44:404-405. ]

[5] Maia DP, Fonseca PG, Camargos ST, Pfannes C, Cunningham
MC, Cardoso F. Pregnancy in patients with Sydenham’s chorea.
Parkinsonism Relat Disord, 2012, 18:458-461.

[6] Rodopman-Arman A, Yazgan Y, Berkem M, Eraksoy M. Are

sensory phenomena present in Sydenham’s chorea: evaluation of



[16]

[17]

574

opE A 2 G 2 2014457 B 55 14 55 740

Chin J Contemp Neurol Neurosurg, July 2014, Vol. 14, No. 7

13 cases? Neuropediatrics, 2004, 35:242-245.

Sudhindra BK. Rheumatic chorea. Indian Pediatr, 1996, 33:47-
49.

Panzer J, Dalmau J. Movement disorders in paraneoplastic and
autoimmune disease. Curr Opin Neurol, 2011, 24:346-353.
Cardoso F, Seppi K, Mair KJ, Wenning GK, Poewe W. Seminar
on choreas. Lancet Neurol, 2006, 5:589-602.

Moreira J, Kummer A, Harsanyi E, Cardoso F, Teixeira AL.
Psychiatric disorders in persistent and remitted Sydenham’s
chorea. Parkinsonism Relat Disord, 2014, 20:233-236.

Kuzulugil D, Sheldrick K, Wood A, Whitehall J. Hallucinations
in severe, repeated Sydenham’s chorea in an indigenous girl in
North-West Queensland. J Paediatr Child Health, 2013, 49:72-
74.

Church AJ, Dale RC, Cardoso F, Candler PM, Chapman MD,
Allen ML, Klein NJ, Lees AJ, Giovannoni G. CSF and serum
immune parameters in Sydenham’s chorea: evidence of an
autoimmune syndrome? J Neuroimmunol, 2003, 136(1/2):149 -
153.
Kirvan CA, Swedo SE, Kurahara MW.

Streptococcal mimicry and antibody - mediated cell signaling in

D, Cunningham

the pathogenesis of Sydenham’s chorea. Autoimmunity, 2006,
39:21-29.

Kirvan CA, Swedo SE, Heuser JS, Cunningham MW. Mimicry
and autoantibody-mediated neuronal cell signaling in Sydenham
chorea. Nat Med, 2003, 9:914-920.

Hallett J, Kiessling L. Genetics of childhood disorders: X X X
V. Autoimmune disorders, part 8: animal models for
noninflammatory autoimmune disorders of the brain. J] Am Acad
Child Adolesc Psychiatry, 2002, 41:223-225.

Bonthius DJ, Karacay B. Sydenham’s chorea: not gone and not
forgotten. Semin Pediatr Neurol, 2003, 10:11-19.

Ozer S, Hallioglu O, Ozkutlu S, Celiker A, Alehan D, Karagoz
T. Childhood acute rheumatic fever in Ankara, Turkey. Turk J
Pediatr, 2005, 47:120-124.

PC, Terreri MT, da Rocha AJ, Zappitelli MC,

Lederman HM, Hilario MO. Clinical, laboratory, psychiatric and

Faustino

magnetic resonance findings in with  Sydenham’s
chorea. Neuroradiology, 2003, 45:456-462.

Hagiwara K, Tominaga K, Okada Y, Kido M, Yamasaki R, Shida
N, Yamashita Y. Post - streptococcal chorea in an adult with
bilateral striatal encephalitis. J Clin Neurosci, 2011, 18:708-709.
Beato R, Siqueira CF, Marroni BJ, Boanova LG, de Lima CF,

Maia DP, Nattan M, Cardoso F. Brain SPECT in Sydenham’s

patients

[21]

[27]

[28]

[30]

[31]

chorea in remission. Mov Disord, 2014, 29:256-258.

Special Writing Group of the Committee on Rheumatic Fever,
Endocarditis, and Kawasaki Disease of the Council on
Cardiovascular Disease in the Young of the American Heart
Association. Guidelines for the diagnosis of rheumatic fever:
Jones Criteria, 1992 update. JAMA, 1992, 268:2069-2073.

HH, Schoeman JF. Distinguishing
PANDAS from Sydenham’s chorea: case report and review of
the literature. Eur J Paediatr Neurol, 2004, 8:211-216.

Cilliers AM. Rheumatic fever and its management. BMJ, 2006,
333:1153-1156.
Rheumatic fever and

Organ Tech Rep Ser, 2004, 923:1-122.
Berrios X, Quesney F, Morales A, Blazquez J, Bisno AL. Are

van Toorn R, Weyers

World Health

rheumatic heart disease.

all recurrences of "pure" Sydenham chorea true recurrences of
acute rheumatic fever? J Paediatr, 107:867-872.

Ekici F, Cetin I, Cevik BS, Senkon OG, Alpan N, Degerliyurt
A, Giiven A, Ates C, Cakar N. What is
rheumatic carditis in children with Sydenham’s chorea? Turk J
Pediatr, 2012, 54:159-167.

Sabui TK, Pant
Sydenham’s chorea. Indian J Paedr, 2010, 77:703.

K, Yavuz H, Cam L, Oran B, Karaaslan S,
Demiroren S. Sydenham’s chorea: a clinical follow - up of 65
patients. J Child Neurol, 2007, 22:550-554.

Walker AR, Tani LY, Thompson JA, Firth SD, Veasy LG, Bale
JF Jr. Rheumatic chorea: relationship to systemic manifestations
and response to corticosteroids. J Pediatr, 2007, 151:679-683.
Teixeira AL Jr, Cardoso F. Corticosteroids in the treatment of
acute Sydenham’s chorea. Pediatr Neurol, 2006, 34:168-169.
Garvey MA, Snider LA, Leitman SF, Werden R, Swedo SE.
with

the outcome of

P. Sodium valproate in the treatment of

Demiroren

intravenous

J Child

Treatment  of  Sydenham’s  chorea

immunoglobulin, plasma exchange, or prednisone.
Neurol, 2005, 20:424-429.
Gimeno H, Barry S, Lin JP, Gordon A. Functional impact of
Sydenham’s chorea: a case report. Tremor Other Hyperkinet
Mov (NY), 2013, 3:1-4.
Cardoso F. Sydenham’s chorea. Handb Clin Neurol, 2011, 100:
221-229.
Cao Y, Guan XZ. A case repot: basal ganglia hemorrhage in
elderly sufferring from Sydenham’s chorea. Jian Kang Bi Du,
2012, 11:570.0 B B, 268, FFRE R 3T DX L 1 38 45/ S B
93 1A . 2, 2012, 11:570. ]

(W fi H 491:2014-06-11)

I xR ZiAREIC (=)

Hg g R 1A

treponema pallidum(TP)

3% S 7 B
enzyme-linked immunospot assay( ELISPOT)

J RS B 5312 W7 5 SE 1T T 28 4 Wi
Diagnostic and Statistical Manual of Mental Disorders

Fourth Edition(DSM-1IV)
L EOMEP2: American Heart Association( AHA)
SRR RN AT R

Montreal Cognitive Assessment(MoCA)

Jivg P9 1

I 4 P I
i 2 Hh 2 A i 9
T 5L B2 J5

WINTEI
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