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Myoclonus as the Presenting Symptom of
Hashimoto’s Encephalopathy

Curie Chung, M.D., Jungmoo Nam, M.D., Suntae Hwang, M.D.,
Byung-Kun Kim, M.D., Ja-Seong Koo, M.D., Ohyun Kwon, M.D.,
Jong-Moo Park, M.D., Jung Ju Lee, M.D.

Department of Neurology, Eulji General Hospital,
Eulji University School of Medicine, Seoul, Korea

Hashimoto’s encephalopathy has been described as a steroid-responsive syndrome of encephalopathy associated with
high serum concentration of anti-thyroid antibodies. We report a 67-year-old woman who presented with myoclonus
involving both upper extremities. Brain MRI and EEG showed no diagnostic abnormalities. Thyroid functions were
normal, but anti-thyroid antibodies were elevated both in serum and in CSF. Hashimoto’s encephalopathy can present
with myoclonus even without outstanding encephalopathic feature, therefore anti-thyroid antibody test should be included
in diagnostic test in patient with myoclonus.
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Table 1. Laboratory findings of the patient

result normal value
T3 119.6 ng/dl 60-181 ng/dl
T4 8.20 g/dl 4.5-10.9 yg/dl
TSH 3.04 yIU/mI 0.35-5.5 yIU/mI
Serum ATA >500 1U/ml 0-60 1U/ml
Serum AMA 39.4 1U/ml 0-60 1U/ml
CSF ATA 12.8 1U/ml
CSF AMA 12.9 1U/mI

T3; tri-iodothyronine, T4; thyroxine, TSH; thyroid stimulating
hormone, ATA,; antithyroglobulin antibody, AMA; thyroid
microsomal antibody, CSF; cerebrospinal fluid

Kl
]

E Aor gkl
THAHE R P B i S5 2t
M 2 dRle R Ahkad, SA-dibe, ofFs, A
g AFEY A 5= 5 o ok 94 ZS0dEY
%*EPXVI EH%OH R S

Selol 8 2 ARel ThE ol 14 HelSl
Solo i BRI} 57}

86 J Korean Society for Clinical Neurophysiology / Volume 9/ December, 2007



SpAmEe] kel WHEE 196610] He 7|4
Oh R, 914 sk, ol TRUTAR, HEFF L
2 5] W3 FAo] A&l ALt Auste] BHo)H o
WAAZ Bolt= Jlo] Eoln] AF7HA] chosdt A
opgol 2AEU. HHFY 27 4L A F A %
PO Uy, chopt HE%F 4ol 54 ABAY
3, Aot A FHE B0 S vjwy Aol

2 =
olitol 5101 o2 5 x| ol o
A7 ofYlT, R AT T
shAmEL e Weplelshy sHeR Arhuel 8
o, WS, TRE Tmpn], WS, HER A 5
o] 7o) 9ttt JArek Exo 2 OTA} tlHE AAlo]
U A% FATEe] Agao]l DU Wi/l 9, MRIA
o i Gl T2 AN TSR, U
2 znqe) ez 27}, W, 2], ofkjziolA Ay
Al& o)A} FLAIR (fluid attenuated inversion recovery)
oA AuHA wREw w g v 9let” SPECTOA] I 7
a7b Holil, EEGOA A4 B Auprt AA|, S545, A
TR Uehd o qlek 2 SlollA= CT/dellA ot Al
A AR, FAY, 45 7IA °“J% APl Aol
oo}, 3 T2 ZF2ddelA 95 FE Hdshol Al

L,
-
4
ﬂfg
5 S

3= 57T, FLAIROA 25 Aol 487t S7p7) bt
S0} SR AN A Wil HolA oo
ki TSl

2 o] WHBo] Tagij g Aol 9
= ofRirki A7, watol A 1Hlmh AL B
7] gkghit] ol 27] gAol7] wolet Aztetu,

23 oA} AFE AT o]BA| Walj7l=x] Eelsfor &
Zolct.

S EEYR S0 ZAAPo| A 7P
i T I A B EHWPZI E}OHJ_ M=
: XMW A f%iH %

Z7hE e wa MEP mo A LA
Z7kelo] ShRERYZE] SHS Holt w3t HH4
A A4 1g6 index & FFAZANA 1gG o] 4ol

274 gotehs A LA, 54 AkgAle] A

o] gheg wAlsHA et

SHAmEL I Biae] WaRololA] (A kgAeh
Wl B g/ W sol, FAMIA AL BRelA 7)1
& 7FsAlo] A7 |51 SIAAEE Ak 57}
HEsk Wgel Q4 ki foleb ek sheche
A7} et s mERE 20| okl A} OFARS Ho|
A, A FA O] on| 9 AE| R0l 2o tRh Hhgo] 5}
A7h =HA o] Aghto] AT E AL Qlrk, S RERHF
ojgh= AThg T KZPHS A SHHE AH 2o
o] uke3l= W= SREAT (Steroid—Responsive Enc—
ephalopathy Associated With Autoimmune Thyroi—
ditis)’ = BIEH APHY HEF NAIM (Nonva—
sculitic Autoimmune Meningoencephalitis)©]|gtal HHY
iz odE A7|EAL Q=T ol WSS, 84
A9 2 A IRIAI9F AE|2olE REgA] wiszolt),
2 FEloAe SHRO|EE ARSSHA] e3t=t], o= &
A7F S ) o] WA HARS eIl 1Sl
7] wiiZolt}. thAl azathioprines Foistm Za} ¥hzk Fo]
t}, Azathioprine2 WA 2Hg-o] yehbh=d] Alxto] A
gug A AlFolA 1 BE 4S5l ofHeh

AEF o, ISl e gxtollA S-3igh
OAABIY QA7 NS HolA| gkt st et ot
ARlo] gl i, Thadt A s 7H SHA R E R
o= Elsfof s, o] B9 A7 HARETE oyt
PP AAAA] AldeiA s Zods k9o

a3}

N

ook

e

3

REFERENCES

1. Gordon MF. Toxin and drug-induced myoclonus. Adv Neurol
2002;89:49-76.

2. Caviness JN, Brown P. Myoclonus: current concepts and
recent advances. Lancet Neurol 2004;3:598-607.

3. Fatourechi V. Hashimoto’s encephalopathy: myth or reality?
An endocrinologist’s perspective. Best Pract Res Clin Endo-
crinol Metab 2005;19:53-66.

4, Brain L, Jellinek EH, Ball K. Hashimoto’s disease and
encephalopathy. Lancet 1966;2:512-514.

5. Chong JY, Rowland LP, Utiger RD. Hashimoto encephalo-
pathy: syndrome or myth? Arch Neurol 2003;60:164-171.

6. Nolte KW, Unbehaun A, Sieker H, Kloss TM, Paulus W.
Hashimoto encephalopathy: a brainstem vasculitis? Neurology
2000;54:769-770.

7. Kothbauer-margreiter 1, Sturzenegger M, Komor J, Baumgartner
R, Hess CW. Encephalopathy associated with Hashimoto thy-
roiditis: diagnosis and treatment. J Neurol 1996; 243:585-93.

8. Ferracci F, Moretto G, Candeago RM, et al. Antithyroid

J Korean Society for Clinical Neurophysiology / Volume 9/ December, 2007 87



o

= =
BER0|YF

rel

YR G YR EME YA TRS R

10. Azuma T, Umeichi T, Funauchi M, et al. Myelopathy
associated with Hashimoto's disease. J Neurol Neurosurg

Psychiatry 2000;68:681-682.

antibodies in the CSF: their role in the pathogenesis of
Hashimoto’s encephalopathy. Neurology 2003;60:712-4.

9. Fujii A, Yoneda M, Ito T, et al. Autoantibodies against the
amino terminal of alpha-enolase are a useful diagnostic marker
of Hashimoto’s encephalopathy. J Neuroimmunol 2005;162:

130-6.

88 J Korean Society for Clinical Neurophysiology / Volume 9/ December, 2007



