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Steroid Non-responsive Hashimoto’s Encephalopathy Improved by Rituximab
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Hashimoto’s encephalopathy is a rare autoimmune disease, with symptoms of encephalopathy and high titers of serum
anti-thyroid antibodies. Current diagnostic criteria include corticosteroid responsiveness, but in some cases, they are
refractory to corticosteroids. In steroid non-responders, other immunomodulatory therapies could be applied. Recently,
Rituximab is reported as a safe and effective treatment for Hashimoto’s encephalopathy. We report a 50-year-old woman
with Hashimoto’s encephalopathy presented with confusion and catatonia who was refractory to corticosteroid and
immunoglobulin but effectively treated with rituximab.

] Korean Neurol Assoc 36(1):19-21, 2018

Key Words: Encephalopathy, Thyroid hormones, Rituximab, Glucocorticoids

SFA| HLE | B (Hashimoto's encephalopathy)2- T}9Fst 4175} prine, cyclophosphamide, methotrexate, % HIZZ 5T, T2
5 Z40t W PRI £ T BoR e & ek g o vk Almsln o
= At edgtolct! ojalel Aal, Q147159] Asl, whAluta), 2l S A H(Rituximab)> BA|322] Al3zuto]] EAs}= CD20'HH
AolSH e HET AL W R S e A of oA or gt GSEFAR, T ofF olgdl LH=

O‘r‘

LA 0 g A 0] SEEREON ol WS SRS SIS A0 R ARe S0} i
EPdTh B E|o] oh—,} EE 3185k AH|2o|Eo 9Fast 2] J_E]Mr,} AR AAEH A 2SE S W AR A A0
& HFS-2 KHof Z|Tof| = steroid-responsive encephalopathy asso- 2 YYste] s REY =02 Atky 7, AHRo|Ee} HaT
ciated with autoimmune thyroiditis2}x! E2%|1 Qlc}. $-Euzt 289 A7 40| Pt gEAIEE Folgdt & Aue=z

oM 1-g AE|Ro|= ARof| ¥RS-S HOl Bz} glonk? A Az FEE Aol olE Haskaat
glEo|Sof| A WkSo] gAY BEAQ] TATRS Hol= Aot
Qlt], o]yt AHRo|T HYLS SHA|HERMZ0| A azathio- = |

rol.

o}

S0M] of A} At oF 4= ANE sl Ak dE Ei=

Received September 8, 2017 Revised September 28, 2017 =
Accepted September 28, 2017 ShA| 9 ZJ’E]’ZO‘{catatonia)o 2 Ysloct Zdlo= 7iezoz
Address for correspondence: Hye-Jin Moon, MD “Falo] Belth, <3} =L dojo > = a2 s u
Department of Neurology, Soonchunhyang University Bucheon TiAle] Bl siOfOF A 5 SRS S
Hospital, 170 Jomaru-ro, Bucheon 14584, Korea 7} ofzZchy —Zf—lﬂﬁl 7 ]—?1'5] SolQl= = A9 2 BG5S
Tel: +82-32-621-6569 Fax: +82-32-621-5018 = . =

Gick. ol o] A3k elakeuAl Bl et Brksei

E-mail: moonhyejin21@gmail.com
31, 95 A=) wkg glo] Bl B g AA AL, v

* B Qe SRS AT Ao S AL,

il = =

rr
>

J Korean Neurol Assoc Volume 36 No. 1, 2018 19



B B7ks s tuf i ofe] ol Algte] B
Fustol TS Wik S Wl g wel
o1 291 510 WSk el B AR A
PR Eo] 0|3 34 AloAldo] TAESO
oo AlATE A=t AATpA Ao)
7193l Qigick Ak A Agska ARl
S le(confusion) AE|E, ANTE F5 &
ks & Y SEoIA] QRlt HAERAIA ol &
& HolA| etk 5ol st Whe= HolA] efgkew, g
7H RS Al Al&stel L AAE frAlsk AL sk HaE
F(waxy flexibility)o] ZHEE|QIcE AXATA= AAto]9lal,
A HRAR SRS QIGIE ] A1 e AlsiiaL
EA 9 dho]| o]ARS Holx] okokt) kulAAlAE 7 A
oz Hj5olARl Muprh ZinkAl oz FHETE HAeHgA
A WAL, Adahs HEEA AL i 55.3 mg/dL (RalA]
12-60 mg/dL), & 74 mg/dL (112 40-80 mg/dL)ict &
5 AN SRR 80 gdl (LA 12-18 gdl)2
o] 2AAL, oA (antinuclear antibody), R4

1o
ne
ol O.>‘:,
il
OHT

2o o o
g A
OE 32 2 K
o &3 oo

w2 ol rz _EL
foy AL o2
N
s oOlv

i%

jus
o.
¢

L lo © T
N
%
>

1
rlo
nz

_Qi
SR

lo

ok

31| (anti-neutrophil cytoplasmic antibody)= SAJo]%ict &
o gl A AfA] AJRYRE SINMDA (anti N-Methyl-D-as-
partate) =844, SAMPA (a-amino-3-hydroxy-5-methyl-4-iso-
xazolepropionic acid)~&A&A], SH.GI-1 (-leucine-rich glioma in-
activated 1)%}A], SCASPR2 (contactin associated protein-like 2)
34|, SGABA-B (gamma-aminobutylic acid type B)S~&4|3HA]
L W 2ol WE MRS AR AHoIRon, 1

/ﬂ:Li—gﬂﬁg}iﬂ(anti-thyroglobulin antibody)+= 5.56 IU/mL (31l
PR G 2 5 4=2.2)| 81| (thyroid-stimulating

A 70 osh), %

hormone receptor antibody):= 0.67 TU/L(Z21%] 1.5 o]sh= A}
o] oLy, FHPIAARS]E A-gHA|(anti-thyroid-peroxidase antibody)
7} 1,400 TU/mL (73] 0-12 TU/mL) 2 ARsElo] 919ick. FDG-PET
("*F-fluodeoxyglucose-positron emission tomography) ZHAl&hct
Faeol i 0] g} gHaslo] slglon], £, wl, ks A
ARRPASEATL | A7 dellMs Solavdol WEEA] 4%k
tFig.).

ool SPAIRERYTS Adstal SUE MG A ol =(H
QI EYEE 1 gdE Tojlﬁ}‘iiﬁ‘ﬂ, ol% B8 2EEo|E

CzEEYEE
A8 QIglek 3-8 /\Eﬂiol —%‘Tor

AF2EY FWZA} 20,000 mge 5 E2t
T 3HA|, 71A8 Su(catatonic coma)”} A|<EE|QIC) oF 45271 7
T 2R|ROEE SASIOL ARl B0 o] Ad2
ol 5 gl Aol 3ol g Aoz ok, o

$% glol YA 1 FERI *JEH?E | glaioct. S0l ¥
Aleget SPAPAIARSEE g = 486 TU/mLE
13 77do] At QAR S/ AP i

sl gel A5k 39 5 opyel whisel S
S

o

fuj

gl

oN

3

rL

[

i o

o

=

)
U,

W DA Z717) el

Figure. 18F—ﬂuodeoxyglucose—positron emission tomography image and magnetic resonance image-fluid attenuated inversion recovery of

Hashimoto encephalopathy patient.
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