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Anti-Ma2-Associated Encephalitis with Axonal Sensorimotor

Polyneuropathy
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Anti-Ma2-associated encephalitis is one of the paraneoplastic limbic and brainstem encephalitis characterized by decreased

consciousness, parkinsonism and the limitation of vertical eye movement. It is usually associated with non-small cell lung

cancer in male and female or germ cell tumor in male. Herein, we report a case of atypical anti-Ma2-associated encephalitis

which presented with axonal sensorimotor polyneuropathy.
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Figure. Brain MRI taken 12 days after the symptom
onset. (A) T2 FLAIR image shows increased T2
signal intensity of the bilateral medial temporal area
(arrows). (B) Contrast-enhanced T2 FLAIR image
shows multifocal small enhanced lesions (arrowheads),
but no enhancement in the bilateral medial temporal
lobe. (C, D) There was no signal change on DWI and
ADC images. MRI; magnetic resonance image,
FLAIR; fluid-attenuated inversion recovery, DWI;
diffusion-weighted image, ADC; apparent diffusion
coefficient.
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Table. Findings of nerve conduction study

sion tomography/computed tomography)ojj+= }A] £okS. oJx]sk

oL PMa2Ilo] OlEleli, 2ol B WelFmEy
ol 544 FH10] glo1A] e ARk rituximab, 1 kg, 187 45-
2% Fofstgiet. olF A SIFS MRC 45 JE2 SAHY
out VNI B 71EE A%E 19 7 FHBANGES o,

of15] 7]l Afelell QoL AP SIoke: ThA] olalelol MRC 235

. . . TL/CV (m/sec) Amp (mV)
Nerve Stimulation site F-wave
TL/CV (m/sec) Normal Amp (mV) Normal
Motor
Median (left) Wrist 34 3.6 33 NR
Elbow 54 49.96 3.26 5
Axilla 58 55.96 2.99
Ulnar (left) Wrist 3.1 2.51 2.54 NR
Elbow 56 50.61 227 5
Axilla 61 52.69 2.18
Peroneal Left NR 4.78/41.85 NR NR
Right NR NR 4 NR
Tibial (left) Ankle 4.9 5.11 5.16 5 NR
Popliteal fossa 38 40.63 3.35
Tibial (right) Ankle 6.2 5.11 7.35 5 NR
Popliteal fossa 38 40.63 6.16
Deep peroneal Left 4.2 4.2 3.72 s NR
Right 4.4 2.18 NR
. . . CV (m/sec) Amp (mV)
Nerve Stimulation site
CV (m/sec) Normal Amp (mV) Normal
Sensory
Median (left) Wrist 39 41.26 5.23
Elbow 48 49.39 4.79 10
Axilla 52 53.95 30.3
Ulnar (left) Wrist 39 39.26 3.79 8
Elbow 51 47.46 3.25
Axilla 56 48.18 8.88 10
Sural Left NR 34.6 NR
Right NR NR 6
Superficial peroneal Left 38 40.5 2.35 4
Right 38 4.03

TL; terminal latency, CV; conduction velocity, Amp; amplitude, NR; no response.

J Korean Neurol Assoc Volume 37 No. 2, 2019 193



RGO QIR A 1okS FURE PMa2HO R
AR, S i 5 A glofo] HEAOR s
mgolglo), 19 ¥ FARASAS o) L olife] F4 THe
Q194 ThA] ofakel AbAmh|E Qlste] He) AR st qllh

WA, SARIZHE TR 0 R Qlet A1) $1oF 2 5E 3
B SMa2HI0] SR Kb Bt vk glck PNMAG
WO Z3AAAmE ofel WA WalEy] ]
a2 ol A WEAo] FukEl Ao] B gl 1
ol oL, AR FFAAA F4 2ol wEAA Fe]

o

- B AllE, 14241784 $(sensory ganglioni-
tis) = k= 7 A1 M| (bilateral cervical radiculopathy)
J12]31 ApAl7AB e H(myeloradiculopathy)o| FHEE 3HA}50]
B35 v} 9Jrk> &, 1] 5.2]71% 3% (non-Hodgkin lymphoma)-&-
7P @Ma2k e Shatoll AN T HS e A W (chronic
inflammatory demyelinating polyneuropathy)o| o] FHke =g
7} Bago] 9l Aok’ olefdt FeE W B Z¥E B0l
THAALt BRAVEAE dMa2 (PNMA-2)HA]e] st th=
Al Bkgsh= ol tiste] dtellE 4= ATh

IPAL 2 2] B, SAVAA T WY ARl =
o Rk SAo] QIglon SEAN WAl AR fiefo] o
HoAdEE BES Btk $hA AGst oS AR,
2

Al it dsol sikE AR, WY A|mof diste] T

J {
rO
i,
ol

o
;
=

_{

% 9ok 7Fs S ol & 4 ek Tk ol At Bl
WERAHOR Q1% A Siotol efstEIRE ol A% oy

=
gl ohat e Wk 9 Aok AP k) o &
Ao 4

A A9 A5o] BT, s g o) EsgoL A
A} (carcinoma in situ)IFO 2= $HMa2 =y

7F o] Harklo] glof i gk} EE Ol 2719 7FsAdel
Qlom] Z2pkasl ofgolet &= Wi, 40 7 Ag7deto] ¢k
Q55 01} 4040] At F FMa2 (PNMA2)FHAH 2451
2 7Fs7do] Qlk g ¢l wp=w, ofd ol gMa2 (PNMA-2)

194 CHSHMEMOIRIN NI37R NI22, 2019

SIS A= HHRNA (messenger ribonucleic acid)7} 1Tkl
Slo] 7L ok 711 5ol B TMa2 (PNMADEA] TS
st HAom WHsH B 22 otk ol Edi® 7t
2} glApe] e ko] meh PMa2 (PNMA2)RHAI} =8 i
S5 THA 9 S ek HIS AR A Qe
ackl, B S 3 AgARGoR A ATAAES

HEE 2ol A GMa2t PO & It AP AR S3418A S5

3} W FAFARIZFE A A 5
QUATE ole} o] aMa2MIgol N HAZIZHEFrhIA o]

10.

X
o
ol
Ir
N

)

ek

THOE e 4= Qe ¢l jloR dMa2H e Al

REFERENCES

Dalmau J, Graus E Villarejo A, Posner JB, Blumenthal D, Thiessen B, et
al. Clinical analysis of anti-Ma2-associated encephalitis. Brain 2004;
127(Pt 8):1831-1844.

Ortega Suero G, Sola-Valls N, Escudero D, Saiz A, Graus F. Anti-Ma
and anti-Ma2-associated paraneoplastic neurological syndromes.
Neurologia 2018;33:18-27.

Hoftberger R, Rosenfeld MR, Dalmau J. Update on neurological para-
neoplastic syndromes. Curr Opin Oncol 2015;27:489-495.

Hoffmann LA, Jarius S, Pellkofer HL, Schueller M, Krumbholz M,
Koenig F, et al. Anti-Ma and anti-Ta associated paraneoplastic neuro-
logical syndromes: 22 newly diagnosed patients and review of pre-
vious cases. J Neurol Neurosurg Psychiatry 2008;79:767-773.

Murphy SM, Khan U, Alifrangis C, Hazell S, Hrouda D, Blake J, et al.
Anti Ma2-associated myeloradiculopathy: expanding the phenotype
of anti-Ma2 associated paraneoplastic syndromes. J Neurol Neurosurg
Psychiatry 2012;83:232-233.

Ju W, Qi B, Wang X, Yang Y. Anti-Ma2-associated limbic encephalitis
with coexisting chronic inflammatory demyelinating polyneuropathy
in a patient with non-Hodgkin lymphoma: a case report. Medicine
(Baltimore) 2017;96:€8228.

Castle ], Sakonju A, Dalmau J, Newman-Toker DE. Anti-Ma2-associated
encephalitis with normal FDG-PET: a case of pseudo-Whipple's disease.
Nat Clin Pract Neurol 2006;2:566-572.

Abdulkader MM, Yousef MM, Abdelhadi MK, Amr SS, Alabsi ES,
Al-Abbadi MA. Microscopic dysgerminoma associated with anti-Ma2
paraneoplastic encephalitis in a patient with gonadal dysgenesis. Int |
Gynecol Pathol 2013;32:277-282.

Sahashi K, Sakai K, Mano K, Hirose G. Anti-Ma2 antibody related par-
aneoplastic limbic/brain stem encephalitis associated with breast can-
cer expressing Mal, Ma2, and Ma3 mRNAs. | Neurol Neurosurg
Psychiatry 2003;74:1332-1335.

Ney DE, Messersmith W, Behbakht K. Anti-ma2 paraneoplastic ence-
phalitis in association with recurrent cervical cancer. J Clin Neurol
2014;10:262-266.



