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An Anti-aquaporin 4 Positive Longitudinally Extensive Transverse

Myelitis with Antecedent Necrotizing Pneumonia Associated with S. aureus

Boo-Kyoung Jung, MD, Jung-A Kwon, MD, Jong-Mok Lee, MD, PhD

Department of Neurology, Kyungpook National University Hospital, Daegu, Korea

A 53-year-old male patient presented with quadriparesis during pulmonological hospitalization for the treatment of S. aureus

associated necrotizing pneumonia. He was diagnosed with the aquaporin-4 (AQP4) positive longitudinally extensive

transverse myelitis from pons to T3 level. Despite the administration of intravenous methylprednisolone and plasma exchange

with appropriate antibiotics, the patient’s neurological condition deteriorated and he died. Our case implies thatan S. aureus

associated necrotizing pneumonia can trigger an AQP4 positive neuromyelitis optica spectrum disorder and contribute to the

devastating course.
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Key Words: Myelitis transverse, Aquaporin 4, Pneumonia necrotizing

Zobg Q) BukA) A= (longitudinally extensive transverse
myelitis)& 222 37) o ARshs $54 Errdsiow,
A| A7 Z4=S(neuromyelitis optica, NMO) W AJA17 2 4= =2
ZHneuromyelitis optica spectrum disotder, NMOSD)2] E% %]
Ao|c}! Joltolzel-4 g} (aquaporin-4 antibody, AQP4 im-
munoglobulin G)©) S A4 9 AN 4SS
of et o] ol ol Sl Agte] g o
Al B, S AR Aad Aol
(community acquired pneumonia)®] EZA4F 41243t gF
defA] o, 71HA] 8l Ho] dR I BofE Qg =
TS B0 Bk’ 2T uloleis S Aldednt ¢
2 9 AR A aEglo] HarEal Qlom, telp

ik
o 5
& ol
X

ot
)

Nl

TE

ol |
i

H,

> i o

R
1o

C
(i
o,

B

o3

e
ok
" ]

['

Received February 9, 2018 Revised May 17, 2018

Accepted May 17,2018

Address for correspondence: Jong-Mok Lee, MD, PhD

Department of Neurology, Kyungpook National University Hospital,
130 Dongdeok-ro, Jung-gu, Daegu 41944, Korea

Tel: +82-53-420-5758 Fax: +82-53-422-4265

E-mail: azulmar@gmail.com

220 CHSHMEMOIRIN NI36Z NI, 2018

o] AJE|T1 GIEF AHEL A s (necrotizing pneumonia)
2 GoltobERl4 Al Py ANFHSGUTRROlH 5 A
SE AR A 7K B0 FeE mashad dik

=l

di

S3A EHAZE 713, 4 9 SeE o A HiES A
S5 7|H1} oA amoxicillin, clavulanate % azithromycin o}
A ARE T D2 Aelsiort S ook 18 % mer-
openem G| A28 Wk, el 220, A= 4 oA
Aol Basien, 19 39 SR AR Qe

1 47 ol SJFE Ik A7 AAIA S A Y
}4]+= Medical Research Council (MRC) 5 2, $-= AKX
MRCE+ 39 As17E QIS T4 A7 olste] 4%t

2 G ot T AR AskrE ZRlE STk
Aol A] ofAulEZ g o] Eolu| - A 4> (aspartate amino-
transferase) 194 U/L, depdop| =g d 4x(alanine aminotransferse)

159 ULE 570} QIIek HAA Aol A= Wahe A

o 1%

jinss

AN e
[0

rr o2

&
B
ofr
el
g

et
2,

4



S. aureus MAMHIE0| SHEE t-O0I5L0PERI —4SHd| 2H H=2 225 A Y

Figure. Spine MRI of the patient. T2-weighted sagittal image shows

hyperintensities from pons to T3 vertebral level (A, white arrow
heads). Scattered lesions are identified in a gadolinium-enhanced
T1-weighted sagittal image (B, black arrow heads). Identical lesions
are revealed in T2-weighted and gadolinium-enhanced T1-weighted
axial images at the C3/4 vertebral level (C, white arrows head and D,
black arrow head). Black lines in A and B are scout lines of C and D,
respectively. MRI; magnetic resonance imaging.
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Table. Demographics, clinical and laboratory findings, and outcome in cases with bacteria-associated neuromyelitis optica or neuromyelitis

optica spectrum disorder

Serum aquaporin4

Age/sex Bacterium Clinical presentation . Treatment Outcome
antibody
32/female’ Mycoplasma Paraparesis and urinary retention. Negative Erythromycin, steroid, Minimal
pneumonia Blindness within 4 days plasmapheresis improvement
40/male’ Treponema Bilateral visual loss, paraparesis, bladder Negative Steroid, penicillin Progression
pallidum dysfunction

22/female’  Mycobacterium  Monocular visual loss, tetraplegia, mechanical Not determined  Steroid, anti-tuberculosis Slightly improved

tuberculosis ventilation treatment visual impairment,
residual tetraparesis
30/male® Mycobacterium  Monocular visual disturbance, paraparesis Not determined  Anti-tuberculosis Died
tuberculosis followed by tetraparesis and respiratory failure treatment
40/male’ Mycobacterium  Bilateral complete visual loss, paraplegia, Not determined ~ Steroid, anti-tuberculosis Remained blindness
tuberculosis sphincter disturbances treatment
53/male” Staphylococcus ~ Tetraparesis followed by tetraplegia, Positive Steroid, plasmapheresis, Died
aureus mechanical ventilation meropenem,
vancomycin
*Our case.
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