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Primary Sjogren’s Syndrome Associated with Recurrent Transverse Myelitis

Han Hee Lee, Seung Min Jeong, Joo Ha Lee, Jae Wuk Kwak, Kwi Young Kang,

Ji Hyeon Ju, Ho Youn Kim, Sung Hwan Park

Department of Internal Medicine, Kangnam St. Mary’s Hospital,
The Catholic University of Korea, Seoul, Korea

Sjogren’s syndrome is a chronic autoimmune disorder due to lymphocytes infiltrations of the
exocrine glands and is clinically characterized by dry eyes and dry mouth. Though Sjégren’s
syndrome can affect the nervous system, acute transverse myelitis is an extremely rare CNS
complication that progresses rapidly, and requires early diagnosis and therapy. Here, we report
a 49-year-old female who had primary Sjogren’s syndrome that manifested itself as acute
transverse myelitis. She presented with motor weakness and hypesthesia of her right lower
extremity. During her first attack, MRI of the spine revealed high signal intensities on T2-weighted
images in her spinal cord at the levels of C6 through T11. Symptoms improved after 5 days
of intravenous methylprednisolone (1 g/day) therapy, but recurred 9 months later. She had
another MRI which showed acute transverse myelitis involving the spinal cord at the levels of
C2 to T8. Her symptoms remained well controlled with treatment consisting of 5 days of
methylpredisolone infusion (1 g/day) and concomitant intravenous cyclophosphamide 750 mg
every 4 weeks.

Key Words: Sjogren’s syndrome, Transverse myelitis
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methylprednisolone
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Fig. 1. Diffuse high signal intensities are seen in the
spinal cord from C6 to T11 on T2 weighted image
without enhancement after infusion of the contrast
media, mainly central gray matter involvement
when she was first diagnosed with transverse
myelitis.
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cardiolipin antibody A, lupus anticoagulant= =5
Aok HXFH AR AL B3 pH
7.8, WL 150/ uL (FZF 98%, WU 2%), @
68.4 mg/dL (40~70), SHAA 13897 mg/dL (15~45),
1eG>125 mg/L (0~34), albumin 702.0 ug/dL (140~
200), oligoclonal IgG band= S4lolgltl. =X Yo
A9 AT wlole 2 vk AAE BF sS40l
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Koz ¢kskor) X 2| dolA C204] T8l
24X T2 7z QA 243 S BHvkad 2).
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(1 g/day)e 597+ A3 o]F 735t prednisolone 50
mg/day® FZHaloict. AH|Zo]= AT A FA
ofl cyclophosphamide 750 mg A5 X EE A&
th 3= X' 6 FHY 5% 2x 24 At

AE % 63 AWsRen], WAL AT prednisolone
5 mglday® §ASkH So] 2ol & glo] ol

7 W Folnt

Fig. 2. Diffuse high signal intensities are seen in the
spinal cord with intramedullary high signal
intensity change in the cervical and upper thoracic
levels (C2 to T9 levels).
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A AT 16 22 F7HE BAW A 44
g} (4,5,10,11).
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Slt}. Prednisone} cyclophosphamide®] HH 3+ X &7}

Table 1. Comparison of features of 3 cases: primary Sjogren’s syndrome presenting as acute transverse myelitis in

Korea
Choi et al (4) Choi et al (5) This case
Age of onset/Sex 37/F 43/F 49/F
Chief complaint Both leg numbness & Both leg weakness, Rt. arm Both leg weakness,
voiding difficulty & both leg paresthesia, hypoesthesia
voiding difficulty (neck ~umbilicus)
Rheumatoid factor + + -
Anti-nuclear antibody 1:320 1:320 1:800
Anti-SSA/SSB antibodies +/+ +/— +/+
C3/C4 (mg/dL) 90/15 81.9/16.9 85.7/13.5
CSF  protein (mg/dL) 180 62.4 138.97
IgG ) 1 i
Oligoclonal bands (CSF) — — —
MRI finding : high signal C6-T7 C3-T3 C2-T8

in T2 weighted image

Methylprednisolone 1 g/day
for 10 days — oral predniso-
lone, cyclophosphamide pulse
Tx.

Treatment

Methylprednisolone 1 g/day
for 5 days — oral predniso-
lone, cyclophosphamide pulse
Tx.

Methylprednisolone 1 g/day
for 5 days — oral predniso-
lone, cyclophosphamide pulse
Tx.
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Hoelsl B AARHE TS0l ol gev]
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Fie Edgsiel (14,15).
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