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Usefulness of findings in optic nerve / eye socket / sella turcica in head
MRI for diagnosis of idiopathic intracranial hypertension in a girl patient
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|_ Al_)_.grmcr 1 We here report specific magnetic resonance imaging (MRI) findings of a female patient with
idiopathic intracranial hypertension (ITH). The patient’s chiel complaints were eye position abnormality
and vomiting. She had papilloedema and high cerebrospinal fluid pressure (54em H20). We considered
that there might be a lesion in the caput and performed a cephalic imaging study, but found no findings
o suggest an intracerebral space-occupying lesion or ventricular enlargement by computed tomography
(CT). However, MRI demonstrated an emply sella. Regarding the optic nerves, there were three findings,
as follows : distension of the perioptic subarachnoid space, vertical tortuosity and elongation of the orbital
optic nerve, and flattening of the posterior sclera. By this MRI, we diagnosed the patient as having ITH.
Currently, no MRI findings are included in the criteria for ITH diagnosis. However, evaluation of the
pituitary gland and optic nerves by MRI, as well as fundoscopy, is considered to be clinically important
for the diagnosis of 1IH, particularly in patients without headache.
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Table 1 Laboratory date on admission

WBC 12,700 /i BE -1.8 mmol/1., Na 139.9 mEq/L C3c 124.7 mg/dL

Seg 60% TR 7.0 g/dL K 3.4 mEq/L C4 15.0 mg/dL

Ly 25.6% Alb 4.3 g/dL Cl 108.1 mEq/L CHH0 43 U/mlL

Mo 3.8% T-Bil  0.4mg/dL CRP  <02mg/dL ANA (-)

Eo 9.5% D-Bil <01 mgz/dlL NH, 33 ng/de EBV-IgM < X 10

Ba L1% BUN  10.7mg/dL BS 110mg/dl. EBV-1pG X 40

RBC 521 % 10"/« L Cr 0.3 mg/dlL EBV-EBNA x 10

Hb 13.5 g/dl. UA 2.9mg/dl. PT > 100%

Ht 41.2% Ca 9.3 mg/dlL APTT 324s cortisol 9.8sg/dL

ELT 35.5 % 10"/ L. P 4.7mg/dL Fibrinogen (normal : 14.9 + 7.2 pg/dlL)
AST  221U/L 225 mg/dL aldosterone 9.8 ng/dL

pH 7.428 ALT  9IU/L (normal : 200 ~ 400 mg/dL)  (normal : 11.4 + 6.5 ng/dL)

PCO.  33.7 mmHg LDH 234 [U/L ACTH 17 pg/mL

PO, 61.8 mmHg CK 61 IU/L (normal : 18.6 + 8.6 pe/dL)

HCO, 22.9 mmol/L AMY 431U/L

Fig.1 Fundoscopy
Upper image (before treatment) : The binocular nipple is enlarged, and the
optociliary shunt vessel and corpora amylacea are white, showing that the
papilloedema is in the chronic stage. Lower image (after treatment) : The
papilloedema shows improvement.
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Fig.2 Goldmann field

There is expansion of the Mariotte blind spot with binoculus, but no visual
field defect.
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Fig.3 T1 weighted MR image
Empty sella (arrow), in which a subarach-
noid cavily progresses to the pituitary
fossa, is seen.
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Fig4 T2 weaghted MR image
MRI demonstrates distension of the peri-
optic subarachnoid space (white arrow)
and flattening of the posterior sclera
(black arrow).

Table 2 Neuroimaging signs of MR Imaging'”

L. flattening Uflh( pustcum sclera | 80%

2. empty sella

3. diatension of the ]mrlopt[a subarachnoid | 45%
space l

4. L[’lhd[l(.‘(‘ﬂlt[]l of the ])uldmmar npmnu ve | 50%

. vertical tortuosity of the orbital optic nerve | 40%

-+
6. intraocular protrusion uf !hc prelaminar | 30%
oplic nerve |
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