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Casedescription:
Tuberculosis (TB) infection can seed in the mersngecortex as silent caseous foci. TB meningitis
occurs when one of these foci - the Rich fdecusiptures and releash/cobacterium tubercul osis bacilli

into the subarachnoid spat&his natural history has rarely been confirriredivo.

A 40-year-old female with a history of latent TBention treated in childhood presented with acatef
and headache, and was diagnosed with TB meninghige years before, anincidental leptomeningeal
abnormality was identified during evaluation foncassion (figure 1) but investigations yielded no

etiology (table 1). In retrospect, we concluded theepresented a longstanding Rich focus.
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Figure 1. Evolution of leptomeningeal abnor mality over threeyearsleading up to the clinical
presentation with tuber culous meningitis

Images from MRI brain acquired three years prigoresentation with meningitis (A: axial T1 post-
contrast, B: sagittal T1 post-contrast) and ondidne of presentation with meningitis (C: axial Tlspo
contrast, D: sagittal T1 post-contrast). Arrowsig¢ate the areas of nodular leptomeningeal enhanteme

which expanded over the three-year interval.
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Table 1. Results of cerebrospinal fluid studies and other relevant investigations

3yearsprior to meningitis

At presentation with meningitis

CSF white cell count (tube 4) 1 per mm 213 per mm
Lymphocytes 100% 56%
Neutrophils 0% 42%

CSF red cell count (tube 4) 0 per mni 8 per mni

CSF protein (normal 15.0-45.0 47.7 mg/dL 114.5 mg/dL

CSF glucose 57 mg/dL 38 mg/dL

CSF oligoclonal bands Not tested Negative

CSF IgG index (normal 0.2-0.8 Not tested 0.52

Serum glucose 91 mg/dL 105 mg/dL

Glucose CSF:serum ratio 0.63 0.36

CSF bacterial, mycobacterial Positive for mycobacterium

No growth

and fungal cultures

tuberculosis

CT chest, abdomen, pelvis

A single 0.4 cm calcified
granuloma in the right lung and
few small calcified lymph nodes i
the mediastinum

j*)

>

No change to previous findings

FDG-PET body

No areas of abnormal metaboli¢

activity. No evidence of

sarcoidosis or malignancy.

CSF=cerebrospinal fluid, CT=computed tomographyGEBuorodeoxyglucose, PET=positron emission

tomography.
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