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A Young Woman  
Presented with Headache 

and Facial Numbness

Sarawut Suksuphew, 
Sahattaya Niyamosot

A 28-year old Thai woman, registered nurse, 

she lives in Nakhon Ratchasima Province

Chief complaint

Progressive headache 1 month

Present illness

3 months before hospitalization, she had a 

general headache together with nausea but without 

vomiting. The characteristics of headache were dull, 

no radiate and no specific precipitating causes. She 

denied the weakness of her face and body. She 

received a migraine treatment from a nearby 

hospital.

1 month before hospitalization, her headache 

was more severe. Although the headache was still 

the same site as before, but the pain persisted all 

day. If coughing or sneezing was more likely to 

provoke pain intensity. She noticed that there was 

numbness on the left side of her face but no facial 

weakness. No diplopia, visual impairment and 

dysphagia. She denied the fever, loss of appetite 

and her weight.

Past history

 - No underlying diseases

 - No history of traumatic brain injury

 - No oral contraceptive pills use

Family history

 - No headache in her family

Physical examinations:

General appearance: A Thai young aged 

woman, alert

Vital signs: BT 37.5°C, PR 82 bpm regular, 

RR 18 bpm, BP 130/80 mmHg

HEENT: pink conjuctivae, anicteric sclerae, 

no lymphadenopathy, no parotid and thyroid gland 
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enlargement

Heart and Lungs: unremarkable

Abdomen: soft, not tender, no hepatospleno-

megaly

Extremities: no pitting edema, no rash

Neurological examination: E
4
V

5
M

6
, alert, 

orientation to time, place and person

Cranial nerves:

CN I: intact

CN II: pupil 2 mm RTLBE, no RAPD, no visual 

field defect

CN III, IV, VI: extraocular muscles movement 

were intact

CN V: decreased pin prick and temperature 

sensation left sided along V
1
-V

2
 distribution, normal 

mastication muscles, decreased corneal reflex left

CN VII, VIII: intact

CN IX, X: equally palatal movement, positive 

gag reflex

CN XI: head turning and shoulder shrug were 

intact

CN XII: no tongue atrophy, normal tongue 

movement

Motor system: no atrophy, no fasciculation, 

normal tone, motor power grade V/V both sides

Sensory system: intact pin prick, fine touch 

and proprioception of extremities, DTR: 2+ all

Cerebellar signs: intact, Babinski sign: plantar 

flexion, Clonus: negative, meningeal sign: negative

Problem lists

1. Progressive headache

2. Hemifacial numbness

Discussion

A young female patient presented with 

headache and observed numbness of left face for 

3 months. The characteristics of the headache was 

compatible with secondary headache because 

increased intensity and presented with the 

symptoms of increased intracranial pressure and 

cranial nerve palsy. The neurological examination 

revealed the abnormal of ophthalmic and maxillary 

divisions of trigeminal nerve in the left sided. The 

neurological localization associated with the 

cavernous sinus in the left sided.

The possib le pathogenesis included 

inflammation process (gradual onset of headache), 

mass lesion (primary or secondary neoplasm) or 

vascular cause (vascular malformation).

Investigation

Complete blood count: Hb 10.3 g/dL, Hct 

32.9%,WBC 5,400 /uL (PMN 68%, L 27%, Mono 4%, 

E 1%), Plt 211,000 /uL, MCV 77.8(80-98) fL, MCH 

24.6 (25.6-32.2) pg/cell, MCHC 31.1 (32.2-36.5) g/

dL, RDW 13.1% (11-14), Hypochromia: few 

anisocytosis, few microcyte

Chemistry: BS 115 mg/dL, BUN 10 mg/dL, Cr 

0.6 mg%

Liver function test: TP 7.7g%, Alb 4.1 g%, Glb 

3.6 g/dL, TB 0.8 mg%, DB 0.5 mg%, AST 31 U/L, 

ALT 15 U/L, ALP 72 U/L

ESR 8 mm/hr

PT 12.9 secs, INR 1.08, PTT 33.5 secs

Anti-nuclear pattern: ANA (fine speckled) 1:80

Cytoplasmic pattern: cytoplasmic staining 1:80

CXR: normal cardio-thoracic ratio, normal 

parenchymal of both lungs

MRI Brain: Pre- treatment images (a, b) Axial 

gadolinium-enhanced 3DT1-weighted MR images 

revealed (a) linear thickening and homogeneous 

enhancement of the dura mater along medial aspect 

of left temporal lobe (arrow), (b) also involving left 

cavernous sinus (*) and left tentorium cerebelli (arrow), 

measuring up to 1.0 cm in thickness. (Figure 1)
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Diagnosis: Hypertrophic pachymeningitis

Progress note

She was treated with 1 mg/kg/day of oral 

prednisolone with taper off within 4 weeks. Her 

headache gradually subsided until she was able to 

return to normal work. On the day of follow-up 

treatment, the cranial MRI was sent to evaluate the 

treatment. As compared to the post- treatment 

images (Figure 2) show (c) much decreasing 

thickness and enhancement of the dura mater along 

medial aspect of left temporal lobe (arrow), (d) left 

cavernous sinus and left tentorium cerebelli (arrow). 

Although she still has a small amount of numbness 

on her face, it does not affect the quality of life.

(a)   (b) 

Figure 1 Pre- treatment images (cover page)

(c)   (d) 

Figure 2 Post-treatment images (cover page)
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Hypertrophic pachymeningitis (HP)

Pachymeningitis is an inflammatory disease 

characterized by local or diffuse dura mater 

thickening, which could be a feature of various 

neurological conditions.1 Clinical manifestations 

depend on the location of inflammatory lesions and 

compression of adjacent nervous structures. 

Hypertrophic pachymeningitis was first described 

by Charcot and Joffroy in 1869 as a cryptogenic 

thickening of the dura mater.1,2

The mechanism of pachymeningitis is still 

undefined. About 50% of cases is idiopathic and in 

the other is infectious and immunologic etiologies. 

There are infectious diseases (e.g. syphilis, 

tuberculosis, cryptococcal etc.), inflammatory 

diseases (e.g. vasculitis, rheumatoid arthritis, 

Sjögren syndrome, lupus erythematosus, sarcoidosis, 

granulomatosis with polyangiitis, IgG4-related 

disease) and malignancy (eW).3-5 The presence of 

systemic features as well as immunologic, 

histologic, and infectious work-up could help to 

determine the underlying etiology.6

Clinical manifestations depend on sites and 

extensive lesions that involved of the dura mater.7 

Headache is usually the most common presentation 

that characterized by focal or generalized, moderate 

to severe intensity depend on the rate of occurrence 

of intracranial hypertension but often refractory to 

analgesics or non-steroidal anti-inflammatory drugs. 

Cranial neuropathies, seizures, cerebellar ataxia, 

encephalopathy and neuro-ophthalmologic 

complications can develop in patients. Cranial 

nerve paralysis occurs in about 50% of these 

patients. Cranial nerves II, III, V, VI, VII, and X are 

usually affected.8 Decreasing the function of optic 

and oculomotor nerves may lead to visual 

disturbances, diplopia and even blindness.

Neuroimaging as magnetic resonance imaging 

(MRI) shows contrast enhancement thickening of 

the dura mater in the nervous system.9 The 

definitions of pachymeningitis require focal or 

diffuse thickening (>2 mm) and enhancement of 

dura mater on T1-weighted contrast-enhanced. The 

cranial  computed tomography (CT) scan 

demonstrates by relatively low sensitivity and 

insufficient specificity to allow detection of meningeal 

disease. The widespread application of MRI has 

greatly facilitated early recognition and follow-up of 

patients.
It is well known that gadolinium-enhanced MRI 

is superior to contrast-enhanced CT in the evaluation 
of HP. Findings of infiltrating meningeal lesions 
(including HP) is difficult to diagnose without 
performing gadolinium-enhanced MRI, and lack of 
contrast-enhanced imaging is the primary reason 
for delayed diagnosis.10

Numerous pathologic entities can produce 
thickening of the pachymeninges.11 It is also 
important to recognize that idiopathic hypertrophic 
pachymeningitis (IHP) is a diagnosis of exclusion. 
The most common finding of IHP reveals smooth 
linear thickening of the falx cerebri and tentorium 
cerebelli, and the second most common finding is 
focal nodular thickening12, appears isointense or 
hypointense with both T1- and T2-weighted 
sequences, also homogeneous enhancement after 
intravenous administration of contrast material. 
Addit ional axial  gadol inium-enhanced 3D 
T1- weighted sequence is an excellent tool. These 
signal intensity characteristics are due to the fibrosis 
and necrosis of the dura mater.13 The unusual of 
IHP can be demonstrating as a large enhancing 
mass mimicking meningioma. Other associated 
findings include mastoid effusion, sinus abnormality, 
cavernous sinus involvement, white matter edema, 
and hydrocephalus.12
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The diagnosis of IHP based on characteristic 

neuroimaging findings in addition to pathology and 

the exclusion of secondary causes including 

infectious, malignancy and other systematic 

autoimmune diseases.14 There are no specific 

abnormalities in laboratory tests regarding IHP. 

Inflammatory markers such as erythrocyte 

sedimentation rate and C-reactive protein are 

elevated in the most cases. A positive serum 

antineutrophil cytoplasmic antibody (ANCA), either 

cytoplasmic or perinuclear, is found in about 

two-thirds of patients. The positive anti-PR3 more 

often present systemic features of granulomatosis 

with polyangiitis including pulmonary and renal 

vasculitis.6,8 Both c-ANCA and p-ANCA positive 

groups of patients have the same frequency of 

chronic sinusitis, otitis media, mastoiditis and 

retro-orbital pseudotumor.2 The examination of 

cerebrospinal fluid (CSF) shows nonspecific 

abnormalities such as mild pleocytosis, consisting 

mainly of lymphocytes and mild elevated 

protein concentration, but CSF analysis without 

abnormalities can also be seen.

Treatment mostly includes steroids or 

immunosuppressive therapy, but the best treatment 

regimen and outcome related to the various 

underlying situations.1,14 Prompt diagnosis and 

proper treatment are crucial in preventing 

neurologic damage.
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