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Definition

! Intrinsic disorder of the spinal cord
!Temporal features
!Spatial features
!Etiology



Temporal and spatial patterns

!Peak reached at 10 days
!Damage in both longitudinal and 

horizontal planes
!All functions of SC are disturbed to 

various degrees



Semiology

!Prodromes
!Paresthesiae,paraparesis,backache, 

sphincter dysfunction
!Degree of paresis varies between slight 

weakness and total paralysis



Signs (cont.)

!Early, muscle tone is decreased (spinal 
shock), later spasticity develops

!DTR initially not obtainable or reduced, 
later they can brisk

!Babinski sign
!Trunkal sensory level



Etiology
!Parainfectious
!Postvaccinial
!Autoimmune
!MS
!Devic
!Paraneoplastic
!Vascular



Postinfectious & Postvaccinial    
Transverse Myelitis

!Prodrome
!Monophasic
!Autoimmune

" Jeffery DR, Mandler RN, Davis LE. Arch Neurol 
1993;50:532-535



Etiology
Postinfectious

Rubella
Rubeola
Varicella
Influenza
EBV
Hepatitis A
Mycoplasma 
Lyme
Syphilis

Postvaccinial
Rabies
MMR
Varicella
PPD
Influenza



CSF
!Pleocytosis (10-100 WBC)
!High protein
!Normal glucose



Infection
!Viral:Echo,Coxsackie,HSV 1&2,Human   

herpesvirus6, VZV,CMV,HIV,Hepatitis 
A,EBV,Mumps,Rubella

!Bacteria:Mycoplasma pneumonia,
Borrellia,Yersinia,Chylamidia,
Rochalimaea,Mycobacteria

!Parasites:Schistosoma,Cysticercosis,
Toxocara,Toxoplasma gondii









Autoimmune-Rheumat.

! SLE
! MCD
! PSS
! SS



Laboratory
! ANA
! Double stranded-DNA Ab
! Soluble Nuclear Antigen Ab
! Anti-Ro 
! AntiSS/A  and SS/B
! RF
! CBC,APTT, Cardiolipin Ab
! CSF in 1st 24 hours(Low glu,high 

protein,pleocytosis)



Lupus myelitis

!17% of SLE-TM patients presents with 
TM as first SLE  symptom.

!Fever as prodrome
!Pathology:Thrombotic complications 

due to cardiolipin antibody



Elsberg Syndrome
!Sacral radiculomyelitis
!Urinaryretention
!Hypo/paresthesia –sacral dermatomes
!CSF pleocytosis without elevated 

protein
!Primary HSV type-2 infection
!Prognosis-good



Anterior Spinal Artery 
Syndrome
!Posterior cord function is preserved
!Acute onset of motor symptoms with 

dissociated sensory symptoms
!Etiology (60 cases)

! Unknown (14)
! Spinal angioma (10)
! Postinfectious (9)
! A. spinal artery occlusion (9)



MS and TM
!TM is common initial presentation of MS
!MS presenting as an isolated spinal 

cord or brainstem syndrome is 42% 
(Miller et al.)

!Lack of relation to antecedent infection
!Polyphasic course
!Chronic recurrent
!Progressive



Differentiation
!1. Symmetry of both sensory and motor 

impairments (>94% accuracy; Scott et.al. 
Neurology 1998,50;2)

!2.Oligoclonal bands in CSF



Complementary studies

!3.MRI
!4.Physiology



Prognosis
!Combination of severity of weakness 

and EMG  had had 90.3% predicting 
power.

!Severity of weakness and denervation 
on EMG are most useful for predicting 
the outcome of TM at 6 months



Devic’s Neuromyelitis 
Optica Diagnostic Criteria
!C.Acute involvement of spinal cordAcute involvement of spinal cord and 

optic nerves,coincidental or separated
No cerebral,cerebellar or cortical 
features
I.Normal brain MRI,enlarged,cavitated 
spinal cord
L.No OCB-No CNS IgG-Incr CSF alb



Devic’s NMO (cont’ed)
!Pathology:
Necrosis,cavitation of spinal 
cord,thickened vessel walls   
no inflamatory cells.
No plaques in brain,brainstem or 
cerebellum



Devic’s NMO         
Therapeutic Protocol
!W&H,CXR,BP,UA,HbA-

1C,Lytes,CBC,Stool guiac,PPD,LFT
!Solumedrol 500 mg IV bid/2 hours x5 

days
!Prednisone 1 mg/kg/d qam for 2 months
!Azathioprine2 mg/kg/d at 3rd week
!Very slowly convert prednisone to qod






