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Differential diagnosis and diagnostic algorithm of demyelinating diseases

Malignant diseases such as lymphoma, foramen
magnum tumors or multifocal gliomas can resemble

MS.

Diagnostic Algorithm of Demyelinating Diseases
According to all these possible differential diag-

noses, a broad spectrum of diagnostic procedures may
occasionally be required. We usually start with thor-
ough history and physical examination, then the fol-
lowing studies are performed®: 1) NMR of the brain
and spinal cord using T1, T2 and FLAIR sequence
and gadolinium as a paramagnetic contrast medium,
to asses the activity of demyelinating disorder; 2) lam-
bar puncture with analysis of IgG index and OCB in
serum and CSF, MRZ reaction; 3) neurophysiologic
studies: visual, auditory and somatosensory evoked
potentials; 4) hematologic and biochermical analysis
of peripheral blood (complete blood count, eryth-
rocyte sedimentation rate (ESR), coagulogram, C-
reactive protein (CRP), protein S, antithrombin I1I,
serum immunoelectrophoresis); 5) molecular analy-
sis of prothrombotic factors (FII, factor V Leiden,
MTHFR, PAI-1); 6) immunologic analysis (ANCA,
ANA, ENA, antiDNA, aCL, C3, C4, CIC); 7) thy-
roid gland hormones; 8) vitamin B12 and folic acid; 9)
serologic analysis for neurotropic viruses and Borre/iz
burgderfers, and serologic analysis for TIV, hepatitis B
and C; 10) VLDRL, TPHA; 11) cardiac studies; and
12) brain biopsy.

Conclusion

Due to the very broad spectrum of differential di-
agnosis of demyelinating diseases, we have to strictly
follow the eligible diagnostic algorithm for MS. Most
of these procedures are not obligatory if the main
clinical and paraclinical criteria are present. Atypical
systemic features such as fever, night sweats, weight
loss, arthropathy, rash, ulcers, dry mouth and eyes,
ocular disease; atypical neurologic features such as
persistent headache, fits, encephalopathy, meningi-
tis, movement disorders, stroke-like events, periph-
eral neuropathy; and atypical laboratory findings such
as raised ESR and/or CRP, absent OCB, persistent
pleocytosis, normal NMR or pronounced meningeal
enhancement, should prompt a doubt in the diagnosis

of MS, although it is possible that MS coexists with
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some other demyelinating disease. After all the above
mentioned diseases have been ruled out, a finding
of demyelinating lesions in the brain or spinal cord
points to two options: M8 or possible MS. Then, we
are exactly where we were 50 years ago: waiting for

‘dissemination in time and space’.
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Sazetak

DIFERENCIJALNA DIJAGNOSTIKA 1 DIJAGNOSTICKI ALGORITAM ZA DEMIJELINIZACIJSKE
BOLESTI

L. Degmalj-Grbelja, R. Covic-Negovetic i V. Demarin

Demijelinizacijske bolesti sredidnjega Zivacnog sustava éine Sirok spektar razlic¢itih poremedaja koji mogu nalikovati
multiploj sklerozi. Dijagnoza multiple skleroze temeljena je na tipi¢nim klinickim i paraklinickim kriterijima. Pojedno-
stavljeni McDonaldovi kriteriji u kojima se klinicka slika kombinira s nalazom magnetske rezonancije, nalazom cere-
brospinalne tekuéine 1 vidnim evociranim potencijalima korisni su u svakodnevnoj neuroloskoj praksi. Ako je neki od tih
kriterija atipican, treba prosiriti dijagnosticki postupak kako bi se iskljuéile druge bolesti koje mogu oponasati multiplu
sklerozu ne samo u simptomima, znacima ili tijeku bolesti, nego 1 u nalazima laboratorijskih pretraga. U svakom slucaju,
treba razmisljati o drugem, boljem objasnjenju klinickih manifestacija te je izvedba specifiénih testova korisna u iskljuce-
nju alternativne dijagnoze.

Key words: Neurologija — standardi; Dijagnostita, diferencijalna Bolesti Zivcanog sustava — dijagnostika; Algoritmi; Demije-
linizacijske bolesti - dijagnostiba
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