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Neuropatia periferica in scleroza multipla — aspecte clinice si electrofiziologice

La un lot de 50 de pacienti, cu sclerozd multipla clinic si imagistic definitd, au fost studiate manifestarile clinice si electrofiziologice de afectare
a fibrelor nervilor periferici. Desi semnele clinice de neuropatie la acesti pacienti se determind doar ocazional, examenul de stimulodetectie
frecvent (in 28% din cazuri) pune in evidentd existenta subclinicd a unei neuropatii periferice, manifestate prin diminuarea vitezei de conducere,
majorarea latentei distale si latentei rdspunsurilor tardive (undei-F). Procesul patologic in cadrul sclerozei multiple nu se limiteaza la demielinizarea
fibrelor sistemului nervos central, dar se extinde si la radiculele nervoase, fibrele motorii §i sensorii ale nervilor periferici.

Cuvinte-cheie: scleroza multipld, demielinizare, neuropatie, electrofiziologie.

Mepudepuueckan HeBponaTns Npu paccesHHOM cKnepo3se. KnuHnueckue n snekTpodusnonornyeckmne acnekrbl

B rpymie 13 50 60/IBHBIX PACCEsTHHBIM CK/IEPO30M ObIIN MICCIETOBAHBI K/IMHITIECKIIE U 9/IEKTPODU3NOTIOrNIeCKIe IPOSIBICHIIS IIOPayKe IS
BOJIOKOH Hepudeprraeckux HepBoB. HecMOTpst Ha TO, UTO Y 9TUX 60/IBHBIX KVMHIYECKIe IPM3HAKY HeBPOIIATIUM OIIPee/III0TCA UL M3PeaKa,
IIPY VICC/IEOBAHVM MIPOBEIeHNA HEPBHBIX MMITY/IbCOB BBIABIEHO 4yacToe (B 28% Crydasx) JOKIMHUYECKOe MPOsBIeHMe TepudepudecKoit
HEeBPOMATHUM, IPOAB/IAIOLIENICA CHYDKEHNEM CKOPOCTH TIPOBEJIeHNs, yBeTndeHeM AVCTabHOI TaTeHTHOCTY 1 TATEHTHOCTY TTO3/JHIX OTBETOB
(F-Bomusr). IlaTomornyeckuii mpolecc Ipy paccessHHOM CKJIepo3e He OrpaHMYMBAETCS [ieMUETNHI3ALVell BOTOKOH LeHTPAIbHOI HePBHOI
CUCTEMBI, OH PaCIIPOCTPAHAETCSA ¥ HA HePBHBIe KOPEIIKM CIIMTHHOTO MO3T'a ¥ Ha JIBUTaTe/IbHbIE U YyBCTBUTEIbHBIE BOTOKHA IepydepiecKmx

HEepBOB.

KnroueBblie cmoBa: paCCCHHHbIIZ CKJIEPO3, HEMIENNHN3alNA, HEBpOIIATNA, SHCKTPO(bI/ISI/IOTIOI‘I/IH.

Introduction

Multiple sclerosis (MS) is a demyelinating disease of
the central nervous system (CNS). The majority of the white
matter lesions are localized in the periventricular region and
at the level of junction between white and gray brain matter.
MS is the main cause of disability in young adults. There are
approximately 1, 1 - 2, 5 million patients of MS in the world.
Annually, there are registered about 10.000 new cases.

Although MS has classically been considered a CNS de-
myelinating disease, there have been occasional reports of pe-
ripheral nervous system (PNS) involvement. Both peripheral
neuropathy [6] and radiculopathy [8] have been reported in
MS patients. Subclinical pathologic [3] and electrophysiologic
[7] abnormalities have also been reported in association with
MS. Even though these associations are well documented, the
frequency of neuropathy in MS patients has not been clearly
defined. On the other hand, central demielinating lesions have
been seen by means of magnetic resonance imaging (MRI) and
evoked potentials in some patients with chronic inflammatory
demyelinating polyradiculoneuropathy [2, 8].

The goal of this study was to establish the clinical and
electrophysiological peculiarities of PNS involvement in
cases of MS.

Material and methods

There were 50 patients examined, diagnosed with definite
MS according to the McDonald criteria. The age of the patients
varied between 15 and 49 years (mean age 33,4 years). Each case
was documented by means of MRI examination. Patients with
diseases that can develop neuropathy, such as diabetes mellitus,
thyroid pathology, renal and hepatic failure, and alcohol abuse
were excluded from the study. Excluded as well, were patients
with a possible mechanical nerve compression.

Recurrent remissive evolution of MS was established in 33
patients (66% of cases). In the other 17 patients (34% of cases),
primary progressive form was revealed. The EDSS/Kurtzke score
varied between 2, 0 and 6, 5 (mean value - 4, 42).

Nerve conduction studies were performed in the fibers
of medianus, ulnaris, radialis, peroneus communis, tibialis and
suralis nerves. Studied were the distal latencies, nerve conduc-
tion velocities in the motor and sensory fibers, amplitude of
the compound muscle action potential, and amplitude of the
sensory potentials and latency of the F-waves.

Results

The clinical manifestations and electrophysiological
pattern of the peripheral neuropathy was studied in MS pa-
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Fig.1. Nerve conduction studies in the motor fibers of the peroneus communis nerve. Specific signs for demyelinating neuropathy
- significant increase of the distal latency (7,3 ms), and decrease of the motor conduction velocity - 38,3 m/s.
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Fig. 2. Nerve conduction studies in the motor fibers of the tibialis nerve. Specific signs for demyelinating neuropathy - increase of the
distal latency (6,0 ms), and significant decrease of the motor conduction velocity - 30,5 m/s.

tients by evaluation of neuropathic symptoms and signs, and
electrophysiological studies. The patients with sensory and
motor complaints had mild symptoms and signs suggestive
of neuropathy.

Clinical signs of PNS impairment were established in 6
patients (12% of cases). They consisted in the diminishing of
ankle reflexes, sensory disturbances in ,,socks” and ,,gloves”
distribution, and signs of sensory ataxia.

There was no significant correlation between any of the
clinical variables of MS with the occurrence of neuropathy.

Electrophysiological signs of subclinical damage of the
peripheral nerves were detected rather more often. Modi-
fications justifying the polyneuropathy were established in
14 patients (28% of cases). They consisted in a statistically
significant prolongation of the distal latencies, reduction
of the motor and sensory nerve conduction velocities, and
prolongation of the latencies of the F waves in at least 3-6 of
nerves examined.

A typical finding of nerve conduction in a patient with
PNS involvement in MS is presented in figs. 1 and 2.

Discussions

Peripheral neuropathy in combination with MS was
documented by several authors and it remains unclear if
they are part of the same entity or coincidental findings.
Pollock et al. [5] performed sural nerve biopsy on 10 MS

patients without any clinical evidence of peripheral neurop-
athy. Surprisingly, normal conduction studies in the fibers
of the sural nerve find a high frequency of abnormal teased
tibers and significant reduction of the myelin thickness,
suggesting that peripheral myelin may be also involved in
MS. Lassman et al. [3] showed abnormal autopsy findings
consisting in widespread demyelination and inflamma-
tory cells in the nerve roots of a patient with MS without
discovering any clinical and neurophysiological evidence
of peripheral nerve involvement. Hasson et al. observed
slight to severe demyelination of the peripheral nerves in
12 out of 20 autopsied MS patients, but considered that
they were related to malnutrition and avitaminosis. Conrad
and Bechinger reported mild slowing with prolonged distal
latencies in a portion of patients with MS upon performing
nerve conduction studies. Sarova-Pinhas et al. [7] registered
electrophysiological abnormalities in 10 out of 22 mildly
disabled MS patients. In a study performed by Marchioni
et al. [4] of 60 adults with postinfectious central nervous
system demyelinating disease, 44% of the patients exhibited
simultaneous PNS involvement in the form of polyradicu-
loneuropathy (clinically obvious in 38% of them).

In our study, we revealed clinical signs of neuropathy
in 6 patients (12% of cases) out of 50 studied, with electro-
physiological abnormalities of nerve conduction suggesting a
demyelinating neuropathy in 14 patients (28% of cases).
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It has been postulated that peripheral nerve involve-
ment in MS may be associated with advanced disease and
immobilization [5]. But other researchers did not find such
an association, despite their ability to review the clinical
course longitudinally. Furthermore, in 2 patients peripheral
neuropathy was the initial manifestation. The occurrence of
radiculopathy has been explained on the basis of junctional
(root entry zone) lesions or plaques. This mechanism, howev-
er, could not explain the occurrence of peripheral neuropathy.
In the CNS demyelinating animal model, chronic relapsing
of experimental allergic encephalomyelitis and peripheral
nerve demyelination is also known to occur. Recent studies
suggest that common antigens are shared by both periph-
eral and central myelin. One such antigen that has recently
been identified is myelin-associated glycoprotein. Antigenic
cross-reactivity between CNS and PNS myelin proteins or
multiple antigens (some not yet identified) may elicit similar
immune responses, producing demyelination. Alternatively,
MS patients with PNS involvement may represent a clinical
subset sharing a common alteration of the immune response
to peripheral and central myelin antigens.

On the other hand, Thomas et al. [9] examined 6 patients
with CIDP associated with multifocal CNS demyelination.
Recently, Sharma et al. [8] described 5 patients with CIDP
associated with MS.

We consider that the inflammatory diseases that affect
myelin of the PNS and CNS could be considered within a
spectrum in relation with the pole of the spectrum which is
predominantly affected. In the majority of cases, the patho-
logical process is localized at one of the poles of the spectrum,
but there also exist cases in which the myelin of both CNS
and PNS suffers. One of the poles of the spectrum is occupied
by MS, in which demyelination occurs mainly at the level
of the CNS. Rarely in cases of MS are there clinical signs of
PNS damage, but the subclinical signs of such a process are
established rather more frequently.

There were studies published about combined central
and peripheral nervous system demyelination. Adamovic et al.
[1] observed over a 13-year period, 13 patients of the pediatric
population with severe acute combined central and peripheral
nervous system demyelination. They found this to account for
14% of children with acute acquired demyelination. Most pre-
sented itself during the winter, with both constitutional and
neurologic signs present at admission. The onset of neurologic
disturbance was preceded by an infectious prodrome in 84.6%
of cases. However, the suspected infectious agent could only
be identified in 38.5% of patients. Similarly to patients with
classic acute disseminated encephalomyelitis, the patients with
combined central and peripheral nervous system demyelization
manifested a wide variability of multifocal neurologic deficits,
mostly exhibiting signs of encephalopathy or spinal cord dys-
function. The authors found poor neurologic evolution and a
final outcome of 7 (54%) patients with acute combined central
and peripheral nervous system demyelization. Classic acute dis-
seminated encephalomyelitis is typically a disease characterized
by a good evolution and excellent neurologic outcome. Cases
with residual neurologic and cognitive deficit, or even death, are

rarely observed. The same applies to Guillain-Barré syndrome.
A pediatric study on transverse myelitis demonstrated an overall
poor outcome, with 40% of children permanently wheelchair-
dependent as a result of the disease. The authors concluded that
the optimal therapeutic options for acute combined central and
peripheral nervous system demyelization are still uncertain, and
the question of which treatment to use first (corticosteroids,
intravenous gammaglobulins) remains unanswered.

The prevalence of acute combined central and peripheral
nervous system demyelization was probably underestimated,
because most of the patients with acute isolated CNS and acute
isolated PNS demyelization were not systematically evaluated
for possible associated involvement (magnetic resonance im-
aging and/or nerve conduction studies). Some patients with
mild involvement were possibly overlooked because these
investigations were not undertaken.

Acute combined central and peripheral nervous system
demyelization is not as rare as previously thought. Although
isolated CNS or PNS demyelization usually portends a good
prognosis, the combination of these two diseases may have,
in some patients, a poorer prognosis. Systematic assessment
of this entity, using MRI and EMG/NCS is important. Further
studies are necessary to clarify its incidence, risk factors, po-
tential etiologies, optimal management, and prognosis.

The occurrence of both CNS and PNS demyelization
raises the question of common pathogenetic mechanisms and
may represent a unique disorder with a distinct pathogenesis.
Peripheral myelin P1 protein is shared by both peripheral and
central myelin. Based on animal studies and studies in humans
[10] there are clear parallels, both clinical and histopathologi-
cal, between the events in experimental allergic neuritis and
experimental allergic encephalomyelitis where combined PNS
and CNS demyelization may occur. Therefore it is possible
that the initial autoimmune response to myelin basic protein
or myelin P1 might have increased the damage to the primary
antigens site in peripheral or CNS by exposing other antigenic
epitopes in myelin antigens. Probably during an autoimmune
process directed against such epitopes in central or peripheral
myelin, the autoimmune-mediated demyelization could ex-
tend from the CNS to PNS and present itself as demyelinating
disease of the CNS (MS) and PNS (CIDP).

Conclusions

PNS involvement in MS may be more frequent than is
generally assumed. Often only subclinical (electrophysiologi-
cal) signs can be established. Nerve conduction studies esti-
mate the degree of PNS involvement in MS patients. Patients
with both peripheral and central demyelization may represent
a subpopulation in which further studies might identify spe-
cific antigens of pathophysiologic significance.
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Asigurarea hemostazei locale in chirurgia orala
prin utilizarea trombinei umane la persoanele
cu sindrom hemoragipar de diversa etiologie

O. Zanoaga

Catedra Chirurgie Oro-Maxilo-Faciald, Stomatologie Ortopedica si Implantologie Orald
Facultatea Perfectionarea Medicilor, USMF , Nicolae Testemitanu”

Maintenance of Local Haemostasis in Oral Surgery using Human Thrombin in Patients with Bleeding Disorders

of Different Etiology

The author analysed the results at 67 patients hospitalized in the OMF Surgery Department of CNSPMU, Chisinau, between April, 2007 and
February, 2009 who required treatment for oral bleeding. 53 patients suffered bleeding after tooth extraction, 9 gingival bleeding, and 5 bleeding
after periostotomy. The study showed that human thrombin used as a haemostatic remedy is physiologically effective, inoffensive in treating
bleeding of different etiologies, and that it avoids the deficiencies of classical methods of haemostasis.

Key words: bleeding, haemostasis, thrombin.

O6ecneyeHue IOKAIbHOrO remMmocTasa B OpasibHOI XUPYprum C NCNosb30BaHNEM Yesl0Be4YecKoro Tpom6uHa
y NaLMEHTOB C reMopparnyeckum CMHAPOMOM Pa3HON 3TUOAOTUN

VccnenoBaHie 6bII0 OCHOBAHO Ha aHa/IM3e Pe3y/IbTaTOB IOMYYEHHBIX B IPYIIIe 13 67 MalMeHTOB, TOCIUTAIN3UPOBAHHbIX B OT/e/ICHMe
YIX HHIIIYM r. Kummnnsy, B nepuop anpens 2007 — depans 2009. DTu manmeHTs 06paTUINCh 3a MESVIIHCKON IOMOIIBIO C SKaobamu
Ha Ha/luuye KPOBOTeUeHMs U3 POTOBOIT MONMOCTU. V3 HUX y 53-X KpOBOTeUeHMe MocyIe 3yOHOTO yAaneHns, y 9-X — leCHeBOe KpOBOTeUeHMe
1y 5-X — KpOBOTe4YeHMe II0C/Ie IePUOCTOTOMIM. BBIIO HOKa3aHO, YTO MCIIONb30BaHNE Ye/I0BEYeCKOr0 TPOMOMHA C TeMOCTaTUIECKOI Lie/IbIo
ABNAeTCA QU3NONOTIIECKIM, 3P PEKTUBHBIM 11 6€30IIaCHBIM METOJIOM OCTAHOBKM KPOBOTEUEHNIT Pa3HOI STUOMIOTHH, K TOMY JKe He o6/IajiaeT

HEOOCTAaTKaMU KIaCCUMYECKOTO METO4a reMocCTa3sa.

KnroueBbie cmoBa: reMopparusd, remocTas, Tp0M6I/IH.

Actualitatea temei

In cavitatea bucald se deosebesc hemoragii idiopatice i
iatrogene [1]. Hemoragiile idiopatice apar spontan in cazul
exulcerdrii tumorilor, a bolilor hemoragipare si in cadrul
unor forme a parodontopatiilor, iar cele iatrogene — in urma
interventiilor chirurgicale.

De cele mai dese ori, in vederea acorddrii asistentei
medicale specializate, se recurge la utilizarea masurilor locale

de hemostaza prin aplicarea suturilor, a tamponamentului
compresiv supra- sau intraalveolar, electro- sau diatermo-
coagularea tesuturilor singerande, aplicarea cristalelor de
permanganat de caliu sau a preparatelor hemostatice [2].
Este demonstrat ci, injectarea adrenalinei oferd doar un efect
hemostatic temporar, iar utilizarea metodelor termice de
hemostazi provoacd o necroza tisular si incetinesc conside-
rabil procesele de vindecare [2]. Aplicarea suturilor provoaca




