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ABSTRACT

Introduction: Compulsory electromyoneurography (EMNG) analysis of all neurophysiological param-
eters, including the most sensitive parameter for early detection of diabetic polyneuropathy (cutane-
ous silent periods), in patients without subjective symptoms, and EMNG analysis demonstrates the
existence of incipient signs for polynomial neuropathy due to which timely therapeutic approach is
needed to prevent complications of diabetic disease and prevent irreversible changes in peripheral
nerves. Aim: Examine the influence of type diabetes mellitus, therapeutic modality, and gender of
patients on neurophysiological parameters obtained by EMNG analysis. Methods: The study included
90 patients with diabetes who were divided into three groups of 30, depending on the duration of
the disease. Group 1 consisted of 30 respondents with type 2 diabetes mellitus and up to 5 years of
disease duration. Group 2 consisted of 30 respondents with type 2 diabetes mellitus type and 5 to
10 years of disease duration. Group 3 consisted of 30 respondents with Type 1 diabetes mellitus. An
electron-neurography analysis of peripheral nerve in the extremities was performed. Results: Group
1 (50%) and group 2 (56.17%) respondents had statistically higher incidence of tingling than those in
Group 3 (13.3%), p=0.004. Tingling was not statistically significantly different in relation to the examined
groups (p=0.314). Reflexes were statistically the most preserved in Group 3 (86.7%), p = 0.001. Mea-
surement of motor conductivity values at median nerve had a significant difference in all parameters
(distal latency, amplitude, mean conduction velocity (MCV) and latency in the group with DM type 1,
compared to respondents with DM type 2. The same significant difference between all parameters
was found when testing peroneus nerve. WWhen measuring motor velocity conductivity in ulnar nerve,
there was no significant difference in amplitude, while DM1 type 1 patients had significant differences
in values: distal latency and MCV p<0.0001, latency p<0.002. Measurement of sensory velocity was
not statistically significant between patients with DM types 1 and 2. In relation to therapy, oral insulin
therapy was not shown to be of statistical significance, except for tibialis amplitude measurements,
where insulin-treated DM patients had a value amplitude of 12.96+1.48, and in oral therapy group
less than 0.04 (p<0.05) 9.14+0.93. In the DM type 2 group no, neurophysiological parameters showed
significant gender differences, while in respondents with DM type 2, where the disease lasted shorter,
a significant gender difference was present in terms of motor velocity and sensory conductivity in all
the nerves examines, except MCV in ulnar nerve. In the DM type 1 respondents, a significant gender
difference was present in measuring MCV at tibial nerve and peroneus nerve (p <0.01 and p <0.02),
as well as latency of MCV in H reflexes (p<0.01), in males was 56.25+1.03 and in females 32.89+0.47.
Conclusion: Diabetic polyneuropathy is significantly more present in patients older than 60 years who
have type 2 diabetes mellitus (2/3 of those with a duration of 5 years or less and in "2 respondents
with DM duration of less than b years), without any hesitation on the type of therapy. Measurement
values of motor conductivity at median nerve had a significant difference in all parameters (distal
latency, amplitude, MCV, and latency F) in the group with DM type 1. The same significant difference
between all parameters was also found in n. peroneus. Distal latency values at sural nerve and tibial
nerve, latency values and MCV in H reflexes, do not depend on DM type.
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1. INTRODUCTION

Diabetes is the most common
cause of all neuropathy cases, 66%
of patients with diabetes mellitus

(DM) type 1 and 59% with DM type 2
will develop symptomatic polyneu-
ropathy during life (1-4). It usually
has insidious onset and slow devel-
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opment, most commonly as distal axonopathy and in-
cludes distal slow progression along nervous fiber asso-
ciated with sensory and motor function disorders (5, 6).
The prognosis of untreated diabetic polyneuropathy of
the sensory-motor type is poor and the clinical course
fluctuates from a significant loss of sensitivity and motor
weakness to extremity amputation, which again leads
to a lower quality of life (7-9). Neurophysiological tests
provide a precise assessment of peripheral nerve func-
tion and are actually the only objective indicator and evi-
dence of nerve damage. Mandatory electromyurosurgery
(EMNG) analysis of all neurophysiological parameters,
including the expected most sensitive parameter for early
detection of diabetic polyneuropathy (cutaneous period
of silence), in patients without subjective symptoms, and
by EMNG analysis we demonstrate the existence of incip-
ient signs for polyneuropathy, which can be prevented by
timely therapeutic approach to complications of diabetic
disease and prevent irreversible changes in peripheral
nerves (10-13). Clinical classification of diabetic neurop-
athy is divided into diabetic polyneuropathy, focal and
multifocal neuropathy (proximal diabetic neuropathy,
compressive neuropathy, neurological neuropathy and
truncal radicular neuropathy) and autonomic neurop-
athy. Among the above-mentioned forms, most common
is distal polyneuropathy (72% of patients), carpal canal
syndrome (12%), other mononeuropathy (6%), and other
neuropathies (10%) (Figure 1). It should be borne in mind
that approximately 10% of people with diabetes mellitus
have some other forms of neuropathy (not induced by di-
abetes) (14, 15).

2. AIM

Examine the influence of diabetes mellitus type, ther-
apeutic modality, and sex of patients on neurophysiolog-
ical parameters obtained by EMNG analysis.

3. METHODS

The study included 90 patients with diabetes divided
into three groups of 30, depending on the duration of the
disease, and a control group of 60 non-diabetic respon-
dents or other polyneuropathy patients. Group 1 con-
sisted of 30 respondents with type 2 diabetes mellitus and
up to 5 years of disease duration. Group 2 consisted of 30
respondents with type 2 diabetes mellitus and with dis-
ease duration from 5 to 10 years. Group 3 consisted of 30
patients with Type 1 diabetes mellitus. The experimental
groups included patients who were referred to the EMNG
analysis at the EMG cabinet of the Neurology Clinic, Clin-
ical Center of Sarajevo University and the Neurophysio-
logical Laboratory in Ljubljana in the period from July 1,
2011 until May 1, 2016. The study is prospective, experi-
mental-laboratory, clinically applicable. Before entering
the study, respondents had to meet inclusion criteria, and
patients who had the exclusion criteria were not eval-
uated. Both sexes with diabetes mellitus who were re-
ferred to EMNG analysis by physicians and respondents
who were able to provide adequate responses in data col-
lection patterns were included in the study. Exclusion cri-
teria were: patients who provided incomplete data, dete-
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rioration of the underlying disease or general condition
of the patient, exclusion request, psychotic patients, pa-
tients with metabolic disorders who are on hemodialysis,
who suffer from other illnesses that may have the effect
polyneuropathies such as chronic alcoholism, amyloi-
dosis, collagen vascular disease, sarcoidosis, polyradicu-
loneuritis, malignant diseases and those who have been
subjected to neurotoxic agents etc.
Electroneurographic analysis of extremities periph-
eral nerves:
Analysis of median nerve (n. medianus) and ulnar
nerve (n. ulnaris) at the upper right limb
+  Terminalmotorlatencyformedianandulnarnerve,
«  Amplitude wave M for median and ulnar nerve,
«  Motorconductionvelocityformedianandulnarnerve,
+  Fwave latency for median and ulnar nerve.
Analysisofperoneus(n.peroneus)andtibialnerve (n.tibi-
alis) on the right lower limb.
«  Distal motor latency for peroneus and tibial nerve,
«  Amplitude of wave M for peroneus and tibial nerve,
+  Motor conduction velocity for peroneus and tibial
nerve,
«  Fwave latency for peroneus and tibial nerve,
+  Hoffmann (H) reflexes by tibial nerve stimulation.
+  Measurementof“cutaneousperiodofsilence”bystim-
ulation of tibial nerve.
Sensory neurography of the right hand and right leg.
«  Amplitudeofneurogramsformedianandulnarnerves,
«  Latencyandconductivityvelocityofsensoryfibersfor
median and ulnar nerve,
«  Sensoryconductionvelocity(SCV)ofperoneus,tibial
and sural nerves.
Theabove-mentionedneurophysiologicalparameterswere
alsomeasuredinhealthycontrols.Ifthedistributionofcon-
tinuousvariablesissymmetric, theresultsare presentedas
the mean + standard error of mean value, and for compar-
isonofthesevariables,theparametrictests(Student’st-test)
wereused. Ifthedistribution of continuousvariablesisnon
symmetric, median and interquartile ranges were used for
themeanvalueanddispersion measurementsand for com-
parisonnonparametrictests.Pearson’sandSpearman’srank
correlationcoefficientswereusedtoinvestigatethelinearre-
lationshipbetweentheratioandtheordinalcharacteristics.
Thethresholdofstatisticalsignificanceisattheconventional
levelof p=0.05. Thestudywasconductedinaccordancewith
theprinciplesofthecurrentHelsinkiDeclarationandalllocal
andglobalethicalstandards,andafterobtainingtheconsent
ofthecompetentEthicsCommitteeoftheUniversityClinical
Center Sarajevo.

4. RESULTS

In group 1 (63.3%) and group 2 (60%) male respondents
were more present. Group 3 (69%) and control group
(61.7%) were dominated by female respondents. Using
ANOVA analysis, a statistically significant difference in
the mean age of the respondents in the group 3 and the
average age of the examinees of the other examined
groups was established, F=107.49; p=0.001. The average
age of group 3 respondents was 19.83+3.58 years. In group
1, the average age of the respondents was 56.3+14.16
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Numbness Tingling Reflexes INSULIN PER 0S p
GROUP P B % B ” Dis.latency g.;sig.u; :.2210.;0 Nz
MEDIAN N. Amplitude .85+0.4 .18+1.87 N
Group 1 800 5 400 ! 233 MOTOR MCV  5390:080 5208:075 NS
Group 2 17 567 9 30.0 12 40.0 Latency F  28.76+0.44  29.50+0.54 NS
Group 3 4 13.3 2 6.7 26 86.7 MEDIAN N Latency 3.38+0.09 3.31x0.13 NS
Total 36 40.0 16 17.8 45 50.0 SENSORY Amplitude 16.92+1.33 21.60+3.11 NS
SCV 42.74+1.15 42.45+1.07 NS
Table 1. Frequency of clinical parameters of respondents with diabetes Dis.latency 3224007 3.3520.09 NS
mellitus (numerical and percentage of clinical parameters is presented in — — —
groups of patients with diabetes mellitus) ULNAR N. Amplitude 9.16+0.23 10.70+1.51 NS
MOTOR MCV 55.56+0.85 54.43+0.93 NS
DMtype1 DM type 2 " Latency F 28.62+0.62  29.00:0.60 NS
Dis Lat 4.47£013 359010  0.001 ULNAR N Latency 315+0.08 315+0.16 NS
MEDIANN.  Amplitude  8.28+0.83 1241052  0.001 SENSORy _ Amplitude  16.29+118  18.75:2.24 NS
MOTOR MCV  51.19x059 57.75x1.04  0.001 _SCV. 45.30:0.96 4551174 NS
Latency F  30.25:0.38  26.42:044  0.001 Dis. latency  4.99:021 4812027 NS
oy e 455009 316:010 NS bERONEUS _ AmPlitude  457:036  4.86:0.56 NS
SENSORy  Amplitude 16204162 22405208 0.2 MCV_ 4065:132 4120188 NS
SOV 41426100 4573:1.24 001 DL_‘“I"'"CV F 5435054103'2020 Tf;*(]&zg: mz
Dislat  3.45:0.06  2.88:0.09  0.0001 A's' ":,tt"'“(fy 0 96* 115 9'14*0'93 005
.961. 14x0. )
ULNARN.  Amplitude  9.68:0.68  9.46:032 NS TIBIAL N. m“‘l’l (';\‘I‘ & Y TIE TR E T E—
MOTOR 50:0. T#1. e —
Mcv 53.50:0.69  58.7+1.21 0.0001 Latency F 53.37+2.18 51.65+3.57 NS
Latency F 29.47+0.41  27.19+1.06 0.002 Latency 1.26+0.28 1424048 NS
ULNARN, —Ldtency  317:010 3112009 NS SURALN.  Amplitude 1556140  10.28+130 NS
Amplitude 15,80+1.28  19.40+1.84 NS
SENSORY s — SCV 30.99+1.76 29.01+£2.77 NS
Sev 4534113 45504117 NS HREFLEX  Latency  34.96+1.68  36.12:3.0 NS
Dis Lab 5.24+0.22 4.35+0.23 0.001 Table 3. N hvsiolosical diff bet tients with diabet
- able 3. Neurophysiological differences between patients with diabetes
PERONEUS Amplitude 4.0320.36 5.87+0.48 0.002 mellitus treated with per os and insulin therapy (neurophysiological
mcv 39.38+1.35  43.62+1.68 0.001 parameters as mean + standard error of mean (X + SEM))
Latency F 54.52+3.04 48.66+3.81 0.01
Dis Lat 4.95:023  4.49:0.25 NS 2.Thesamesignificantdifferencebetweenallparameterswas
TIBIAL N. Amplitude  9.43+1.49  16.47+089  0.002 foundinthetestof peroneusnerve. Whenmeasuring motor
mcv 37.05¢111  43.47+0.99  0.0001 velocityconductivityofulnarnerve,therewasnosignificant
Latency F 54.48+2.54  49.1+2.32 0.02 differenceinamplitude,whileDMtype1lpatientshadsignif-
Latency 4.41:0.34 4132029 NS icantdifferencesinvalues:distallatencyand MCV p<0.0001,
SURALN. Amplitude  12.42+1.29  16.91+1.81  0.05 latencyF<0.002.Measurementsof motorconductionvelocity
Scv 20.87+2.00  31.40+1.89 NS didnotshowstatisticallysignificantdifferencesbetweenpa-
H REFLEX Latency 36.08+2.25 34.01+0.54 NS

Table 2. Neurophysiological differences between Type 1 and Type 2
diabetes mellitus patients (neurophysiological parameters as mean +
standard mean error (X = SEM))

years, in group 2, 62.46+11.57 years, while mean age of
control group 1 was 51.85+9.07 years. Of the total number
of respondents with diabetes mellitus 28.9% used per os
therapy, while 71.1% of respondents were treated with in-
sulin therapy. In group 1 insulin therapy used 40% of re-
spondents, and oral therapy was used by 60% of respon-
dents. 26.7% of respondents were in group 2 using per os
therapy, while 73.3% used insulin therapy. All respon-
dents in Group 3 used insulin.
AnalysisofclinicalparametersinTablelindicatedthatre-
spondentsingroup1(50%)andgroup2(56.17%) hadstatisti-
callyhighernumbnesscomparedtogroup3(13.3%),p=0.004.
tinglingwasnotstatisticallysignificantlydifferentinrelation
totheexaminedgroups(p=0.314).Reflexeswerestatistically
most preserved in Group 3 (86.7%), p=0.001.
Measurementvaluesofmotorconductivityatmediannerve
hadasignificantdifferenceinall parameters(distallatency,
amplitude,motorconductionvelocity(MCV)andlatencyF)in
theDMtypelgroupcomparedtorespondentswith DMtype

tients with DM type 1 and 2.

Distallatencyvaluesatsuralandtibialnervewerenotsig-
nificantly differentin relation totype DM, while amplitude
valueswereshowntobemoresignificantmarkerforpatients
with DM type 1.

Thelatencyvaluesand MCVin Hreflexeswerenotsignifi-
cantlydifferentbetweenDMtypeland DMtype2patients.Of
thetotalnumberofrespondentswithdiabetesmellitus28.9%
usedperostherapy,while71.1%ofrespondentsweretreated
withinsulintherapy.Ingrouploninsulintherapywas40% of
respondents, and oral therapy wasused by 60% of patients.
Ingroup2,26.7% of respondents used per ostherapy, while
in73.3%ofpatientsinsulintherapywasused.Allrespondents
inGroup3usedinsulin. Themeanvalueof HbAlcin Group 1
was7.82+0.38%,inGroup2-7.87+0.29%,whileHbAlcaverage
ingroup3was7.28+0.17%. Therewasnostatisticallysignifi-
cantdifferenceinthemeanvalueofHbAlcbetweenindividual
groups of patients with diabetes mellitus.

Neurophysiologicalparameters,presentedinTable3, mea-
suredinDMpatientstreatedwithperoralandinsulintherapy
didnotshowstatisticallysignificantdifference,exceptinmea-
suringamplitudeintibialnerve,whereinsulin-treated DM pa-
tientshadanamplitudeof12.96+1.48andoraltherapysignifi-
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GROUP 1 GROUP 2 GROUP 3

M F p M F p M F p

Dis Lab 4524013  3.79+0.11 0.001 4.61+27 478+0.42 NS  3.78+0.19 3.50+0.11 NS

MEDIAN N. MOTOR Amplitude  7.49+0.51  8.03+0.68 NS 9.85+2.67 7.40+0.59 NS 13.05+£0.74  12.10+0.68 NS
MCV 49.68+1.06 54.00+1.02 0.01 51.79+£1.08 50.11#1.32 NS 56.80+1.70  58.23+1.33 NS
Latency F  31.18+0.54  27.24+053  0.001 30.96+0.73 30.50+0.83 NS 28.37+0.63 25.45+0.45 0.01
Latency 3.77x0.11 3.03+0.08  0.001 3.42+0.22 3.39+0.24 NS  3.54+0.20 2.98+0.09 0.02

MEDIAN N. SENSORY  Amplitude  18.41+4.31  17.13+2.24 NS 13.32£2.07 16.18+2.46 NS 17.60+2.65 24.80+2.70 NS
SCV 36.71£2.06 46.94+1.09 0.001  41.18+1.86 42.68+2.57 NS 41.70+2.25 47.75£1.29  0.03
Dis Lab 3.64+0.11 3.07+0.12 0.002  3.54+010 3.38+013 NS  3.20+0.17 2.72+0.08 0.02

ULNAR N. MOTOR Amplitude  8.45+0.42  10.18+0.42 0.008 11.19+2.17 9.02+0.65 NS  9.58+0.45 9.40+0.44 NS
MCV 52.47+1.30 55.45+1.35 NS 52.87+1.50 54.30+0.95 NS 56.50+2.46 59.80+1.32 NS
Latency F 30.71+0.68 26.46+0.61 0.001 30.34+0.69 28.98+0.92 NS 28.95+1.14  26.27+1.41 0.05
Latency 3.55+019  2.73£0.09  0.001 3.16+0.22 3.00+017 NS  3.39+0.16 2.97+0.10 0.04

ULNAR N. SENSORY  Amplitude  16.49+2.14  18.90+4.16 NS 12.93+2.04 16.16x2.41 NS  16.16+2.18 21.2+£2.49 NS
SCvV 42.07£1.90 52.88+1.89 0.001 44.34+214 44.87+215 NS 43.10+£2.12  46.70+1.35 NS
Dis Lab 5.49+0.26  4.75+0.39 NS 5.25+0.52 5.25+0.38 NS  4.92+0.51 4.09+022 0.01

PERONEUS N. Amplitude  3.98+070 5.11+0.73 NS 3.92+0.60 3.28+0.71 NS  5.34+0.84 6.09+0.56 NS
MCV 37.37£1.35 43.27£1.01  0.002 39.45%3.73 38.92#1.70 NS 40.44+4.24  45.05+080 0.01
Latency F  56.60+6.29 49.85+1.64 NS 53.99+£5.32 58554548 NS 52.23+715 46.98+3.94 0.04
Dis Lab 5.45+0.31 4.17+0.57 NS 4.85+0.38 5.04+0.63 NS 5.40+0.50 4.04+0.22 0.03
TIBIALN. Amplitude  7.32+1.07 8.95+1.14 NS 8.49+1.36 15.03+6.81 NS 13.14:+0.86  18.14x1.10 0.01
MCV 35.76£1.15  41.27+1.32  0.004 36.45+2.32 36.00£3.29 NS 39.40+2.17 45.50+0.68  0.02

Latency F 59.83+5.11 49.63+1.79  0.008 51.79+4.92 56.93+5.29 NS 50.67+4.60 48.27+2.55 NS

Latency 5.26+0.70  3.17+0.48 0.01 4.21+0.48 4.89+0.78 NS  4.73+070 3.87+0.26 NS

SURAL N. Amplitude  15.57£3.08  9.10+2.07 NS 11.00+1.46  13.92+2.16 NS 15.41+x2.28 18.48+2.30 NS
SCV 25.26+3.06 37.76+3.18  0.004 29.75+3.09 27.83+4.08 NS 26.94+3.67 33.40+1.80 NS
H REFLEY Latency 35.42+3.75 34.71+4.97 NS 36.14£3.14  38.29£5.12 NS 56.25+1.03 32.89+0.47 0.01

Table 4. Neurophysiological differences in relation to gender by groups of patients with diabetes mellitus (Neurophysiological parameters as mean +

standard error of mean (X = SEM))

cantly lower (p<0.05) 9.14+0.93.

Table4showsneurophysiologicaldifferencesinrelationto
gender in groups of patients with diabetes mellitus.

IntheDMtype2groupneitherneurophysiologicalparam-
etersshowedsignificantgenderdifferences,whileinrespon-
dentswithDMtype2,wherethediseaselastedshorter,asig-
nificantgenderdifferencewaspresentintermsofmotorand
sensoryconductivityvelocityinallthenerveshown, except
MCV in ulnar nerve.

Inthe DM type 1 respondents, asignificant gender differ-
encewaspresentinmeasuringMCVintibialtibialisandper-
oneus nerves (p <0.01 and p <0.02), as well as latency of H
reflexes (p<0.01), in males it was 56.25+1.03 and in women
32.89+0.47.

RespondentswithDMtype2had morethantwicethefre-
quencyofdiabeticpolyneuropathycomparedtopatientswith
DMtype 1 (65% :23%). Inthe group of respondents with du-
rationof DM oflessthan fiveyears, polyneuropathywassig-
nificantlymorecommoninmenthaninwomen (50%:6.67%).
Thedifferencewasalsoobservedinthe groupwith DMtype
1(16.6%:6.67%), whileinthe group of respondents with DM
type2withlongerduration of disease, polyneuropathy was
also present more frequent in men but now with a much
smallerdifference comparedtowomen. Insulintreated pa-
tientswithdiabeteshadmorefrequentpolyneuropathythan
thosetreatedwithoraltherapy,butwithoutsignificantdiffer-
ence (53.1:46.2%).

YEAR 2019 e VOLUME 27 * ISSUE 2 / ACTA INFORM MED. 2019 JUN 27(2): 108-113

5. DISCUSSION

The most common complications of the nervous system
in diabetes mellitus are peripheral, symmetrical lower
extremity neuropathy, with motor and sensory function
deterioration (16). Diabetic polyneuropathy is one of the
major complications of diabetes mellitus. It belongs to
the group of mixed axonal demyelinating sensory-mo-
toric polyneuropathies and in the group of vascular neu-
ropathies, and is considered to be caused by changes in
the peripheral nerves blood vessels (17, 18). The patho-
genesis of peripheral nerve disorders in diabetes is not
yet definitively clarified and there are a several theses:
ischemia due to atherosclerotic changes or diabetic mi-
croangiopathy, then accumulation of lipids in Schwan
cells that later disturb the normal activity and function
of these cells, then the thesis about the enzyme disorder,
some kind of osmotic damage or disturbance in transport
or that it is even about trauma and some immune disor-
ders. Clinical signs depend on the degree of damage and
the type of damaged nerve fibers, within the peripheral
nerve. Consequently, the clinical picture may be dom-
inated by predominantly sensory or motor symptoms
with signs of damage of also the autonomous nerve fi-
bers. Basic pathological changes are primary axonal de-
generation and secondary segmental demyelization (18).
EMNG is a key diagnostic procedure in patients suspected
of neuropathy because it can primarily confirm neurop-
athy, to distinguish axon and demyelinating, to locate
neuronal lesions (proximal, distal, motor, sensory fibers)
to register denervation potential (fibrillation, fascicula-

m
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tions and positional maintenance potentials) to diagnose
the degree of muscular damage. EMNG analysis in clin-
ically evident polyneuropathy verifies decrease of both
sensory and motor velocities, particularly at the lower
extremities where peripheral nerves are the longest and
often the rate of deceleration of the rate of impulse de-
livery is proportional to the severity of the underlying dis-
ease (18). EMNG is most commonly used to diagnose pe-
ripheral nervous system disorders. Peripheral nerve le-
sions can primarily result in loss of axon or myelin (demy-
elination), resulting in different EMNG finding patterns
(2, 6, 9). Demyelization is associated with significant de-
crease in impulse delivery velocity (slower than 75% of
the lower limit of normal values), significant prolonga-
tion of distal latencies (exceeding 130% of the upper limit
of normal values), or both. In 1961 Lawrence and Locke
(19) in their study of patients with diabetic neuropathy
confirmed a statistically significant difference in the con-
ductivity velocity of motor fibers in median nerve (10 m s)
and peroneus nerve (11 m/s) compared to the healthy con-
trol group. Gilliat and Willison in 1962 (20,21) confirm the
existence of a significant decrease in the conductivity ve-
locity of the examined nerve, and similar results were ob-
tained by Thomas and Lascelas in 1966 (22) and Chopra in
1969 (23). Berger (24) obtained the results of a drop in con-
ductivity velocity in motor nerves, caused by the process
of primary demyelination or motor conduction block.
Dyck in 1985 (25) states the slowing in velocity of trans-
mitting along the motor fibers as the first sign of diabetic
neuropathy. Millan-Guerrero et al. (26) conducted a study
aimed at detecting diabetic polyneuropathy among adult
patients and clinical evaluation by Hoffmann reflex. In
addition, the predictive value of H-reflex in the diagnosis
of diabetic polyneuropathy was also evaluated. The study
included 150 adult patients, who were referred to neu-
rophysiological examination and electrophysiological
testing (H-reflexes and nerve conduction velocity). The
results indicate that H-reflex was absent in 39.3% (59/150),
and the delay was present in 43.3% (65/150) of patients,
which is not correlated with the results of this study. The
motor conductivity of ulnar nerve showed a prolonged
delay in 9.3% (14/150) patients. The conclusion states that
the logistic regression analysis shows that H-reflex is sig-
nificantly associated with positive results. The analysis
of clinical parameters indicated that group 1 (50%) and
group 2 (56.17%) had statistically higher incidence than
group 3 (13.3%), p=0.004. Tingling was not statistically
significantly different in relation to the examined groups
(p=0.314). Reflexes were statistically the most preserved
in Group 3 (86.7%), p=0.001. Kakrnai et al. (27) conducted
a two-goal study, which was aimed to analyze gender
and neuropathy in patients with type 2 diabetes mellitus
and to associate clinical polisteropathy with nerve con-
duction studies. The study included 50 respondents, who
developed diabetes after 30 years of age. Polynucleotide
symptoms have been analyzed. The results indicate that
out of the 50 respondents 46 (92%) complained of fever,
32 (64%) stinging on the foot, 29 (58%) had difficulty in
moving, 29 (58%) had reduced or lost vibration sensation,
and 21 (42%) has a reduced sense of light touch.

6. CONCLUSION

Diabetic polyneuropathy is significantly more present
in patients older than 60 who have type 2 diabetes mel-
litus (2/3 of respondents with a duration of 5 years or
less in % respondents with DM less than 5 years of age),
without difference according to the type of therapy. Mea-
sured values of motor conductivity at median and pero-
neus nerve had a significant difference in all parame-
ters (distal latency, amplitude, MCV and latency F) in the
group with DM type 1. Distal latency values at sural and
tibial nerve, latency values and SCV in H reflexes, does
not depend on DM type.
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