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ABSTRACT

Introduction: Peripheral neuropathy is one of the dreaded
complications of diabetes mellitus. Data pertaining to subclinical
neuropathies among diabetics are deficient, especially in the
Indian context.

Aim: The aim of this study is to evaluate the Nerve Conduction
Study (NCS) parameters in middle-aged Indian males with
diabetes who do not exhibit any clinical neurodeficits, and to
compare the findings with age-matched, non diabetic healthy
controls. The present study also explores the correlations
between NCS parameters and glycaemic control (HbA1c) in the
study population.

Materials and Methods: This cross-sectional study was
conducted at IPGME&R Kolkata, West Bengal, India from
February 2021 to July 2022. A total of 165 diabetic males
without any neurological symptoms and 54 age-matched non
diabetic controls were included in this study. Onset latencies,
amplitudes, and conduction velocities of the median, ulnar,
tibial, peroneal, and sural nerves were compared between
the groups using an unpaired Student’s t-test. The correlation
between NCS parameters and HbA1c levels among diabetics
was checked using the Pearson correlation coefficient. A
p-value of <0.05 was considered significant.
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Results: In the present study, 165 diabetic individuals and 54
non diabetic controls were included. When comparing the
nerve conduction parameters, the diabetic individuals showed
significant delays in sensory and motor nerve conduction across
all peripheral nerves examined. For instance, the conduction
velocities (m/s) of the motor and sensory components of the
median nerve were found to be 56.73+4.96 and 65.85+9.84 in
the non diabetic controls, whereas they were 53.71+7.23 and
59.71+£11.87 in the diabetic patients (p<0.05 in each case).
Except for the motor amplitudes of the tibial and ulnar nerves, all
other peripheral nerves in both the upper and lower limbs showed
significantly higher amplitudes of motor and sensory action
potentials among the non diabetic controls. HbA1c was found
to have significant positive correlations with NCS parameters,
including the motor onset latencies of the median, ulnar, tibial,
and peroneal nerves, as well as the sensory onset latencies of the
median, ulnar, and sural nerves.

Conclusion: Peripheral neuronal conduction is affected in
diabetic patients even before any neurological symptoms
appear, and the degree of neurodeficit is dependent on
glycaemic control.
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INTRODUCTION

Diabetes mellitus refers to a group of common metabolic disorders
that cause various metabolic dysregulations in our body by reducing
insulin secretion, decreasing peripheral glucose utilisation, and
increasing glucose production [1]. It has become a global epidemic
over the last few decades. The International Diabetes Federation
estimates that the global prevalence of diabetes will reach 589 million
people (11.1%) among adults aged 20-79 years by 2024 [2].

The metabolic dysregulation associated with diabetes causes
secondary pathophysiological changesin multiple organ systems
[1]. Morbidity and mortality in diabetes are primarily related to its
complications. Complications associated with diabetes can be
divided into vascular and non vascular categories, and vascular
complications can be further subdivided into micro-vascular
and macro-vascular complications [1]. Peripheral neuropathy
is one of the most serious microvascular complications of
diabetes. The prevalence of peripheral neuropathy is estimated
to range between 6% to 51% among diabetic individuals,
depending on age, duration of diabetes, glycaemic control, and
type of diabetes [3]. Distal symmetrical polyneuropathy usually
manifests as burning or stabbing pain or deep ache in the limbs,
which may often worsen at night. However, these neurological
symptoms can vary widely, from subclinical neuropathy to
extremely severe neuropathy with life-threatening autonomic
dysfunction [4].
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Measurement of glycosylated haemoglobin (HbA1c) is considered
as the standard method of assessing long-term glycaemic control,
it is established that improvement in glycaemic control can lower
the risk of diabetic complications, especially the microvascular
complications. As erythrocytes have an average life span of 120
days, HbA1c reflects consistently elevated plasma glucose level over
previous 2-3 months [1]. A NCS is considered a reliable, sensitive,
and non invasive objective technique for diagnosing neuropathy
[5,6]. The parameters of nerve conduction, such as onset latency,
amplitude, and conduction velocity, are valuable for identifying
neuronal deficiencies [6)].

The Modified Toronto Clinical Neuropathy Score (MTCNS) is
a valid tool for monitoring and diagnosing distal symmetric
polyneuropathy, demonstrating considerably high sensitivity and
specificity. It combines symptoms (including foot pain, numbness,
tingling, weakness, ataxia, and upper limb symptoms) with physical
examination findings (such as pain, temperature, light touch,
vibration sense, and position sense). Each component of this scoring
system is graded from 0-3 for discrete evaluation [7]. A score of 0-5
is considered indicative of ‘no or minimal neuropathy’ [8].

Although there is significant interest among researchers regarding
diabetic neuropathy and its prevention, most studies globally have
focused on clinically evident or overt diabetic neuropathy [9-12].
There is a substantial lack of information regarding the occurrence
of delayed nerve conduction in neurologically asymptomatic
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diabetic individuals and its correlation with glycaemic control in
India. Since the majority of diabetics belong to the age group of
40-60 years [1,13], this demographic was identified as the most
suitable for exploring the targeted objectives. Several studies have
shown that postmenopausal women are at an increased risk of
developing peripheral neuropathy due to lower levels of estrogen
and progesterone [14,15]. Additionally, gender differences in nerve
conduction parameters have also been documented [16]. Therefore,
female participants were excluded from the current study to avoid
significant variable factors due to time constraints.

Consequently, the present study was conducted to evaluate the
NCS parameters in middle-aged Indian males with diabetes who
do not exhibit any clinical neurodeficit, and to compare the findings
with those of non diabetic healthy controls. This study also explored
the correlations between NCS parameters and HbA1c in the study
population.

MATERIALS AND METHODS

This analytical cross-sectional study was conducted in the Physiology
Department in collaboration with the Endocrinology Department of
the Institute of Post Graduate Medical Education and Research,
Kolkata, West Bengal, India over a period of eighteen months
from February 2021 to July 2022. The study was conducted after
obtaining ethical clearance from the Institutional Ethics Committee
(Memo No. IPGME&R/IEC/2021/171, date: 17/02/2021). Written
informed consent was obtained from all participants.

Inclusion criteria: In this study, newly diagnosed middle-aged (40-
60 years) diabetic male participants who did not exhibit symptoms
of clinical neurodeficit were included as cases while attending
the diabetic clinic at the institute. The study sample consisted of
established cases of diabetes mellitus, as per criteria laid down by
the American Diabetes Association [17]. The mTCNS was used
to assess neuropathy clinically; participants with scores of 0-5
(indicating no clinical neuropathy) were included in this study. As the
control group, healthy male volunteers in the same age range (40-
60 years) without diabetes or any neurodeficits were included.

Exclusion criteria: The exclusion criteria for both groups were:

e Patients with chronic related to diabetic

complications.

symptoms

e Patients diagnosed with any form of neurological disease.

e Participants with any history of previous injury or gastric
bariatric surgery, as gastric bariatric surgery affects the intestinal
absorption of dietary Vitamin B12 [18].

e Participants with a history of addiction to alcohol, cannabis, or
tobacco. Several studies have indicated that addiction to these
substances may affect peripheral neuronal conduction [19-21].

e Participants with a history of certain drug intake (such as
isoniazid, ethambutol, antiretroviral drugs, chemotherapy,
etc.) or a history of toxicity (such as industrial exposure, heavy
metals, zinc toxicity, etc.).

e QObesity {Body Mass Index (BMI) >30 kg/m?}, as obesity is
considered an important risk factor for neuropathy [22].

e Individuals who were strict vegans. Various studies have shown
that dietary deficiency of Vitamin B12 can cause peripheral
neuropathy [23]. Other literature suggests that vegans are more
likely to experience a dietary deficiency of Vitamin B12 [24].

Sample size calculation: Sample size (N) was calculated from the
formula, N=22pg/d2,

Where, Z is the statistic corresponding at the level of confidence.
At 95% level of confidence, Z=1.96 ~ 2, Z2 ~ 4. In this equation,
p is present prevalence and present prevalence of diabetes in the
world among 20-79 age-group estimated for 2024 is 11.1% [2], g is
(100-p) and d is allowable error of p (5%).
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Hence, N= (4) (11.1) (100-11.1)/ (5)2 = 157.9. We took sample
size of 219 male participants where 165 diabetic individuals and
54 non diabetic healthy male individuals of the same age group,
using simple random sampling without replacement via computer-
generated random number tables.

Cases were matched with the control group concerning age and
BMI, except for glycaemic status.

Study Procedure

Detailed clinical history and thorough clinical examination were
conducted for all participants after obtaining their written informed
consent. All selected participants then underwent Nerve Conduction
Studies (NCS) on the median, ulnar, tibial, peroneal, and sural nerves.
NCS was performed using an RMS EMG machine (RMS Aleron
201 EMG machine) with surface electrodes, following standardised
techniques [6] at the Neurophysiology Laboratory of our Physiology
Department. The room temperature was maintained at a normal
ambient temperature (21°C - 23°C) [6].

In motor NCS, surface stimulation of the nerve was administered
using a square wave pulse of 0.1 ms duration with an intensity of
5-40 mA. The filter setting for motor NCS was 5 Hz to 10 kHz, and
the sweep speed was set at 2-5 ms/division. A ground electrode
was placed between the stimulator and the recording electrode,
resulting in a biphasic action potential being recorded. In sensory
NCS, the filter setting was 10 Hz to 2 kHz, sweep speed was 1-2
ms/division, and gain was set to 1-5 mV/division [6]. For each nerve,
NCS was performed on one side only.

The present glycaemic control for each participant was assessed by
measuring their current HbA1c levels.

STATISTICAL ANALYSIS

All data were computed using Microsoft® Excel® 2016 MSO (Version
2207 Build 16.0.15427.20182). The data for each parameter of
NCS were expressed as mean+SD. Study variables were compared
between groups using an unpaired Student’s t-test. Correlations
between the blood level of HbA1c and NCS parameters among
the diabetic participants in our test group were assessed using the
Pearson correlation coefficient (r-value). The p-values of Pearson
correlation coefficients at the specific degrees of freedom for this
study were calculated using Statistical Package for the Social
Sciences (SPSS) version 25.0. A “p-value” of less than 0.05 was
regarded as statistically significant; very small p-values were
reported as <0.001.

RESULTS

In the present study, 165 diabetic participants without clinical
neurodeficit and 54 age-matched non diabetic controls were
included. Among both groups, age and anthropometric parameters
(height, weight, BMI) were comparable [Table/Fig-1].

Diabetic patients without Non diabetic Result of
Participants’ clinical neuropathy control unpaired t-test
particulars (Mean=SD) (Mean+SD) (p-value)
Age (years) 47.84+5.49 47.56+4.94 0.739
Height (cm) 159.25+9.33 160.72+7.14 0.291
Weight (kg) 62.12+6.41 62.05+8.23 0.948
BMI (kg/m2) 24.85+4.56 24.11+£3.45 0.277
HbA1c (%) 7.67+1.78 4.78+0.38 <0.001

[Table/Fig-1]: Comparison of baseline data between diabetic and non diabetic

group.

When compared with an age-matched control group, diabetic
individuals showed significant differences in both motor and sensory
onset latencies of the median and ulnar nerves, motor onset latency
of the tibial and peroneal nerves, and sensory onset latency of the
sural nerves [Table/Fig-2]. Significant differences were also observed
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Parameters under Diabetic patients

study (motor or without clinical Non diabetic Result of
sensory onset neuropathy control unpaired t-test
latency) (Mean+SD) (Mean+SD) (p-value)
Median motor 4.05+1.36 3.37+0.26 <0.001
onset latency (ms)

Ulnar motor onset 2.68+0.9 2.3:0.63 0.004*
latency (ms)

Tibial motor onset 4.15:0.53 3.84:0.54 <0.001*
latency (ms)

Peroneal motor 3.94+0.99 3.44:0.5 <0.001*
onset latency (ms)

Median sensory 3.01:0.72 2.62+0.26 <0.001
onset latency (ms)

Ulnar sensory 2.58+1.23 2.17+0.53 0.019*
onset latency (ms)

Sural sensory 4.21+1.51 3.43+0.63 <0.001*
onset latency (ms)

[Table/Fig-2]: Comparison of motor and sensory onset latencies between diabetic

and non diabetic group.
*Significant p-value of unpaired t-test.

among diabetics in the motor amplitude of the median and peroneal
nerves, as well as sensory amplitude of the median, ulnar, and sural
nerves [Table/Fig-3]. Similarly, statistically significant changes were
noted among diabetic participants in the motor conduction velocity
of the median, ulnar, tibial, and peroneal nerves, and the sensory
conduction velocity of the median, ulnar, and sural nerves [Table/
Fig-4]. In our study, with 165 diabetic participants (n), the degrees of

Diabetic patients Result of
Parameters under without clinical Non diabetic unpaired
study (motor or neuropathy control t-test
sensory amplitude) (Mean+SD) (Mean+SD) (p-value)
Median motor 8.95+4.08 11.05+2.42 <0.001*
amplitude (mV)
Ulnar motor amplitude 8.49+2.94 9.23+2.69 0.106
(mV)
Tibial motor amplitude 10.21+4.87 11.23+7.04 0.235
(mv)
Peroneal motor 4.32+2.97 5.67+2.24 0.002*
amplitude (mV)
Median sensory 31.08+15.86 38.67+11.62 0.001*
amplitude (uV)
Ulnar sensory 31.09+25.48 42.59+16.28 0.002*
amplitude (uV)
Sural sensory 11.09+8.04 16.24+11.62 <0.001*
amplitude (UV)

[Table/Fig-3]: Comparison of motor and sensory amplitudes between diabetic

and non diabetic group.
*Significant p-value of unpaired t-test.

Diabetic patients Result of

Parameters under study without clinical Non diabetic | unpaired
(motor or sensory conduction neuropathy control t-test
velocity) (Mean+SD) (Mean=SD) (p-value)
Median motor conduction 53.71+7.23 56.73+4.96 | 0.005*
velocity (m/s)
Ulnar motor conduction velocity 57.07+6.41 6045.08 0.003*
(m/s)
Tibial motor conduction velocity 43.49+4.6 45.3342.91 0.006*
(m/s)
Peroneal motor conduction N

. 44.29+6.36 46.45+4.91 0.023
velocity (m/s)
Median sensory conduction 59.71+11.87 65.85+9.84 | <0.001*
velocity (m/s)
Ulnar sensory conduction 54.06+19.25 | 64.84+19.26 | <0.001*
velocity (m/s)
Sural sensory conduction 41.4+9.74 46.36+4.91 | <0.001*
velocity (m/s)

[Table/Fig-4]: Comparison of motor and sensory conduction velocities between

diabetic and non diabetic group.
*Significant p-value of unpaired t-test.
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freedom in these correlations are 163 (n-2=163). Significant positive
correlations were found between HbA1c and NCS parameters, such
as motor onset latencies of the median, ulnar, tibial, and peroneal
nerves, and the sensory distal latencies of the median, ulnar, and
sural nerves. In contrast, significant negative correlations were
found between HbA1c and NCS parameters, including the motor
conduction velocities of the median, ulnar, and tibial nerves, sensory
conduction velocities of the median, ulnar, and sural nerves, as well
as the amplitudes of motor action potentials of the median, ulnar,
and peroneal nerves and the sensory amplitude of the median nerve
only [Table/Fig-5].

Correla- Correlations
tions among Correlations among param-
parameters among pa- eters
(HbA1c rameters (HbA1c and
and onset rvalue/ | (HbA1c and | rvalue/ conduction r value/
latency) p-value | amplitude) | p-value velocity) p-value
Median motor | +0.399 | Median motor | -0.277 Median motor -0.474
onset latency | <0.001* amplitude 0.001* conduction <0.001*
(ms) (mV) velocity (m/s)
Ulnar motor +0.496 | Ulnar motor -0.340 Ulnar motor -0.344
onset latency | <0.001* amplitude <0.001* conduction <0.001*
(ms) (mV) velocity (m/s)
Tibial motor +0.718 | Tibial motor -0.062 Tibial motor -0.607
onset latency | <0.001* amplitude 0.567 conduction <0.001*
(ms) (mV) velocity (m/s)
Peroneal +0.313 Peroneal -0.176 Peroneal motor -0.097
motor onset <0.001* motor 0.027* conduction 0.321
latency (ms) amplitude velocity (m/s)

(mv)
Median +0.436 Median -0.651 Median sensory -0.695
sensory onset | <0.001* sensory <0.001* conduction <0.001*
latency (ms) amplitude velocity (m/s)

(W)
Ulnar sensory | +0.421 Ulnar -0.007 Ulnar sensory -0.236
onset latency | <0.001* sensory 0.995 conduction 0.002*
(ms) amplitude velocity (m/s)

(O]
Sural sensory | +0.237 | Sural sensory | -0.061 Sural sensory -0.490
onset latency | 0.014* amplitude 0.502 conduction <0.001*
(ms) (W] velocity (m/s)

[Table/Fig-5]: Correlations between the Glycosylated Haemoglobin (HbA1c) and

NCS parameters in diabetic group.
*Significant p-value of Pearson correlation.

DISCUSSION

In the present study, while comparing the nerve conduction
parameters of neurologically asymptomatic diabetic individuals with
an age-matched non diabetic control group, significant changes in
NCS parameters in the diabetic group were found. These changes
include motor onset latencies of the median, ulnar, tibial, and
peroneal nerves, sensory onset latencies of the median, ulnar, and
sural nerves, motor amplitudes of the median and peroneal nerves,
sensory amplitudes of the median, ulnar, and sural nerves, motor
conduction velocities of the median, ulnar, tibial, and peroneal
nerves, and sensory conduction velocities of the median, ulnar, and
sural nerves.

Studies by Agarwal S et al., Chidri SV and Vidya G, Al-Taweel YA et
al., and Zhang YQ et al., show findings that corroborate with those
of the present study [25-28]. They also found that neurologically
asymptomatic diabetic patients had significant differences in
several NCS parameters of peripheral nerves compared to their
control group. The probable changes in peripheral nerves due to
hyperglycemia include microvascular constriction, alterations in
Schwann cell-axon transport, changes in protein expression in the
dorsal root ganglia, demyelination, and degeneration of axons [29].
The obvious consequence of demyelination is slow, continuous
impulse conduction through axons.

In our study, we did not observe significant changes in the motor
amplitudes of the ulnar and tibial nerves. This finding is consistent
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with the study conducted by Zhang YQ et al., which showed that
sensory nerves are affected to a greater extent than motor nerves
[28]. This may be attributed to the greater vulnerability of sensory
neurons to the insults of diabetes compared to motor neurons.
C fiber axons are unmyelinated and thin, and the dorsal root
ganglia are not protected by a blood-nerve barrier, unlike motor
neurons [29].

On the contrary, findings from a few studies do not corroborate
our results. Karsidag S et al., and Bhowmik NB et al., showed in
their studies that only the conduction velocity of distal peripheral
nerves in the extremities is affected in diabetic patients [30,31]. They
concluded that in the early stage of diabetes, the axoplasmic flow
may be impaired; hence, the conduction velocity in long peripheral
nerves of the extremities may also be affected [30,31].

In our study, we also found significant correlations between the HbA1c
levels of diabetic patients and their peripheral nerve conduction
parameters. Our findings align with those of other researchers (Al-
Taweel YAetal., [27], Agarwal Setal., [25], Karsidag S et al., [30]), who
also found significant correlations between HbA1c and peripheral
nerve conduction dysfunction. The probable pathophysiology
behind these correlations may be due to dysregulation of cellular
metabolism resulting from the excessive entry of glucose. This leads
to depletion of ATP production and increased production of reactive
oxygen species. Consequently, the continued excess of substrates
can cause loss of axonal mitochondrial function, resulting in the
degradation of axonal structure and function, which in turn leads to
diabetic neuropathy [29].

On the contrary to our findings, Akaza M et al., Pinto MV et al., and
Su J et al., concluded that increased blood glucose variability is
closely associated with peripheral neuropathy in type 2 diabetics
and could be considered a potent indicator for diabetic peripheral
neuropathy in these patients [32-34]. To support their conclusion, the
study by Wentholt IM et al., can be mentioned, which demonstrated
that increased glucose variability can activate the overproduction of
reactive oxygen species, increase the production of inflammatory
cytokines, induce cell apoptosis, and stimulate epigenetic changes
that might heighten the risk of diabetic peripheral neuropathy [35].

Limitation(s)

Age-wise stratification of the diabetic population could not be
performed. Follow-up for NCS parameters concerning glycaemic
control could not be completed. We relied on patients’ history
for the duration of the disease through verbal information in most
cases. Histopathological examination of peripheral nerve tissue
could not be conducted to objectively prove diabetes-induced
neuronal damage.

CONCLUSION(S)

The present study indicates that compared to non diabetic controls,
nerve conduction is significantly impaired in diabetic patients even
without clinical neurodeficit. Impairment of nerve conduction is
significantly correlated with poor glycaemic control in those patients.

Acknowledgement
e TJeam of the Neurophysiology Laboratory, Department of
Physiology, IPGME&R, Kolkata 700020.

e Team of the Diabetic Clinic, Department of Endocrinology,
IPGME&R, Kolkata 700020.

REFERENCES

[1] Loscalzo J, Fauci AS, Kasper DL, Hauser SL, Longo DL, Jameson JL. Harrison’s
principles of internal medicine. 21st ed. Vol. 2. New York: McGraw Hill; 2022.

[2] International Diabetes Federation. IDF Diabetes Atlas 2025 [Internet]. Diabetes
Atlas. 2025. Available from: https://diabetesatlas.org/resources/idf-diabetes]
Btlas-2023.

[38] Hicks CW, Selvin E. Epidemiology of peripheral neuropathy and lower extremity
disease in diabetes. Current Diabetes Reports. 2019;19(10):01-08.

[4]

[5]

[6]

[71

[8]

[9]

(o]

[11]

n2]

3]

[14]

[18]

[16]

N7

8]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

[31]

www.jcdr.net

Said G, Goulon-Goeau C, Slama G, Tchobroutsky G. Severe early-onset
polyneuropathy in insulin-dependent diabetes mellitus. New England Journal of
Medicine. 1992;326(19):1257-63.

Claus D, Mustafa C, Vogel W, Herz M, Neunddrfer B. Assessment of diabetic
neuropathy: Definition of normal and discrimination of abnormal nerve function.
Muscle & Nerve. 1993;16(7):757-68.

Misra UK, Kalita J. Clinical neurophysiology: Nerve conduction, electromyography,
evoked potentials. Fourth edition. New Delhi: Elsevier India; 2020.

Basuki M, Hamdan M. Toronto clinical neuropathy score and modified toronto
clinical neuropathy score diagnostic tests in distal diabetic sensorimotor
polyneuropathy patients. International Journal of Psychosocial Rehabilitation.
2020;24(02):4188-97.

Abraham A, Barnett C, Katzberg HD, Lovblom LE, Perkins BA, Bril V. Toronto
clinical neuropathy score is valid for a wide spectrum of polyneuropathies.
European Journal of Neurology. 2017;25(3):484-90.

Iftikhar M, Hussain A, Rizvi A. Frequency of peripheral neuropathy in patients
with diabetes mellitus. Journal of Ayub Medical College Abbottabad.
2014;26(4):584-86.

Sun J, Wang Y, Zhang X, Zhu S, He H. Prevalence of peripheral neuropathy
in patients with diabetes: A systematic review and meta-analysis. Primary Care
Diabetes. 2020;14(5):435-44.

Yavuzer G, Yetkin |, Toruner FB, Koca N, Bolukbas N. Gait deviations of
patients with diabetes mellitus: Looking beyond peripheral neuropathy. Europa
Medicophysica. 2006;42(2):127-33.

Khawaja N, Abu-Shennar J, Saleh M, Dahbour SS, Khader YS, Ajlouni KM. The
prevalence and risk factors of peripheral neuropathy among patients with type
2 diabetes mellitus; the case of Jordan. Diabetology & Metabolic Syndrome.
2018;10:01-00.

Anjana RM, Pradeepa R, Deepa M, Datta M, Sudha V, Unnikrishnan R, et al.
Prevalence of diabetes and prediabetes (impaired fasting glucose and/or
impaired glucose tolerance) in urban and rural India: Phase | results of the Indian
Council of Medical Research-INdia DIABetes (ICMR-INDIAB) study. Diabetologia.
2011;54(12):3022-27.

Singh A. Motor nerve conduction velocity in postmenopausal women with
peripheral neuropathy. Journal of Clinical and Diagnostic Research. 2016.
Schumacher M, Guennoun R, Mercier G, Désarnaud F, Lacor P, Bénavides J,
et al. Progesterone synthesis and myelin formation in peripheral nerves. Brain
Research Reviews. 2001;37(1-3):343-59.

Waghmare LS, Waghmare TL, Ambad RS. Gender differences in nerve
conduction parameters of upper limb nerves in healthy adults: A comparative
study. Journal of Pharmacy and Bioallied Sciences. 2025 Jan 13.

American Diabetes Association. Classification and diagnosis of diabetes:
Standards of medical care in diabetes- 2021. Diabetes Care. 2021;44(Supplement
1):515-S33.

Ricco M, Rapacchi C, Romboli A, Vezzosi L, Rubichi F, Petracca GL, et al.
Peripheral neuropathies after bariatric surgery. Preliminary results from a single-
centre prospective study in Northern Italy. PubMed. 2019 Sep 6 [cited 2025 Feb
171;90(3):259-65.

Mellion M, Gilchrist JM, de la Monte S. Alcohol-related peripheral neuropathy:
Nutritional, toxic, or both? Muscle & nerve. 2011;43(3):309-16.

Archie SR, Cucullo L. Harmful effects of smoking cannabis: A cerebrovascular
and neurological perspective. Frontiers in Pharmacology. 2019;10(1481).
Kumar B, Gupta M. Nerve conduction velocity in smokers and gutka chewers: A
case-control study. J Clin Diagn Res. 2021;15(9):CC15-CC17.

Rahman F, Siddiqui AH, Singhal S, Ashraf H, Faraz A. Association of nerve
conduction velocity with total body fat mass and body mass index in type 2
diabetes mellitus. J Clin Diagn Res. 2020;14(9):CC04-CC07.

Donofrio PD. Textbook of peripheral neuropathy. First edition. New York: Demos
Medical Pub.; 2012.

Niklewicz A, Smith AD, Smith A, Holzer A, Klein A, McCaddon A, et al. The
importance of vitamin B12 for individuals choosing plant-based diets. European
Journal of Nutrition. 2022;62(3):1551-59.

Agarwal S, Lukhmana S, Kahlon N, Malik P, Nandini H. Nerve conduction study in
neurologically asymptomatic diabetic patients and correlation with glycosylated
hemoglobin and duration of diabetes. National Journal of Physiology, Pharmacy
and Pharmacology. 2018;8(9):1533-33.

Chidri SV, Vidya G. Electrophysiological analysis of subclinical peripheral
neuropathy in cases with diabetes mellitus type |. Natl J Physiol Pharm
Pharmacol. 2020;10(12):1072-75.

Al-Taweel YA, Fahmi RM, Shehta N, Elserafy TS, Allam HM, Elsaid AF. Frequency
and determinants of subclinical neuropathy in type 1 diabetes mellitus. The
Egyptian Journal of Neurology, Psychiatry and Neurosurgery. 2016 [cited 2025
Apr 24];53(4):232.

Zhang Y, Li J, Wang T, Wang J. Amplitude of sensory nerve action potential
in early stage diabetic peripheral neuropathy: An analysis of 500 cases. Neural
Regeneration Research. 2014;9(14):1389-94.

Feldman EL, Nave KA, Jensen TS, Bennett DLH. New horizons in diabetic
neuropathy: Mechanisms, bioenergetics, and pain. Neuron. 2017;93(6):1296-313.
Karsidag S, Morall S, Sargn M, Salman S, Karsidag K, Us O. The
electrophysiological findings of subclinical neuropathy in patients with recently
diagnosed type 1 diabetes mellitus. Diabetes Research and Clinical Practice.
2005;67(3):211-19.

Bhowmik NB, Islam MR, Habib R, Rahman A, Hassan Z, Haque MA. Abnormal
nerve conduction parameters in young diabetic patients at diagnosis. BIRDEM
Medical Journal. 2016;5(1):14-19.

Journal of Clinical and Diagnostic Research. 2025 Sep, Vol-19(9): CC05-CC09


https://diabetesatlas.org/resources/idf-diabetes-atlas-2025
https://diabetesatlas.org/resources/idf-diabetes-atlas-2025

www.jcdr.net

[82] Akaza M, Akaza |, Kanouchi T, Sasano T, Sumi Y, Yokota T. Nerve conduction
study of the association between glycaemic variability and diabetes neuropathy.
Diabetology & Metabolic Syndrome. 2018;10(1):69.

[33] Pinto MV, Rosa LCGF, Pinto LF, Dantas JR, Salles GF, Zajdenverg L, et al.
HbA1c variability and long-term glycemic control are linked to peripheral
neuropathy in patients with type 1 diabetes. Diabetology & Metabolic Syndrome.
2020;12(1):85.

Andrevich Saha et al., NCS among Middle-aged Diabetic Indian Male without Neuropathy

[34] SuJ, Zhao L, Zhang X, Cai H, Huang H, Xu F, et al. HoA1c variability and diabetic
peripheral neuropathy in type 2 diabetic patients. Cardiovascular Diabetology.
2018;17(1):47.

[35] Wentholt IME, Kulik W, Michels RPJ, Hoekstra JBL, DeVries JH. Glucose
fluctuations and activation of oxidative stress in patients with type 1 diabetes.
Diabetologia. 2007;51(1):183-90.

PARTICULARS OF CONTRIBUTORS:
1. Resident, Department of Physiology, DMGMC&H, Purulia, West Bengal, India.
2. Professor, Department of Physiology, IPGME&R, Kolkata, West Bengal, India.

3. Professor, Department of Endocrinology, IPGME&R, Kolkata, West Bengal, India.

NAME, ADDRESS, E-MAIL ID OF THE CORRESPONDING AUTHOR:
Andrevich Saha,

Pragati, 172, Hind Park, PO and PS Rahara, Dist. North 24 Parganas,
Kolkata-700118, West Bengal, India.

E-mail: andrevichsaha@gmail.com

AUTHOR DECLARATION:

e Financial or Other Competing Interests:
e Was Ethics Committee Approval obtained for this study? Yes

¢ Was informed consent obtained from the subjects involved in the study? Yes
L]

None

For any images presented appropriate consent has been obtained from the subjects.

Journal of Clinical and Diagnostic Research. 2025 Sep, Vol-19(9): CC05-CC09

PLAGIARISM CHECKING METHODS: VanHetal
e Plagiarism X-checker: May 01, 2025

* Manual Googling: Jul 08, 2025

e Thenticate Software: Jul 14, 2025 (13%)

ETYMOLOGY: Author Origin

EMENDATIONS: 7

Date of Submission: Apr 25, 2025

Date of Peer Review: May 13, 2025

Date of Acceptance: Jul 16, 2025

NA Date of Publishing: Sep 01, 2025


http://europeanscienceediting.org.uk/wp-content/uploads/2016/11/ESENov16_origart.pdf

