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Fig. 1. SNAP of median and ulnar nerves: £ &% (& Fig. 2. Motor conduction of median and ular nerves:
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Fig. 3. Median nerve motor conduction velocity in Fig. 4. Median nerve sensory conduction velocity

normal control and age selected diabetics
with and without neuropathy. Horizontal
lines indicate mean conduction velecity for
each group: =value represent 2 standard
errors of the mean.

in normal control and age selected diabetics
with and without neuropathy., Horizontal
lines indicate mean conduction velocity for
each group: —+value represent 2 standard
errors of the mean.

Table 5. Presence of clinical neuropathy and conduction of median nerve

Modality

Control

DM & Neuropathy

DM ¢ Neuropathy

No. of Cases Mean+SD  No. of Cases Mean+SD No. of Cases Mean=+SD
Motor CV (m/sec) 33 55.0%5.2 52 52.914.7 ns 59 0. 16, 56+
DL (ms) 33 3. 0640. 47 52 3. 480, Hyw* 59 3. 89-+0. oFHE*
AmplitudemV) 33 14.5%5.5 51 11. 744, 7%* 58 11, 15, 3%**
Sensory CV {m/sec) 33 61.8+5.3 50 58. 245, 3k 52 56. 1019, O***
DL (ms) 33 2.51+0. 35 51 2.71x0.65 ns 54 3. 060, 53¥H**
Amplitude(pV) 33 36.2+15.1 51 29.2+12.5 ns 54 21, 7414, gFrEx
Duration(ms) 33 1.75%0.26 51 54 1.91+0. 37*

CV: Conduction velocity DL; Distal latency NS: Not significant

1.88+0.36 ns

* P<0.05 =+ P<0.02 ¥k P<0.01 FRex P<0. 001
Table 6. Presence of clinical neuropathy and conduction of ulnar nerve
Modality Control DM 5 Neuropathy

No. of Cases Mean+SD

DM ¢ Neuropathy
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No. of Cases Mean-+5SD No. of Cases Mean+SD
Motor CV (m/sec) 33 58.1%6.1 51 54. 615, 0¥* 59 51. 96 8***
DL (ms) 33 2.4540.52 5l 2.6240. 40 ns 59 2.8610. 84**
Amplitude(mV) 33 11. 95+4. 01 49 10.164:3. 8 ns 56 8.48+4.21*
‘Sensory CV (m/sec) 33 63.3%5.3 51 61.9+6.8 57 57. 4046, T¥¥*
DL (ms) 33 2.10=0. 31 51 2. 350, 37%* 58 2. 43-£0. 42¥ ¥+
Amplitude(pV) 33 43.6+19. 4 51 33.1£14.72 ns 58 26. 9 16. 4+4*
Duration(ms) 33 1.510. 29 51 1.7340.37 xs 58 1. 6840. 33*
CV; Conduction velocity DL; Distal latency NS; Not significant * P<0.02  ** P<0.01  ** P<C0.001
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Fig. 5. Ulnar nerve motor conduction velocity in
normal control and age selected diabetics
with and without neuropathy. Horizontal
lines indicate mean conduction velocity for
each group: =value represent 2 standard

errors of the mean.
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Fig. 6. Ulnar nerve sensory conduction velocity im
normal control and age selected diabetics:

with and without neuropathy.

lines indicate mean conduction
each group: =value represent
errors of the mean.
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Tab[e 7 Duratlon of DM & conduction of median nerve
Modallty Contml ~2Y 2~5Y 5Y~
No. of , No. of No. of I\o of
Cases Mean+SD Cases Mean+SD Cases Mean+SD Cases Mean+SD
MCV(M/S) 33 55.0%5.2 26 55.914.9 ns 28 51.9+5.3% 57 40.245. 8*¥*
SCV(M/S) 33 61.8%5.3 26 60.516.1 ns 28 59.4+7.2 Ns 48 55.7+6. [*¥¥
MDL(ms) 35 3.06x£0.47 26 3.01%=1.27 ns 28 3.18+0.96 ns 57 3.9410.70%F
SNAP Amplitude(xV) 33 36 2-=15.1 26 34.1315.7 ns 28 31.9+15.6 ns 48 19. 649, 6¥**-
MCV; Motor Conductlon Velocxty NS; Not Significant SCV; Sensory Conduction Velocxty * P<0.02
MDL; Motor Distal Latency #* P<0. 01 SNAP; Sensory Nerve Action Potential kP, 001
Table 8. Lewel of blood sugar & conduction of med1an nerve
T FBS 199} FBS 200 T
Modality Control PP2 399} PP2 4001
(mg/100ml) (mg/100ml)
No. of Cass Mean5D No. of Cases Mean+SD No. of Cases Mean+SD-
MCV(M/S) 33 53.045.2 35 54.7+5.5 Ns 33 50. 15, o**
SCV(M/S) 33 61.8225.3 35 60.9+5.1 ns 29 5G. 8-£6. 5*
SNAP Amplitude(uV) 33 36 2+15.1 35 20.7+14.8 30 25. 813, 8%
MCV Motor Conduction Velocuy NS; ‘\Iot Slgmﬁcant SCV; Sensory Conduction Velocity * P<(0.01

S\IAP Sensory Nerve Action Potential

** P<0. 001
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Table 9. Associated carpal tunnel syndrome

Extent No. of Cases Remarks Perentage
Distinct 13 4 bilateral 11. 6%
Borderline 12 2 bilateral 9.8%
Total 25 6 bilateral 21.4%

* Borderline; Motor distal latency ; 4.1~4.5msec
Sensory distal latency ; 3.7~4.0msec
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—ABSTRACT—

Nerve Conduction Study in
Diabetes Mellitus

Jin Ho Kim, Eun Yong Lee,
Eung Jin Kim and Hun Ki Min

Departments of Rehabilitation Medicine and
Internal Medicine, Seoul National

University Hospital

Neuropathy in diabetes mellitus is well known and

-usually takes form of polyneunopathy. Diagnosis of

-polyneuropathy is sometimes difficult because clinicia-

ns are unable to demonstrate the objective counterpart

.of subjective symptoms.

To perform sensory and motor conduction study is
relatively easy and does not give much discomfort to

the patients and therefore is a good measure to

evaluate physiologic change of nerve.

Nerve conduction study was done in median and
ulnar nerves of the 112 diabetics, whose ages ranged
from 28 to 77 vears, mean age being 54.1 years.
Sensory and motor conduction were compared between
33 control, 53 diabetics without neuropathy, and 5%
diabetics with neuropathy. All the modality of con-
duction (velocity, distal latency, amplitude, duration
etc.) showed decrase of function in diabeties with
neuropathy, but in diabetics without neuropathy the
decrease of function was generally insignificant stat-
istically. Diabetics with history of more than 5 years
showed decrease of function in all modality while
those with less than b years did not.

Decrease of conduction was seen in diabetics with
more than 200mg/100ml FBS or 400mg/100ml PP2
level. 21.4% of all patient had electrophysiological
criteria of carpal tunnel syndrome in one or both
wrist. Nerve conduction study is thought to be useful
in diagnosing and monitoring neuropathy and eval-

uating the result of therapy objectively.
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