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Table 1
A: Laboratory data on admission
Complete blood count LDH 2621U/1
WBC 5,310/ ul y-GTP 710/1
RBC  425X10%/ul T-CHO 147 mg/dl
Hb 13.0 g/dl TG 74 mg/dl
Ht 39.3% BUN 16 mg/d!
Plat  29.0X10%/ul Cr 0.6 mg/d!
Blood chemistry Na 142 mEq/1
TP 62¢g /dl K 3.7 mEq/l
Alb 43 g/dl FBS 104 mg/dl
AG 2.96 HbA1 9.6%
T-Bil  06mg/dl  HPAIC 8.5%
D—dil 0.2mg/dl  Urinalysis
ch-E 306 1U/I protein (=)
ALP 821U/l sugar (-)
GOT 2210/1 keton body (=)
GPT 301U/1 occult blood (=)
B : Laboratory findings
Urine CPR 84 ug/day
Glucagon loading test
0 min 2.1 ng/ml
6 min 4.7 ng/ml
A-CPR 2.6
GAD Ab negative
ICA negative
Urine Albumin 0.7 mg/day
24 h Ccr 103.3 ml/ /min
Fundus oculi normal
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Table 2

A : Motor nerve conduction study

M-wave F-wave
stimulus latency amplitude velocity latency
(ms) (mV) (m/s) (ms)
rt. median wrist 3.46 . 10.2 58.8 25.1
elbow 6.66 9.54
It. median wrist 3.22 11.1 59.9 25.2
elbow 6.36 11.1
rt. tibial ankle 3.22 135 43.0 48.8
knee 11.9 9.49
It. tibial ankle 3.50 13.0 43.9 47.9
knee 11.6 9.39
rt. peroneal ankle 4.82 4.58 44.1
knee 11.5 3.56
It. peroneal ankle 5.18 415 4.1
knee 11.2 4.12
upper knee 13.9 1.83

normal (from data at our institute) :

median : wrist latency <4.5, amplitude 4-25, velocity 45-65

F-wave latency <27

tibial : ankle latency <7.5, amplitude 7-40, velocity 45-60

F-wave latency <47

peroneal : ankle latency <7.0, velocity 45-60

B : Sensory nerve conduction study

latency

stimulus amplitude velocity
(uV) (ms) (m/s)
rt. median  wrist 28.0 2.60 61.5
It. median wrist 28.3 2.28 65.8
rt. sural ankle 6.83 3.48 53.2
It. sural ankle 2.68 3.48 54.6

normal (from data at our institute) :

median : amplitude 10-60, velocity 45-68
sural : amplitude 15-40, velocity 40-60

C : R-R variation

at rest CV(%) 5.194

deep breathing HR differences 17.3

HR: heart rate
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DM Therapy [ Insulin | a-Gl | Diet ]
HbAlc (%) 11.4 8.3 5.9 5.8
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It 12 15
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Fig. 1 Clinical Course. Olt. tibial FL, @rt. tibial FL, Alt.
sural SNAP, Art. sural SNAP, [It. tibial CV, Hirt.
tibial CV
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Abstract

A Case of Post-treatment Neuropathy

Yoshihiro Miyamoto, Hiroko Kanbayashi, Tagui Kashiwaya, Atsuko Abiko,
Hiroshi Itoh and Isao Makino

Second Department of Internal Medicine, Asahikawa Medical College

A 28-year-old woman reporting polydipsia, polyuria, and weight loss was diagnosed with type 2 diabetes
by her physician, and underwent insulin treatment. She was admitted to our hospital due to paresthesia in
both lower extremities with rapid improvement of glycemic control. Neurological examination showed sen-
sory abnormality in both lower extremities. Nerve conduction studies showed decreased tibial motor nerve
conduction velocity, increased tibial F-wave minimum latency, and decreased sural sensory nerve action po-
tential. She did not have diabetic retinopathy or nephropathy. Paresthesia and abnormalities of nerve con-
duction studies improved with time, and paresthesia disappeared 6 months later. Her clinical course was

thought to be compatible with post-treatment neuropathy.

J. Japan Diab. Soc. 45(5) : 329~333, 2002
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