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A 52-year-old diabetic man, complained of marked muscular atrophy, muscular
weakness and sensory impairment of distal parts of four limbs, was reported.
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Laboratory examination showed only findings compatible with diabetes mel-
litus and a sural nerve biopsy showed onion-bulb Schwann cell hypertrophy.
The case is rather atypical for the diabetic mixed polyneuropathy because of

severe symmetrical distal motor and sensory involvement.

No disorder other than diabetes mellitus has been found thus far. Hence,

we diagnosed this case as a motor predominant and chronic recurrent mixed

polyneuropathy due to diabetes mellitus.
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Fig. 1 Distal dominant muscular atrophy
of lower limbs
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Fig. 2 Diabetic hand. Note the marked
atrophy of intrinsic hand muscles.
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Fig. 3 Marked loss of myelinated nerve
fibers and onion-bulb Schwann cell hy-
partrophy (toluidine blue stain, x252)

ig. 4 Electron microscopic appearance of
marked loss of myelinated nerve fibers
with the proliferation of Schwann cells
and collagen fibers ( x 5000)

Fig. 5 Electron microscopic appearance of
onion-bulb Schwann cell hypertrophy
( x 4000)
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7o U BB BIL Tk Jung HAVETRIAG, W
BRkAG, /NEERH 7 & intrinsic hand muscle ©
ZR7cEEAY LS fEFl% diabetic hand syn-

Table 1 Reported cases of hypertrophic neuropathy in diabetes mellitus

Age|Sex Authors ngl¥g§a?f1y Course I Laterality ‘ mgﬁfﬂ’gggig&gint

64 | F | Greenbaum et al. mixed 0~1year | asymmetric | both lower limbs '
64 | F | Greenbaum et al. mixed 0~1year | asymmetric | extremities

67 | F | Thomas et al. mixed 4~5years| asymmetric | all limbs

29 | M | Ballin et al. no symptom

55 | M | Ballin et al. mixed 6 years asymmetric | both lower limbs, proximal
63 |- F | Chaussé et al. mixed 1 month | asymmetric | both lower limbs, proximal
58 | F | Antoku et al. mixed 10 years | symmetric | four limbs, distal

52 | M | Morimoto et al. mixed 1 year symmetric | four limbs, distal
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