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GEENEMBEOHNET $LCLTAKEE 1 FITIIARR 1 HAM, F2HTES
FEGELWTW . ARBRESHRETE 26l BICHBRLARE, EHREE Bndk X
VEERHONT:. HEFMHCHFEENTERYE HHRER wHEdHE BHET,
myoedema, Romberg #{&[Gi%, FRUTHRAHTOME, FE, EEESLITEHRER
=2HRLE.

BREFATRHCO 2FHNERERRBERERTETSHY, mF CPK, LDH O¥ns &
UHAZEADEMMNEALMCENT.

CO2HOESMBRCEEES SVHENENRETEETH 7=, BRENEEEEE
FhEEASEECEETEATHE. B1HCSVTAEMCTRbAHIEHEOLER
TIEHFEHENC(E FIEGRE, KAZHRARREOBRD LU mucin EFERZLVLEH
PRENT-. BFEHHEAC(E naked axon & onion bulb bRz, FEIREIR
BRTOSHAMDAERERI N 2 FIOBIEHE TIXEEDHEED B - 71oh mucin
ECAEMRREE RN, AEFHABRREREHLITMCEDLLTOHE,

bhbn?D 2 GIOBEMHIED 14D FHE(E, mucin HEC LI DHTHR{, Schwann
MEOKRBEECEINTVLBIILNERLONI. O polyneuropathy (& $IEFIRER
kIC&BAECISRELE.
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Two cases with myxedematous polyneuropathy were reported. The first case
was a 67-year-old female and the second was a 48-year-old male.

Increased body weight, muscle weakness and numbness in the extremities had
continued for a month in the former and for five years in the latter before
admission. Physical examination on admission revealed dry skin, non-pitting
edema, anemia and macroglossia on both cases. Besides, the latter showed marked
baldness of the head. Neurologically, they showed mental dullness, optic atrophy,
perceptive deafness, weakness of grasping power, myoedema, positive Romberg
sign, and sensory disturbance of touch, pain, temperature and vibration in a glove
and stocking type distribution.

Laboratory studies disclosed that these cases suffered from primary hypothy-
roidism with increased serum creatine phosphokinase and lactic dehydrogenase,
and increased protein in the cerebrospinal ﬂ}lid.

Motor nerve conduction velocity and electromyographic study of both cases
were normal. Sensory nerve conduction velocity was moderately to severely
decreased in both cases. Biopsy of the sural nerve, which was done before
treatment in the first case, revealed segmental demyelination, reduction of large
myelinated nerve fibers and scanty mucinous deposits in light microscopic study.
Electron microscopic study showed naked axon and onion bulb formation. The
sural nerve in the second case, which was biopsied after treatment with desic-
cated thyroid for 8 months, showed mild demyelination without any mucinous
deposits nor inflammatory cell infiltration. Large myelinated nerve flbers were
reduced slightly in number.

It was suspected that the cause of degeneration of the sural nerves in our
patients was due to the metabolic disturbance of Schwann cells, not merely due
to deposition of mucinous materials.

The polyneuropathy responded well to the treatment with desiccated thyroid.
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Table 1. Laboratory data.

Case 2
Case 1

S.48.8.31| S.49.5.23
R B C 271x10% | 339 x 10% | 474 x 104
Hemoglobin 9.3 10.2 | 14.6g/dl
W B C 2600 4800 | 5100
Cholesterol 259 185 | 167 mg/dl
Cholinesterase 0.39 0.57 | 0.70ApH
C P K 42 39 [27.4sigmaU.
L D H 1170 620 | 306 W.U.
B M R -8 —14%
181] yptake 1.6 1.5%
T (25~36) 19 18.8 | 27.7%
T, (6~11) 0.7 0.6 | 2.5pg/dl
PBI (4~8 1.6 1.0 | 4.0 pg/dl
Thyroid test 25600 400 100
Microsome test | 25600 1600 | 1600
T S H 288 506 | 148 pU/ml
CSF LP. 150 225 | 195 m H,O
Cell count 2/3 12/3 |1 13/3
Protein 72 232 | 37 mg/dl
B-globulin 24.0 16.8 | 15.9%
v-globulin 15.4 30.8 | 19.6%
MCV (ulnar N.) 59.0 73.6 | 57.4m/sec
(59.6 + 4.6)
SCV (median N.)
finger to wrist 23.9 44.4 | 48.9m/sec
(45.4 £+ 5.6)
wrist to eldow 43.2 58.3 | 65.3m/sec
(67.7 £ 4.7
S CV{(tibial N.) 13.5 |undetec-| 31.0m/sec
(40.2 + 4.5) table

MCV : motor nerve conduction velocity
SC YV : sensory nerve conduction velocity
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Fig. 1A. Baldness in Case 2.
Before treatment.
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Fig. 1B. Baldness in Case 2.
Improved after treatment
for 8 months.
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EOBREOE(L, (3) WHER % T O Goldmann
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Fig. 2. Sensory nerve conduction velocity.
Improved after treatment. (case 2).
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Fig. 3. Movement of the center of gravity
for one minute in Romberg position
with open and closed eyes. Improved
after treatment.

Upper: Normal control.

Lower: Case 2.

M: Mean value of square measure
(cm?).

AX, A7V,: Distance from the center

(cm).
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Fig. 4. Visual field by Goldmann’s perimeter.
Figures: Visual field divided by isopters.
Table: Square measure of areas inside
of the isopters.

The central depression improved after
treatment (case 2).
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Alcian blue iz Btk<, PAS patk, Toluidine
blue it E YA ~7 mucin & BEbh 5%
RWBE,LBEDSRI, LHLAREENEEK
ENRHDEITEbRA 5T, FEEEEL
BT, MBS L TH - (Fig. D).

Fig. 5. Left sural nerve in case 1.
Segmental demyelination by teasing
method. x 130.

Fig. 6 A. Transverse section of left sural
nerve.
Loss of large myelinated fibers in
case 1. Toluidine blue, x 240.

Fig. TA. Histogram of diameter of myelinated
nerve fibers.
Case 1.
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180 JI B % &R (1% 3,45 1975

Fig. 8. Electron micrograph of left sural nerve
in case 1 showing onion bulb formation.
x 3100.

BETIL naked axon & onion bulb A 32
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Fig. 6B. Transverse section of left sural
nerve.
Slight loss of large myelinated
fibers in case 2. Toluidine blue,
x 208.
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Fig. 7B. Histogram of dimeter of myelinated
nerve fibers.
Case 2.
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