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GRS
ME K= 2 —uXF =BT 55 (temporal dispersion) :
T 1~ SR PR 5 PO DR A 5 SR AT

o e—Y, Kk wY, B BCY, WA RS, Af B
Wb BRI, R BV, SR MRV, wHE EY

1) NS EE R R AR
2) NIGERRFAER L v & — iR NF
3) NI ERRL A s PR A

082 EBII35mBM. 32mD & F ICHBHEHRE - EEMEXERERORERRETREL, T0R,
ZBHE R - EEMERE, mARSHEERICREREIHARL 2. #REERETIE, £EE
HREESHEEMICHEVT, BRENIBOMEIRBO S, BHEMRERTIE, MELEICT «
T/ A NEEEHDFEFEMMBERERO-. TRCQE M AT CELRE TR, FREMBERED
BiSENZEBRTH Y, BEHOBFOFEMRIBOSN L., BFEBFICKIBETIE, KHIEIEERDS
hy, MBEOBEIROS NP, BWHBLEICZ LU thin myelin P TH - 7. B EE%
BT, EEITOY 7PHENIHEV S EBEEEZEOIMREZE2T2MERM = 2 —O/NF—(ZDW
TUBIDHENH B, ChETEFHBEHEICEIIBALRF A TOEY, MEX =1 —ONF—

L > TEES N ZHFENHOHRERFICOVWT, BHlBEMREEICERT 3.

doi:10.11482/KMJ-J202248079  (FFIH4F10/717H ZH)

FoU—F o MERE= 2 -0 F—, KR

o=
AR, S % S 2EEOMEMMEOE
BTHAH0, MEMTED & IEEREIRS
BRTH 5. MREERAEICE VT, ZFHE
DIECA PR AR RRIEAE L B &, WA
GBI BEAL (compound muscle action potential :
CMAP) OFFfehfHAMER S 5. 2z KR
43 (temporal dispersion) DK, F 721X HIC
RERIRY R E v ) BEBEYE = 2 — 13— T,
LI L ISR R s R 9 % & & 3 e &
nz'.

bivbiud, K5 # (temporal dispersion)

EFRTIMERE =2 —aXF—2 BB L0
T, BTHEMEIC L SR ERT Rz 3RicEo
BT 2 #5837 5.

e Bl

SEBNESMAC T, FFRE T O RE K L
BT, X-34E 1 A A A ME o0 W w3 58
Wz, s LAV UAI L2 X345 A
WCEREEROEY Y L2EmHEL, X3
ET7THFTTEH L. X34E12H, 44 5 Elk
WCHEIEAHBLL, X-29E 1 H M FerpiRpfhc

Rl & 3R S
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ABEL, FEEHHMERE= 2 —aXF—L
ZWL7z. 7L F=vur55mg HEORS
ZRIEL, EREEMLZ. 7L F=yureé
mg/ HIZWi S 7z X4E 4 HiZ, fiR#Be Th
TR R L BT 2SI BI L, X4ES
HAREAEBNTYHFHCABE L7z, MRS X O
W T AR S A L. BRRE 5 X OVERIF TR 1
Lol
ABEHEHE, IMFE 119/76 mmHg. MR 79
Il /43 - % fKiR 36.6 C. B E IR
DN 7z, FHEFEI T R C 1 IR S A% e
CHEEAL) & i R s e (FeEhr) 1258
IR & RAERPURD A N7z, Tkt
(MMT) Ti&, RAEf (4-4), R
(4-/14) - BEREAVEERSS (5-5) LAKT &2 7-.
FNLUNOHEFHDIEE TH 72, W7 FL
AMERGHEITE R LTz, HA R R 1 3R
D oNGrofe, MEMRARNKTIE, MMk
2 mm (60%°) (1-10 mm), SKFYILA MmER 8.81
x10°%/uL (3100-8400 /L), CK 141 U/L (59-
248 U/L), HbAlc 5.7 % (4.9-6.0%), i i
fk (ANA) 17.2F% (<20f%), PR-ANCA 2.4 U/
Ml (< 3.5 U/mL), MPO-ANCA < 1.0 U/mL ( < 3.5
U/mL), $iSS-A Fiffk <1.0 U/mL (<10 U/mL),
PUSS-B L 4 1.4 U/mL (<10 U/mL), #T ds-
DNA IgG $ifk <10 IU/mL (<25 U/mL), ¥ %
3~ Bl 38 ng/mL (24-66 ng/mL), ¥ % I B12
667 pg/mL (233-914 pg/mL), ¥ 6.4 ng/mL (3.6-
12.9 ng/mL). M BEWOR A T, 0O T %L
0.3/l (HA%EK 100%), #EH A A 43 mg/dL (10-
40 mg/dL), BEHEHE 59 mg/dL (50-75 mg/dL),
I YEEMAEHE <31.3 pg/mL (0-102 pg/
mL), V) ITZ7a—F Ny FEME 1gG A >~
7 v 7205 (0307 Thol. RITHIE,
W 1.017 (1.005-1.030), wwEY /=47 ViE
O (=), CYNVEY (=), 7 btk (),
B (—), &HA (), pH5.5 (5.0-7.5), Mg (—),
4% O/LPF, 7RILER O/HPF, HIfiiEk O/HPF T -
7.

MR ER A T, AREMBICBIT S
CMAP #RIE 1%, X-24F 1 H ® K Tix11.5 mv

Thotz%, 4E158mV LT LTWw/ F
7z, FEREAT R CMAP TIE, R 5 BATHE
B THo7 (K1), 22T, X241 HIZ
FEAT L 7243 BOPERE AR ZE RIS D W T, Pk RAE
DIRFEIZOVWT I VY — LTIV T FREEEAR
WCCREICHRE L, = R a1 umb)
FEEARD M VA ¥ FRETIE, Ao &
FEDOBLIEDTED LI, DT 0IFRAET 25 5
HEIZBEE O (thin myelin) P AERRHEDS TR
T, WL EAES VIR ASN. &
EF U CTIRFRAE AR A3 722 < B A
HTholz. &I TEFHMEICOBBIEED
%2 % 1T > 72. Bungner 1 DIEK & & D R
DR TA LNz, T LICZ Lwvd ot
FAKT, thin myelin Z %9 FHE cluster 1&, —F
THEALNLBEETH > 7. Schwann MfLD
g O b7z BEIZEIZB VTS, i
RO o7z (M2).

ABet4#E# : 20104F @ Peripheral Nerve Society
DBWHEY OB, MERIE= 2 — 1 /8F—
B R FEE (definite: 7 4 7Y /A4 FEIIER,
NIEDIEGEA I S, ) o8, ) X ERRA
HFWERE, F72137 304 F—Y A%RET BT
Hid 7)), &RptkimiE Koy EdE CRES
FELIAL Ol i (A ST As 7 v, B IR E
ChuikEY, 24 7ue7) YBEY, k100
mm/h PLT, U 2812 B8 9 5 RGUAE b B,
Fvas F—=T X, EEEEE, EEL,
HRIER, BBRL) dbizdIenrs, I
LIS KM%= 2 — 1735 — (Nonsystemic
vasculitic neuropathy) & BT L7z, MR E M
TR DO 2RO 7-Z &h b, 1)
EBEREYE = 2 — a8 F — DO EEMED E 27298,
MR A2 HES N, MERE= 2 — o
F— R Bl L3 BRI S I L 72 A
KOWMREEZ, ABH2LA 704 RV A
FEEBBLAR 2 7 —VfTw, FLF=vnR
PONWNREE3Omg HIZHELAZEZA, W
M BEAR G - BERESMZEG O MMT 134 205 5
e L, AR OMESIRIE 5 KA S 7
LA bz
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=R
X-24F X4

Tibial Right Tibial Right

S ANK IR bt | BEE A AEONAP
. 1 11, 5mv=1. 58nv

X-24F X4

BI1 AR A

X201 AL B L T, XAEDMRZERA TIELICE RO CMAP RIFIZ11.5 mV 25 158 mV &, &
DI L, ZEIEHRETIE, WIS (temporal dispersion) RO RA D SNz, EEMETIIR
FHNEE, BRI D SNAP JRIEIZEET LTz,
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B2 AR O BLR

A. HE Bt ik B BEFEIE A a4 4
B. #Kf% R LEENILE IS 7 4 7Y A4 RESBE.
C. TRVEUM L pm YREEAR (MW A Y FYm). A RO &L
D. kR R A RERRHENE A5 ). M (thin walled myelin) O 45 BlHEATHLE.
E. USR5 BHHE o S 2 520, ﬁ%ﬁwLZmeﬁﬁi% 2% (FIRH).
F. Bungner i (SEGIN) %089 sk P % 80
A oA = 2 —a R F — 2R L 72,

BRI AN RE O BIMSEBIERIC L 1, BifiTId MRAERMAI BT, B2 R 3 515
72 < MAE JAT X B RN D AR R T A2, (Z87ay 7, g7y 7, B3 E)
Z OB S AR AR & 2 BRI E R L AR LZMAE RIS 2 — a8 F =%, W Sh
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w5 ().

RE7ay 7, BREETE Y 7120\ Tid24
BIOWENRH L. D)5 76 GEBI6, 14,
15, 16, 17, 18, 19) TIZBEAE MR LM A F M
s, JEBINSE Bz 6 Bl HLERF I
BEAT WA 7 <, SR EE T WS AR MAE K03
FRTH B EHE LTS, Geldhill 50 1 6l
GEFI1) T, MRz ERECmET T v o
RBDTVDLY, Ll T7—7 2%
LR MEEEREEICLZ2DOTERVRE
WML Tw5Y. David 50 361 (ERI2, 3,
4) TiL, 3HIE D MRZERAETRET T v
I ERBOTVL, BFELELTRLBEEYT
&, EIMEEBSREE 5 L CEET Oy 25—
BHECAEL2OTREVAEENLTWD Y,
Magistris 5@ 141 (FEBI5) TiE, ME%IC &
ATy 7 OB RHES TRV, R
WYEBERCHBEOIRED D 5 O TIE R L
WLTWBY, AHSD 16 GEF6) TIZ,
R RS A 2 U & 7 B D il 3R M % 1
9 A7 BhARKE D B ASHERR S . HESEPR IS %%
RMAEPAZE, PR R 2 EHR I 2 RS %
HURH o 722 EH 5, IFEEERAT RIS
O UHRRE SR A AT S, BB Lo
F M) T AT X R IVEEE, BRI terminal
myelin loop D# @ L% X729 2 L TRET
Oy 7 REERBIEZE L7-0TIE w2
#LTW5Y Angele 5D 561 GEBI7, 8,
9, 10, 11) T, TXTEBELUEI DY, Z
NI DEE Ty 72 &2 L0 TIERwn
EHEMLTWB T, Jamieson @ 1 1 (GERI12)
T, MRR(REMAETERE T Yy 7 23807
ZORFE L LT, MAERIC X 2RI Tl R
AL, T—F WD LICLEHD
TRZVHEHEMLTVEY. Amin 5D 1
GEBILS) Ti&, & X213 UHEEATA5% itk
Bk, 5 % \ZHhRIBEE RO MERIZL S
RIS &) 2RI higi 2l C L7z Tk v
AEHER LTV 5. McCluskey 5 @ 3 il Gi
BI16, 17, 18) TiL, PRI AR ALl 22 b
OFTRT, BBATRIERRO S ks 7z Ei

WX DEEOWEEEICLY, RNICET®
MRV A E L, (ZETay 2 h VL
DT AV, EHEN LT 5", Sandbrink 5
O 160 GEFIL9) TD, MR TITBI R
E ol MRMEERECORET T v 7 1
O RITRBEEIC L DR ER T — 7 =&
WX BB TH oD TIE R WNEELELTY
2% WO 16 GEF21) T, EE» 517
H # O M FR 25 AL T AL O CMAP %%
WAL TWwWiz, BIMC X AL TIE v L
WLTWBY, BAS® 3G (EF22, 23,
24) 1%, BfzETay 7 oMBL, BEILLD
HED W <, BIMLEREL, WFRRERES = W E A
B Tho WML Tn5Y.

AREITRRD B N7z X9 BIERSHEITDOWT
&, 2N FE T 260 (FERILS, 20) DHIEAH 5 28,
BahRNomMfERITER ST ThwiRy., ER
NS OREFISTI, M5 Je a5 fid (AR
A CHRIBAEIE DK Z W MPER I 75 O JL % 72
OTWD., R TIEREFSEE VW TR
RSN TR, ERAEHWITIZRER S
WO RO bz, M RITEL—EB0#
MEVCERZEVED A U, 2 O F A RMERE O {538k
JEAME T L CHIBBRIE O K & WM R 5o
RAECZOTERAEH#ELTWE Y,
% 72, Rechdi H D5 GEHI20) TDH, AKpl
FARDIF S H D, [ZET Ty 7 DR
RO TWA, BEEOEMIZ X 2 EEEENE
T o tBET, MRAEDTEAE T BT, (EH
Jay 7, BN HROFTREEL7-0OTIE R
Wk EhTWwEY,

VEo X9 BEAEHFENIRICES X, i
BRMES 2 — 1T — TIN5 oD I i s 5
ZE DN O REFIAEIL O A B AR A Sk
ELPRETACT. gk, TFmkEE
ERAL CHITERLBAE LI mE T T v 7 25388
SIBTE RTL TR E A S E AT,
B35 0 Waller 2112 X - T, —#MEIB{zE
70y 7RO LN K SRR R
LB X T, BEESE (temporal
dispersion) AVEL B &Y, ERENT X295,
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#£ RETay s, BEETay s, BERENGHERLZNE &= 2 —a 85—

TR A A
) .. o AL ik -
SEB | AR kg 2T i
. ’ R A seudo i % i SR
cB | P ™D
- CB
1 |42m JiKERS 1Lk 65 mm/hr, CPK 13,783 U/L, | Median | + L T P A AL L Gledhill
SR BUA 80K Tibial Jiokedi] 1995 %
2 64F monomelic BRI, 2R Median + ARz L David
4)
3 | 68m neuropathy EILE, AL Median 1993
4 | 63F MR, ARYETA 4 Median
5 28M | #EHEIVEL SRS | Mk 60 mm/hr, Plt 420,000mm®, Median + Al L Magistris
CRP 7.19 mg/dL 1994°
6 | 74F | WFEEERVEZ JEMAT SRS L Tibial | + BUPEIAT s, | SIS & kD A7 ESH|
Sk P 3 WBC 29.13x10°/ L, PSR L | Bl o %, 2021
IFIRER 19,800/ L, L AR AN 2 To) 2
IgE 3,925 1U/ m L ek
7 | 80F | #EHiMES FEEINR % ALz L Ulnar + ALz L Angele
8 | 6OF | #HIES RIIIRS s L Tibial 1990
9 | 62F | BFEEERMEZ FIN SUE S, SRBE Peroneal
B Gk A3 I
10 | 76F | #5HitkZ sEIIR % Ak L Peroneal
11 | 89F | HyHitEZ 5BIIR % Al L Peroneal
12 | 59F HIPEYE 4 %% R L Ulnar + BB I A 9215 ARz L Jamieson
1991 %
13 | 66F | AFMeERYES e IFIEEREL 43,700 /mm® Ulnar | + + Az L ezl
Sk A I IRE 19987
14 | 62M | JE4z sk as stk AUl L Ulnar | + TR P D BRI | KA - INRARAE L
Za—uNF— MU - PZE DEF, myelin ovoid
15 | 62M I 5% ALl L Median | + e LSRR | 0 > A7 AR o Armin
Kk, 2R\ %, & &S ECLEAR 1998"
ERELH T AT RE O | THITELEE
5
16 | 61M | HFEEERPEZ SEIM4S | WBC 30,000 /mm® (64% 4FHEEK), | Ulnar + A B AR > R R McCLUSKEY
KRN |1gE 1,775 mg/dL, CPK 2,460 U/L, i L 1999
MPO-ANCA 263 U/L
17 | 70F | V&~ FHhilis s R L Median olee I DRI |2 38 | R, R
FEVE IS S DRI
18 | 47M | #EfiEZZWINRSE | RRUEBE 1k 56mm/hr, Ulnar AP ORNEE | & & 12 < UEATHl
HuZHLA 16045 Tibial i FhEEAL ML
A5, BB e
19 | 63M | UFEBERMEZZEIMAE | WBC 26,400/ uL (hFEEEK 49%), | Median | - + A PO SR | 2 27 > A #EA | Sandbrink
SVEASENRAE | CPK 1,090 UL, Hikifk 80f%, Nt LAMRETARS 2001
PR3-ANCA 160f% nary%~sn
77— Y DOEEIE R
wy
20 | 73F | vt —RHNE PR3-ANCA 100£%, Median | + + |- HERTH ALIRZ: L Rechdi
1Lk 77mm/hr,  Cr 1.5 mg/dL, JEVE O HEFEE M 2009
CRP 30 mg/dL %
21 | 61F | WFMRERVEZ JEmAS ST R, BFIRER 66% Median + R L 0]
VLRI NESE Ulnar 2016
22 | 50F | MFMEERTEZFEME |, 7 LV F—PEs%, | Ulnar - + ALk L ey
Sk A I IE WBC 28.3x10°/ L, 2016"
Ik 17858/ L (63.1%),
IgE 450.7 TU/mL,
MPO-ANCA 162 U/ml
23 | 37F | WFERERVEZ FEINGT WBC 24.5%10%/ 1L, Peroneal AL
VLA 3 IE IR 18,375/ 1L, Tibial
IgE 267.2 IU/mL
24 | 60F |BFMERERTEZ FEMMA % WBC 17.1x10°/ L, Ulnar R L
[EASE S L EER 8,960/ 1L,
IgE 530.1 TU/mL
ABI | 35M | JE4x S PEIAST Sk B PR, BB L Tibial e RN O LA | A5 BERRAE S RE I,
Za—uNF— (CHBEME M %5 |thin myelin, 35
AR

Z ORMRF I e EA T IE T Tl e d o 7.
AR O BTG X 5 BI85 Tld, Bungner

WO % & 6 TSR A 5% <

HOHENDB D

OO, HifEE A A RRMELIER A%
B EICZ Lok e Z 2 oh B
BEIZRRO BN Ao 72, ARERHEDS A %
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BT, MR AEGOREII U R4
LLZLwEw), ThFTtRFshTwi
hro 7 AMIAEE EOFEESERS b, 2ol
HREENRT R 5 ARREMR AT BT A (Rl
FE DRI, CMAP BFHFOIER, & 52T
ILDORRIEIZ L > T CMAP OB OHE X2 H1F
SOENVEL L7280, RS EAHIL 72,
LHANTE L. Thbb, MERE=2—1
IRF =BT B RGO MBI IZO W
T, B BEMEBEBIENC X 0 2 ORI 22 34
IS NRDTOREF ERZ SRS,

ARSI T STy 7 SRS Ty
r, BRI B L Vo BB = 2 — N —
FRRT LR ZRDTYH, MERE=2—1
I8F — DU FEME b BB T 2 B & i

WEIRZ § 2 LEN D 5.
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(Case Report)
Temporal dispersion in vasculitic neuropathy:
its microscopic ultrastructural findings

Shunichi SHIRAKAWA *’, Yutaka OSAWA '’ , Katsumi KUROKAWA %’ |
Hirotake NISHIMURA®’ | Yumiko KUTOKU"’ , Shoji HENMI" |
Tatsufumi MURAKAMI " , Masahito MTHARA '’ , Yoshihide SUNADA "’

1) Department of Neurology Kawasaki Medical School
2) Department of Neurology Kawasaki Medical School General medical center
3) Department of Pathology Kawasaki Medical School

ABSTRACT A previously healthy 35-year-old man developed abnormal sensation in the
right sural and medial plantar nerve territory 2 years ago. The sensory impairment gradually
spread to the left sural and medial plantar nerve regions, then bilateral ulnar nerve regions.
Nerve conduction study showed temporal dispersion in the left tibial nerve. Sural nerve
biopsy revealed necrotizing vasculitis with fibrinoid necrosis in the epineurium. Toluidine blue
staining of Epon-embedded tissue showed significant loss of myelinated nerve fibers without
demyelination, even in the teased nerve fiber preparations. Electron microscopy showed
immature regenerated nerve fibers with thin myelin sheaths. Even including 24 reported cases
of vasculitic neuropathy with either conduction block, pseudo-conduction block, or temporal
dispersion, this is the first case examined by electron microscopy. Herein, we discuss the
ultrastructural background of “temporal dispersion” in vasculitic neuropathy.
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