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Peripheral Neuropathy: Examination, Clinical Care of the Patient with Neuropathy and Common Diseases

Miki SUZUKI, Megumi TAKEUCHI and Shinichiro UCHIYAMA
Department of Neurology, Tokyo Women'’s Medical University School of Medicine

Peripheral neuropathy, one of the most common neurological disorders, represents a disease involving the
peripheral nerves, including the motor, sensory, and autonomic nerves, with predominant clinical manifestations
of weakness, loss of sensation, and muscle wasting. The majority of patients can be diagnosed, classified, and
managed based on history and physical examination. Examination of a patient with peripheral neuropathy starts
with careful questioning of the patient, including the possibility of familial disorders and the history of symptoms
and signs. Several steps are required during examinations of patients with peripheral neuropathy. First, both the
pattern of neuropathy and the sites of lesions should be determined. Second, determination should be made of the
type of nerve fibers predominantly affected, such as roots, nerve trunks, focal, multifocal, or length-dependent
generalized polyneuropathy. The course of the disease ranging from acute to chronic is useful information for di-
agnosis. Identifying trophic changes or autonomic dysfunction is also important. At the end of this first contact
with the patient, the neurologist must decide which investigations seem necessary including electrophysiological
examinations, imaging, cerebrospinal fluid examination, blood tests and nerve and muscle biopsy. We also pro-
vide herein short descriptions of the major peripheral neuropathies.

Key Words: peripheral neuropathy, Guillain-Barré syndrome, chronic inflammatory demyelinating polyneuropa-
thy; CIDP, nerve biopsy

< N U —JEEEE

FC&Ic

FHMERBIIEZHDLS L, PONRNESE
Bo— rﬁatfﬁﬁﬁé EHBLVEELRSET
HbhH. FLBEICN U THRERIERSLDOT,
BWNRHE & L TRAMICERR, BRAERY, WHZE
HRBEOEBIELRE - ERTHI LTI LY
BCTbHb., —o—uF—3EMHROMmED S
WITRERORE I X AR EORIRT, RIEmE
EEMER, BREMER BHEMBERITUTLHN
5. —BEWIC D a—uNF— 1, EEEE RERE
ENRET HEZ BT S I LAE0. HREIGEENE,
SIEVE, RHEHE, BRI, SENE, AN B
RELIFITHB. HESRICBWTIE, HHEEE
o a—anF—ERHORCERETHE L TIHFE

THLIENEENS. Bz IXF T~
i EORBENERERE = 2 — o XS %, BER
RS M RM = 2 — a8 F—F1E, BRETHE
EZ 2 —a/XF—Thbh, Thbp=a—uss
F— DMFRAEIRDS, HBEEAIFRSITETHETLTL
FHOMIC, ZHILTHAETHI LD EFNE. —a—
O3 F —DEFIFRBOBREICEDET, WHEMN
AR RYFEDEETH S, R TIIME
REEERE IS T 2 ERFL D2 TETHBY, &
DB ORIEREEE LTEED ADL 7215 T% <
QOL bEZ X hEDMEEL 2o C& /2. T2 TlkH
FLEECLL AL 2 —uF—% i, e
BEOMEZBHT 5.

—E73—



74

1. B8

PRI LT, I9RERSR, FEMRR, ik
FEWR, SBATT B REARE, EMRE, REESZFEM
W2 L CRMAREEDRE 2 8B 5 2 LK
YThsb BEEIERED, SUREIEEIIE
B, EHREEEMOBREREEEMIEEZLVOE
WENET D, FRZBROBIIEISOLFE, I
LR - RGO/ KT 054 & Ryy, BEEED
DREBEL 20, BERASE = 2 — a3 —,
SHB - 2 — )N F—, SR 2—aF— (R
Za—usF—) »priEy s BRCAERRIO
FEDEFMHREICH) = o — a8 F — TR
RECTHDH. —2—unF—OBETIE, 72—
HOTZEZTTHRTA2OTIR L, HBEBEVE
NOBWEEZLDLZ L LRYTH 5.

2. EREEFNRE

1) KigmRimEmRA

W HREEREL, =2 —a/F— %25 72
BNZIZLEMETH 5. B REMTIT = 2 —
03— 2SR A B RERL 2 & HIWT 3 2 D ICFEHIT
H5. B 2 —aF—OKREE, EEED
gtk = 2 —w N F— %2 B &, BETELBERE
Za—uNXF—Th5b. Lizdo TREUREER
ECHEBEOMRELHET S 2 LIZHRICORNS
OEETHL. RMOHEIESHHMEO(REEE
(FERERT, BBRER, BREOGSE, FIRE
RRIER, FHE) LEET Oy 7 OFHETHET
5.

2) $MHEX

SHH BRI, SHEBEBRGICHEAL THOER
EEZ 58T AMETH L. KIHMERETIE, X
BLR D BB AL AR5 T & & LT, Wit
R ORI (reduced recruitment), FHHR DL
(discrete interference) 28R 5N 5. FENFE DA
RERNZMRELROBEOHLEBE LTHHATH
50,

3. MERE - BHERE

FEMTHORY) =2 —aF—% B 5 M,
BIEC Y I VRESUEE LD, EEEORERRK
BHERZ S = 2 — a5 — 13 KR B IERR O A
7)==y 707Dk, SHEPE, fES T 7Y
VERRET 5. Bk O EH Tld M &HMEDHEK
PLETH D, REE= 2 -0 F—TIIHEREA
DEABROND Z LML, BBRED DR
DO—Bhe b, FREEFEROBE TIEFIRBRA IV

EUVREREORRDILETH L. ITEEEED
HBRAN L BEOEHEEBRMNO = 2 — /3 —
Tl Campylobactor jejuni IS 5. BLH > 7 ) F
Y FREROWE X RIBNTENE = 2 — T3 F — DYF
- BIEE - FREORASWHZE RO

4, BRBER

MREAERIL, BEOLHEY - ARBAEBEEZEL
T, WRHBCEEERZET 5. MELEE=2—0
NRF—=RT I0f F—Y ADZWICIE, WRERIZ
FEEHAEE . B IIE RS AR AR
% (CIDP) R#fat= 2 — a8 F — 2BV TIIHEM
AEROBEIRE 2\ 7S, BRI D& R IR
Bl 7e EIEBET LT L v, BREMBERM I ER
NREZD, BEHEMREND oL b —RIHTH B,
BRI, BREME, REMELERNSLLY
5. BEEMBEEREBELTBYMBEZRAEL
RT3V EBEE AR R BN A M A R v T
DA% &, FRBCHEREAT ) HEICHET
»5b.

5 R L= 2 —0O/NF—

1) ¥95 v - "L —iEBERE (GBS)
AHICRET 2 EHENO= 2 -0/ XF—Th
5. FEMFEREFIZI0TADZY 1~2 AT, BHD
MR REOR K E LTRIEZEBITREERTH
B, A4 VARG AR L 7 o TH X8
CENHHORERBELELZONTYS, EEMT
IR REZ 2T A2 H Y, MRHEERD
—DOTbH 5. HMEMZLE TIEREEERE LTER
BRI, TR EORATREE S OB H ~ B M
WETErOEEAMNMETZEL, BRIHIHEEL
WLIETF L, MBCEMOREREZMES. Ko
4 EFTIUEROE =27 2 2L, DBRIT 2. 5
P EoER TR AT v 7 Y Pk
RO 5B. REEIIIRAER B2 ) RS 46T
5. L L—RWOICHRISEESI D HREEE
GBS b FfEL, T D% A 7% Campylobactor jejuni
BEOBEEPHRRBINT VS, BRELT, &
HEFAES 5 RBREB R E, EBH, BRGHEER %
FHhETD T4y vy —EERE (FS) 251, FS
DBETIEFEIC GQIb AR S b, Bk
&L TESES 1 7 v KEEHEERE D A B
EAE—BINTH 57, AFTlRMEEREBREOR D
DICRBEERAEREIRIRIN DL Z LS\, MEER
Yotk & MS OB 2 RR T 5 BB TOWMESH
5.

—E74—



Fig. 1 Coronal STIR cervical MRI of a patient with
CIDP
The singal intensities of the cervical nerve roots are
increased. Hypertrophy of the cervical nerve roots
is also revealed.
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Fig. 2 Nerve biopsy findings (Toluidine blue staining)
A: CIDP. Onion bulbs, hypomyelination, naked fibers
are seen.

B: Vasculitic neuropathy. Sural nerve biopsy specimen
showing vasculitis of epineurial artery (arrow) and
asymmetrical myelinated nerve fiber loss within and
between three fascicles.

C: CMT1A. A semithin section showing extensive bulb
developement and hypomyelination.
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