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diabetic lumbosacral radiculoplexus neuropathy @ 1 15
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BT EFIE 63 RNEMTHS. Diabetic lumbosacral radiculoplexus neuropathy (DLRPN) |3 #EFRRIERE
HREZOETNALFRET, BUSSOMRIRE, % TAGKEERCHMInEREEL, ENMHREEE X
7= 9. AflIE DLRPN IC& W TROEESEEEE 24, HHEMN TR MRMReA4 LD . BRHMRI T
FEEMRE, MBS, LBREROIEFHICT.SESEAEDEY, ZOMRIETIEME TRRINE & X1T
UCTIERIEL 2. REIOFHERIBREL DR THY), HMRIFIRESMHERETICEH L I ZEETLER

AlEEZOSNE.
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BEPRIF A 0E T 2 AR MR E L L Cid$ 5= 2 — s
F— DD VA, 2% & LT diabetic lumbosacral
radiculoplexus neuropathy (DLRPN) 7°% %. DLRPN i3}#/R
FRPER ZEE & I, WA O MRR, R,
HHHRENC B &SRB S TH 2 Y. 4lE, DLRPN © 161T
Tl D45 ¥4 5 magnetic resonance imaging (MRI) % 32 L4
BARE SR 2 A S T, SifE 52 b2 8% L 72, DLRPN (2
B LM MRIFTHOMRE T %, WEEE 2 5 L CTRELRE
BleEZMET L.

E Al

BE 63, B

FF AL - T ORA L LU, A THROMGIKT

BEAJE © 2 BUBEIR (2001 4F-F8HE) .

FKIREE - FRtdisE L L.

BUWRIEE : 2001 4E2° 5 2 BUBEIRIE % AR IR R ThR S
TW7zAs, 2010 4F 4 HICHEmE LU aA L, 12 Hi2Y
Bx 235 L7z, 4 Th7 S0 RO R aiRk, e Bk o RE)
AT, W7 % L A OGS A & o7z i MRL
#B CT CTHEF 127 %> 72, Diabetic truncal neuropathy & K
WL = 2 —uNXF O HE 27 MR mERE
(NCS) Tld F i EEROLERE Y 5  OMIRFES 5= 2 —
UNF—ZEHKT AR TH -7 (Tablel). HINRYF ¥
AT LT TR OMER DT Z B o 72 201145

HARKE SN K 2 BB AR 00 AT, A - KRR -
JEREOZIRAHBL L, AT MR T & D BERATICR D, 4
HICER 22 L7z 37 HCTHERED 12kg b L, e il
3> ba—)v%HHbAlc [JDS fE] 6.6 2°5 7.3% (FHLifefl 4.3~
5.6) (I 72

HAEET R B 162 cm, fRIE 52 kg, IIJE 121/70 mmHg,
IRIA 90/ 43+ 2, 1A 36.2°C, WONEHRHRAERT RIS B4 7 L

TRPT L ¢ IREREEDHIRZ <, BEFLIZIEM - 224K 3 mm,
KGR GH, T OREE & 577, T AL RIS 72 <
R REOBIIZIERE TH o 72, P CIA Mm%
JERZEY D D, GMOMIERE, e, BUEEHICE
FHIIRBET 4 OFHIET 2 A L7205, MO INIEIES
ThHose. M7 ¥ AEEH%55 L, Babinski s 1d k1
TdH o7z 45 Th7, A Th8~9 FEIIIHIR, Bk Bw Ky
AHY, IWREMFRE AL o, B S BRI & R
WEED o 72705, ImEEREEIIR TR o7, B
SERIZ R Do 72,

FeAeAr L - HbAlc [JDS ] 7.3%, CK 150U/, CRP 0.1 mg/d!,
PUBBUARRE M, PUAF RIS B PUIRIR I, (ZA s, Afbs,
B AT, S, HEE- BEAHE X AR EE X e o 72, 2011
F2 H &5 HITNCS T L7245, 3 » A THEEE D
A GBI OIRIEAS 7.2 mV 5 25mV L #EH L, Fik
I SEERAT 49 ms 75 682 ms ICHEE L7z (Table 1). B
RS & WENE A ZEAGIE 7 0 o 7. SHA0 R I T A B A,
RIS R P g, MRS A L, EE)
HATEMIZSHE - B Th o 72 BIMULE, A%
TAER (L) IFIER TH -7z, JEHE MRI TEE X255 7.
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Table 1 Nerve conduction studies in pre-, post-symptomatic, and recovery periods.
Motor nerve conduction study CMAP amplitude (mV) conduction velocity (m/s)
It. median 86— 81—10.1 44 — 46 — 43
1t. ulnar 91— 7.8—10.9 43— 42— 49
rt. tibial 72— 25— 73 36— 37— 37

F-wave study

F-wave latency (ms)

F-wave occurrence (%)

It. median 32.0 > 32.7—31.2 94 — 81— 100

1t. ulnar 32.6 = 31.0 — 30.2 94 — 100 — 100

rt. tibial 49.0 = 68.2 — 53.5 100 = 86 — 100
Sensory nerve conduction study SNAP amplitude (uV) conduction velocity (m/s)

1t. median 20.2 = 17.0 > 24.9 54 — 53 = 50

1t. ulnar 21.0 =176 — 21.8 52— 51— 56

rt. sural 4.6 > 40— 6.5 38— 40— 39

Feb 2011 — May 2011 — Jan 2014

Abbreviations, CMAP: compound muscle action potential, SNAP: sensory nerve action potential.

Fig. 1 Skeletal muscle MRI of bilateral lower extremities in the acute and recovery periods.
(A, B, C, D) Abnormal high intensity signals were observed in the right PL, EDL, and TA muscles (A), and bilateral BF (LH), ST,
SM and AdM muscles (B, D), and right TFL muscle (C) on T,-weighted (A, B, C; axial, 1.5 T; TR, 3,600 ms; TE, 100 ms) and
STIR (D; TR, 5,500 ms; TE, 60.4 ms) images. (E) No signal changes were observed in T;-weighted image (TR, 440 ms; TE,
8.5 ms). (F) Abnormal high intensity signals in the affected muscles almost diminished along with clinical recovery (F, STIR).

Abbreviations, AdM: adductor magnus, BF[LH]: the long head of biceps femoris, EDL: extensor digitorum longus, PL: peroneus
longus, SM: semimembranosus, ST: semitendinosus, TA: tibialis anterior, TFL: tensor fasciae latae.



PRI E AR AAERE S O fiff MRT

TH D MRI T, 58F8 1%, STIR (short tau inversion
recovery) & TIEAT MO E ML OMIEm T (KERZ
SHARERHE, PR, EMEEGT) & RN, ARBEE R
FORINEE R, UM & BUFER, B RO KR,
BRI 2 55 & A & w72 (Fig. 1A~D). BRFT RO
JEIEGRIC b miET 2 AL o/ (Fig. 1B,D). N5 T, 5
PR TIIEES ThHo7 (Fig. 1E).

Tl BERRR IR R T O b a— v SR A
ELUMUIHNRYF >, yaFEnRa, 7IM)TFY v
TEE L 72, EREE A CUE L, WGRIES, A
fi & b VAEFIIZIE R ISR L 72, 2012 45 3 H @ MRL T
EAETIINE L (Fig. 1F), 2014 4E 1 H ® NCS i it
LTwv:7z (Table 1).

z =

ARBNE 2 RUERIGEE CHRERD % & b B VIERBRICHT
OB R E X 4 U7z, BT AL i i O
WEERTH Y, $HEXTITEEMREEEZE{LE AL DT
B, TR, E5EIERT R 205 DLRPN &2 L 7.
DLRPN (& /4R DI 2 TUREIRIFEF 1A L3 <, AR
LB L TROEIROTATHAS W E SNDH, KBlLZ
NSOEBIZE AL TWD Y, ERIZH & L O
MRERGE, MERME= 2 — a3 F —, BHEIEEL SR
E (LIRS ERD) 7% AP LD, EB, W%, ik
WASHT L2 5 T2 T B - 72 BERIR TR Z M 12DV T,
JEE A 91213 Garland 432 OB EMEA Z 3208 L7212 Y, KR
SHH, WM, KBRANERR & il & L 72 IE R o 67 s
EHINL% HEE SNV, FDTk, Dyck H %R A <2 il
HOBEG L @E L, Gl - FaE b ICL ) BRRER % 5
< ¢ DLRPN %3218 & 71 C\» 5. DRLPN OFRREIC 13353 dH 5
A3 EE IS MENIR - B - IR o I 4
12 & 2 BRI RS TR & L 12 E O B B TREVED A
SNYT FREITHRRR, AR L ORI IC B L8 R
B C XA ZE4E DS B C 5 Al DY A R S I A A 2 v &
B BT ML 2B SR IR A 2 E & L CIRIEII T A B
%5, DRLPN O EMEOHRE & E 2 7. £/, BITERE
L CO— PP | AR 1 20 L L 5 2 %, Pl A
RAZ & 2 M PEAHERE E & vy 9 fC DRLPN & e M 22
FIEORMREDO P FER STV D 2,

ARBINE A MRT CHALE MRS, FRBEEHEE, 4 EReE
AT, @mET %O, SHHEMATR L &b TR
FNRIRE R R L T H LB MR = 2 —u/XF =59 7278
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bz 7272 LA B OB ZEL Ch 5 TR =51
i1Z MRI_EAR72 T D 2 &R0, R S BL i o0 KRR A I
W & B OFT LCTREED D B 7 SRR IR R BT L~
TORETHHLIC WL S Y, BB A 5 A 1
B, BRI COMBBROMIEEIRE O 5% 5.
REICTILSHHER & HEEA I HAT L TB S 3R MR E D
WERER T A2 X TE RV, Ly LEER % iifT
L7285 Cld MRI T R & 1FIE—3 L CH Y MmHALRH o
AURIE 72, 7 MRI OB R 12 DWW T A R OMET 252
HCThDH. KEIOH MRUE 5 ZLIZBIMEMREREEC L 22
R FHOFIEIEEA L ZOREE KW L7k Z 26N ",
DRLPN (2B} 5 E 504 & R ZE LT & 5 2 5 FCTHH
Tho7.
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Abstract

Skeletal muscle magnetic resonance imaging study in a patient
with diabetic lumbosacral radiculoplexus neuropathy

Nozomu Matsuda, M.D.", Shunsuke Kobayashi, M.D." and Yoshikazu Ugawa, M.D.”

YDepartment of Neurology, Fukushima Medical University

A 63-year-old man with type 2 diabetes mellitus developed deep aching and numbness in the right hip and lower
extremity with rapid body weight loss. Neurological examination revealed weakness of the right hamstrings, tibialis
anterior, and peroneus longus muscles with diminished ankle tendon reflex. We diagnosed him with diabetic lumbosacral
radicuoloplexus neuropathy (DLRPN) based on neurological, radiological, and neurophysiological findings. Magnetic
resonance imaging (MRI) of skeletal muscles showed high intensity signals on T,-weighted images in hilateral
hamstrings, adductor magnus and right tensor fasciae latae, and lower leg extensor muscles. The MRI findings suggested
muscle edema caused by acute denervation. DLRPN, or diabetic amyotrophy, is known to be caused by ischemic axonal
degeneration. Our patient showed good functional recovery, and abnormal MRI signals in the involved muscles mostly
disappeared in parallel to the clinical course. Distribution of the denervated muscles suggested that our patient had
either patchy lesions in the lumbosacaral plexus or mononeuropathy multiplex in the nerve branches. The current study
highlights the potential of skeletal muscle MRI for clinical evaluation of DLRPN.

(Clin Neurol 2014;54:751-754)
Key words: diabetic lumbosacral radiculoplexus neuropathy, diabetic amyotrophy, skeletal muscle MRI, denervated change,
sciatic nerve injury




