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I/% 427 v (MINO) &, MEICBIT 5 HAENE HE
T5T7TMTHA ) Y OEFEETH Y, BRICBWTIEEA
CHAINTWS. & ZRERMEIC BT 2 HEERE S, 3
VBRI BT B IEYEB L V) 7 < F 2B 1T B disease
modifying drug & L CHH S Twa. MINO OFEIFEFH L L
T, WA, WH, Eoids, HE#EHBR Steaven-Johnson
IEGRICRESNLIEELRLFE 7 LIS, $hiedbo
& L Tl drug induced lupus (DIL) < H S MEF 4, M5
Kip EOWEDDH HVY. AN, bivbiud MINO E#%5-12
ER LRI IMEE SN 2 —anRF—2 B L7 E 2 LN DR
RRBR L 7-. JEBE PN ORI HE &G 7z L, WEIE AR A
THREMEOF R L & D ITHREROMEOT A A LD
72, SEFIVEIN A 9213 R R FE A O Hp b 0 AU TERIRAE IR ATE 3
T 5720, REMESORBRPELTH L. F72, BEIC MINO
12EB ) MERN= 2 — a8 F — O LR OS2
{, MHEDHEEERT L ETERTHLEEZZONZ2D
WmET 5.
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TR B AMERSES 5568, WO R ERE, A TERIZ
X AT R E

BEAERE @ 67 ikhg, BEIRIE (7)) XY F 1mg WRH).

AIEIE ¢ SRR L.

FIEHE © SCONERIR, WiASESILE, ARG, ESILE.

BRI © ABe 3 4E T 2 e B B E O 72 0 45 N T e B £
BT 2 20T 722%, 20 24ERIC A TEESHRAZ 4 U, HiE
WA ASHEAT X 7z, HiBE O KN & LT, [EYeAs) 7zavbi iz
728, ABE8 A AR & » MINO 100mg/H DWAR % BigE L 7-.
ABE3 A ABNCEM O T AL, $EE I PRSI Ik i
MAHAT S N7z, Pk, FHLIZ A & D % dr o 7225, A SRR,
WEMHBLL, ZOMICH 7Kg ORI % AL D7z ABE
1A HETE DT 2~4 38, LFHE 2~4 48, KT, AT
DAL IR L OIS I & 512, Wi T BRI IR -
B, o MERSHB L, A2 HR X WA TRE L 20
WATHEEE 2> 72720 BEHIH SN AR L 22 o 72,

ABERHUE © 5K 151.0cm, 1R 55kg (ABEHiB4ERT7
kg DAEFERKA). MIE 131/75mmHg, i 385C. MR, Ik
ISR 72 L, AL VSHIEIR % & Lo F, Ml 22 R
WCEFX 2 Ao 2. W T BELUT (IR0, 0 B R % A &
O, MEEHRFHZ HE L TW. 20, K5, ETEfHizE
A E®T, Raynaud FER D A & Do 7z, MR,
HaklEWTH Y, mkbitkRe, BRR, HiEEc BV TR
WHRZARED Lo, EBHR T, ETH DR
(MMT ; A//) \ZBWT, =faf5-/5, R E 5-/5,
BB 5 /5, MR 4/5—, BHEERA - AN A
4/4, 1877 Tkg/75kg, KIRPUGEM 4/4, KIUEF 5/5, Ml 5
0/5, BEIER; 5/5 Th o 7z. BERITBVTIE, W 1~5 FHHD
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Table 1 Peripheral nerve conduction study.
Nerve Segment C(]\rﬁ\A/)P (III\I/I/EZ;,) (rrll)sléc) ’ fre(%ency F@Zfi?y
R. median wrist 25 47 15 311
elbow 22 718
R. ulnar wrist 54 24 80 26.1
blow elbow 6.6 759
above elbow 5.7 684
R. tibial not evoked
L. tibial ankle 33 52 0
knee 09 40.8
R/L peroneal not evoked
Nerve Segment SNAP SCV DL
uv) (m/sec) (msec)
R. median wrist 22 25.3 32
elbow 2.7 369
R. ulnar wrist 446 50.5 22
blow elbow 174 65.6
above elbow 155 66.1
R/L sural not evoked

CMAP; compound motor action potential, DL; distal latency, MCV; motor conduction velocity, SNAP; sensory nerve ac-

tion potential, SCV; sensory conduction velocity

MP B8 & O KA & O TR B UL T ISR EIERE & A
Loz s L R RGBT TR, B - AT
JIZIEH TH -7z, Cl28Hz T X% b BV 7zIRE L R 15
sec/13sec, T 7sec/9sec TH o7z, FHEHE 1 RHLICDW T
EREEBRE A O BESHIWH 7 ¥ L 2RSS 0K
B AREDID, MIMAITIER TH o 72 BATRATEREB LD
MO 72 OREETH > 7245, VI HETH - 72,

ABEIREATET AL A, BERERIE HIMERSHE S 5 < O IEH
Th o7z, Frrkng, Brkne, NRE, FUIRBUEREIZ TP % A
o7z HbALc69% T, IRREIIIEH Th - 7. KIE
B E CRP 4.54mg/dl, ARk 79.5mm (1 KEfEME) & HETH -
7o WK T IEA L Doz, PUEIE 3205 EA L, T
v bR THAB X OP ssDNA Hitk 2Btk T d - 7227,
P-ANCA, C-ANCA, ¥t RNP $itfk, RF, $it dsDNA Hifk, $it
Sm Mk, t SS-A Hidk, L SSB Ik, V=T AT v FaAT S
S5V MITRTEETH 72 T, EF I v oRFRARL,
ACE 123U/l Th o7z, REHMIEIIEREZ AL O Lo 7.
AR EERAIE, PURIC BV TIRIME T 2 £k L 3 2 B
Y, LG WP MBEOFEREIZ LML
Pole. EREMBEICBVTCIHMEET Ty 7 LIS R %
RIS, R HE A & O F, RIBIK T TR TH o 72720
pseudo-conduction block 259 7228b 7z, F72, HiEdmiR
2T M BHRIGIKT, FBEEMEEOT, F kRO
Eaab oz, —J, REMEOREIIRETH - 72 EKEM
BV TH ARG T 2 A & 7255, REmirdd
IEHTH o7z, BHEMRITHESHEE TS 572 (Table 1).

ABEthfedh @ #lB L OMAT Ao, BEOMRHERIE
LRMHEAMREEICTFE L2V OTHLEER, AKHES3
W H, ZEBENE AR AR % HEAT L7

FLRRAT I © HE gxfacld, miid B P s X ONAE i pH o 48

FERL DRI & D Do 7275, BIZEL 22h R Y 0 B Ik
A S 7z, Elastica-van-Gieson 3t 12 TARBINR D N D
WhtldA L Db o7, MENEORAB X OIBEMEZ
FARE T LMK L 2 NEMZEO %R 2 5N (Fig. 1A), 1%
RO E LTHFE LR WA TH - 72 F 72, MifHkko
TR A N VA T YT — et T BRI O o A
g% AL ol AREARHRMERER, 5221 &/mm’ LT
LTEY, LAMZSATOIBRERZREZNTYS DD/
P, KEBERHE & IR EDIT 2 & & 7-* (Fig. 1B). #
ET CLEARTIZ 45 RO HMEZ BI% L, Dyck ® Condi-
tion M IZBWVWTASAK B4AK COK D8A EI0XK
Remmnant 18 KT&H 1), HEAFER ORI T B HHE &
myelin ovoid 2SR I N HMEAIRELEL THB Y, WMREME
hkotgch b L Ez bz (Fig 10).

HHEFEHE  MINO IC & 2 M RO REMEAE 2 i/

BOBZEE L7z, Lo L, ATEE, FTHOLTIEIFERAE L
TwWieo, BEORMogEZ ML, BFoREs 272
THELRKHPHAF VTV F=vu vy 40mg L7z Z
D% D BERIERII S 2 12835 L7z (Fig. 2). BB 3 7 A1
AT a4 FEEEPIE, FBEGH 1EORBICHEWT b 5E
FOG ORI , FEMMET, G FREDUFHL, Bk
TBIOHE 2TV LA OTRTCAfRLE R o7 BRER
WIZowTid, LN GF IR s, 4 RT ISR
L, A% 1 REOREIEEKT LT 5 2o B3I IER
b L7z, B CHURIRAS Tl PUBBUARAS 80 £ L HEED L5 % A
DDA, Pit v M X THREEEIL L7 F 7, RERIC
BWTIHA 270 T 50 v sREELERER 2 fifT L
7278, WRIIBEETH- 2
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Fig. 1 Results of the sural nerve biopsy.

A: Elastica-van-Gieson staining.

A medium-size artery is occluded with collagen fibers. Thickened endothelium is observed. There

are no perivascular cuffing.

B: Toluidine blue staining of the nerve fascicle (upper) and histgrams on myelinated fiber of sural

nerve (lower).

Moderate loss of myelinated nerve fibers is observed (Myelinated fiber density is 5,221/mm?). There
is not the difference of the degree of fiber loss by the diameter.

C: Teased fibers of the sural nerve.
Scattered Myelin ovoids are observed.
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n, REBILL L DBRTHRET 5.
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Fig. 2 Clinical course.
Clinical symptoms markedly improved after stopping the administration of minocycline. MINO: mino-

cycline, PSL: methylprednisolone
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Abstract
A case of minocycline-induced vasculitic neuropathy

Nobuhiro Ogawa, M.D.", Hiromichi Kawai, M.D.”, Isamu Yamakawa, M.D.",
Mitsuru Sanada, M.D.", Toshiro Sugimoto, M.D.” and Kengo Maeda, M.D."
"Division of Neurology, Department of Internal Medicine, Shiga University of Medical Science
*Division of Nephrology, Department of Internal Medicine, Shiga University of Medical Science

A 70-year-old woman was admitted to our hospital because of fever, numbness in her extremities and right
drop foot. Because her hip prosthesis had loosened as a result of infection, she had been taking 100 mg of minocy-
cline orally for eight months. Three months before admission, she had had melena several times and body weight
loss and pyrexia developed. A month before admission, asymmetrical paresthesia and numbness appeared in her
extremities and finally right drop foot developed. Laboratory tests showed elevated C-reactive protein and posi-
tive anti-nuclear antibody. Abnormalities found in nerve conduction study were compatible with mononeuritis
multiplex. Sural nerve biopsy revealed an occluded medium-size artery in the epineurium and axonal degenera-
tion in the nerve fascicles, confirming the diagnosis of vasculitic neuropathy. These manifestations met the Ameri-
can Congress Rheumatology criteria for polyarteritis nodosa. However, her clinical conditions markedly improved
after discontinuing minocycline and therefore she was diagnosed as having minocycline-induced vasculitic neuro-
pathy. Although minocycline-induced vasculitis is a well known adverse effect of the drug, peripheral neuropathy
with biopsy findings has rarely been reported. Drug induced-vasculitis is important as a differential diagnosis for
mononeuritis multiplex because the symptoms can be improved by the discontinuation of an offending drug.

(Clin Neurol 2010;50:301-305)
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