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St EMEE M= 2 — 139 — (acute autonomic and sensory
neuropathy; AASN) (IHi 28T, AIRIT BT B IERIFRE b
BRENZRETH S Y. AASN (SRR - H iR
MR L2 HORERETH Y ¥, R, AR
ELRBEEEENORERE: 2 T e L, EEEEL
WhHEVEa—aNF = Th L. DAY= 2 -
7%F— (acute senseory neuropathy; ASN) &, &ML HE A
FEPEE (acute pandysautonimia; AP) ASHjUG % 72 97— A
N7 N T ADHFIMETF ST E72 %%, ASN I KEERAME
TEU@W”" BENNERTH S —F7, AASN (L NEMEER O

HEEETHDL Z DL, REHEBHRMEEZ SN TE
TW5 Y. E7285% AP BE O B\ T BEMRET 7 &
Fva) vFEARPUE (BT ganglionic AChR PUfk) 3 ]é“(
RIER OB RED G SN TV —FE S L5 RIS
"), autoimmune autonomic ganglionopathy (AAG) & #FR S h
R TETWA Y A%, AASN 13H & 20 B b 1
9 Z &, ¥ ganglionic AChR LA EMETH B 2 &, BT
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E2HNTWD Y,
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~ABEL 7.

APl BRFT R - 55 160 cm, 1A 34.8 kg, 1A 37.0°C,
BR¥A 60 0] / 43 - =, IE (CZEHIENGL) 124/60 mmHg, —#%
BARAT R E LTI OFIEZ 52D 5 DA TH o 72, flifEE
ML, BEFLEE 137 () RO IO W T HIRT
o7z FOMORMEI IR 2 < KT IE
Lo dz, SERAMRIEIR S 7 <, MR BRI & b REs
L, EAZEOWFSH TR oM L EEEOKT (R
6/10, T 3/10) KOE ) ¥ LUND &9 % BEEEHD A
bz, WEFLIE L TIOBEEETH 77205, LT
3F, ETH4BEMTL, BRI EECERTH 7275
THT 25 LT LTz, RALERIIE 2 520, A% b
\} 72 % Romberg B IIFFIIC & o7z FRRMOEN
V= h T =T VEERETH 72, TR IEROT, H
fLEHER & LT, R TR 2 h o 7288, I & S HEn:
Z D) R L BB IRAN Y T 7z,

MR AL MR CId &, RE A IME, K Alb IiUE,
{f Na [M4E (132 mmol/l) =B 7z, F/2bTF AT IF—+¥
WFIEHAL L T /225 y-GTP 138 mU/ml & 8RFE E5H- L T 7z,
HbAlc4.6% Tdh -7z, KIEFTH, BEL-CHFE Y A )L A&
Yoo HIV Gl 2 Ao 7278, i CMV 1gM ik 1.5 CIL, 1
& CMV IgG itk 35,000 titer & B LT 72, #1 SS-A Hifk,
PLSS-BHURIE VTN LB TH - 7. DEEIE D 735
IY34EIE, T RLFY v 43pgml, VT KL FYU ¥

BRPR##Z% 56 %875 (2016 : 8)

167 pg/ml, K—/%3 ¥ ldpgml LIEHTH o7z v 7Y
F ¥ FHURIZ & TR TdH - 72, Fit ganglionic AChR HL/AR1Z
5E LT v, BREFBERAE T 1M L 9/mm’ (B%ER 100%),
&1 73 mg/dl & FBEIREN OB EOMIEIE S & & LA R
b7z, LM, Holter (DTEM, (GBS, Mk, 3
HMRIZW NG IEH TH o7z BB MR L T
W, ESAREAYIZIE (Table 1), B AREZE IS CTHRATTE
AR (compound muscle action potential; CMAP) RIiEA 5 55
% 25 mV, ABEFEHEE 0.76 mV, ZEBEEHIEE 110 mV SR
A 1), B EEHEE (motor nerve conduction velocity ; MCV)
(A 1 38.3 mys, el FiE 39.0 m/s L EREEALT 2 R26O
72, WO IE Fr - R4S #EC 1 distal motor latency (DML), CMAP
IRIE, MCV & b IEE Th o7z, EEME T, KEMEEE)
#AL (sensory nerve action potential; SNAP) JRIgE(X, 45 1EH
HifE 0.5 0V, IR 110 0V, A RVEHEE 0.40 v, ZER
HMFEL60V LT LTHY, WHPEEMRED SNAP A5
ECTE&Lhol LEMRRHEEOZIRE (CVRR) 3%
Fil5 3.65%, RITHLIE 6.63% & IEH Tdh o 72, FEiFERER
TILIEF R 45 12\ FIIMEAS 14 mmHg KT L, JE5
W T O MIEZACIIRRD b o 72, BEEIIYEE T HER T,
ZEHFIMT 103/60 mmHg “C, #37E |2 I 55/30 mmHg &
HEICMENET L, ZOBIENLE SR A UlzpRme
3, BIHRORSHEOREIRIZFED S kb oz, B, %
B OSRNFBOMAE 2 VT KL o8y 7Ly VR

Table 1 Nerve conduction study on admission.

distal latency (ms) CMAP amplitude (mV) MCYV (m/s)
Median nerve left 4.1(3.7£0.61) 7.4 (8.3%2.73) 43.5 (56.6 +4.39)
right 4.7 (3.7%+0.61) 6.2 (8.3£2.73) 41.9 (56.6 +4.39)
Ulnar nerve left 2.6 (2.9%0.36) 7.3 (10.1+2.29) 50.2 (57.1+5.81)
right 2.6 (2.9%0.36) 7.0 (10.1+2.29) 52.4 (57.1+5.81)
Tibial nerve left 5.7 (4.0%0.76) 4.8 (11.5%3.7) 45.5 (47.4+5.43)
right 4.7 (4.0£0.76) 2,5(115%3.7) 38.3 (47.4+5.43)
Peroneal nerve left 3.5(4.3+£0.78) 1.1 (4.4+1.0) 39.0 (46.7 = 4.09)
right 4.7 (4.3%0.78) 0.76 (4.4 +1.0) 41.7 (46.7 = 4.09)
disal latency (ms) SNAP amplitude (1V) SCV (m/s)
Median nerve left 3.4(2.6*=0.3) 1.1 (35.0+10.9) 38.0 (57.7+5.3)
right 4.4 (2.6%0.3) 0.5 (35.0=10.9) 32.1 (57.7£5.3)
Ulnar nere left 2.7(2.0%0.2) 1.6 31.5+9.2) 39.9 (59.8 £4.0)
right 2.5(2.0£0.2) 0.4 (31.5%9.2) 43.7 (59.8 £4.0)
Sural nerve left Not evoked (3.6) Not evoked (12.0 £5.9) Not evoked (51.2 £3.8)
light Not evoked (3.6) Not evoked (12.0+5.9) Not evoked (51.2 +3.8)

Values in brackets are reference values (mean + SD). Reference values (mean + SD) are besed on studies of Neurology, Jichi Medical
University. Compound muscle action potentia(CMAP) amplitudes of the right tibial and left peroneal nerve were slightly reduced.
Sensory nerve action potential (SNAP) amplitudes of the median and ulnar nerves were reduced, and sural SNAP was not evoked.

% () = Mean = SD. Motor nerve conduction velocity; MCV, Sensory nerve conduction velocity: SCV.
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BE OIS NTHATTE 2o 7z LMIBG LA > v
Fi&, O/ fERE L (H/M ) 2% Early phase 1.63, delayed phase
1.34 LLTF L CTwie.

e (Fig. 1)t ABEREIZIZ T CMV IgM 5L ABEIETH -
7278, ZOBRMT L, 2009 4 2 HIiCiZBM b L7z, £ 721
CMV IgG itk b ABERFSETd o 7278, D% kI E 5
WCEAL, e & DI L ARk, KRBV A7
3 10mg/ HNARCERFEL, 2009 4 3 H EAIZIZRERR D 7
BB L7z, BYBOMEERTICHL, FFFass R
8300mg/ H, DWW CT7 0 Faa)F vy 01lmg HEHES L
7278, FOHEIIARLEZ 572 WEEmRD L OIEE, 13
79 3250mg HEXT/NF 321,500 ug/ HWHIRIZTET
B L 72 A%FRAT L 72, 2009 4F- 2 H AN EE ORI & [F) 7=
18729 A THREBNEISIMER TH % 78 IVIg (kL7 m = > I°
400 mg/kg/ H x5 HIE) #MifT L7z 25, BEHHHL Tz
VB HARRERVEEOLMIEH T ARE AL, 5 HIZ1
A U7 DR EIE e L7z, 2009 4 5 H RICHEANTE W THE
Be L7z, BBtk b TIOWEEERE OWEITA SN o 7.
FREEERECOWTHERIL LD 0OFEH T
il &R O TR L, BEEEOHRA L B
2 A O KRR EERE O T T L UFE LB R b o 7.
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£ =

Sl e 1d, QAT & BN BEIRDFIC = 2 — a8
F—% R, QEEMREEC X BRI &S
Exr 7oL, QREEELGHLL, OEFFEEL D%
Motz L) T e XY ARRER % H A B AR = 2 —
a/NF— BT L7z

FPAEGORER L L Tid, &TOMER» RO T2
3SYrAULEOHBEZE L2 BT oN5. il AASN T
FRIFSHEIR D SEERDOERE TR 1 AN E Sns Y. #
HENTOLIEFOPIE, FATRIGEROHH 25 1, 2 H
Toa—unsF—%3ETHERNLH A Y. TENOKRE
EBHBMEEE S -0 8T — X 1R LB T 5
ZEDL. LA LARERIO X9 2l AR oo [ ke v
Za—uRF oA, BREEEEE S 2 a8 —
WIZHEMRIDIEAET A 2 L 2B THBLRETH .

B, BEtkoREO BARMEEEE=S 2 — a5 — O
7z, LI AASN & i L CARIER 2 Z 5% LT <L

BIEBIOBEEIBAIC OV TERT 5. AR RAE T
CVRRDIEHTH D Z L5, LRI AR AR 1L &
Zz o, BRI R L B AL RO R S KK
MR OREREREE 2% 2 55 7. 2 PLMIBG Wi Y~ F
T ABRDPMET LTV EEIRT 2 &, REFITIZR

discharge
IVIg 400mg/kg/day X 5days

fludrocortisone INEEE—

prazosin HCIES]

distigminel77777777722277272772777727277272777777772777727 7227722727227

imipramine|

mecobalaminRY

N

liver dysfunction

urinary retentio

nambness /g ——

syncope
, 0 m i |
Sep. Oct. Nov. Dec. Jan. Feb. Mlar. A;ar. MLy J1:n.
2008 year | 2009 year
CMV IgG Ab  (Titer) 35,000 36,000 42,000 28,000
CMV IgM Ab  (CI) 1.5 0.7 — —
CSF
cell (/mm?) 9 0
protein (mg/dl) 73 91 61

Fig. 1 Clinical course.

The patient experienced liver dysfunction as well as frequent syncopal attacks 3 months before admission to our hospital. One month

later, urinary retention and distal limb numbness occurred. Serum cytomegalovirus (CMV) IgM antibody and CMV IgG antibody were

elevated on admission, and when both decreased, CMV infection was confirmed. Cerebrospinal fluid revealed a mild pleocytosis and

elevated protein. Hospitalization one month after the administered intravenous immuno-globulin (IVIg) reduced the syncope.
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A R A E ST s b D Ll Sz, B/AT
T R EEOIME 2 VT FLF) Y lZHNL 2 LT
BB DS E R EI R R X TE B & LTWAED, FE
B i & bEEINTUDIEADL DY), WIENhEEREEIC
K452 L I3REETH 2. F2EEMRORELMIZ, K
A A 38R A 12 C SNAP OIRIFEE T b L IFEHRRET
BHolzZ L LHERMRERH D VIEFNL D & S ITRMAYE
Wz, Db Z &1k AASN OHAIZB VT2 O TIHEN

BRI & AR DML TH B Y S LICFIE L
s,

AASN O FIEEMGIT AL & HiE E CTIRIL WA, T
5E20BATHLY. KEBIITIRTH Y, BRBIETH -
722 LA REFOEEBO—DTH 5.

AASN TiE, ik L7z & ) 12B% 5 < EHmRHE & iR
RREFOMILAR %S ERRAET, MBEOFAEIRI S VEE
ABNTHY, AAG LB A EEIIARREENE Y. L
AL AASN T T & 2 7217 RN L B8 o sk Eifia
TRIFETE % B/ NRICB O 2 EWHFETH 5. AR TIIIIE
%5 Bkl L2 BeBe < IVIg % AT L7z, RS0 LT
RRNE T 200 72705, IRANDBHEE (L6 & SRR & H A
L7 & 52 AKEASMEARLVE X 5REOTRELE? b
BEIFTELRVA, TOL)IIERIELEL TV 255, 5
SEA SEF2SEE L T T, IVIg 7 & OGRIEREI AR 7
BaEbd by, RALMEIET5ICH D EEbiz. F72RH
WZOWTH, YAF 7 I YNRTERL, VIg 217 721412
R PRSI RE ) BRIR DR L TBY, ZoOmIZBWTY
IVIg I ERN RS H o 72 RE DS B 5. —T7, AIEIXSRIES A
FISERT BIRETH L DT, HHEMZERD AL ST IRER
EAD IVIg DRIEZ I L7228, ARSI TIRIEFREE I L
TIVIgIXEM TH o 7. Z OFRWMRIZBIT 5 BEMER S
RIS T 2 IR R D5 - 72 2 & OB IEFL
TEY, DEROMHIPLETDHS.

AIEBI DO CMV OFEIZ L CHRE§ 2. wilE co—#ik
DNIFFE e E A HHL L 72 B 5 o s CMV IgM $iiR i3 AR
THHH, ZO4HhHABEOIE CMV IgM $iki % BT
Y, ok, IiE CMV IgM $iikp i ks 2 & & b Iz
CMV IgGHADEHIZER L, ZOBET LTV o7z, —ih
D FFREE LS CMV B IC BT 2 &3 dud, S & [l
ZRAASHBL L, & SICUBCRIE O - JRET &)
FEREEAGERE S 2 WA & PUROT) X 13, CMV OERRGe & 2
ST < SRR 12 X AEmINE Y 2T & 5

CMV BGeta ¥ T v - N L —JEEREL, &850 LI, W
B T AR, TgM PE GM2 PR, & v o 2Bk G %
295 Y EmEIEENERE DRV, BRI
ZETHLOLHONTVE P, —J, EEEZ —EIkED

BRPR##Z% 56 %875 (2016 : 8)

7272 AASN C CMV 285BI 5- L CWzERNE, Fx 2%
RLBRY) TREROD S o7z 7% b B RER & [H
B CMV JEHAYIE S -l 2t B ARG = 2 — 1o
F— L LTE, REFRAOMETH 5.

AASN 13 M 2 BB & SIVERIFRE b A%\ s, B HEAD
TR ENTBLTRAESN TV LIRSS H 5. KIE
Bl X SR Z#E D RTE, IOt EHEAEGEOY
IZBWTELWIIREET L7256 32 AASN & &3 BV CE K
MR EEHEEIT > T BERDH L. F2FZADREFD LS
WZHA S 3V 2 IVIg IS T 4615 &5 1), AASN T b 5
BIZH AFEERFRAEGE L Tz LT Rk a3
REXTH 5.

AL OFE LA 63 Il H AR HAE MK 22 (2010 4510 7 22~
23 H, M) THEEL

;ME VU ) I Y FHROMIE S L CTHW 2, ST R 2
PR A AR PO RS T O i S\ iR L 2 5

MARF ISR L, B/RTNE COLIREEICH 5 3¢, #ifk, FIfEk
FWINbHED TEA.
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Abstract

Subacute autonomic and sensory neuropathy closely related
to cytomegalovirus infection preceded by frequent syncopal attacks

Koichi Nakao, M.D."?, Michito Namekawa, M.D.”, Soichi Kondo, M.D."?,
Sayaka Ono, M.D." and Imaharu Nakano, M.D."”

YDivision of Neurology, Department of Internal Medicine, Jichi Medical University
“Department of Neurology, Junwakai Memorial Hospital
¥Department of Neurology, Saitama Medical Center, Jichi Medical University
“Department of Neurology, Ehime Prefectural Central Hospital

A 73-year-old woman who had hypertension developed a slight fever and general malaise with laboratory-proven
hepatic dysfunction as well as frequent syncopal attacks 3 months before admission to our hospital. One month later, she
developed urinary retention and distal limb numbness. Upon admission, her neurological examination showed reduced
limb tendon reflexes, glove and stocking-type numbness, and diminished senses of touch, temperature, pain, and distal
leg vibration and position. Serum cytomegalovirus (CMV) IgM antibody and CMV IgG antibody were elevated on
admission, and both decreased thereafter, confirming CMV infection. No serum anti-ganglioside antibody was detected.
Cerebrospinal fluid revealed a mild pleocytosis and elevated proteins. Compound muscle action potential (CMAP)
amplitudes of the tibial and peroneal nerve were slightly reduced. Sensory nerve action potential (SNAP) amplitudes of
the median and ulnar nerves were reduced, and sural SNAP was not evoked. Systolic blood pressure dropped 48 mmHg
when the patient assumed a standing position from a supine one, demonstrating orthostatic hypotension, and a cold
pressor test was abnormal, both indicating an obvious hypofunction of the sympathetic nerve. The postganglionic
autonomic nerve appeared to be damaged because the accumulation of [***I] meta-iodobenzylguanidine was reduced on
myocardial scintigraphy. These findings combined together led us to make a diagnosis of subacute autonomic and sensory
neuropathy associated with CMYV infection in this case. Following an eventless administration of oral fludrocortisones,
intravenous immuno-globulin (IVIg) was given after one month of the hospitalization with a remarkable reduction of the
syncope. This case is instructive in two points. One is that there may be a couple of months with syncope alone before
the sensory disturbance appearance, and the other is that IVIg may be considerably effective for the patient-annoying
syncopes. To our knowledge, this is the first report of subacute autonomic and sensory neuropathy caused by CMV
infection.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:555-559)
Key words: subacute autonomic and sensory neuropathy, syncope, cytomegalovirus, IVIg




