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XA —OBEARZ bFAEICHAKBLEZALGN TV,
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WTIRELMzZhTwiw, SEbhbiiz, EiERE R
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FEE  BUEZ L. MBERET L.

RBE: 4BA.

BB 200638, 2ETHAPGMORAG| { LR
L AE%LY: COAEEROMEASE 4 120N L =700
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B, #1257, MFEROLHL2HFHIA L0, 7TA LTS
LEHARESHLL HEENICEIRMFEHECERBERY
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Bk hERLCEREOMECCME, FTROEMIZNET
Ao EHE{ ot LoL, PHURIGINEERES LU
FRIZAKICERLE. SATHICHEEMIZHBIZAREL
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BE : && 165cm, {FIK 53kg, —MEHEFMARICREE AL
Wl REENFRTIE, ERIZNETHY . FEBEN
BIREEA DL ABRTIIESNE L UDHER
CHEERCH Hz oERE AL L. BECHEMIEA L
Wihhot:. BER BRBERCLHLILRBIIALYD
4. neuromyotonia ®#* myokymia. RIFAZELALDLEN -
fo.

BrEltERE RTEFNAMSMENFEL r— 1
(HDSR)Tit 28 8. 7 = 7 2 7 — R AHIEFERE - AT
(WAIS-R) CizEH#E1Q123 BifFIEIQ123. £1Q130 £ &
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Fig. 1 Axial and coronal fluid-attenuated inversion recovery (FLAIR) brain MR images obtained on
day 8 (A), day 33 (B), and day 110 (C) of admission (L5T, TR = 9000, TE = 119).
(A) Axial and coronal FLAIR images showing right medial temporal high-intensity signal.
(B) Axial and coronal FLAIR images showing bilateral medial temporal high-intensity signals,
more pronounced on the left

(C) Axial and coronal FLAIR images showing partial resolution of medial temporal signal abnor-

malities with mild bilateral hippocampal atrophy.

Trail Making Test (2P & EREEATHY, S %0
MERERET AL 2o,

Bedein R - M3, 5 L MR IER T, mME{LETiim
iff Na#* 126mEq/] L &M% 7 L Tv 7. (€ Na lIfEI= DWW T
it 9 A kA oo i 4 ¥R B BE 279mOsm (iE % fili : 275290
mOsm), REEE 652mOsm (IER MM : 50~1.300mOsm),
ADH 1.6pg/ml (IEHK : 03~42pg/ml) TH N, mMmiEREE
IR TR V£ » G REEER (SIADH) OBIFIC
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TAhEDHHo7 AERMAITR Yo #6, # Ho ik H
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a4 VA, HHVE D4 ) A PCR bt TH - 7. HEEN
k. ¥idsDNA ik, #SS-A itk HSSB Kz F~<TK
HTH-7 FIRBRAELENT, # TPOHk HHA oy
07 AL ENThH o/ HMRETIE, #IE 9mmH
O. #AlfE 1/ (HHER 100%), H|/E 26mg/dl, 7 64mg/dl,
Cl112mEq/l. 1gGindex 066 L R¥EE XA LB LEH o7 OH
L) (APEEM 8 HH) @S MRI Tid. T, EMEQThS
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ARfEEE 9 AR EH o BE AFREREONEL A
L, Bl - AT - ACHT 2RI EE L Lo
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2006
!u."' l’[’ »\Iug &,D CN‘:L N?v.
)} [ riion oL 370 -
15m
PSL = e

memory
distur e

confusion [-‘\ /—\ e
sleep
dismrmceN -
tremor.
anti-VGKC Ab 592 pM 8% pM 64 pM 104 pM
Na 126 132 136 129 136 136 138 135 141
HDS-R 3 18 20 26 29 30
WMSR Verbal memory 87 107 94
Visual memory 99 125 126
Delayed memory 122 115 118
Attention/concentration 83 95 Bl

Fig. 2 Clinical course
PSL: Prednisolone. mPSL: methylprednisolone, HDS-R: Hasegawa Dementia Scale-Revised, WMS-R:

Wechsler Memory Scale-Revised
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(3#3) ZRAEW{LiE (multiple sclerosis : MS) @ interferon-£1b (IFN-£1b) G#
REHECMbIETFEHLMIT A0, IFN-1bE 2 MU EHRL TV 2 HRR
BREIMS 108 %, IFN-S1bAH2EMICBVWTHENERLZRO-FRESH.
KNERL*EO Lo -EERESHI2FT, BEMWR HE, MRIFTR. H#ER
th, BHECHE BEFRL CRELHFRIIOVTHEME L. BEMNI RS
EHFBRIMS (optic-spinal MS : OSMS) ®4Efl, #HEMRIIZBVT3HMELLOR
§i7# 4 (longitudinally extensive spinal cord lesion : LESCL) % #§ Z#E#. IFN-
L1bil AR HE¥MEER (Expanded Disability Status Scale : EDSS) #A¢%\ £,
IFN-A1bi#k A Z TOMMARE R, IFN-21b AR 1 F MO BRE BAD & W,
FHECHEREH T, IFN-S1b DR RAET T4 Ttk DS 0, wIMEEHNICE
R E+aMET 2L ENHL EEZGR

(FhE &M 25 : 589-595, 2008)

Key Words : multiple sclerosis, interferon-71b, conventional MS, optic-spinal MS

2L &I

¢ Rt Mi{LAE (multiple sclerosis : MS) (28 ¥ 2 in-
werforon # (IFN-8) OBRELELT, BREOCET. B
WOy I DBME L L H% { OBREBIZE VW THEHR
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WM UMD LIRTFLE LT, REDSHEMRMGEE TOWM,
WHILKINBO H &L L OGNS LY, Thonkik

* AR KR
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* AR BB R R A
oMt 2)) 1112 20086 Al 2 HER)

FHVWTHLHEBRRAEROFRRIEFTHL LIZVVE
. B5 42 FREOEILFBBTHS. THbh DA
EMSOMEIIMD 2 REEMIE, T4, HRERLGHE
MbAAFEHLPICT A0, IFN-B1bBAHR2E
MieB W TEBENERZEO - HREE BENERETEZ
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McDonald » B BF B #™ (2 X D B AREL 24,
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Table 1 Patients' baseline characteristic in non-relapses and relapses

| Non-relapse (n=5) Relapse (n=5) p value
Age (Years) : 436119 55.4+8.2 0.095
Sex |
Male 0 0
Female 5 5
Relapse rate during 1 year after [FN-21b ] 0 18215
Relapse rate during 2 year after IFN-31b | 0 24211
Data are mean = SD. Statistical analyze was performed by use of Mann-Whitney U test.
IFN-/31b = interferon-31b.
Table 2 Brain and spinal MRI findings in non-relapses and relapses
Brain MRI findings Spinal MRI findings
Clinical course  Type of MS N;l::.n: of i lor::::: of — -
Non-relapse 1 CMS 10 + None = =
Non-relapse 2 CMS K —= C2,C5 o +
Non-relapse 3 CMS 21 + Cc2 - -
Non-relapse 4 CMS 5 + Th3, Thé ~ +
Non-relapse 5 OSMS 0 = C1 = +
Relam ,,,,,,,,,, 1 ............. CMS .................. 3 ..................... S 93 ........................... i - s
Relapse 2 OSMS 3 + C2,C5 = +
Relapse 3 OSMS 4 = C2,Th2~5 + -
Relapse 4 OSMS 4 — C3~6, Th3~7 + +
Relapse 5 OSMS RS + Th2~7 + +

MS = multiple sclerosis ; CMS = conventional MS ; OSMS = optic-spinal MS ; Gd = Gadolinium-enhanced lesion ; C
=cervical ; Th = thoracic ; LESCL = longitudinally extensive spinal cord lesion.

AEIMS (conventional MS : CMS) 561, HAiEHFHE
MS (optic-spinal MS : OSMS) 5% T & - 7-. IFN-
AlbiGMIEs MIU/MEH % # &5 5 R & L7 IFN-81b
HAEFEMOBMBNMAIZBVWTERTED LD
BRE ARrzE0Lh-ornt0rERRRLOELE
BT L 72 (Table 1). 14, PFIRL 224 B LA LR
FTLOMBFEROBERNLMEE L2

BERMWRTIE, EEARME, IFN-21b3¥ A B F i,
MRS SIFN-S1b# A COMM, IFN-21b# AR
KM AR, IFN-FIb# AN ORBEREEY, HAN1F
MomREE BAN2EMOBREY EFRENL

590  EEEM Vol 25 No.5 (2008)

o

[ g~

S L 7= 735, ERARAYME BE 12 EDSS (Expanded
Disability Status Scale) #* Hv»THfli L7:. ## MRI
FRTIRMBORY, )= sgERROEE. ¥
BIMRIFFR TR ZE DRI 34 &L E o F 8 H M
(longitudinally extensive spinal cord lesion : LESCL)
OFHE HFVZ LA EERROFETNEL L. B
Ti, #ila®, %, 1gG. IgG index. oligoclonal IgG
bands, myelin basic protein % M€ L 7=. &<z
HImEE. IgG. IgA. IgM, #i{Ed HABEiEE %
MECHMGEETmME L2 M, SE# FWmer i,
IFN-BIb B AR OBRBEOBEL AL, £HMT
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Fig.1 Disease duration in non-relapses and relapses
The 5 MS patients experiencing relapses were com-
pared with the other 5 relapse-free patients. The non-
relapse group showed shorter disease duration than
the relapse group (p=0.032). Statistical analyze was
performed by use of Mann-Whitney U test.

HREGrEH A, 2 LTy —RBETIE, ~) 2
FL kMM D ARmERA M S-S EHR WL,
FITC 4 L { IR PE¥ROFICD3 ik, HCD4Hitk
CD8#ifk, $iCXR3#ifk, HLCCR5HifE, HCCR4#LIE
ERWT, 33F—70—H4 bAM)—HIZTHEYE
#4475y —%RRAL TV AHCDITHIFE, CDST#HI
oL mE L2

# 2

1. EENER

10§11 5 1|2 IFN-21b 38 A % 2 4 [ o> 058 JUA filf P 12
DOTHIEMEREED, BRFLFELL. BREO
A LIMIZIFN-QIb B A B RE UM 2T (Re
lapwe B, 10 (2 FF 5 [0 3 A% 30 B L 7= (Relapse 3).
IFN MhB AN ERIEECHL LA BEELZOE
#r-rlz (Table 1), BRFARIZCMSOEMEHRENT
1, B RERCAFLFERREFETE A -7/ (Table 2).
Fr: NRLOIFN-RIb AT TOMMRHERELL
L THMRIECA iz (Fig. 1). IFN-Z1b# A
HYEDSSIZ I RM LML THBRETHEIIED -
(Fig. 2). IFN-Z1b & A0 EREYE HAN2EM
OB REEILMIETY HALGEELXBDO LA o723,
FAMIEMOBEEN B, HRBLHEELTHMBRR

Fig.2 EDSS score in non-relapses and relapses
The 5 MS patients experiencing relapses were com-
pared with the other b relapse-free patients. The non-
relapse group showed higher Kurtzke's expanded dis-
ability status scale (EDSS) scores than the relapse
group (p=0.032). Statistical analyze was performed by
use of Mann-Whitney U test.

THEIZEH -7 (Fig. 8).

2. MRIFFR

5 — % O FE#M % Table 212777, BBEMRIFT R TIL,
HEV = ABERREATAEARMETHERZYR
Hledof, MEORBIIFERFTEVEMN AL
nr:. HEMRIFFRTIE, HFY =9 AlEMELH
TAEFREBECEEETRO LD o/cP, LESCL%
AT HERAZERETIH, FERFTOMLERET
ol

3. BEMR

¥ — % O 4l % Table 8, 4i27¥. BHFFRTIE
oligoclonal IgG band Iz R L KB LIFFRETH Y
HmAAShANEE TR, MR &A.
IgG. IgG index. myelin basic protein {235\ T & W&
THEZ* PO Lho7 EMMATRCIRE MR
IgG. IgA. IgM, HHfficiRAEZLBOLI o
PRI, FETRE S e L R TR JIN A A
LA, HETIEeh o FHEHCHIKIZFERRR
TIRTRTEETH DIz L., BRETIISAS4
ATHLAOHCHERETH ), SHACHERES
ITERBTHEICR o7

IFN-R1biGa# S AN M S h - e AT,
CDafitk L HiCD4Hith 2 - IZHICD8 Lk, =26 ICH
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Fig.3 Number of relapses in non-relapses and relapses (A : during 1 year prior IFN-£1b treatment, B : during 2
years prior IFN-#1b treatment, C : during the total course of illness prior IFN-£1b)
The 5 MS patients experiencing relapses were compared with the other 5 relapse-free patients, The non-relapse
group showed a greater number of relapses in the year prior IFN-21b treatment (p = 0.048). Statistical analyze was
performed by use of Mann-Whitney U test.

Table 83 Laboratory features in non-relapses and relapses

Non-relapses (n=5) Relapses (n=5) p value
CSF
cell count (/mm®) 4.33%1.51 2.67=2.53 0.19
Protein (mg/dl) 33.8+£7.6 36.4+23.1 0.73
1gG (mg/dl) 7.6:4.1 3.7:09 0.19
1gG index 167097 0.79x0.12 0.19
Serum
WBC (/mm”’) 6,308 + 2,254 5,142 = 1,505 0.31
IgG (mg/dl) 1,073 +£273 1,217 =420 0.69
IgA (mg/dl) 182+52 198 =95 1.00
1gM (mg/dl) 144 56 100 + 49 0.31
C3 (mg/dl) 95+22 107 =37 0.84
C4 (mg/dl) 2416 2619 0.84
CHS50 (U/ml) 44+12 55156 0.31
ANA (20x2%) 0.25+0.50 3.40+297 0.06

Data are mean = SD. Statistical analyze was performed by use of Mann-Whitney U test,

IFN-#1b=interferon-/#1b.
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Table 4 OB, MBP and serum autoantibodies in non-relapses and relapses

Serum autoantibodies

Clinical course OB MBP
ANA ss-DNA ds-DNA SS-A SS-B
Non-relapse 1 = + = - - - -
Non-relapse 2 = + * 40 - = = -
Non-relapse 3 + - - = = - =
Non-relapse 4 + + - = - - -
Non-relapse 5 = = = = - - =
Re}gpse .......... 1 ..................... S e R e s =
Relapse 2 - + % 1,280 + - - -
Relapse 3 - + x 2,560 - - + -
Relapse 4 = - % 80 + - + =
Relapse 5 = i x 80 * + = =

OB =oligoclonal IgG bands ; MBP = myelin basic protein ; ANA = antinuclear antibody ; ss~-DNA =single-strand
anti-DNA antibody ; ds-DNA = double-strand anti-DNA antibody ; SS-A = anti-SS-A/Ro antibody ; SS-B = anti-

S5-B/La antibody.

Table 5 Percentage of T cells expressing chemokine receptors within the T-lymphocyte population

Non-relapse (n=5) Relapse (n=5) p value
CD4CXCRS3/CD3 22.04=7.93 226+2.19 0.438
CDSCXCRS3/CD3 21.82x781 27.28+5.68 0.123
CD4CCR5/CD3 648427 598+1.99 0.410
CDBCCR5/CD3 13.90 £ 4.92 12.12+5.69 0.305
CD4CCR4/CD3 11.88+4.06 10.99+3.42 0.358
CDBCCR4/CD3 1.13£0.44 2.38+3.11 0.211

Data are mean + SD. Statistical analyze was performed by use of Mann-Whitney U test.

CXCR3#ifk, HCCR5¥H{F, M CCR4fHFD T hH
DRrEHIA LTy —HiERHVTIAT—70—
HA4 P2 M)—HIZTTHRPODEFrEHALA LETS
— %8R T5CD4 THIK, Z/-i13CD8 THIlAOLESL
#l 2 L 7. CXCR3:CCR5ITh1#l g iz B8 L,
CCR4IZTh2 M= RBT Iy EH, VLT I—Th
0, Th1#ilET# % CDACXCRIM D HEH RN E I
HATMSBE TR LA EAWMEZIN T IAW,
IFN-B1bi# B AN I B THRERLABRRELON
R ENf YL ET Y -RAKEOELBO LD o2
(Table 5).

o

o

&1 =

IFN-A1b i & BEER AR H) & OBz DT, 20054
IERESH-BAREAOMSBE20 AEHWTTT=72
IFN-21b G B M T2 OSMS, CMS L & [[% DRy R
HhoLHESARLY. LaL, £OH®OSMS TIZIFN-
BIbEMOERAZL . IFN-S1biGMP IZELT S
A S, BABERNOIFN-21b B i S8R
BT HEEART L BRGRORBIZOVWTHERK S
h7=#R, OSMS7 TR CMSIZEWT L #EMRI
TLESCL % #2fEF TI2 IFN-S1b DB RAH 5 = LA
BESILAY, EFRIEBVWTLHBRERICE<HRRE
TIZOSMSOHED WA - =A%, FIZLESCL%E #5
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OSMS (ZEWTIFN-F1b RIEEAME VW & R A8 & 1,
IFN-B1bit#M %175 HE. OSMS, HIZLESCL* 2+
LEATREODERLIEESBENZ LA HEILIIHE
Lt o,

IFN-BOERE ARz oW T, IFN-20OFRI#M A A
LA TH2 LMD AHBEBERARTRIAT
BN, hTH Comi HOWMETIE, WROMSEER
FENELIMSEEEKL, HRRGEIIMSONR
BOAVPLINEmDo I EARENAY. EFRIZEW
TR FHREMS TIEIFN-21b 38 A B |2 A AE A
LIOBEORT, £/, BE,SIFN-SIbEAZTO
WiMA% L D EvEF TIFN-G1b oot 4 2 8 RS A
R{, 3602, IFN-F1b B8 A 1O HERINE BRE
LEBRELTHMLALEZAS, FERBIZIBVWTHER
BI¥PHEIZZD o7, MSTREEEMICHCREE
BLLTORBEHENTELTHWAZLNEL, =0
£ eEMEO R WIES 25V TIFN-21b O bl
fERA L VA RAEENLIEETHELTVWALED
b, BELD, IFN-RIZBKALZITCR{BEAILE
WTh, HMELLZTRINC, T4 SBEMMESECE
WIHAFTREEEZLNS,

AWMAEIZBWTIFN-SIbOHFRFHARIZCMS It
~TOSMS, BIZLESCL*#H T A50SMSTETFTAZ
EXHERELY, T EEOHETIE IFN-A1bid
CMSTOLLESCLA A TAERATIIH S 2 VEMICHL
IFN-Blb ORI RAHH I L LR ERTWE. MS, Hic
CMSTIZFDORMEIZH W T Thl KIS 2 -+ 2 MR
FEHMELTVDHDIIHL, OSMSEFd—ri—=F o 7T
LB LEZ LN T &K D Neuromyelitis optica
(NMO) Tit, HiiFhakiisgE", fy ~RERE, i
DNA#HEY, HPRBRLGE" 2 XA CHREOBER
FEARWLWI EAREN, 556(2, NMODOSRECHHE
L LTNMO-1gG™ M RAE S h, ToMEIZHE G
EAMELTWAIEMFHLAIZAD, CMS ENMO &
TREAEFMIRLIMBLEIOND LS IE o7
IHETHRBMSE bbb TE/OSMSIE kKD
NMOTHAMAOSMSLECMS LA LAARZ b VIZIR
FTLEMEOSMSIZ ks s &, MBS LESCLD
HEIZL DIFN-BOEMYRIZENHDHI LS H, MS
DR TLHMAL ) REPHFESR L LLEELS
NaLoithkat, 5% MSOMBOFMLMFEER
h HeomRicHTatRERHEIHEILICEN, 2
NENOEERER I L BB AT THI LS
iz b LFELLNA,
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The Response to Treatment with Interferon beta-1b in Patients with Multiple Sclerosis

Takafumi Hosokawa, Hideto Nakasma*, Toshiyuki IkEmoTo**,
Masakazu Sucmvo, Fumiharu Kimura, Toshiaki Hanarusa

Department of Internal Medicine I, Osaka Medical College
* Department of Internal Medicine, Seikeikai Hospital
** Department of Central Laboratory, Osaka Medical College

Interferon (IFN)-31b is effective in reducing
relapses and magnetic resonance imaging (MRI)
lesions in multiple sclerosis (MS). However, some
patients show a poor response to this drug, and
other therapeutic approaches need to be consid-
ered. We investigated clinical and laboratory
data of 10 patients with MS who had received
treatment with IFN-Z1b over 2 years. The 5 MS
patients experiencing relapses were compared
with the other 5 relapse-free patients. Conven-
tional MS (CMS) was significantly more common

o

in the non-relapse patients than in the relapse
patients, and the non-relapse patients did not
show spinal cord lesions extending for more than
three vertebral segments from MRI. In addition,
the non-relapse group showed higher Kurtzke's
expanded disability status scale (EDSS) scores,
shorter disease duration, a greater number of re-
lapses in the year prior [FN-£21b treatment, and
a markedly lower frequency of auto-immune an-
tibodies.
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Fig. 1
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Brain MRI findings

Bright lesions (ischemic areas) are present in the bilateral occipital lobes on diffusion-weighted im-
ages (DWI) (A: TR6000 TE 130). Fluid attenuated inversion recovery (FLAIR) sequences demon-
strate multiple lesions in the cortical and subcortical regions of both cerebral hemispheres (arrow
head: B, C: TR10000 TE 120). A MR angiogram reveals a small aneurysm at left middle cerebral ar-
tery {arrow, D). Follow-up FLAIR sequences (E, F) show disappearance of hyperintense areas.
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Fig. 2 Multifocal segmental constriction of the cerebral arteries
The initial cerebral angiograph (A-D) show segmental narrowing of the basilar and right anterior
communicating arteries. and beading of the distal arteries. The follow-up angiograph (E-H) show com-
plete resolution of the vasoconstriction (A. E: frontal projection of the right internal carotid artery, B,
F: lateral projection of the right internal carotid artery. C. G: frontal projection of the basilar artery,
D, H: lateral projection of the basilar artery).
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A case of reversible cerebral vasoconstriction syndrome (RCVS) triggered by a Chinese herbal medicine

|
|
Abstract i
|
Masahito Ichiki, M.D., Osamu Watanabe, M.D, Yuuji Okamoto, M.D.,
Ken-ichi Tkeda, M.D,, Hiroshi Takashima, M.D. and Kimiyoshi Arimura, M.D. ’
Department of Neurology, Kagoshima University Graduate School of Medical and Dental Sciences
l
A 5l-year-old woman started taking Chinese medicine containing ephedara herba as a nasal decongestant.
One week later, she had three episodes of thunderclap headache, one during defecation and the others while tak-
ing a bath. She then had a convulsive seizure upon resolution of the second headache. A cranial CT did not show
subarachnoid hemorrhage. Repeated CSF examinations showed neither xanthochromia nor inflammation. Brain
diffusion-weighted and FLAIR MR images revealed high intensity lesions in bilateral hemispheres. A cerebral an-
giography showed multifocal segmental stenosis of bilateral cerebral arteries. Four months later, follow-up angiog-
raphy showed normalized flow in all cerebral arteries and we gave a diagnosis of reversible vasoconstriction syn-
drome (RCVS). She has had no symptoms and signs since the third attack of headache. RCVS is an important dis-
ease in the differential diagnosis of thunderclap headache without neurological deficit. This is the first report of
RCVS triggered by Chinese herbal medicine.
(Clin Neurol, 48: 267—270, 2008)
Key words: reversible cerebral vasoconstriction syndrome (RCVS), Call-Fleming syndrome, thunderclap headache, Chi-
nese herbal medicine, nasal decongestant
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