FAEFRAE - BIERD bt EATED, Thod
T« RN BEETH 5,

H. ZRIEEDLEE - ZHRRN
7L

. Xk
D OB ER E D UMK Ic s 5 X' v BEF OB
WHAE CPR 23 5, BLEIT MR IR Bl b &
(R B Myt ItE3E) X € Vil s 2 HAED
JLPE, PR 23 FEEEARSE © S HPTEMREE, p. 53-55,
2012.

2) Kanehisa H, et al: A cross-sectional study of the
size and strength of the lower leg muscle during
growth. Eur J Appl Physiol Occup Physiol 72: 150-
156, 1995.

3 FEBED  ALPE-ZME. HEEZE
45: 163-165, 2008.

T
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Clioquinol IZ & 2 filaGE o (3)

28 E (EIWBEEE S & /oW BmENED
FIH T8 (ERDRBERE & & 7OmBEmBEnNED

A. BB CQfree  10uMCG  20uMCQ 50uMcCQ
Clioquinol 81 /MR ZEINMWF L — MEAEZ R B, Calbio
CNTEBT YN T —TROBENES SNT B, chem
% 72, Clioquinol O MG E/EH I IEEIE & L T
FENTHBE M, MEFITIVMREESREDENK Fluka
i, AENE C OMEGEERMRIC OV TERERD
BB AT OMRE Ui, £ 7. Clioquinol @ #! & @

Aldrich

EERE LI, 1 Clioguinol DB GZE DT
B. BItAE

Neuro2a. SHSY-5Y. PCI12. Cos7 #iffa% 0.1-1.6 % 1000 | T
10°/mm® 12553 L. Clioquinol % 5, 15, 30 z M TN T yRRIS oamed foRonos A
L. 110 Hf#% L7, Clioquinol i¥, Calbiochem O Frosme” B
(#233165, 96.6% pure (HPLC), made in Japan) . a iii/f = Do %
Sigma-Aldrich-Fluka (#33931, 98.9% pure (HPLC). 100 8 S R
product of Germany). Sigma-Aldrich (24880, >95% ? w””’wwﬂ,,w“?"
pure, product of France) % AF UL E L 72, T
C. BEHRE ° t —

Clioquinol (& Calbiochem. Sigma-Aldrich -Fluka, - ”” ahe il B «
Sigma-Aldrich @ 3 8 5 T3 X %0 MG EEE %+ ¢
wLU7 (B 1,

I 54 2 5 28 C L M 2 13 Lo ISR LT s —
SHSY-5Y @ —# T i Cytol6 12 & % #% e 2 % 1T U 4
Tagix 7w v b Lico WIMRE KX 5 7 Tolk o Start | Prlforson | | vouing
KA T O ERES S 5k 7. MR X 0 B o v fime
B ERE R Uy RS & - TERAA RSB0 s Tacies Teommm | oomir| 5 sien
72 (H2), PCI2 Il TREEEFHETRA,M - 12
2, WIHEEIET 52 E b5 -7, g@gy Start | proirston | @ | 0ol

SHSY-5Y ﬂ;ﬂ H@ i{ﬁh ii%'c @ Choquanl %j}u & "'”“";’"H""’ 18,78 aM0.31404x) | (L83849 | 2.20days
B THERNGMEEELZR U, #EL TEEs 1/5 47127 | e (0.079144%) | 018462 | failed
B3 A& 10 HoMIZ, 15 4 M Clioquinol TR 2 IEBEFEETOMBEIEORES (SHSY-5Y #42)
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NueMTHEOEELSMEGELER UL (B3,

PCl2fifE T O HHEOBE TS M, 154 MOD
Clioquinol B T2 & { % % 7/~ & 7 semiconfluent
Ll o, 30u M TIE MRS 24 BRI B2
Clioquinol 2N A 72 & FIZHROHIIRGE £ % L 723,
WSIFHILIB CIEMENBEFICE &% - 7,

1% i B 4% ¢ o MBS S 1 B Tl O 38 U Neuro2a.
CosTHIME TR R T, 15 M Tl E 4R &,
uMTHLENPTH -7, confluent 1T » TH o
Clioquinol 12 7 O THMBEETE LA, - 2,

D. B

Clioquinol i /i B 1 45 B 2 (R i TR 96 FR L D A #d
MEEL, AEMKEHTE 2 3HERZEREOMIEE
EME AR L 72, SMON F4ER @ Clioquinol B 5
O W E e 5,

E. ¥

Clioquinol @ 5 HIALIC 33 5 B ER R Neuro
2a. PC12, CosTHiIlE TR I5u MBEEZTTIHELE
W EMHEEMRRE SN/, SHSY-5Y HilEid B F A9 H
fagEE R L, B oORET 150 MEED Cliogui-
nol THEERMBEGEELZRT I ERHSITE - T,

H. M EEDHEE - ZHNRIRK
L

X3
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¥ RIVLITE B DNA RGN & ATM/pd3 ¥ 7+ » 7 OiEMHAL

Bl BA GUERR LR BR PR PR AT IER P RFEERI € > 5 —)
RER T& ARG SLIRR R FRFBEE E U JERHRE BB 13 B )

HEEE

FIARNVLCIBZAEVRIED AN ZXLFRIEAHTH B, Fxld DNA F v 72 H O,
B R R MR I B O TF ) RNV ALK O REANEH T BB T AEREBOCET L&
A, G SR ps3 OEME LT TH B p2l™ © GADD45a  (growth arrest and
DNA damage-inducible protein) ORBEB LF T2 E2RHB LI, £2TH /R LITK
% ph3 DIHMHAL S HEREICTFET 2 b O EF 2 T OIREMEALEEHRE % BT Lo

B OB SFAEIE SH-SYSY fiflE & IMR-32 #ila A Eikic KD RRB Ui, ¥/ RIVLATFE
TeEELCMBE DY Fo—bofiEs S whole cell lysate ZFM L, kit k v
yr7oy bETO, EAEEOLALE BT LI,

SH-SY5Y fifig s &K O IMR-32 filEiIcB8 LT, ./ KNV ALE 3D I5FHOEY VEID
) v &, pS3 DEEALETIEE I Lk, TD Y YL ataxia-telanglectasia mutated
kinase (ATM) O FHEH KU-55933 12 & » THIHI S hice F/ RV LG ATM DY Vi

FlE o Lic, ATM 271 L3 2 DNA ZAREUIM~ORBEEMIT LIt AL F/ KI
L3 DNA “ASUIBr oS ThH 5 2 b v HIAX OV VL A5 & 2 L,

F RNV LAOMBEEICE. DNA “AB oYMz X2 ATM OFE b E, ZhITfE>
P S K 7 pb3 DIE AL NG 5 2 EMI S ETE - T,

A. BIEBE®

ErhECTHRAETHEHME . —aXF— (RE V)
VO EEAEEL LS LT ) Rva (A
VA F 7 —v) B FICH &I &R R
TERFL-MITHO., 2OBARE MR IEEN
DERBBFROEEEF V- MTHZEICL0REIN
BEZEZOoNTOI, —=F /) RIVLIZLBRE V3R
FEDHEIZ2WTIREY I VB DK TFILLBET S
BB B EDOD, R AHERSEOSNTOEESH
L2 - T 5,

* ) RV L OMBEEEIC DL TR, B b LR
208 7o 77TV —LOMEY, cytoplasmic clearance
of X-linked inhibitor of apoptosis protein (XIAP) O
FHFEOENTEE VS KRENBEN TN B, —
FHEEBHITB T, TIVYNAL T =R/, S—F Y

VIR. NV F N VIR & o Fo R 2 R Bt
THAWEMRPHPAERPEHS O, F/ KIVLH
BALGMOEREME L TOMERRESIN TS, F
KT NA =R L TR A—-Z MY TTH?
HEB2iThh, ¥/ cVABLTZ0HBILLEY
(PBT2) IC&BTIYNALT—iKOF L — MEEITH
HTHBELEOMWMEDRBLENTHEY, T YA < —
RORIEIMbEEEINET7 I04 NBEADKEIC
28« FE A A U BE L TR, F /AN ALAEED
FU—MIBEICE-TT oA NBEAEAEILT S
EWRENTHBEY,

i WEF L — PR EINDF /) RIVLTH B H,
BAF o 2F L MTBEMC. EH - HE o Ba
FUEMBNIIBATEAF /) 7T ELTOEAS
MESNTEOO, F/ RV ABWEREEEZRT b
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SH-SY5Y IMR-32

cQ (um) 0 5 10 20 50 0 5 10 20 50

pSer15-p5: ;

p53

B-actin

B1 F/RIVAIZLBpS3 D Serib DU VER{E

BBEEREZRTPITOOTHEAE LTHKT % #%
MM ENTOE, ¥/ RNVLOERIERE L TOMIE
BREENTHWE4H, Z0MEFHOS THEEOMR
B3, BRR~NOHICHICEEEBS L, FricniisEs
PIET 2720 IC b MHTH S, KAXIEDNAF v 7%
A THBEMBERMEBRICBNTE / RIVAICKDH
BDREHT 2 BEFEMRBRICER L. F/ RV LI
K 0 IBHHI S E R T pb3 OEMERE T TH B p21™
® GADD45 a@ (growth arrest and DNA damage-
inducible protein) OFEMN EFH T2 &% R Lk,
ZITH ) RINVLITE B pb3 O IFHAL SR I
Eg2b0&E2, ZoOEMLEEERIT LI,

B. BIRAE

Gkt

b b MR 3F AN M fE SH-SYSY Mg i o 4 Fl2:
EMEM (7 —WiE&H) (LD (U%HEBHET I /&
15% w7 VERFIE 2RI THEE Ui, b MRER
JafE IMR-32 #illdid. EMEM (7 —WVIEEH) (1%
WIHT L/ BRE 10% Y VIR 2@ m) THE L
Foo FIRNVLEFIAFINVZINFFY K (DMSO) i
IR L. BRHRAT 1000 AR U TR L 72, MO
H v 7 I iE DMSO 25 L 7,

[vzzxs 7oy ]

file % 1% Triton. 0.5% TAF a2 — VEEF MY
7 L. 10mM TrisHCl (pH6.8). 150 mM NaCl, 1
mM EDTA. protease inhibitor cocktails (F # Z «
7T A7 #). 1mM NaF, 20mM B-glycerophosphate.
ImMNa:VO, 281 4 2 BERK THRE L. whole cell
lysate Z B U 7o, EH:IT L Y SDS-PAGE &7 1 %
Y7oy bEToM, ph3ORHE TR, U VEL

Time (h)

pSer15-p53

p53

B-actin

BI2 F/RIVLICK B3 D Sers DU VERAL

p53 MR U 72 % strip & reprobe 28 DB L. total
po3. B-actin DIEICH I 21T » 72, ATM (ataxia-
telangiectasia mutated kinase) O Tk, V VB
{b ATM Z# it U 7% strip & reprobe % {74 ., total
ATM O ZT - 720 £ R b ¥ H2AX O Tl
) BB L H2AX (7 H2AX) %28 H L 728 strip &
reprobe Z1TU . total H2AX O H %17 - 72,

C. HiIRHERE

[+ &AWLz k? pb3 i MEAL])

p21°"" & GADDAS o i3 #2400 il #h 2 B K 7 pb3 DAY
BRFEWTHO, F/RNVLAHIZEDZN50
mMRNA BHEESWIML TR ENDS, F/ RIVA
W& D phd MiEHALE N B EMMEES NI, £2T
TIRy 7oy bEICKD, ph3IEHALDRIETH
5 15FHOEY VEE (Serls) @V vigftokix
A, TTFF/ RNV L U BFBBEICELS Serls @
U VAL DR 2 BRE U, SH-SYSY filfia T
10 MU ET, IMR-32MlETiE 5 MU LETY &
TRAL pd3 At th e (B 1o R HE e 54 5 o 4 3]
MAH SN BEE (SH-SYSY #ilgTiF 20 M. IMR-
MM TIE 10 M) TREZ(AFH~NIEZ A, &
L5 BT E 4 EEAOEIcLE-TY VI
b p33 M s nie (B2,

[ATM PLEHNC & % pd3 OiE AL O]

ph3 D Serl5 ® Y VELICBE T A FF—EEFEE
TEiD, EEFIF—FHEROMBEERIT L, &
M+ F—2HEHOEMAT., SH-SYSY Ml T 20
wM, IMR-32 HIfETIZ 10 u M D F J FRIV LT 24 B
Mf# L2 &2 AL ATM MLEHRI @ KU-55933 13+ /
RIVLIZ L B pb3 @ Serls @ Y VERAL AN L 72 A5,
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SH-SY5Y IMR-32

pSer15-p53

p53

B-actin

3 ATM BEEAIIC & B pb3 MSer1b @ U »ER{LDHNH]

DNA-PK (DNA-dependent protein kinase) BLSEH| O
NUT026 i EHHIZ R iERBD s hiidd -7z (B3, %
72 p38 MAP kinase *° extracellular signal-regulated
protein kinase @ M EH] & IS R %R =80 - 72,
PUbtoZ EMe, pb3 @ Serls ® V) U EE(LITIE ATM
MHEETEEDEEZL ShT,

(F/ &RV Liz&sd ATM OEMEAL]

F/RNVLITEBE ATM OiE L %E, ATM © 1981
FHotY 5HE (Serl981) @ U B % 52T 1R
Brlt, EBL0MBIZENTS 24 BMOREIZX -
THESZ ATM oY YBirkishi (B4,
[F/F0aic&BdbER by HAX OV VL]

ATM & DNA ZARBYIMIC X » THEM LTI N B C
EBHIONT WS, €2 THF/ RIVALIZES DNA L
KEYIWT A, £ M H2AX O U B L% F5 4512 fig
#r U7co SH-SYSY fllBIZ BT /) RV LB HIH 4
B THELSER MY HIAX O VELAES &2 C
L7, IMR-32 flfE CRAEEZK DD, FlE 2 K
MTeEX by HAX OV Vb EFIERI Lz (B5),
ko Ens, F kLA kB DNA A b
2ATM OIEHAL G &R T EMRBI i,

D. B

EHFFEIZ LD, F RNV LIC KB p53 DY v ER (LD
ATM BHER THH SN B Z &, T F /R Lw
ATMB LTz by HZAX DY vEELES &R T
TENEHOMER s, ThODIENSF ) RIVA
O fifEFEHEE. DNA A UK Ic & 52 ATM/p53 &
TFY L TOEMEAENTEEDEEZ SN,

AEVEETIIAN15g0F /) vV LABERES
NTWhERESNTHEY, £/ 15g0HERZD

SH-SY5Y IMR-32
Time(th) 0 1 2 4 8 24 0 1 2 4 8 24
pATM
ATM
X4 F/ERIVLICEE ATM DU VERE
SH-SY5Y IMR-32
Time (h) 60 1 2 4 8 24 0 1 2 4 8 24
yH2AX
H2AX

K5 F/RIALICEDBER MY H2AX DU VEEE

5T AR ITH 20 £ g/ml (65 w M) Ol
ET A&, 1H3E 1B 05g3 HMEES T30
weg/ml (98 ¢ M) OMHREICET 5 ENHRE X
NTHOY, AFETHOIF/ cVLADEE (10
eM~20 u M) BREVBRZFICBT S IMPEE TR
TEEDTIRE,

ATM & B4 E LR EEB R RAE (AT oBFRK
BIEFTHY, A THEETIIDNABEICEENAD
5t B, ATM I3 MU AR IS fE 5 DNA A UMy
WWEDEHEfbIh s EBMohTHEY, F kL
LEZ MYy H2AX OV VE(LEFI SR LI &
Mo, FJARNVLITESE ATM O FEMALIE DNA &
UM AN T 5 ENRBENT, EBEF ) RIVLR
A4 OEFEATTDNA EEAT A EMRESH
THBODY, F)RNVLAEOHEMEHICL S DNAODE
RIEEZEAL S DNA ZASHYIWTIZ D728 % ol gE 1t 238
Aoh b,

F RNV LAOMBEESEICIE, DNA ZAREO YW i<
X% ATM OEHALE . ZHITHES B iEE R 7
P53 DIEMALMBEET 2 Z EMP SN EL 5 72,
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A, BTEE®

WEBETICHEEO RE L EBHEIIO>OLTEEKN., 14
P REIC 20T, PR U FEORZOERELHE
T B, . F/ RN LOBBRMBEHEICET 3 M

WEIEIZBIT A ZE VRZE O UIC
F AV L ORI T B R oM

=Y HER (ESLR B 8 5 o e P RD
JIAS Fnz (BRI SR e hs 7 i e f ek P RLD
g R (ERDRBEREE B W B R NED
R B (ELW BeRRs TR e BB S RD
T 15 (LS Betlons i 5w Be Bl 22 i ik 48D
wik RE ORI R AR S R AT
B mE CRARGR AR LR 78 s PR AT
ik #3e CRUPPRE R LR S R R

MEES
EERICBY 22 E VIRBOMEEMRET 5 & &b F/ AV L OB BRI
B RE ST 2 A Ui, BIEE D M2, JilE2E LTk Tcome2 21T -7, #
ZEBEITA BEILAL 26 A CFAFERRBZAZN 185K, 83m) TH -7, %H
i 27T A FEEHMBEE (TA) £ L THEBFEEAR GA) TH-ic, BBtk
SH-SY5Y 1Z clioquinol Z#M U, 16 & 3 i 24 B 212 cell viability. #IF/E SOD E#: s
S UHIBEE NEMEE R A T L 7o, clioquinol Z RN cell viability 3 3ERM2 v b o —
xt L 46.710.9 (mean®™SE) % & HERWMAP 2R L (p<0.05), F/, EHRMI » b
0 —=)WiZxf Ly MIMEE SOD EHEHEEICE D L. MIRENEEBRBR AR ICHEMLL
(FNEh p<0.05), —7F cell viability 2458 SOD1 (100-600 U/L) %R IZ/RIM L 728 &.
ERMC R THRECHEM U (p<0.05), AEZORBEZ T ohicTid, BIZIEFERE L&
B%D ADLTH D, ADLOE[IZR SN d -7 2 EAER T &7, Clioquinol 13 k3%
Sl SH-SYSY 1% L. At Witk £ % L, 1 SODLEHOMEIc & - Th 1
SENFIENHRAEMOBREAENLTHBE I EARKS T,

FaE3HMAELZ, BERENAI

UTABREEDORB TS » 7o, LERBEIHIEEET
WO EBRMEITTIT - 700 RBEFICBEN, 2%
BPHE - KER
MHEFE2MHE L, RBREIEM, REM, &S
fill, BRPHREE LS o CNCIREM S IM L, SHEMASE

EUEEES, B P L XOBEOB AL S5ME L,

B. IR

M 2E VHIRHAERAZICK - TEBR T ICHEE
DRE VRPN D NVTREHEEIT - 720 B TTEER
HHBL . EEHHRE, EEWREARTO®Z. £

WHEW R E VEM OB ET R, ADL 8 XU i#EicH
T AHHMRALE. WU NERBRER B L T HE R
FIRRL &% 1T - 7o,

BRI A O PR L R R B Ak SH-SY5Y 2
clioquinol (1-50 M) ZHRM L. 16 & 5 W {F 24 KE[H
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% @ cell viability. M SOD /& . HIEE PIIE
Bk % 7 & CellQuanti-Blue Cell Viability Assay Kit
(BioAssay Systems, CA, USA), cytochrome C # .
Cell Meter? Fluorimetric Intracellular Total ROS
Activity Assay Kit (AAT Bioquest, CA, USA) % /i
WTHIE Ui, 7o, B3I clioquinol & #5
SOD1 (100-600 U/L) % Wiz dspn LU 7o &1, cell
viability 25T 2 EDERE L7,

C. HERR

Tk 24 EEOMBERIL 3T AL B 1L AL K
26 N CEAERIEIZNETN T8, 835K ThH -7,
EHHEZ QT A, EZEIMKREZ TA) 2L THEE
WEEAR BA) THh-7 (BD, 0SS
HE6AT, EEmEO 0l kit gEPT
Barthel index 3 ¥ 0 TH -7 (K2, HEHIT 665
T, FERE (145 T. Barthel index i34 85 55
THoto, P2, 4FEE 2ERI THRBZEZ
72 30 &4 DK ¥ Tid, Barthel index & 14 4 TR
Z. THETHN, 9BTETFL T, [KFEmRLAY
ZDHHL AT HDETT, BROD 1&4H20 H0D
X FT® - 7z, Barthel index O & F i< i3 % 51 72 B A
DM -7,

2. clioquinol % A /N 24 B¢ B # . cell viability i
clioquinol 10-50 4 M ORI E W TR EKRFH KT
Ufce FEEIIM=Z > b — )b E KL T, cell viability
4 clioquinol 25 4 M T 58.0+2.8 (mean=SE) %,
clioquinol 50 u M T3 46.70.9% & HE LV AR L
72 (B4 (p<0.05), F 7. clioquinol 50 « M % ZsM0
Liciga., EFRMavbo— kgL T, WBE
SODEHEFEICETL (B5) (p<0.05). #HEAE
NEHBRREQIEECEMLLE (B6) (p<0.05), —
7. clioquinol & #5HL SOD1 A MM CHM L 7284
cell viability IERMICE~THERCHE ML (B D
(p<0.05). MBENFEEBREBIATICEKTLL
(B45) (p<0.05),

D. B%
WEFD 45 46 (1970 4E) 1T %/ RIV LFI O JRL5E A gk
SNTHS L2ENERT LY, EERTIIBITSRE

BRERDE (D
A¥ =B P8 RESER T Rakn TR
5 11 1287 78 24-41 29 47-55 50
* 2% 66-101 83 1454 35 4652 49
& 37 B6-101 83 14-54 33 41-46 49
BENR B & B TaER
b f5ik 9 18 27 80
Bl 1 6 7 87
stk 102 3 79
A B 0o o0 8 -

w ot PEER pwem s wp v ol
b FEE
A K 9 42 E Jh #BE 85 80
B & 93 47 B K8 BEET 60 70
¢ % 94 49 A EBYT BEET 100 80
o Xk 91 49 3A THe BEET 15 10
E & 101 54 aA TH  BEET 0 0
Fo&Z 92 42 3A THE FEHH g 0

2 WU LEOEREREE

I— LIk
3

s e

ERo3E TRL24%E
X3 BE4EHECSTIREEQEL

120

fud
w O
o O

: )

Cell viability
{percent of control)
[#2)
<

40 A
20 -
o
0 1 10 25 50
Clioguinol, uM
{p <0.05)

4 Clioquinol %Z #8710 24 BfE#& D SH-SY5Y #HBZD cell viability
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5 clioquinol 50 u M %70 24 BRI D SH-SYBY
MEOEHEBREES

VIER ORI RS 49, ZRE OFHER I
Bl TH B, BLAEDERMET ML DTEMNS D,
—ANELLTH- THBEENINTERIERNEN S
DL > Tinte, P 23 4F & F K 24 45 ol T
X, £ < ©J T Barthel index IZKERBE/LEFHDE
Moto, HEAEOREERENEML, HBTPABIH
BiaphglEd 3 X0 - 2 TEL N - Bk bo
HEENEZ 6T,

Clioquinol i SMON O RN E TH b, FH. K
MR, BLUOHMRICHAMEE LR 3 2 &84
SNTNBD, MEMEEED S FRFREEH ST
W7y, —7. Clioquinol & Cu, Zn 8 X P Fe i & 2
MoEBEBAA v OF L — MEHAERFD?»YZ &6,
EE BT+ L — FRAE L LU THEHEN TS, F
oo KIS BT A FER (AB) BIRETBHTILY
NA < —3% T3, Clioquinol ® Cu/Zn ¥+ v — MEH
L&D ABDIEEIH U, B2 ABDBHEAL
INDITHIENS, TOBRFEEELLTEEHENT
WBe,

o213, APFIEIZ B 0T clioquinol O f #%HI b s =&
WELEEBEROB S ST Ui, £ FHEEMR
Rtk SH-SY5Y T clioquinol (1-50 ¢ M) Z&Hm L.
24 WF 1 #% 1 cell viability #JE L7z & Z A, BEK
FicREombsAsoh, BEoMBRMEES L
TOFMAMHRTE L, COFRBRIREIZMT 53
BEFRHTInETICHRESNAHEREAKO LD T
» - 2o Clioquinol 50 p M 2GRN L 24 R EEE L /2

100

80 B<0.05

70 r !

SOD;E %
{Cytochrome C JRERHE)

6 clioguinol 50 M & FI0 24 BEREI#Z D SH-SYBY
fREOMIRE SOD &

peng

5008

120 -

Cell viability
{percent of controt)
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% (444%) Th -1, WREERELZFER L LD
A, METRIESEREKRL 2 BED 1 HE &SNNSR
MEBEIKETH -7, FHK2UFERZE T D 34
T, BETHEEARZ 2EEZER 114 (324%)
TH -tc, MIRBEREREORER, FEERIEh - 12H,
W TR AR A RE 2R UL OBICEL T,
RS RE (AR EL 1 M) MEWEE AR S i,
REVERFIELEBLLTEY, BBHEOETIZEX
L REHEEOH K T IS KB OE . X E VO
WTHBTFTHBAECETIZ L2 BB REAEROE) X
CHIR A5 252 S0k 0 PRBERKTT 2 EEL
5o MELBERED K T IC K DA THEMET L, 2
NITE O REBRELEMLL, BRIOETIZDEN5,
IR T TS IFRBERE DK T D708 5 £ D
ERBNREENRE I N D, IPIRBEAED KT A5, HET
IR A R S S B EMERO—DICE
ZoNb,
SHBOMELE LT, RREEREOHRETEEOH
M OBEWENEZ oD, o, BHIRIE V2
W 3AEMN I CEMIEA 1T A R, RIAEZ R
O FRMERORIELM AR L TO LI LLEHET
HBEEZ B, S, & OITHITE A ks LU T HRED
EEMFEM R & R B RRGAS R O BRI > U0 THRET
LTwW& oy,

H. MR EED LR - EHRNR
L

. SO
D TRIEM  HA - W NEEOFM &G, PR
R 16 (1) @ 5-16, 2001.

) NDFIR, FERSE—, UKIFHERE, EHE, B
B, BRER I EENWETXZ7V -7 72 b
[RiEMA 7 A b ] (the Repetitive Saliva Swallow-
ing Test : RSST) o#ar (1) IEHMEDOKE, Y
By F—v = VEFE  2000; 37; 375-382.

3) AEIR, M, gfLE, NEFIER: e
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BEOHE NRE, BEASEHHEEWIRERS A
PR BTIRFEEE) 2T ICHT 3 HENEI
SR 23 A RERF SR A 2 p195-197.



