414

N 7Ly M E— MNROMRRA BRI A5
~JRREET L CAG Y ¥ — b+ & DA~

FB K ARSI AR AR PI R
(i B AFRRRAEAAENE 3t EAKE)
x [ 3

Neurophysiological Findings in Triplet Repeat Disease; Pathophysiclogy
and Correlation to the CAG Repeat

Atsushi HOMMA

Department of Neurology, Brain Research Institute, Niigata University
(Director: Prof. Shoji TSUJI)

To clarify the neurophysiological abnormality of triplet repeat diseases, and to elu-
cidate how the expanded CAG repeats affect physiological properties of the nervous sys-
tem, I investigated the correlation between CAG repeat and various parameters of
evoked potentials, Nerve conduction studies (NCS), somatosensory evoked potentials
(SEP) and auditory brainstem responses (ABR) were performed in patients with
bulbospinal muscular atrophy (SBMA), Machado-Joseph disease (MJD) and SCA6.

In SBMA patients, main characteristic findings were reduction of the amplitudes in
NCS and SEP. Only the N24 amplitudes in tibial nerve SEP inversely correlated the
CAG repeat number. The central conduction time (CCT) of tibial nerve SEP in MJD
patients was significantly prolonged and correlated with the expanded CAG repeat size.
The wave Il latency of ABR in MJD patients and the wave I and V latencies of ABR
in SCA6 patients were significantly prolonged without correlation to the expanded
CAG repeat sizes.

The amplitude of N24 in SBMA patients and tibial nerve CCT in MJD patients cor-
related the expanded CAG repeat size, which may provide an evidence that expanded
CAG repeats affect the sensory system. Electrophysiological analyses are useful for
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elucidation how the expanded CAG repeat affect the function of nervous system in pa-

tients with triplet repeat diseases.

Key words: triplet repeat disease, CAG repeat, Bulbospinal muscular atrophy,
Machado-Joseph disease, SCA 6, evoked potentials
FFLy MY E—ME, CAG U Y¥— b, IREMMEHERE, TR/ ERE 6
B, <y F—Yat79F, FREM

i U & I

TEREEARERIIBVT, BEOBREFIZBUT S
3IWED DR LA triplet repeat DKV FHIE D
FEREEzZ oh b EENSRHB S ‘triplet repeat %’
LSRN, JEH E N T %, triplet repeat HOFTH,
NS ERERE (HD), BREMEHESE (Spi-
nal bulbospinal muscular atrophy; SBMA), &
SICHREHERRESE L LT, SCA1, SCAZ,
Machado-Joseph disease (MJD), BIRE KR KkE
BV A AERHRE, SCA6, SCAT, @ 8&ERIX, BFRE
BIZEELZ VY I % 32—-FLTWw% CAG repeat
OMENFHINT WS ~8) S5 I12H Kk CAG re-
peat MEE & BAEER & OBIZHAR L HE MR E
LTHHNS I g lBis ko THi 4 OERKAER & O
MBI L RENTWAR-1), BEABEZH 2 RFIZOV
T, FRZFOEMFTATCHLPIC ISR TR VERR
4H Y, CAG repeat DKL DEEIZOVWTIZIN
FTIHRF S Tnin,

AIFFETIE triplet repeat /D9 H SBMA, MJD,
SCA6DIKBIIDERHMEREMN 2 LOBREHSE
WPEEEHCT, SEBROREBEEORHTHL,IIL,
FOREE CAG repeat & OEGEIZDOWTHRE L7,

FS) ®

triplet repeat#® 9 &, SBMA, MJD, SCA6® 3
BRIZDE, CAG repeat BMOER *HE L -EM %
xR E L7z, SBMA 12961 (B9 6, F#d43—674,
SE3H49.87F) TRREIHIE 2 —204E, EHT.14E. MJID
122760 (B, oik166], E#19-657F, FH43.7F)
TRERIAMIL 2 —454F, FIHB8.54E. SCA 6 X11H (F
8B, ik 2 B, EWIT—T1F, FH55.4F) TER
WL 2 —204F, FHT.54. FEEOBENERY XK1
—F3IILOT.

EEMEE LT, MBRERE TR, EMTEhte/
1760, ArEBEFREMIT166], BEMAER T L1861 %
HEE L7

Vil &
WA= TN
BERMIML Y DNAZHIE L, SBMATI TV F
sy Lty —@#zFrsv 1, MJD Tk MJD
1 gene, SCA 6 Tld, a14 voltage dependent Ca?™
channel gene ® CAG repeat * & G HH %,
Polymerase chain reaction (PCR) # CHiig, &
WRITFZILTIFYVICBERKB LA — P57 U F
7574 —=%{TWEN L, CAG repeat H#iREL

#+1 SBMAODEKRTR

case 1 41 59 M 49 10 (=y () (+) &F ((+) (=) (=) (=)
case 2 42 67 M 56 11 (—=) (+) (+) M&TFT  (+) (=) (=) (=)
cased | 43 46 M 45 (=) () (+) ®&F +) () (+) (=)
cased | 43 65 M 62 (=) () () &F (+) (=) (=) ()
case b 4 47 M 45 (—) (+) (+) #&FT (+) (+) (+) (=)
case 6 44 64 M 62 3 (—) (+) (+) &F (+) (—) (—) (—)
case 7 45 51 M 42 10 (=) (+) (=) E&F ) (=) (=) (=)
case8 | 45 43 M 41 2 (=) (+) (+) B&TF (+) (+) (=) (=)
case9 | 49 45 M 26 20 (=y () (+) &F ) ) (=) (=)
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#£2 MJIDOEBEEFRR
reo Bf mn EE ZE wr B8 ws ST Pueine WHOBE pisionia s §E B
casel| 68 65 F 60 5 (=) (+) (+) (+) (=) (=) Ji& (=) (=) (+) (=)
case2| 70 60 F 15 465 (=) (+) (+) (+) (=) (=) &TF (+) (+) (+) (+)
cased| 70 64 F 56 8 (=) (+) (+) (#) (+) (=) &TF (=) (+) (+) (=)
cased | T1 56 F 51 5 (=) (+) (+#) () (+) (=) Tt (+) (=) (=) (=)
caseb| 73 50 M 44 6 (=) (+) (+) (=) (=) (=) 7i& (=) (+) (=) (=)
caseb| 73 3 M 29 7T (=) (+) (+) (+) (=) (=) Ji# (—) (=) (=) (=)
case7| 73 483 M 41 2 (=) (+) (+) (+) (—) (+) 7k (=) (=) (=) (=)
case8 | 74 51 F 47 4 (=) (+) (+) (+) (+) (+) &TF (+) (+) (+) (=)
case9| 74 49 F 30 19 (=) (+) (+) (+) (+) (=) 7 (=) (=) (=) (=)
casell| 74 4 M 40 4 (=) (+) (+) (+) (—) (=) T7i# (—) (=) (=) (—)
casell| 74 46 F 33 13 (=) (+) (+) (+) (+) (=) 7# (=) (=) (=) (=)
casel2| T4 39 M 25 14 (=) (+) (+) (+) (=) (+) T# (+) (+) (+) (+)
casel3| T4 50 F 47 4 (=) (+) (+) (H) (+) (+) ET (+) (+) (+) (=)
caseld| 75 41 F 31 10 (=) (+) (+) (+) ) (=) n# (+) (+) (=) (=)
casel5| 76 42 M 39 3 (=) (+) (+) (+) (+) (+) T7#& (+) (+) (=) ()
casel6| 76 39 F 35 4 (=) (+) (+) (+) (+) (=) Tt (=) (+) (=) (=)
casel7| 77 38 F 25 13 (=) (+) (+) (+) (+) (=) JE& (+) (+) (=) (=)
casel8| 77 B M 27 7T (=) (+) () (+) (+) (+) TJiiE (+) (+) (=) (+)
casel9| 77 41 F 38 3 (=) (+) (+) (+) (+) (+) 7i#& (—) (=) (=) (=)
case20| 77 33 M 30 8 (=) (+) (+) (=) (—) (=) 7t (—) (=) (=) (=)
case2l| 78 29 M 21 6 (=) (+) (+) (+) (+) (-) 7t (-) (+) (=) (=)
casel2| T8 44 M 29 8 (=) () (+)y (+) (=) (=) 7k (=) (+) (=) (+)
case23| 178 58 F 45 13 (=) (+) (+) (+) (=) (=) &F (=) (=) (=) (=)
case24| 79 39 M 3t 8 (=) (+) (+) (+) (=) (—) JTE& (=) (=) (=) (=)
case25| 79 41 M 3 6 (=) (+) (+) (+) (+) (=) Ji# (=) (+) (=) (=)
case26| 79 27 F 25 2 (=) (+) (+) (+) (=) (=) Ji (=) (=) (=) (+)
case27| 83 19 Fooo16 3 (=) (+) (+) (=) (+) (=) 7# (+) (+) (=) (=)
#£3 SCAG6OHEEMR

Rep B tm 2R ER mx I8 ms BEE EE FR me Dysionia maw §a HY
casel | 22 5 M 54 5 (=) (+) (=) (+) (+) &F (=) (—) (=) (=) (=)
case? | 22 58 M 52 6 (=) (+) (+) (+) (+) &TF (=) (=) (=) (+) ()
case3 | 22 583 M 40 13 (=) (+) (=) (+) (+) #&F (=) (=) (=) (=) (=)
cased | 22 50 M 48 2 (=) (+) (=) (+) (+)y &F (=) (=) (=) (=) (=)
caseb | 22 52 M 49 3 (=) (+) () (+) (+) EE (-) (=) (=) (+) (=)
case6 | 22 70 F 64 6 (=) (+) (=) (+) (+) &F (+) (=) (=) (=) (=)
caseT | 22 71 F 52 19 (=) () (+) (=) (+) 7u& (=) (=) (=) (+) (+)
case8 | 24 5% M 35 20 (=) (+) (+) (+) (+) 7T& (—) (=) (=) (+) (+)
case9 | 24 45 M 39 6 (=) (+) (=) (+) (+) E&T (+) (=) (=) (=) (=)
casel0| 26 37 M 35 2 (=) (+) (=) () (+) 7Ju& () (=) (=) (=) (=)
728, 911 ST & PR S % FE7T L 7. SCA 6 (g n#
BREBFRE HERE & AU RS REN & TS SUSE T L.

BEREBPHREL LT, MEEERE, AHERES
FEL, WHRERISEIT o7
HERE L AEREFREN T, MJID TEAHEES

SBMA Tlim#E{niH

FERZHEMRAE (Nerve conduction studies: NCS) :
W, 8k & Medelec B MS20 #fH L 7. EH
ARIZOVWTHREHR EREHE: ZnFh, T~
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MCV (m/s) CMAP Amp (mV)
SBMA patients Normal SBMA patients Normal
Ulnar nerve 62.0+5.04 60.7-£4.19 10.3+3.31"*" 15.5+3.07
Tibal Nerve 47.9£3.98 46.642.90 17.0£6.20""" 22.9%£7.59
"P<0.05 ""P<0.02,""*P<0.01
SCV (m/s) SNAP Amp (uV)
SBMA patients Normal SBMA patients Normal
Ulnar nerve 58.7+3.47 59.5+£2.78 1.21+0.83**" 3.92+1.55
Sural Nerve 51.6x11.1 53.7%3.30 0.29+0.48""" 1.41£0.47

*P<0.05, **P<0.02,""*P<0.01

B, WRE BT 3004s OEREEHWTERR
WML, S EnsiuMMeES, BiSER LD RE
EAE % Hv, bellytendon #IZ & D B & EEEN
(Compound muscle action potential: CMAP) %*
RERL7. W2 AMoOEREL EHETO CMAP @
SIHEADBEOETRL, EEMREEEE (Motor
nerve conduction velocity: MCV) 28 H L7,
FRAEMBIC X 5 CMAP OBMETES — B TE AR
MEEHE Lo, BREMEIC OV, REHHE, PEEH
BTENRER, MME, NREE 300ps OHEEEY v
TEFHEL, #h NS s RERTEmESR & A
W, BREMREHEN (SNAP) #EFTMEIZ50m inE
TROERL, 2MPLEMITL THIAMEHE L. SNAP

OFRF TR TSR L b L RE R HE
(SCV) #EH L7, 72 SNAP ORIGZTESE CEF
WLz,

REREFHEEN (Somatosensory evoked poten-
tials: SEP) : icék, #I# L LICHANRESR MEE -
4108 % L7z, ERIZEFHEL FEHCREIE
BIEMT2REOME, 300us OEREYHVWTER
WL 72, HEB, Erbsi, £ 7HMERSEEL Cv T,
g C3 (ERE10-20i%k) O#HF 2emd H (C37)
DA HFT% Fpz # BEEHE LCRELA. SATHHE
i340ms, MEEKIIS00E. TR T, EEMgr 2y
TR BREEET 25, 300ms OHEFHEL HV
TESHH L. il BEER, B2k
B LE Cz Ol 2cm, #FH 2emd i (C37) @3
HET, C37 13 Fpz, MudxHBEEHE #h2hs
BRE L7z, 54T T0ms, MEEEIE500HE. LT E

L EBEM AT A0 2 BT L. #EIZ 2w TiE
BT, B oMBIESEMN % positive peak T,
Erb sE{IIX negative peak, & 7 HHED IR TIIN
13, A FECERTIE N20 @ peak #EHEIL7:. THT
BB MOMBIEEIEM % positive peak T, F12/
METIEN24, BHRE FECERTik P40 @ peak #FN i
FHEOL 72, hHREERE CCT & LT, LBi: N13—
N20, THiZ N20—P40 OTE S H#EE % 72t
L7z, ESIEEDOEFY L OIRES FHH L7z

PR e RS (Auditory brainstem responses:
ABR) : it8f - #l# & L OANESR MEE—4108 % fff
HL7. flgud~y Fhr X, BEEIZiZ4000Hz
100dB @ Click B*FI#HE10HzTH 2, KA E
121Z40Hz? white noise TY A7 L7:. SHIZIHTE
B (Cz) L hRIBEFLEkzER L4 R EEHRE LT, 4
AT 10ms, 1000EMETESZ L4, BiTid 2 MM E
ELEBMAMEL, I, I, VEOHERB L UTEAR
R A E L

#atEIT (CAG repeatk OFM) : EFREMTE
LRINTFRA—F—IZDOWTIEHEZE LB L, BE LR
FIINTG A—F—L CAG repeat ¥, £k, FBEHE
DB AR Lo, REEE, B, EAEERICIOV
Ti: Pearson OMBEHEE %, |BIZDO W T
Spearman OHMEFERE RO ZOMBEEREL .

£ E=
1. BREOEREEFNMER
RF R EME (SBMA)
PR B, R L OISR



418 HRESSME $112% $£75 FHIETH
#5 SBMA. SEP Ok & iRIE
Latency (ms) Amplitude (uV)
SBMA patients Normal SBMA patients Normal

Median N Cubital fossa 3.63£0.34 3.80+0.23 5.97+2.39"** 23.5+8.24
Erb’s potential 10.2+1.01 10.00.67 2.30£1.35"*" 5.50+1.84
N13 13.940.66 13.6+0.73 1.53+0.76 1.61+0.60
N20 19.7+1.37 19.5+0.77 1.720.57" 2.30x0.67
N13-N20 5.60+0.76 5.90£0.41

Tibial N Popliteal fossa 6.97+0.66 6.97+0.61 1.421.12°" 5.30+2.39
N24 23.8+1.69" 21.8+1.33 0.16%+0.21""* 1.03+0.40
P40 41.3+1.73" 38.7+2.02 0.1440.21"*" 0.63+0.25
N24-P40 17.5+1.52 16.9+1.63

*P<0.05, **P<0.02,***P<0.01

#6 MJID. SEPO#FE & RIE

Latency (ms) Amplitude (uV)
MJD patients Normal MJD patients Normal
Median N Cubital fossa 3.40+0.38 3.60+0.34 15.3+9.60" " 26.9£10.2
Erb’s potential 9.82+0.87 9.71£0.72 4.63+2.63 6.06-£2.08
N13 13.5+1.10 13.0%+0.96 1.46+1.06 1.73+0.52
N20 19.7+1.25* 18.9+1.08 1.90+0.91 2.23£0.64
N13-N20 6.2710.47° 5.83+0.39
Tibial N Popliteal fossa 6.64+0.89 6.63+0.68 3.91+2.97 5.59+2.4
N24 21.8+1.92 21.0£1.67 0.65£0.41*" 1.21+0.72
P40 42.312.43"* 37.6+2.58 0.32+£0.25"" 0.76+0.37
N24-P40 20.6-+2.06"** 16.6+1.54

"P<0.05, **P<0.02,"""P<0.01

#£7 MJD. ABROTEFER & TH S M e
Latency (ms)

ABR
MJD patients Normal
I 1.39+0.10 1.38+0.09
i 3.87+0. 24" 3.72+0.15
v 5.5840.32 5.57+0.26

Interpeak latency (ms)

MJD patients Normal
I-1 2.431+0.25"*" 2,.34+0.12
m-v 1.70%0.20"** 1.88+0.11
1~V 4.18+0.31 4.22+0.16

*P<0.05, **P<0.02,**"P<0.01

EET, £8BfEicB T CMAP, SNAP EE®
HELET (P<0.01) SA 6Nz, 2 BEEEME T
1155 7 A CREMEES RSB ST, FR3h
AP TRIZGERARIIEENBEFELEZRALDON
Lol (T 4).

BHEREFEEN  EPHENHTIIEEOBE,
CCT e TERLDAEEIALNT, RIETEHHE
B (P<0.01), Erb H & (P<0.01), N20
(P<0.02) TIETFHALNT:. KEMERIE TIEN2A,
PAODEREDSEEE (P<0.05) %R L722%, CCT WRIEH
MBEFELEZAON D o7, BEIEM, N4,
PAODIRIBIZAEE S (P<0.01) ET %807 (£ 5).

Machado-Joseph # (MJD)

HEEFREN . EPAERE TIINEENM, Erb
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#+8 SCAG6. R {mERE DR

MCV (m/s) CMAP Amp (mV)
SCA 6 patients Normal SCA 6 patients Normal
Ulnar nerve 58.0£7.79 60.7+4.19 13.9+2.84 15.5+3.07
Tibial Nerve 48.6+8.08 46,6+2.90 17.5+2.33 22,9+17.59
*P<0.05, **P<0.02,***P<0.01
SCV (m/s) SNAP Amp (uV)
SCA 6 patients Normal SCA 6 patients Normal
Ulnar nerve 57.9%5.77 59.5+2.78 2.76£1.51 3.92+1.55
Sural Nerve 52.2+1.85 53.7+3.30 1.81%1.29 1.41+0.47

*P<0.05, **P<0.02,***P<0.01

#&9 SCA6. SEP Ok & kiE

Latency (ms) Amplitude (uV)
SCA 6 patients Normal SCA 6 patients Normal
Median N Cubital fossa 3.61+0.33 3.60+0.34 23.17+7.25 26.9+10.2
Erb’s potential 10.1+0.74 9.71+0.72 5.50+2.76 6.06+2.08
N13 13.7%0.88 13.0+0.96 1.21£0.76 1.73+0.52
N20 19.7£1.09 18.9+1.06 2.69+1.69 2.23+0.64
N13-N20 5.97+0.29 5.83+0.39
Tibial N Popliteal fossa 6.52+0.55 6.63+0.68 4,06+2.18 5.59+2.4
N24 22.1+1.18 21.0+1.67 0.77+0.47 1.21+0.72
P40 39.3+1.13 37.6£2.58 1.00+0.67 0.76-£0.37
N24-P40 17.5%1.19 16.6+1.54

*P<0.05, **P<0.02,***P<0.01

10 SCA6. ABR IHAERE & TH = R

Latency (ms)
ABR
SCA 6 patients Normal
I 1.46+0. 05" 1.38+0.09
| 3.82+0.17 3.72+0.15
\ 5.88+0.17"** 5.57+0.26
Interpeak latency (ms)
SCA 6 patients Normal
I—I 2.36+0.17 2.34%0.12
m—-v 2.06+0.18"** 1.88+40.11
I-V 4.43+0.18""" 4.22+0.16

*P<0.05, TTP<0.02,"*P<0.01

HERM, NISOBBIETEEER IR, NOER
(P<0.05) £CCT (P<0.02) ®EELALNT:. FIE
TIIHBEMAMET (P<0.01) LTw2s, Erb A&
fif, N13, N20 CEBEELRETEASR P72 BE
MR TR, BSEEN, NUOERIIIES - F 52
% <, P40, CCT WHAEALER (P<0.01) 289
L7, BEEHEMOREBIRER EFEE T2 <, N4
(P<0.02), P40 (P<0.02) CTIRIEBOE T AL N
(% 6).

PEVERNERBUS - 200 THEAT L, 6 BICII kLI ATE
Wahhdo7:, EHBRTE, I, VEREEEAE
Eh L, MEHEEFERE (P<0.05) U7, THAREE
T, T-VHEEREIEREAETER, 1 -1 HEE
FEEL (P<0.01), I— VHE#EEZER (P<0.01)
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11 SBMA. FETET &ikoEE & CAG repeat, Fi#h, HBEHELOHBE

Spearman’s coefficiency

CAG repeat Age Clinical period
Median N SEP Cubital fossa 0.38 ~0.01 0.12
Amplitude (uV) Erb’s potential 0.09 —0.00 0.08
N13 0.15 —0.03 0.18
N20 0.01 0.01 0.18
Tibial N SEP Popliteal fossa —0.52 0.39 —0.41
Amplitude (uV) N24 —0.71*" 0.78"" 0.33
P40 —0,61 0.54 0.00
CMAP Ulnar nerve —0.50 0.21 0.21
Amplitude (mV) Tibial Nerve 0.35 —0.62 —0.25
SNAP Ulnar nerve 0.34 —{.49 —0.28
Amplitude (uV) Sural Nerve -0.17 0.23 —0.17

*P<0.05, **P<0.02,"*"P<0.01

12 MJD. SEP#HK L CAG repeat, £k, ZBEHE OHE

Pearson’s coefficiency

CAG repeat Age Clinical period

Median N SEP Cubital fossa —0.07 0.07 0.28
Latency (ms) Erb’s potential —0.14 0.30 0.30
N13 —0.08 0.17 0.23

N20 —0.05 0.19 0.19

N13-N20 0.03 0.10 —0.05

Tibial N SEP Popliteal fossa —0.01 0.20 0.33
Latency (ms) N24 —0.14 0.34 0.26
P40 0.20 —0.04 0.25

N24-P40 0.42* —0.44" 0.03

*P<0.05, **P<0.02,"**P<0.01

L7 (R 7).

Spinocerebellar ataxia type 6 (SCA6)

T RERT  ER), BREMEE I, BEEE, IR
RIEE EFEERIROON Lo 7 (& 8).

R EFREN R, CCT, IRIEL QICEFHR
EHELRERED MR o (R 9).

PEERER UG  DEERITIES, THEER (P
0.05), V¥R (P<0.01) AERL:. HAHERET
3, I-TMHEREIEELFEELRL, -V, -V
MBI EE (P<0.01) L7z (F 10).

. CAG repeat& ()#8RS
SBMA : #ZE#EE, CMAP #&IE, SNAP &I,

BLUSEP O&Zi#EK:, CCT LCAG repeat & O
B ELARIEIA O o7z, SEP OFWKIRIE L
CAG repeat B Tid, N24 RIBOAIZEOHBIA S
172 (Spearman’s coefficiency; r= —0.71 P<
0.02). F/- N24RIR & MERER & OMIZIEOME D
& b7z (Spearman’s coefficiency; r=0.78 P<
0.01) #*N24 RIGEEBEROMICITA B 2 MHBIER
oMot (FT 11).

MJD : SEP @k, CCT & CAG repeat& O
Mo cit, BREMERE CCT @M CAG repeat
EOBMDEELRENIHBM (Pearson’s coefficiency;
r=042 P<0.05) 253 ® Hi, RS MR E
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#+13 MJD. SEP#ER: &L CAG repeat, i, RBFEHE OHYE

Spearman’s coefficiency

CAG repeat Age Clinical period
Median N SEP Cubital fossa 0.20 —0.60""" -0.17
Amplitude (uV) Erb’s potential 0.16 —0.48""" —0.25
N13 —-0.17 —0.02 ~0.156
N20 —-0.12 0.27 —0.13
Tibial N SEP Popliteal fossa 0.23 —0.41" -0.30
Amplitude (uV) N24 0.16 —0.32 —-0.08
P40 -0.05 —0.13 —-0.29
*P<0.05, **P<0.02,***P<0.01
Not 0 SBMA Not o SBMA
Evoked | = = . * Normal _Evoked | = # ® # * Normal
* :P<0. 005 * * :P<0. 005 *
T
50 | S 50 | .
£ 40 ﬁ I g 40 E{ b
5 it 3 I
& . -
S_.{; 30 fiT j‘.,c; 30+ !__*.1
= oy NS, = o7 9:_3_{
20| i £ L 20| el £ <
it s it
NS, NS,
10F 1 10 M1
$s s fsl=
0 0
Poplitea N24 P40 CCT Poplitea N24 P40 CCT
E1 SBMAREHEHEBSEP Ok, 2 SBMARE#HEHESEP ORIE.

N24, PODEROEREDH LN S H,
CCT BEFTH5.

CCT ¢BEBERLOBMICAELAOHBENA LN
(Pearson’s coefficiency; r=—0.44 P<0.05) %%,
REMGERB CCT LEBFRLEOMIZIIFEELMHE
HRBehdro7 (F 12). SEP DREDIRIE &
CAG repeat & DORIITHBIZA LI 2o 72708, I
WEM (P<0.01), Erb SHEM (P<0.01), BHHLE
i (P<0.05) &EHAEBREROMIIEEL2MEIALN
7o (%% 13). ABR oDk, 1 -NMERE CAG
repeat, MERER, BAERE OMIZIIAFELZMEMIIZ
Rbbhidrolz,

SCA6 : ABR o1, VE#ER, -V, -V H#H
B2l CAG repeat, BERER, FAELEOMITIE

Poplitea IR ENOWRIEL R Y. BEH
BB, N24, P40L S ITIRIBOE T &SR
THhb.

FELHBEEZED N o7z,

£33 =
1. EEBOESERFUREOHEMICOVWT
REMMUIFEMRE (SBMA)
FERMREOMRCEREI I DVWTOINE TOHET
i, EEEFORTE AL, BREMEEHEM
(SNAP) OETHEHMTHY, EEHEHEN
(CMAP) DET#RDAFIME SN TV HE19),
BRI T R, BEMNEE LEEEEIR L, FIED
ETHHELITHY, ChEToOHEE LA, SEP
DWW TIE I E TIRIBOKRET I S LT Rwgs, BE
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50
¥k P<O. 001 4 © MID
l ® Normal
40 + g{ I{
|
—_ . [
é 30 r”_§] s ‘F!T
P . °
2 &
§ 20 1 !{ l{ H !{
|
N. 8.
101
EE
0
Poplitea P40
N24 CCT

3 MJD BEMERHSEP OiRiE.

Popliteald MBI BN OB £ R4, BH#H
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