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Diagnostic value and research progress of cardiovascular autonomic

dysfunction in a—synucleinopathies
Wang Yichun,Wang Han

(Department of Neurology , Peking Union Medical College Hospital , Chinese Academy of Medical Sciences & Peking
Union Medical College)

[ Abstract] Cardiovascular autonomic dysfunction is a common early manifestation of a—synucleinopathies , particularly neurogenic or-

thostatic hypotension. This article systematically reviews the physiological mechanisms underlying cardiovascular autonomic regulation

and the pathological distribution patterns of this dysfunction. It also reviews the relevant literature on clinical manifestations , epidemiol-

ogy , physiology, neurobiochemistry, and imaging. The aim is to improve understanding of the value of cardiovascular autonomic dys-

function in a—synucleinopathies, thereby enhancing early clinical recognition, differential diagnosis, and outcome prediction, and pro-

viding a basis for precision diagnosis and treatment in the future.
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Bh A2 Wi B, bR P B S PE A I (symptomatic or-
thostatic hypotension) FI it 8 Ji Mk B 37 M4 AIK 1fiL £ (neurogenic
orthostatic hypotension ,nOH ) A AT 3K PD (1% f55 AU 43-31)
BT 3.2 50 18.5 F57 nOH B 51 g S 47 MSA 12 Wi %00 B
FELIFIEZ — IR & PE nOH 38 J& 812 1 9K 3] MSA 9 3 11
¥ i WiknifE 2 —¥5 78 DLB B2 IR 2 o, B 7 PR 1M R
(orthostatic hypotension, OH) 5 nOH #% )2y “ SZ 3¢ PR 11 IR
B, A4 00 R TSR0 DLB AR O e AR AE 2 —11, 4R,
PR X 1 32 A ST Al EE AR B AN | RV 2 5 L
(000 M4 A 3 4 2 D RE B A AF ZE DA R 7250 (S W AT
SN, R, ARZEA B AR L LAY [ S 2 Th AR RERT AE
o= Ml R IR 12 T o 8 (B B 5 0 R, LA i X i
TR P AL , HE B2 AR 4 1 R 127 R A

1 D iE B EMEIETHEBEREMNRERLE

1.1 Azl

O MLAE ) FE P 48 22 G 3 A8 S5 1 A i 28955 3l 1 P
AR 1T FNC AR AR E |, Herh i 7 RS M B 2 DR 19 1 %
AL, Bl 28 A 4300 28 G % B /K BT 55 U 2 5 K B 1
M EARZS AR, A e 32 SR 90 RV s I RA2 418
AW , 2K 28 FBE0F, XE RN [F] B 52 $0E R
PRUR PR 7 R T e ™ 310 25 28 G0 FIK i B J5 55 1 4 AR 114 3]
PN AHIC AR Y BT R A AR AT R Lo A B
AT RERERT , AR B A WA 2R T AR 2 A AL
TR
12 mEAE

AN TR - 52 il A% A 1 09 2 By A A% A
M, PD HIDLB A b 35 100 R A8 8% pp 22719 I £F i 45140
[ oA e A 3 = 22250 32 220 DLB W AEfE 5 2
A 7T BE S i He i 5 B>, MSA U 3222 22 K rpiix
KT H G5 | (AL R AL ATFIAH DG 28 N 43
REMIGHITTEES S OH [ & ARV, PAF BRI
AR A FE 25 E B AR 5 B S T 3E R S MSA (PD B
DLBM, 33X 86754 22 57 J2 M1 FH 49 i 3210 28 AH JC 35 45 il By
Y RIL W g PR LR (A PR MR T & o

o= ZR Ml B 1 2 5 5 Ml A VR G 52 1 1 4 2,
HEHRES A EMAE 0500 BSR4 5% 20 .

Orimo S S5 B, /0 Ik S T 228 20 i € H H) oo 2% fi A% 2
FIR AT L T2 2T Uk TR S B AT REAFTE phy o s 5%
EHRAYEATIEIRAE . Braak HAE Y B R , ok E 2
HAZATAE PD 52 2, O AT RIY) A 32 2 bR S AL 1 B
S o AL SEIRA Se R HE— P R i S A T RE R
A AN [5] F) g B U 57 A0 3R Rt (LA B AR AT
it BE— PRI

2 o-RZEBFROCIEBEMEIGKFRIF
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2.1 IR EIA

o A% AR U O VA 320 2057 B AR UL I e B S
nOH, B iy BMO 5% R 5745 3 min A, ISC4R 4 8 T o 5 /0
20 mmHg F1 (%) &7 1K HEFRELL T B %70 10 mmHg, H 203
AR S MM T 78 S P U A <0.5 bpm/mmHg™ s AR 3 57 )5
ILHE T B RIS (R RFAE , 7 AR IS 7T 43D 28 B FE SR Y
B AN AE R I R AE R (% DY, SRS Sk E
USRI, W AT REFS A SEIR A H 3, AT H B
B A SRR AL 5 RSk R A R (R ARk
e ) MR R AR VE I SR SRR R, A R
T TCIG AHEAR , A R 5 18 3N Ja SO BE IR TH R
B . IEAE , 50%~60% Y nOH 3 4 I E A RM i 1
J& (supine hypertension, SH) , BIIIEM3 5 min Ji&5 W 45 =140
mmHg 1 (&) 477K JE>90 mmHgP" . #B43 4 0 1] th 345 )5
I 1fiL JF: (postprandial hypotension, PPH) (%8 J5 75 min N I
5 R HT F FE>20 mmHg)®, DL I R B9 9 B S 0 (1R
[ i FE AR S T, SR BB S A R, b3 2 il e S
HOIE R W AATE BN TR RS A4tk
22 RATRRF

PD i3 OH (19 [R5 R F W5 1M 57 , Velseboer DC ™44
P8 B ITUATE 5 41 1 JE R 9.6% ~ 64.9% 3 2 25 FE 4T
Ji , Velseboer DC 2521 Wang H 252415 51 i) 4 3F: H 2R 73 31
930.1% F133.1%, HLTWFFE N0 25 57 ) e 5 2 Wibr i 2F
51 BN A G o 2 WbR i J7 T, Palma JA 25975 [v)
—20 21015 PD 35 & B, K 1 20/10 mmHg 5 30/15 mmHg
ILH T B B, OH AR 5873 331 50% F130% , 6 W] 1 %
FHUE T AR PP YR D, R Ehuh i

F1 ETFEN/EMETHA B MBS ERMESZE

R o [ A AE IMLHE T R et

2o Y37 )5 30 s % 3 min R R FE=20 mmHg A1 (8) &7 5K & T =10 mmHg
ik R AY Y537 J5 >3 min W8 R R =20 mmHg A1 (50 &7 5K K F =10 mmHg
WIRTY Y37 )R 0~30's Wi T B=40 mmHg A1 () & 5K 1 F F#>20 mmHg

SER AR RL LR B ZE )5 30 s LUS L {BAE 3 min WK IEH

— i PRI R %220 mmHg A1 (80 &7 5K K R %10 mmHg
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AR ER: 2 WL I et 5 bR AR A, DA B B i W ]
R FNARZ I IR] ) 2 5, AT BESEMRVRS: H 2% s ARy T8, SR 4P
i R P A Bk 2 T AR M 2 SR OHL (W R LA
I, s AT BB 8 AR 5% ) S S Wenning GK 4538 fY
TR SR A s, MSA 3 nOH I B3R 56.7% ~
78.0%, 1Mii PAF ) - ZLIG R R IR O, Isik AT S5 2548
S3 TR, DLB B35 OH 1Y 8995 %6 ) 50.8% . SH J5 1T , Moss
Lopes PR %253 /M1 7R | - 58 A% 2 1105 F & SHIKY
SR BB % 30.4% , F P PD Jy 28.3% MSA 2 31.1% . DLB
3 48.7% . PPH J5Ifii , Pavelic A S5 R G 25 R FIZE 0
7R, PD R FE PPH 4 I B R R 53.2% , W3 = T @ RREXS
HRA1(23.5%) ; MSA 3 o PPH A 28 Y, UG 363K 70.4% .
Isik AT 2532558 DLB H 5 o PPH Y SRR 5 89.4% , B2 5
Tl FE S AE X IR ARER 51.7% ., 5% TR 1 57 1 SCik
AAXT UL, Franzen K SEEAT FHRIEAL 25 5119 27 (18 &
85.2% A7 £ AE A B ok f A% A o A =X, o PD 41 81.8%
(18/22) ,MSA 2H 2} 100%(5/5) o 4 TP IO ML 3 F 2
SER BRI 2,

3 E B EMERITM R M RAME

O I PR 1A O AT 55, S IR S A7 AE
R E 7 0 P2 0 RS 0 E R A AR RS R
8 7 72 T o 3K — B BT — TR 7 vk 2 R R A b I < 2E 3
2 MAAYFEREEAR S BN BIMRRLEE DA 3
[Fi) ¥ AL ST L S TR 2
3.1 A#F
3.1 LA A FE AR S (cardiovascular autonomic
reflex tests, CARTs) ~ CARTs Ak 0 ML I E#Z I B
oA P27k URT Valsalva i 56 PR WP S50 O R 5%
B BT IR BB A BT O A A TR T 0
2% Valsalva FU{E 30715 HAE AL ED 7 P i iz B9, o,
I3 T = B PP AL O JIE K E MR T8 L 8 3 M il R K
Valsalva i256 H (14 1l 78 £k 32 ZEPEAR A2 I8R5 1M 45 D fiE . 4530
TE MRS S E R E R B U3,

CARTSs 1] JZ Wt [ =4 28 R G A A B T 19 S S5 T g
Bk e e 1o MR | o258 Ml A% 2R 1195 HE 3 A7
TEL NG B EM 2T RERT

CARTs 57 7 MSA (B3 LN ZEH . Leys FAEMIR I,
TE /7 7€ nOH ) £ & 4t 2 45 11 4x % % (multiple system
atrophy—parkinsonian type, MSA—P) B # H1 , 7 15 90.9% )
H Valsalva i35 [T 391 1l F 48 511 25, 100% 04 5835 IV 301 1l i
ST R TR R B0 7R ™ E A2 4, 4 S8R R A g
¥ 252 . AE PAF BT B 32 R R W) AR 2
Chiaro G % 171 4] PAF 83 19 43 M7 i, FLTR P00 %
LR N 3 bpm, Valsalva HAE AP A7 501X 1.19,75% Y
HAFAEFH Valsalva HfE . Koay S % ML RH T 25 B14%5
JFE— 2048 ) PAF S35 A URIT IR0 38 25 W 2510 T MSA it
5 95 (Lewy body disease, LBD) Hi 3 (P=0.001) , $&75 PAF
BH MRS R BE F AT RETE N % . Cicero CE FIE I,
PD 3% R4/ S L A (expiratory/inspiratory ratio, B/1 FEAE )
T ORIK 19.1%, H SRR ICH S, R w22 B i 1T fig
FEGERT RN T 52 B (ELIG PR B S R Wt

I #8738 S (heart rate variability, HRV) BIF 58 W 48 7R T
TR M PATR . HRV 24832 U0 Bk iH) ] (R-R ] 1)
/N Bl L B W 52 B 45 52 B P8 R AR 0 SRS .
HRV Kzl 1 % 2210 5% 0 # L, H s3I R-R WA I 2E 47
A SRS o A, DA A O IE A 2 sk Ty, — ok,
HRV 3 = 7R H B iy o se 2% AB6E ) R4 HRV
e AV D) Sz Bk 1 = o 2400 3 A B ) R R o AR ISR
HRV 1] 432 Ji i R A B A . AR, RV A9 I PR 17 FH 1 1
Pk . Gibbons CH S5 HI# 1 10 s .0 LI A & BLHRV 5
PD ™5 & A1 56 , T Arnao VMR 24 h KR IC R 5 &
P, Hoehn-Yahr 73 ] (Hoehn and Yahr stage, H&Y) 1 ~ 2
PD B B HTAT S min 19 BEIE H O W AR M 2 24 (mean
of the standard deviation of all normal-to—normal intervals for
all 5-min segments, SDNNT) & F &AL, 10 s 524 hid 7R
FERT R B T VAL 8 AR 7 A7 AE 25 55, T RE 2 W 25 AL i vl LE
PE SR HRV BIFSE I T3 45 5 0198 B 1Y 0 sk 28 M Bk
S

INFE R IR, MSA Fl PAF W £ AH T2 B &M
CARTs 58 , PD 10 55 % AH X 4¢ %%, DLB W] 55 PD 1 MSA
HE (H FR 25 5 F R REOR)Z 18 A, A2 I 5 e
FIABR . RIS AR AR 4 Ff o5 % 2K F1UG 46 CARTS
FIHRV 845 FAFAE— & 22 57 , X SEHE b 1 % 51 58 ) 23 Bl
TEPE R R H F B F I M N Leys F 4N 11 4]

£2 FEo-RpZEARFHONE R EMSEREBHE(%)

D IAE [ FHERN PD MSA DLB PAF
OHMOH 30.1~33.11224 HrE 63.5; 0 56.7~78.0 50.8% 10028
SH 28.30%! 31.13% 48.7130) 4813
PPH 53.2031 70.413") 89.4132 -

T -, SCHkIGE A R
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MSA-P I 11 5] PD & (BIA7AE nOH) 147 & K H L TEAL , &
AL W HE B 224X 58.46% , WAl 35 7] — B MR AR (£=0.01) , 2
YT CARTs 6 b5 25 E ¥ G248 Lo LGB EW, —
HH B OH, JEHJE nOH A L R R B, 4 B CARTs E
ME LA R EE X 5> MSA-P 5 PD, Leys F 25\ RS Liik ik —
6 L RO I A S a0 7 05 e 00 1) S5 0 A (B
PR R, CARTSs T35 & F T8 A0 I 48 11 6 2 Dy e s
T KL VP Al L™ F R B, AN BCAE SR I 4 O X 43 PD U MSA
DLB 1 PAF [ SR 4

F B LI ERAE R3S G T2 i A OH; 58 %
CARTSs 5 76 H E A& D) RE 52 50 = W ARMEIL 58 L, HRV
AR O LA A R T RE Sl B T A 4R bR, (25 2R
Sy ARSI WP T Bl S 25 A5 R S, H RS T
D ITAR BRI FE , AN FLAE g 2 5032 W SR AR 4l

T PR D5 T b 37 A7 M R B o0 S0 8 i 7 34 4 A7
s SERE CARTSs W95 K % 50 L A5 TR 40 1M 16 W 0 o o 1 5
VE R B A2, B B AR B RIS AR . PR, 13k
55 (N A P 7 AR R DT A B 43 T e %

UEAE SR 5T & B, CARTs HAT — & (9 U 100 A 4
fH. Koay SEER I, PAF (3 SLEEIRIT L0 3625210 bpm,
PR Sk AR 55 (head —up tilt test, HUTT) /v B4 Fisf 1] 4
I R RN, 5 R 1] MSA 55 LBD 54k i KU 384 AR 56
Kim JS S 98 A 78 0 7%, OH 7 719 PD (R %5 15 P s 19 PD
RFRITC 25 HR A EMS I Re R T RE 5 12 ghiedk
AR HEREANSAT 85 T AR B e S br s i (. 5 —
J5 T , Cicero CE 551" & B, 2 Wit &) 58 B DI BB 1) 30/15 L fH 5+
W 5 PD A I 4% DA H R A 2 A OG , G (E L (odds ratio,
OR)=2.83, $&/R 0> I S 53 7T e S5 A M D e A 70 0GR (H
VB R ST 0 b s P A (B AT 5 2 — 25 B

3.1.2 A& W (ambulatory blood pressure monitoring,
ABPM)  BASK U, B 2R CARTs /B 8 i .0 L4 11 324

ZoPPAl 7 ik B Ol R (0 DR R R B R =
Gi—IEH S0 KBRS B RS A5 SR B i PR 52 3]
BRI R, PO AT 20 A7 L n] AR A PPAl TR 52 31 &
ML, B0 ABPM ., ABPM 3 i 24 h ¥ £21fi FR 30 5% , 42 fPFAG 1M
FEAKF BT A A S RS K B2 A IR A X LR
PR SR, AL HG SH LR ) w5 1 LAY 2L i K & PPH 4 .
Palma JA 2595 57 4] nOH & (35 f5i) MSA | 14 f4] PD , 8 4]
PAF) ) ABPM BIFSE 7R L 67% M BB E A7 AE SH, H 5 2.0 F 8
TR G P O R A S 8 40 O I = XU 384 W 2
AAOC . Tanaka R Fl Hattori N4 | 52 #4884 ifil H 52 =0 HE PD
T & A R ik 56% , 3T SN RE T R DA DG, BRI,
ABPM A 1FAG H 8 16 SR T W A2 Ak, I T FF i 4
TRYT T 58 K7 I L

SR , ABPM FEARAEB0% S BB Wior e AT PR . Vi-
chayanrat E %¥/ 7 ABPM 4 [8] 45 & H i K o 52 i 5, DA
HUTT J 2 B8 DLUSCR R T B#>20 mmHg 4 05 £ 44, K
OH AYAEBE FIER S P 43591 R 82% Hi1 100% ., {H MSA ¥ 5
BIF B B Z IR PD B R U T B 5 5 T8
25 ARRIZ A B TR OH L B X 43 PD 5 MSA 1Y
R PR . TiJC A M2 s i PD B3 5 B im s =X
B %2 A H A9 8 3 AT (48%vs. 96% , P<0.05) , #1718 B3 1L
S EERA T A A B gl ik AT S 0 Bk
PR, 7E MSA WAVFST H, Lazzeri G 2% 9 5] MSA-P
Je 115122 ZGE45/MigiAL (multiple system atrophy—cerebellar
type, MSA-C) [ 3 M 0F 5% b, 4 SI0 280 i 2 1T 00 36 {7
AP I T R 2 SH B F8 55y T 22 S I TR Ge 275 X
BEAh, SH PPH S5 Al 1 35 0 28 3 B 15 AiF 78 T 05 7% Ak

R3 AMERCHERFTHERFIRNBIIFEEIRERBIR

ik PR AR 1E% S (E B E brife SR L

TRIFE0REE LL6 U/min BYASURIRIPIR WA P45 5 s, 3T 3 % >15 bpm, Fifl 45 I 400 T 25 (8 0/ N3 7 0 IE 2 S 1t 42 2 22 351
BT RO R SIF SRR ORI 2EE TR

Valsalva HEAH XU R R, 4845 40 mmHg JE 354215 s, dlH>1.21 L {7 B ARG 7S 0 JUE 0K 2 i 22 T BB A2 3
T E1E 5 K R-R 39 5 30 E i R-R Sl LR W, TT 30905309 1 PR K B
(R LO T IV 3 i R S0 55 5 2k T 4 A JRk

[UERI= e

30/15 LA A BM PR 32 S A, T 25 30 A O RN I AR A > 1.04 LR R AR5 o JUE 8 2 1 22 A0 3 1 A7
T B K R-R [R5 2028 15 40 1 B O fe J (eI SIS e
R-R A1 6 HC AE

B PEIRRONE 0 M SE AR R, B350 5 1.3 min 430 3557 3 min INFELLIRSE FE R BHPESRIR OH, & 5 4770l 28 I 52 I

D I, T SR S AR

>20 mmHg F1 (50 &7 7K IE T FE BT T A5 4550 5 ST 00 K HoAt G e 4 7
>10 mmHg 4 OH B o280

TE T 3 BEEL Y AL S8 Ewing 275 FUEPY, 528132 1 25 1R AR I B Kl 7 58 , IF-4)0 S 5% 9200 3 AR 10 2225 {8 5 B0 Mk R 1 R 1T OH 2

g
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VR ARAS BT Z A5,

G, BUA A A ST B R oo 5 Ml A B 145 5 3 A7 7
O MG A F 2 R A B T4 S KO AR g
T3 ARAESE NS W 1 A A A R, 26 T0US 500 J A Ry
— 5.

32 AZAN

P RN R PR i i A B AR E
(norepinephrine , NE ) JL-F- 4> ke I T 3¢ B 2845 Ji5 il 2270
KA EAERRZ 0Bl 30355 IS i Beve et , o — /N
AU LG R R R LI 3K NE A S ke S e 221 )
KRR TIREARAS o 12K NE AG I 2 38 28 55 35 A i —Ha ik
2R DU A 6] T Y ) LS T e 25 40 I A 7 A A W A
AREU Carrozzo G F P ERRMEAL S5 T 4T 279 24 3214 # ({5
N e o= G fl R 2 190 KB D) BEATARS I , % B 2 YR S My NE
DA 2 F G243 L (P=0.645) , Al F B M NE
W BAT A4 . Goldstein DS 255158 45 [a] sk 46 00 1112 3, 4
TR IEFE A B (3, 4-dihydroxyphenylalanine, DOPA) \NE .
3,4- R 2 (3, 4-dihydroxyphenylglycol , DHPG ) il
3, 4= — ¥ 3 0K & PR (3, 4—dihydroxyphenylacetic acid,
DOPAC) B I, KZHUMSA [ 4 Fl LA B3 M9 oK 7
BIEH MR 25U PAF B35 A%, S PAF (19797 )5 38 )
fEZ M. Shannon JZNT 117 61l & (54 ] PAF .63 5] MSA )
PEAT ST, $E MSA f 3 B NE (203.0+13.5) pg/mL & T
PAF (3 (91.448.5) pg/mL, HLA7 07 J5 NE T} F2 )% 5 1E % 4
TEAI L 22 R G248 Lo Koay SZESI%H4 I OH 1Y PD AN
MSA B PE1TRMY NE R & g, & 30 PD 41 Y NE 7K A%
T MSA £H[158(154~190) pg/mL vs. 256(240~303) pg/mL, P=
0.040], #7185 PD A7 7 J5 % R . 2022 4F [ br iz 3l fE i3 2% 2
(Movement Disorder Society , MDS) i MSA i2 Wb v FF 48 1
PLEMY L2 NE>100 pe/mLAE S 3217 MSA 2 W (145 4 , %6 31
MSA 51 nOH 1) PD YUy 36% e 571y 100% , % 531
MSA 5 PAF (U8 h 829%~100% 5 54 K 75%~100%,
%5 1, KM NE R 250 MSA 5 PAF/PD 324646 B ah; , (0 H:
RLRE IO T LB 4, 032 BEUH T & 259 SRl 25 1
S, JUIAE MSA 5 PD % 5 vy, USSR RUAIR , AN BEFRLAE NE
45 0LHERR MSA .

I3 NE A0 == 22 F 2 B 0 0K ) = i 22 4005 01 i
o1 5 A2, LA BCEAR PAF B85 10 28 R Ak XURS 5 12406 T 75
PR S5 BB 1T S50 %7, B T CRHPAN o
PAVE R — T 12 i s i T .

33 W

AR TP, F2 SR 1/ T-[A S K (metaiodoben-
zylguanidine, MIBG) AL, S0 ML H A0 2 Dy REPEAL 19 &
LA

MIBG 52 — Bl Al 0 JUE 15 I 52 J8% bl 22 Ty BE 1) A% B2
SEEAR WK G A9 MIBG 2 L VB AR ZE A9 2R, mT bk
RN 2 AR RARBOTARAE , T O AR IR S RS J5 38 B 28
JUIY S FE AT RE o G TSR RIS AR 1O /B Lo
{H (heart—to—mediastinum ratio, H/M H.{E ) B Y R b4 72 o
T APHT SES I H/M AR R AR B 7R A2 i 2 AR R0 MR A

Pitton Rissardo J il Fornari Caprara AL 45848 it , PD
FIDLB 2% 22 2 9 9.0 E MIBG 5 HUBAI , 117 MSA 38 #
I H8 A X O B B IE L 33X 72 MIBG %51 LBD 5 MSA (1)
WEAKYE . R PIERNAE T PD M DLB 3 2 2 R0 I 58 J&%
P21 S5 A2 T MSA B9 [ 5 A 200648 A T & T
HI45H . Orimo S AP 252 43 #r b7, SE IR 5] H/ML L {1 %
591 PD 5 At o 2 A4 1 P W 4 AR 25 G E 1 5 R U
89.7% , R 51y 82.6%. HIX —HLALFF AR 4%, F 4 4]
PD /8 B9 MIBG $5HUA] 1, #5 MSA J8 35t AT ) B AE H
VAR 5 00 ERETG W DR S AH OG 25 5t vl g TPk A 45 L .
[t , MIBG 7 1 2y 324551 M IR AR | AN BRAE Dy i 1 12
Wibm it

UTAE N, FEZIR 43 )5 1T, MIBG AF Ay &0 i 1 22 32 451 1Y)
A YrR Y, A PD AR S/ 1 e 43 B4R AL T R AR
P57, Alves Do Rego C 255 A BEPEAF 53 &% B, MIBG {14
TE 106G W PR A= B T RE B i 2 12 W7 MSA 1 A A4 & i
MIBG AR 57 Bk & 22 1€ 22 B W >30% B G OH N 212 ke
PD WA 5 G 2R 5] i i 90% .

A, MIBG 78 i 9K 41 A8 25 0 A VA 7 T A A B i 1
TG . Park DG ZESI56F 40 {51 HIS7 1 b o IR 5 e BR300 4
W B % (isolated rapid eye movement sleep behavior disorder,
iRBD) 5 AT RUREME R 1T, & AL MIBG 438 ] H/M [
fH<1.545 7] T 17 LBD (PD 1 DLB) 44k , U844 4 100% .
T 5P h 92.9%; 1 I 2K 4 28 22 1% 4% (neurofilament light
chain, NfL) 7K F->21.3 pg/mL W AT T [7] MSA #4 1k, , 504
H100% K 5P R 94.3%. X —WFFE K W], MIBG AR A
PR A P 7 2 EAT TR0 1 9K B 3 e A S ) A

5 MIBG 5 A5 (412 Wi M 8 B I PR 7 FH AT 7 6 Jmy R
TE AT B PE T3 T 2R A M A% I 2 B SO P A5 ) it
N, [ PC I MIBG S5 A5 1) T RT3 A A R, il 2 1 ol
PRAET . PRI, MIBG BRI 45 Ay i PR 3 B o 78 o) 114 S 3
S ARG | L i S U T R R 5 B U A AT
Tt RIE,

34 BZEEELIFEAIAA

Rk BRI PR T A R R, DR A
W EH QAR MR L s R Jo ik B E 2k
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L RIRAE SR PD F8 - HEZS 23R & A R 3 TG R
SeHI B3 (90.0% vs. 37.5%) , H MIBG Ve 35 HE4s ] 1)
HIEMI. Koay SEFUXF 194 6 PAF &4 BIRTHENE LB 5T
KB, 26% (1) B E AE TP ALV 13 4F 5 1EJR S MSA 5% LBD,
R A LT AR R0 AR AL S SR NE 55 Z RS 4R
b B S K B B L SR TR P 0 3R 22210 bpm K BM
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FMIL NE 7K F- 55 3 1% 8% B8 ) T 2F J|& 5 MSA . Chiaro G
SEUOLELF 281 9 PAF SR 11 A 9K 52 BAF (R Oz B 7 104F) , [R]
FEMRS T 33% MFeAL 3 It gt T 2 B8 B A 8L . 1k |
AR R B BR B AT Oy I M NE>200 pg/mL 2 if & o
LBD Fy 57 TR0 R 22, T 2 A7 S S8 B % IO T g e i 5
PR RN 3 J oA MSA M SE . 2 5T S R R , 45 A I IR
FHIE S 285 A F M 24805 0T A RO PAF = 7 0 XU &
TR , S Ak A T TR AR

At 532 20 2 S i 28 8 75 A Sl — b I B 1Y IR 55 A A
FEAR 00 A0 0 e FH 30 o LR ok e i 28 (R T S 5 R
IR R S AL W . Laucius O Z5%F 60 4] PD 3 F1 60 14
it X BE 20 B BT S AL 52, PD AR XU 28 5 ot 22 5 0 g AR
(cross—sectional area, CSA) 34 /)N T {e JiE X AR AL [ A7 00« (1.90
vs. 2.07) mm?; 2240 : (1.74 vs. 1.87) mm?, ¥ P<0.05], #H XM
IYHT AR, A5 I 2K T R 28 CSA 5 31 301 [ 4 20 R4
2 (composite autonomic symptom score 31, COMPASS-31) }¥
Iy B IEMI S (7=0.257, P=0.047) , £l CSA 5 HRV 545 i)
AHABIE 5 R-R [0]39] 22 {5 45 77 R (xoot mean square of succes-
sive differences, RMSSD) 5 1 #H )¢ (r=-0.421, P=0.025) . X
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