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generation (CBD), Multiple system atrophy (MSA), E5 AASE WY X7 B0l FEEI Ut} HolZ oA
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A, ABAEE Beshe= 7S gioh. 2y, w9l
23y, 959 #FHH AelEFRI(pro-in-
flammatory cytokines) 2] ¥0]E Z7A7|1L, ob<=ghol] wh
HogA, NAE G gslel FoE 22lo] Har girt.” uf
2hx] APDE} -2 AR E P A=A A G5l gt
A= WIS ofYe}, &% X5 Wi thet A-elA
T Fa8it} FAstAT A APDO] HIEelA A o
=AU}, MAPT $-AAF] HI haplotype©] tauo-
pathiesol|X] Q3 A& sh= A2 2 d2jA] ot F
o PSP2] genome-wide association study (GWAS) A7+
STX6, MOBP, EIFAK32] single nucleotide polymorphisms
(SNPs)o] ¥ o] Qg WL o]dk AL Pspo]
] endoplasmic reticulum3} myelin®] 7% o|to] W <elu}
#dAol AeS AXKEITE CBDO] GWAS dA7-ellA:=
MOBPSYe) Bl de] Baslgieh o]3l ArHE-E v]Fof
£ uj, tauopathieso| A= EF-Skmyelin®] 7]5o]do] B
QoA S3hs & 7 Stk MSAS] A, o} i3] 4
Bu7lel= o gARE, HZcoze] HWol7t #ele] & a4
Qe Arkshe o] MR EIH o nEZE o}
715 o, Atstd 2Ed|2=e] 571 Fo] MsAS] Wil T8
S AT o] 9]ellw MSAGIA] SNCA," MAPT gene'' 7}
o] #eIxo] AAELE DIBE SNCA™ GBA™™ APOE ¢4
ool o] A=) DLBE synuclein®} amyloid
pathology7} 257 F-88tH R o]2fgt 7lo] @Al A,
APDO] 22 Ui o}lFES FE tauopathiesol| 4]
23} MSA®} DLBE] 74-¢- premotor 5= prodromal &
FEo] AEA FERIL gt} flox] AHg o] A7 2
=& EUR 3|4, JFHoznt 2dsh= Aldle]
£ Hlou}, Al Jetat g3ls et =3l ¢4
o] Helg ot AP AR A 5AE Hole T2Psp
syndrome (PSPS), corticobal syndrome (CBS)2kaL gt}
ol Al ko] gxla dA|eHA] =t F o 4
gho] Fdshd 22 Wl & ol &x1Epsp, CBDY]
o1} o}& (phenotype)o]t}, PSPE APDE 714 £31 23t
o], 7} B F7¢] phenotypeo] &4 g}
7H¢ A& A (classical) PSPS, &&57d0] FH 42l
(motor) PSPS, QIA|I7]5 & o Fo7} FH F44<
(cognitive) PSPST-2 2 FEHT} 2| =437t pspEl
E#7 YJAold-& PSP-Richardson’s syndrome (PSP-RS)
olm, A Al PSPSE LA glrt.” A Fado] WAIEHA]
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59 38dm}H](vertical supranuclear gaze palsy, VSGP),
g4 g, T8 Aol B st Fol, 254 7]
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ol F= Kol A% Fofl & Motk T

2 o] e, A 1y Adx =gt
o] o]k 7]7ke] ¢F 11, 7d 22 PSP-RSS]| ¥

<} I ) =
12, dwwate] g vhe-S Wl pSp-pure
akinesia gait freezing (PSP-PAGF)+

Hoo] glor = pspe| xitho] 4] k2 ofFelrt, w2l
EA Ko7 B8l FA(freezing of gait) 02 A&} w2
22 TS g5+ 4 (rapid stuttering), SX7F A
Zto} 2= micrographia 7} F49HE 5320 A} 270
Helth, Awe] X8 A7t of 13d 02 7Pt =9 ofF o]
o aehd, B SAEe] ofste Q13 Alzte 1 A
off, IdE-5%5 (aphonia) 22 I3l $kate] 4he] Ho| th
2 o} d H]F) =A== Y&t} PSP-Corticobasal syndrome
(PSP-CBS)= /&57d¢] CBSolu Pspe] We] 471E 71
3 QAL s =8 Hagn ® xlge] W 2z of
3l 2Hz1%]7] whitell, W] 27 ERlekA] g PSP cases
So Telelw Bl Hauisel ole 5ol 3l
t}, PSP-nonfluent/agrammatic variant primary progressive
aphasia (PSP-nfvPPA)= %7] 21d k2 nfvPPAS] A4 5
A& Holn, pspe] He] 2718 Mol Forh.” nfvPPA
+ o] tau el &0 Holn, 11 FolA] AA| Xk
PSP = CBD 7} B2 ujg2 #aEc}” psp-behav-
ioral variant frontotemporal dementia (PSP-bvFTD) ="'
%7] 237k bvFIDS] A4} 9kAS Ho|al fluorodeox-
yglucose positron emission tomography (FDG PET)ol|A]
% PSPE} bVFTDE T-2317] &L, F2 W] 27 ¢
3l gHxlE= otk 27] 21do] AupHA VSGPolut TR
ol S Hojx o)A 7= 3k} PSP-Cerebellar
ataxia (PSP-C)x= FH ol LEA|7] Algt o} oz F2
o3 v, 24 %2325 55 (limb and axial ataxia)o] &
3ho] %7]5E Helr} ** o] wjio MSA-cerebellar atax-
ia (MSA-C)¢} ko] &5 5= Z9-50] 8ot dAA7HA
de vtE = PSP-Co| A, 2w o Agke] W o7t
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Al Z4o] BglslA] &ka ¥ AAIA “hot cross bun”
signo] WEEA| ¢h= Ao g deA] ot %2 International
Parkinson Disease and Movement Disorder PSP Working
GroupollA o]t 22 olFES ¥5HE &= Je M=
+ A 7ES AL Qe Foln, 2R g Fle
=2 y‘oh;]_

CBDE 2013 A28 Zek 7|Fo] wxHt” 7=
o] A&k 7|3} 7 2 kol o] vl 7HA] ol & 3
Sl Aotk A WA ool dL 7= CBDZ B
AT A5 CBSZ &2 CBD-CBSo|t}, o] o} &2
A QAEAS TR S4 A WA e B
ol g (1) 785 (rigidity), (2) 2531707 (dystonia),
(3) A2 EZ (myoclonus) o]t}, o] Al 714 F &
717 E= ‘:7].;<] ol FAE=1}e Wkl possible FE=
probable criteriaol] Z3HETH F HAZ oFF-2] Al 71A4] &

St = T 7R} B gt wlkebpossible B
-t— probable criteria®l] Z3H=H, (1) YF2v & thele]
Y2 (apraxia), (2) BA 732t o] A (cortical sensory
deficits), (3) ¥4 A}A] &4} (alien limb phenomenon)?]
ool dFHc}, Probable CBS = & WAl e] v A A &
= T 0 S8 F WA Y A 7A@ F T e S
] &2 A9 Wit} Possible CBS & WA w3
d @dE F 3 S )?3]""]' FHA L Al 7HA] 5 s
o] %ol ¥ 79 Atk CBsolr #EEE w3l

[

ol

528 A& (rigidity), 25 7Hbradykinesia)7} 2 &
ZHE ] e (tremor)E A =& #FHCh, R A
A AdS HolH, 37155748 Hole ARAld 2531%

ol dHt AT AATE Po] BEEHE At B
CBD-PSPSi= PSPS(RS phenotype)2 Ho|HA WHe] A7
o] CBD & Hol& o]y, CBD-nfvPPA 9IA] PSP-nfvPPA
9} Zo] 7] 21d7F nfvPPAE Holil Wo] ZgPrE
CBSE HY F 3laL, el &4o] CBDRE ZthEe 7o)
t}. CBD-frontal behavioral spatial syndrome(CBD-FBS)
= byFTD o] A3t A5 54, 47 WslE Hol, A
& 71 oldE HolwA, AlE3t 7159 o] gk F3igh
ololal o]tk whehA] PSP-bvFTDSR= Al 33t 7]%5-9] o)
o SE3Ehthe MelA Thrka st ol CBDeA
PSPl H|3] FA Y (}F93, parietal cortex)e] £4to] F
=2A7] wZol v ddeld.

MSAE MSA-Parkinsonism (MSA-P)2} MSA-Cerebellar
syndrome (MSA-C)2] 5 7}A] o} & o] ZA 5} Ho)

50

H71EF4olu, Z3-s B (ataxia)9} 2L 5 5

Aol Yel= S-S (premotor signs and symp-
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toms)o] LEFL}.” ol2fdt TS dR= )71 5ol (erectile
dysfunction), #FEw% A&l (Rapid eye movement
sleep disorder, RBD), 2% Zofl, 7]H@ A8 (orthostatic
hypotension), ¥HH| 5] gloH 2%

A gd wA Yelg)e @t Y MsA-pE w1 o
B ] 1SS Bolr|w shaL, sl 47
3] Ak S4E Hol7|E it v At IS
o] BAL A, Al Edo] glrk= A,
myoclonus, & 5%=3}o] Eﬂd A5 ¥hg-ol °L’3}74Ur o=
A, antecollis 5] lom 27| Bj52 dfolvt 3
Bohg 1 S5 Qo2 B FARE HIETHE
Kol ToAs YEETRE QI 2RSS Hol7|=
gheh, ey MSAdA B EE 9 7ES e AR
o] o] FElsAl EutE= 54l 9\1
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DLBS] A9 A+7](prodromal phase)7} *HEO] e
3 ek ® “Prodromal DLB™E 1715543 e 255

%, QIA 7154 o4 22 ¥ A< DLB 4 o dell ¥
H], o] X)L, QAT == RBDYF 32 4= Y}, McKeith
&< prodromal DLBE Al 7}A] o} 2 &2 -723}3]ct. DLB-
mild cognitive impairment (DLB-MCI), DLB- delirium on-
set, DLB-psychiatric onset ©] A 7}2] o}-8 o]t} *
MCI o]AgF 3714 o) 3HA| (visual hallucination)
o] §1-& 4% MCIo|A DLBE ZA] o}y ™ Alzheimer’s de-
mentia (AD)E Zx| Zgto] o]Ht} DLB-MCI= AD-MCI
o H3l 719 ¥ A7} ofd thE S-S WA Hol= 54
o] =], = AlF7HE 35 (visuoconstructive) 3}
Fo)¥58] Aet2 ®Belth” DLB-delirium onset®] 7
5, A (delirium) o] vl F7¢o] Yeh7] 70 oA
3 Aol WA¥skar, oF o] DLBSALOA] HA gk ¥ o]
o] Muke Ads= Aow wolgh ® DLB-psychiatric
onset- T $-2F0] 3 SR A5 ofnlshH of ¥h
T o9 ﬂx]")ﬂ/\ﬂ A A SR dElA Qi 91
£Z23o] gl prodromal DLBOA =3hwl kA o3}
2 3 A7 E=gol E Ao R FHHUY, A
AAAE ol that AT Axprt ¥ glot.” DLBOA o}
71E573E AEHH wie AR SE ARl
akinetic-rigid type2] I}71&FA o] o] 27]71A] thoks,
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APDE A&3] zldkslr] s Aol dezl %
oSl thal & ofsfistar, Al He] 2ol A, U
APDsZEe] Aol ), APDS} FAREE RS Mol Ak
Soll tfsl QL glofob k. AT A Mg FF ]
7}A] proteniopathies ©] ¥ 2|47l 3k
o] B3l disease-modigying treatmentsS BH715}7] 9
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