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T2 PRLIR 7RSS (neurodegenerative  disease)JTAH 22 TLAEA L N REMEATIE HE O Ty T2 B s B0 SRR, 3R BRI R kI BRI (Alzheimer's
disease, AD). Wﬁﬁﬁﬁ(Parkinson's disease, PD). WIZE 4 ) Z B 5E (Amyotrophic lateral sclerosis, ALS). =ETE ( Huntington's disease,
HD ). %% (Frontotemporal dementia, FTD) . JBU/R#ME ( Wilson's disease, WD ), & GBI S% ( Quantitative susceptibility mapping,
QSM ) BSR4 & SRR R AR UGB, ST o Y2 Uk S i, S W2 A Y A BRSSO B AE AR QSM H AR
B, CRIRHAEMZERA TR SCBRT h AIBF T BLR o

Abstract: Neurodegenerative diseases are heterogeneous diseases characterized by progressive loss of neuronal structure and function, including

Alzheimer's disease(AD), Parkinson's disease(PD), Amyotrophic lateral sclerosis(ALS), Huntington's disease(HD), Frontotemporal dementia(FTD), and
Wilson's disease(WD). Quantitative susceptibility mapping (QSM) is a magnetic resonance imaging technique developed in recent years, which can reflect

the physiological and pathological information of tissue cells by measuring the iron content in brain tissue.This article aims to describe the advantages of

(QSM technology and review the research status of QSM in neurodegenerative diseases.
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PRZEIRT THEBR S 2T a H B D REIEA TRy B s
SETTHEBOR |, BEETREL D SRR IR, SR rHE By
i, B WA IS, i RIS S R R T B A D)
AHSE, (2T FEIE TR, B TIi2Wi & WA bR SR
SRR . BEE MRIEOREIRWTR R, 722 MRT SRR ITE AN 2
By, e LR BUR ( Quantitative susceptibility
mapping, QSM ) BN AR HE B B 2 —, RERSVERG L A
TRZHL RS R, JET UL, ASCEXT QSM BRI & HAE
PRZEIRA TR P ol SN PR T R G 2RiA

1.QSM HY R4 s

QSM BASE—F TR AL NREILZER MRI £, QSM
PERE BB G SE R _ XA 17 AR 3AS B 2 ] 2RI R T
FE, BEBUBIAUSUS T 2 N A ZHR A T ™, (2, B
BIRURGIE—FiE M vk, HBBRIRRE L3R5 AEAE , ANBEXTER
VIBGHA TEslE, M, QSM AT EDULH i s Ak TR - s
ARAE, JEE AL A | k. YRS BRI R R LN
8 e 7/ DT a1 [ e R | EA N = | LA e S o i i O

2.QSM FERIZRIRA T IR I FH I J

2.1 QSM HARTE AD Hr ) FHilk

PR IRIGBRIT (AD ) MAEFRAE R BARHIR, RSN A
BIEMHEEE A tau BEFISH TS, WA SH TS A B Al tau 25
PR S i, RS PR S B RTTBLRT LAFE R AD B — 21825
Ao I, BFIE QSM BARTE AD HAIRIFME, K BT BIAR
AD BRHELARR, TERNGSTZAR, AD AU ERAZ . Bl EAZ ey
AL TR B, 7B A2 X, AD A4 i S50 |
00 S N3 N £ 1IN N0 T N1 7 e R R a2
FREXTHRZA™,  QSM BARXT AD FBE AT RERAT IS 5HAA 8
Du ST, AD LEEXUNERAZ . ARG B IR
BT, ZMERZRAERMES MMSE #7457, MoCA #4510
FHIE, IR — eSS TR S AR A tau BEIMLE AN
BONFIRESIFRES " i, QSM 23l AD &P & RN H
FIT

2.2 QSM HARLE PD Hr Y A kR

M4 28 (Parkinson's disease, PD ) J&: 2447 AR TG IR AT
PHEAE AR LSS KM RGERT s, B, PD AT

IR E2 NSy, BVMEEA 2R ERIE, X PD (iR
R, AR QSM Al R2+H: AN T PD AYiZHr, WFoess
FRIL PD JE ARG A B 5 TR HEZE , IR HL QSM 1217y
WEf LR T 247, —I0%t 48 44 PD HUEFT 20 4R VLRLY
JES BRAL OB GE 2], PD SRAETE R RIZCR R X S AL S ke
FEXTRET R, IR, ZAFsT R BHFen QSM {EY PD & is
S —E A", T &I PD BEE IR A AR
B QSM HARXS PD HBEMIZ S RUINE T, He SF[12]0F58 K
RN LR PD BE RS TR, I HIIRERY
WEACEAE SRR A 2 IEAHE, iX3RY] QSM AR B FIX 43 PD &
HHHESATY, HIGRIZT R B

2.3 QSM HiARAE ALS i kR

WZE4E =R ARE (Amyotrophic lateral sclerosis, ALS)IEéﬁﬁliﬁf/ﬁ‘
PEMZRT TIEEN, JURMIEFRIE K RIS R8I S M 2T D R
ALS B2 R B AEDIAREY) , IGIR L2 FAE, W SR
B AR R AR B T —4E LA ™, B AR WiHia e el R
R R e, ik, FHRISWr ALS BURQ A E R 2
HFTTUESE, ALS B KNGE 3 ¢ )2 Al SR e Xy B2 A
HOXFRY], QSM ARKIE I ALS KIS bREY .

2.4 QSM FiARAE HD i ik

ALY ( Huntington disease, HD ) Y AL 5828 fr it s
BATPEGN , BRI AT 40-50 2 ABf. HD BAR At f ik L A,
HPA 35, ik, FIHSWS AT 2ES80RE & o
HD FEMZEAFROLELORIA, RN REZCR A P A7 B+ 40
W, JFH QSM AIfEN HD BB BH B AR KAE" . Chen
%16 4 HD HE 14 ZAFRICELA R BRIES 3 B MRT A
QSM 4, BRI HD SCREFIE IR ik el et
WL T Fh e, xas SRR, W N BRITRR AT LA HD Rtk
JESR BRI , I AT R I IRISY AR BERT A= AR ) . Bergen'™
S50 1544 HD SRAE 1 16 A4 4E RV RC A REXT IR BT T QSM 34,
M TR B RARAE FISEAL A SRR S PR R MG, BRI FIFE %
B ZEG E, RS, XRM, FTLGE ALK
AT R U ER T HD 1 kA5 R R

2.5 QSM FiARLE FTD Hriy i FE i

ZFRIBE R (Frontotemporal dementia, FTD) Jg&5&RIHAS A5
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B BTEMZIBAT RGN, LOAAHRE | AR Th R miaEh
FEERI, [R)EAT LG I HEAS N F 450 5 RS S 2T Ry IR SE &
fiE. Sheelakumari ""SEMHFFTIA T 46 BIERHI-FREE (34 HilfT
RSP ATRA SRAER 12 (95U P T SRR AT A
&) T34 IR TR TS B2, ST BT 7 S At - 4hi
FABF A1, 5o, ARk el et ek
RO T IR, JFUR PR TSR R 2 BT, b
Hb, AL IUBRITURR Y 22 57 T LUK P X3, SRR R
I WA AR WHR TR AR5

2.6 QSM HARTE VaD H i F ke

MAE MR (Vascular dementia, VaD ) JZ48 H1hZHZ sk, B
S5 AT, RIS RERRERS | A2 R T AR Y
—RNEEEIAE , A H T T B RUS BF RS EL, BEERREA N
S AR, PO R IR B 540 I LA | K A L O R

(vascular dementia, VaD) H#342, #ageil, PEEMA FRRE
HIRZIER, A VaD ERRE 1.1%-3.0%", (i, DA
VaD BRUTBUEARIRCHITE, ATFARI, XL, KT
EPEREEAFIRERY (syMCL) SBETERUNRE SRR 5EA% A R Uk
EFFE, BAh, A SR REBURE 5P R, SRS
WP RIEASE, XIRFFEERAIESE TERITBUE svMCT AISGIAKIBREEA
JHEIEENE, B, SFEHE B RUIORITEAS VaD SRR S
HREE.

2.7 QSM HARAE WD HP N

BRI (Wilson disease, WD) MHFNIF GRIZAS:, R2H
YRR ILE AN, FO R RO T BT R P AR M 2 R 5,
WD R HANAM A RGNz —, Bk, X WD
Bl BIg AR T, Friesch™ S50 A, TERUREMRS, Ik
LRV A BTN, X ARSI PRI B, @A
PEENIE (BT, 208, EH . el B RmEausL, SR
X HRZAAHIL, WD HHTEE KIS USME A TGN, % Tedk
B, AEOUH SRR S (4 J 3 P UL ARSI 20 i P SRR B R T
TEMGPIRER) WD 835 b, BIIEAE T1 FT2 A4 MRT /R AAG
F| WD JBHRESECE, QSM AT LKHNE] WD BB TSR Ty
FNRGT A REBURAEIE ™, BONIRPRIZITE WD $2AE TR 2RI

3.QSM KL SR

25 TR, QSM VER—REi R IR IS Y S, B R
IR PR R A, QSM ZERAMIRT . N ML . 2B T A rp
F BRI V2 INAT o 324 1k, QSM HAR I R ZHfi R
N TIERLERR 1 o QSM &z T H A2 — NS ERABIFTE S
INTERFIEAL R AR, B, QSM A RAFRIIGIRMTRTS, A
BN Z R RGBSR LIRS o
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