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Abstract: Increasing evidence indicates that brain iron deposition contributes to cognitive impairment, but the mecha-
nism remains unclear. Clinical studies found increased brain iron accumulation significantly correlated with cognitive
impairment. Histopathological studies confirmed that patients with body iron overload had increased brain iron accu-
mulation. Several clinical trials showed systemic administration of iron chelation agent could slow the decline rate of
cognitive function. Thus, systemic iron dysregulation was assumed as one contributor to brain iron accumulation.
Herein, we reviewed the relationship of brain iron deposition, systemic iron status and associated cognitive impairment.
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1. 5] F Spatz i F-#iE T —4H[H Pantothenate Kinase 2
BEAERF T D SE: kB ATECM SN Th s R4, b (PANK2) & [F] 52 48 BT B 2k T AR AT Pantothenate Ki-
g T I 25 3 ek B AT T B, (kA nase FHOGHIHZ TOAR T, G PRI HEAT YL IK 7] b
BRI BO DA RN Tl BE B 20 1 AR B . Hallervorden TR ) S8, AT A TR R
DI B AU L A R A 710101402500, KBS AR FRR T X RO, A kAR S
13DJ1400301). AR B AR NSNS AR 7T H 25 52 2 AR,
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VE 2 H AU AT A COIE S, 78 B R 2% 1 BR O
(Alzheimer’s Disease, AD). Il 4 7 J% (Parkinson’s
Disease, PD)%& HH X #1252 1R 47 1 A8 2 I £8 35 i PN A7 7
BREDR. MR EIRSE T hike 25481
PN A B AR B AR, S REUINE A DR, W
FRoR, WS ERE TR RS BE AFIThRE T %
FHIK - Santillo S5 IE | — 151 2 WA A - SR AL 22
i M) 2= A5 A0 1) W O 28 J R DO AR R S v 8 R R A
(Neurodegeneration with brain iron accumulation, NBIA).
ZH R T 66 Bk, RINWAREAL: JHfi].
TH R, MBS, YLK ) BRGNS R R A0
WM IEAR R 7R T2 R R B 240« 0 BR R
DU “PRIRAE” )s e O3 244G 75 R B4 TR 1 0
THREURIR, It LABAT ShEB 0 By W Y. 6 U e
o S S A1 LA P Ry, R R R T A
- R - Fe i e B R R N 5 R Th g
NEREAK . 2R RSN AR R
FE AR MUV G P BT o PR 2110

A RIER DU BIFLHI B BT SR RN S .
AfF FE 4R 7 i A B 1) S DORR BT R 32 A0 A AR DR
M52 . Eng SR FXT 3 A7 R RS PR AF AR AL AT T2 11
BE AT TR, A8 S U e R 1) A
P WD O, FFR I i 2k 8 A kR B i
AR S5 FrA B G &E O Kk E A
MPBER R T IEHE, R EMmNE S &Ry
s (A, FEIXES g 2 AN g R Ik = DT . Eng
S I IRAE— A BB T Y R IR ) S B TR, HRR
TEI S B R, T RE RN A 2k B
ERIBE T AN, R AL B L3R ek A 1 T
FEFH T, SR G ) ROE F kB ARG, SRR
B 8. 1% 26 R 3 2R R & hepeidin 7K 552 35 BRI,
F 5 R DU B B35 IEAH O, R A
TIRAL S A SRS BRI o R A SRk
DURS AN RS 58 5 A FN D Re 45477 B AR S Pl —
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2. SRR IIA RIThBER A IR PR 52

A 2 WU 7T R BUIK R TUAR 5 A KN 2D R B A 2
PIMSE. Zhu SR ISR B B KL AD i35 XL
Ml S T, Fekz. RAAREAUCIRIZ B & & 52
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TR REZE, BB T K kTR S AD B ARN
THEEH 0™ B AL 5 E AP, Ding &5 A R sk
FRAG A 8 AT 20 407 BR 7R K e ER A A o P 5 Jk
Mo IX AR, RIX LR F S X RS =R IE
WO I R, HS R SR seR A A
(Mini-Mental State Examination, MMSE)¥-43 % 5 F2 &
FAR, Haller 25 R HI ARG F AR R I, SXt
M A EL, B2 2N A D) e 451 3 (Mild cognitive im-
pairment, MCI) & 45 045 1 Bk 5 45 00 28 5 1) 8k & =
BENE, HERE B0l X4 MCI 38 51EH
Xof IEZH (HERf %6 84%, HURFE 89%, FR A 85%) M fx
EM MCI 5 kR B MCI(HE# % 85%, HUKFE 84%,
Fr SR 839%) M. MR K 2 B R I BRI IE AT 0
(R4 2208 B 220 T R, IR ADIMCI i3 1) B =
AN 38 A IR R TR, I R AD J838 /1N PRI
JRANA P & KRS R, HBEE N A ThRE
AT VRGBT = o B TR R AR RS IR S B0
AR MEREIR A T AD BIR A, H Ik T i JE B
S X A S

Kirsch J & [A) 554 i BUBIMBUSUE B AR X 73
AL MCI B3 J 39 AriARIThAE IR o j 25 1547 50
HIIBEVT . TEREVIHIE], & 2 FEREYT 1 YO M IhREDT
flis B 9~14 AT LMREILIRBE VG . BT 45 AR
WHIZhREIEE A 2 AANRITIRE T %, #H A MCI
H, 1 NHAFRERAL: 4 Nk . s ar MCI 4
46 NIAENDIREZK T REA B, {528 MCI 4H.(24
N B A 2 i Bk ae): 26 AR EnTh gt —4
NN R A . Rk, EARIGEE R, IR X
M2 33 A\, MCI 423 A, #iR4 27 Ao Kirsch &
XFIX 58 1 SZ AR PN 14 B X (1 i U A
BT AT R BEVT R SN EN T BR T B BA SR A
(i R 2HL) 7 A 57 R A AN AL A5 B 7 i AR A B I T
I8 AT 5 A KN Th R T B A B 2 I % B4 K& MCI
P2 RFE, S EOGR XA & 2k A
ST REAR A i A i I R TE B R AE DG, BRItk
PR 2N A TR N S i A 2k B e TR
1 B YIRS, Edith S5 T 10 AR ZEN
(B3 &% 5 ) MR UTRIE Gl 5 N E D Re (R AH G,
I B 2 PF4) (Dementia rating scale, DRS)FIVE &
TG P 2 I ] 8 K 5 R bR A% R 58 4% R 8k e 5 TR
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FHIR: T MMSE 43 FIEC7 455 Wl % (Digit-Symbol
Test, DST)V-4 0 K B F b i) Bk iU A 560

3. ShARRE S INFThEE X R VISR TR

i R FE o, AR BR S 5 T BE S5 RN T e
TREARSE. Lam Z5XF 1451 A7 AR THEIX A 4ERR KT
60 & (W E R NBEAT R I IR 5, Ao DU L 375 R 25 1k
EEEYR R AHT 12 AR R R VY, BT
FORIL: BHEH MRS &S5 KM idiZ a2

“U” FIEREL BMERTA 2 E Y, ik e EY
EEO R 3R K I ) Kt B E . E 849
BrActE &=, MIESRE B 5K i
12 B E 7 71 B AR e,

Schiepers A [A] 5% 818 fir R R & 4F 2 i # (50~
70 Z)HAT MIE AR FR . HFE JEHAN, Faid
INFI T BE 2 (Visual Verbal Word Learning Task, the
Stroop Color-Word Interference Test, the Concept Shif-
ting Test, the Letter Digit Substitution Test, the Verbal
Fluency Test)IFAtiIAENLIRE, FF@EAT 3 FFEHIBE VBT IT
FENZH I R T T B e R, Ak B B iE 2k 5 &
T+ 5 52 3 R E AT A %N 3y g (sensorimotor
speed, complex speed, information-processing speed)
B PR 5L, SR, Milward [B1BA3EAT B4 56 M35

BB SON T e Ok AR R I TR FE A4 B — B0
gESL. HhATILE 1994 4F, 2003 4F 43 A% 800 47 fE A /E
FEXFER KT 60 2 (124 AT MTEEL, i
BREAWAME, MERES: FKEEHSIMA D6
M3(The Cambridge Cognitive Test, CAMCOG), I E
Sl 22 R AR 3K, RO RS 15 13 K P K
(National Reading Testing, NART)X} 22 HEAT I\ A1
ViRediii, CAMCOG < 84 713zl , W& Hilm
PR g R TS B 2% (Clinical Dementia Rating Scale)i#k4T
AL GRS SR SRR S A g AR
WRPR IR Z R, METAE R 5N F D 6e
T SRR, A5 A et B SN S Sh g e AR 2 )
KA T T 12— B Im PRI R 5

SHTIREE, R RES ST TR AR VPl SR AN R
R BIEART HIHE NI Dh e R 7T 7 A LRa 1t
L ERM AT R ER . BHEE LS E
FALHE: MMSE, Z AR IAENPEAf (Montreal cognitive
assessment, MoCA) . ¥4l 12 /) &R 4E Rey U o 1]
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EF MK, California 15 2% MK, FHRICIZER
& THEPATDIRE ER A, BT, 7
JUREEAELI, 1SR NS . Milward 7T
W RGN se vk 58, 1T Schieper JUIfSFH 52
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Mandel Zrid T 2 Wil KI5 ) P sede 3 © R
IRPE 2R 235 T 2 3 PR AIC AD S5 48 2R G A MR IR K
AR, UHEE 78X+ E S0 J)LA R (Catechin,
EGCG)EA—FHtaMA] BB SR R 1EH
U], 2Rk 4, W VK-28. M-30. EGCG. fi
24 (Desferrioxamine, DFO). & L¥£ 1 (Clioquinol).
Ik 2% (Piperazine) ¥4 i #11#1] APP 4= & 4 (Holo-protein) i
Rik, Wb A s,

Jiit 42k % (Desferrioxamine, DFO) & i 5 FH TV 97 ik
A EAH SR B ST, WK E FDA ME—48ER
#5857, McLachlan #4710 —TRFSE 2 FE B E G IR
WA, 48 Az AD (1 & BEHL 5> B DFO ¥A
T4, 22T A ZEL (1 R BN g i) A 0 EZH . DFO
WITHY, T EHEE 12 h JINFESHEE S 7] DFO
500 mg, HELLEN 3d JEEE 1d, FEJEAkEELUAHIE )
FERIT 2d, EiF 1d. #BILEEINATT 17d; 2
JE A8 LAAE 12 h LA 125 mg 2477 DFO 4EF5iA
JT 2 4. IR 6. 12, 18 A1 24 MNHK, WFIRLAR
I3 UE ARSI 2 H AT AR, FREIR
I 12 A0 24 AR, HF RERANE /I ER-BTR
(Wechsler Adult Intelligence Scale-revised). 3 KiciZ
% [ (Wechsler Memory Scale form T )F1pg 77 ki
I i 5 (Westen Aphasia battery, WAB)X i 5%
RE 1. 181001 BB F /e 1A TG . ARl
12 #FH HEAT AR 18308 3 #sr, A Xis
B EF. PATRES ). BE—ER o XA N R TH ,
IR 58 I H o BT A 5 H ) 2 B SRS g3
W e O H 1B o LR i e 435 o AN IR B[R] —
BE R HATRIENE, TS BRI R 0%
ZARE IR IE KBNS . 28R BN, BEAANGTT
YRR HEAT N RE 70T 1 18 R A H At 7 4 52 K5 B
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SIZE(P = 0.038), 7% DFO ZERFAYT ATIRLE AD it
F R R R Y

% —4K 8-OH MEmMkATAEY), EMiF2E, Clioguinol
(PBTL) /& —Fhih &4 & J& 25 1 /i #5577 (Metal-protein at-
tenuating compounds, MPAC), Z& 8k . B4 )8,
HA WD AB TR BGEERR AB ITER, #iA A2 AD R
T IE 7 0] . Ritchie HIFATE 2003 4EHEAT 7 — T EAL
WE 2 WG ARG AT IR . RIS 36 A, &
I 36 A7 BT R KR R B 2 4(TE4 18 N),
433 IR Clioguinol 5% %2 & 5. Clioquinol 1R
N B 12 SRR AR 250 mg; 13~24 A4 KR 500
mg; 25~36 JA& KAk 700 mg, RFRZIFIELS 2
R . 7255 4. 12, 24, 36 FIBEVT & N ATl fe
(Alzheimer’s Disease Assessment Scale, ADAS-cog
) B 4 ARG AS. IEME SRS, B
I 32 A EFHTE GRS, SR, (25 20 JH, MRA
Clioquinol ZH1.2% ABA2 B FH AT /K 22 T B s T %2
A A R ABA2 BRI KF 7. 7E28 8 Ji .
32 J& . 36 JH P A MK ABAO 2 DAL AR (ki
#o NI, PRALETA B3 k2 5 ADAS-cog o484
B REES . R IE EE 5200 R, IR
ADAS-cog W4T 25 /i EE AD B #E AR
Clioquinol J525 4. 24 FRIARITIRE/KFT BRs B
SRR 20 2 B e,

5. INESRE

VF 2 Wi PRAT 05 7 0 0 k5 1 e O 0 v i Y
BT T] 51N EI DI RE S0 o B R 351
S EZRH B ANPER, BESFINETT AD.
PD 255 kA QI 7 H AR SCHRR T R (BT ) S8 s
(HAZ, A3 RERE AR BT 25 e KA A i PR 106
UESE. A RMERTUR . ANE B AL S50 Th s
AR [R5 A BB FE H RIS D FAFAE B 2 SR BRAX

PR SRS B R AT BRI L, Ay
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