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Correlation between white matter hyperintensity and
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White matter hyperintensity (WMH) has areas of increased signal on T2 weighted imaging (T2WI) or fluid
attenuation inversion recovery (FLAIR), which is also called white matter lesion or leukoaraiosis. WMH could
become a biomarker of Alzheimer’s disease (AD) and predict the occurrence and progression of AD. There is
likely to be some interaction between WMH and AD pathology, but more researches are needed to clarify this
interaction. WMH can predict the change of cognitive function in the early stage of AD. However, with the
development of AD, the impact of AD pathology on cognitive function will play a major role. The detection of
white matter microstructure can discover white matter lesions early and prepare for the predictions of AD in the
early stage of the disease.
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H AT, 322 ML D) e R A 2 s ok 522 19 B
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PG ke i, — TS A A P s T A
604 KX UL AR N, BRI R 4.86% .
F20504F, BHRAE 1 BRI, i83]1.38
12, ADSEFAE A e WL F A A R A
N2k i & ™ E, ADE W — 1 KAy 4Bk
[, ADHR A FRALEFH M ANE i, HEHE K&
FEEH K = YT . HRTE KR 2 £ X AD
BYA BRI ik, R, 7EADSEIR H BRT Y B
A G bR 75 9 ok T v & A, IR AT R T
TOUAE 28 595 1) 1 JRb AR A B L

1 WMHABERL AADH “I&RIE” EMIRE

ADALE 2B B s R HIF B B A R B B
SHI R T B B A 45 58 B2 D D) BE R A5 (mild cognitive
impairment, MCI)%H%I]MCI?’;J}E%%H, EﬁT{AD
s Rk, H A SO SR IO PRI, PRI
HH A R T B BN T R R SAD A B E
i A T B B 12 W 32 EEAROR AR G A= WA A W i A
UL 7T T et 7 N [ T I =W S R S Y E P S
B9 Hii 7 W (cerebrospinal fluid, CSF)FrEY) FlI4
AR AR Y . ADZH 2 B SR kAR O B
KRR 1 (B-amyloid, AR)TE BLAY 1 28 % M BE Al it
JE W TR AL B T taw B I v B R E AR B LY P 2
JREFHEgisy, T HLRE, CSEPABRMtaut A
K- 38 H A AD SR B B A kbR G . gk
WY R A RE T T BRI EAE T, CSEHP
ABKFEETF I T RE, [FIAE, CSEHBERR fbtauik M
(phosphorylated tau, p-tau) il tausk H (total tau,
t-tau) 7K~V (4 = AT LA ME A BN A D (- R 0 1
Ol AD YRR B 3= SR A 2245, JUH 2
ML, W FE G T MR AT R A, (H
55 17 1 B S 8 25 B B A AT AR T % F CSF
i i A B A R AR BB e, T 2R 4 4
FARBR W) R RETEAD B B & LA Re i, TC Y
HZ&W, FF 0T ADAE R 4 B A st m A ) A A s
YT BIRAT AW R & . WMHAE Sy il i 95 1) b
AL, BUA MOk Z 85T R SEWMH S AR S K
BRI & AR EYIMOC . oK. ADBREBR T
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FE—A YA g i, UEIE R A B WM H R
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G fE B N R FMIMRIAH C AR F & . B2,
WMHAMOZ NI AR, 7TEAD ARE, b

S ADYE IR BB H ATAD MR IE IEAE 1 LA
Yibn S W 0 £ TT AR, NI, TESBN AR
B Be 1 A2y bn A5 W =2 1) B AR LR R AL AR AR R
B BRI A AR R Y R A E
JackZF R H M AD A W bR R AE SR T, HWMH i
RIE— ARG ARG, n] RUINSE I AR AD
o B L4 B 2 T] Y B
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WMH 5 AD Y BN Z A7 R H R &R, A g
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ABEPWMH B SR TS 1 5y A% B i K
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W8 5% WM H S AR FR 5 R 5 S AR B A DG
IZWF TR LB, AD B B i 25 45 19 X 3R 500
1E % FMIMCIFY B i T WMH S BOK R 25 455 117 X 8
MIES, #E—2 U0 WM 33 % ADJ B9 45 4 e
A, HADIE R PN ZE A A W, FE R T
R, FEWMBX 2 A R O S i 52 B, wMH
A LAYE T t-taudl (X IR Z Z 465 520, BICSErh
t-taud (K FEAGHT, WMHIRBUBRK, HIEZEZE
i PR B, WMHAE R B MCIR AD R 3
FE R K I t-tau i (A H, CFP A0 AL B
Fi4h, WMH PR FBURT LT CSE H t-tauk H A9 AR
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i — 25 U I WM E G PR )23 22 40 1 52 1 7 T t-tau 2R
FA X PN R 25 45 52 0 o 20 58 A WM H Fllt-tau
EOHA—E 2N ML R R, (S E
XTADYR TR A e B & IAE A . O3 — Sk W T i
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TEES] T CSEFH t-taufllp-tau/KF | 4FEHE . 5 HE
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Ja, XA A SRR . REWMHSAD
WL E R AR B —2, AT LA WMH5ADH
PHAEAE PP AE AR EAE T, B — ol 38 0] BE 52
i 2 9 — PP B . Freeze 'V ¥ . FEADIG KA
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s ScottSEUTMLEg . K AT RS, CSEHIE
FKAF- 9 AR AT TN B HE A WMH . WMH 5 AD Y 3
6] ) 1 R AT T B g ket — Ui . AR
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M T SR E YIRSk AD
Byt RAS AL, AR AD A A W bR SR 2 ST
ZI¥E ey, WA RN, RIREE AD Y R Y
J&, CSEHAPKTIRIE T, 25 Mauf 1K
SEEG M, S IR ES A el AR R R R
W EE % I, ARORWFIEA N 1 EWMH & 7
Al LIYE A AD B A Wibn B, S5 8 YhR k&
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AD P E 2 R FR I NN D RE R , WMHAE
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RERY M R R[], WFgE U % BRwWMB T A0 T fiE
1Y 52 e 32 2R AEAD B R B B, BIMCLI A T
JEARI, fEMLZ )5, ADAYRRAE 06 B kA 4 i 2
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MTA) XA HIR R B g 5tk o IR, I g iR
YRR — BB i, WMHRA 3 B 10 52 i i ol
W36, 1E—T0 LAMCURIAD A B (25 % 4477
MCIHA TAD AEE, WMH 5 S TA 1 T fig 14 7 A
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B WNE ., s LG, WMHRE GRS
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5 - 0 R R IR TG 30 P00 g PO CRAE
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A TREIKPU ™ EWMHM A Em . tboh,
ADJG WX = A, R, JEOR
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4 DTI ®] LA7E AD B HA R 8348 I g B fi
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BT LR WEE, WMHYS AD BT G877 76 3
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WAt . Wik, S —MEAD R, H = TAE
AR I 58 R BRI 2 A 1 5 A Y O R AR A
B, fEADW R B B, kB0 SOV 45 R A AR
S H R WU A (AN T2WIHIFLAIR) 7] BER 5
RN AR A . PRI, R A i B ROUE 4
A 14 725 Ak T BE R A4S T 55 A D BE 2% A G B9 LR
fii AR AL B AL 2 o SRR 2 B4 (diffusion tensor
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b, HEw IS 808 5 & W) 57 PE (fractional
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