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The progress in pathological mechanism and imaging markers of cerebral small vessel disease in
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Abstract: Chronic kidney disease(CKD) is an independent risk factor for the development of cerebrovascular diseases, es-
pecially cerebral small vessel disease (CSVD), whose underlying mechanisms remain unclear. CSVD has various pathological
changes in the brain, manifested as various imaging markers on MRI, including recent small subcortical infarct, lacune of pre-
sumed vascular origin, white matter hyperintensity, perivascular space enlargement, cerebral microbleed and brain atrophy. In

this review, we discussed the impact of CKD on CSVD and provided an overview of research progress in terms of pathogenic

mechanisms and imaging markers.
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92, CKD 5 CSVD 9 % 5% % S itk Jg HA7 W1 A 56 M . Yao
AP g 4 B e M CKD 4184 CSVD B R T . A 0F
GEBR 2 25% AP i CSVD S 80/, IR B CSVD £ fifi
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CKD .CSVD % i ML il B 5EAR 24 b 9 1 BF 5 ik e kA1 2555k
LR w2 5 19 3 0 DAL, Ry s PR 3 7 4 AR 4l
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TR LR I DN PR B — EOA 2 A B U CSVD
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WG 25 S /N B K AR B 25 B 20T S D B ik, O
R B WK B oy 3R T R E R K E B
i K, LA 5K Ty , LADR 35 B A0 A A 208 1 B ) B0 Y
I R R 3 282 e 0 b v A 4 R A R R i A i R A
Pl T AL 10 P B I B R R Y 3R] B v AR A
Dy 5% B ML P 2 ) 52 0], 8 H I e L, HESE R AL ok BE
e ML B4 A S 75 /N 20 IOk R A JBOAR T8 LD B ik,
T AWM ATRE ), T BN koA | S B S B IR S i R
I, 0 7 A RO B O I A A B A R ) s T i —
A SO A i . — S SR B 1 s H AR
A 23 U /b WMH 1 3 J 7 SR, 78 B AR e 1M & A8 il
J5 ,CKD 4% CSVD A5 B A7 58 11 g 281, 3 158 B ] g 3 A7
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IR B L7 8 T R A S, Ay A s A B i 1 A TR
BTN Ry 2 PR ) 1 B B I R i SR e 2R B /N ER 40 | il
BN IREZ S E 0 S s = E ARk . Horn 55'7E
— S BE YT (A B T E]OLS AR FSE R I B 1 B
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