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[ Abstract |

The incidence of chronic kidney disease( CKD) is increasing globally year by year, and CKD has

become a global public health problem. Researches of overseas and domestic scholars indicate that the patients with

CKD have higher risk of cognitive impairment( CI). CI is a transitional phase between healthy aging and dementia,

with a low rate of early diagnosis and poor prognosis. It gives the family and society a heavy burden. We review the

research progress of cognitive impairment in the patients with CKD in this paper.
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18P B WE % ( chronic kidney disease, CKD) J&45
H1 A i R 5 RS R 25 4 5 RE R i, £ 45 GFR IE
B PR EULAS 5 H R BA GAR S
it 3 A —FEe . CKD 1R RHRN 8% ~16%
O AR — A~ A BRE 0 2 3 gl B ) S0 A AF R
CKD 51A %13 GE f& 15 ( cognitive impairment, CI) )
KABHTZPNEN, W5 B CKD 2 CI ffa kI
2 ,CKD BE WG IFA A FARER CL H B
— B NHER 3 A5 CL R f B k45 1 1 22 1) Y
— LB, C R85 3 o A i 1Y) A 3 R I
VI 10 A5 CLP R0 CKD J 3 1 A 16 Tt LA
P ZGHMNE | IR A7 16 28, 40 S AL 2l ok
JEE G, B CKD 835 CL b E—4k .
1 CIWRITRERR

CI AR HOWE A0, 2013 48, 56 DR 0 27 P
2=(the American Psychiatric Association, APA) % 1.
TR B AT 2 B 5 48T (the Diagnostic and Sta-
tistical Manual for Mental Disorders, DSM-5) A R] T Hif
PR BEt C1, 4 ) HJ2 g B8 AL 5 iR Z ] Y —
AR BL, BEE AN 2L, CLEZE AR R &
oo B R e R, o DR B HG A 2, HL R AR R L ) e I
F e R MURE W PR 9 5 2= HIRBT 8 AT L I/ 45
Ak e [R) B 2 e 2 IR It i 55 7T 532 W 52 T DA R ) RE
AR R CKD 5 CT A —& K&, CKD 4 Ak
CKD B E HEAR L KNI REZ 0, H A B DhhE
K- TR CLI A AR BT ™ . CKD g %
Az CL AR EEZ WL, PRAT D RE R 1 03 5™ B, HLUO2
FERICAL LA S TRy o WFFEREHT, XM 35 R R
BEAERE R (JAERAS AN A A5 1k L[] B2
2R I A e BE RS S R v] BB CKD A3 3
CLyEmEE "
2 CIWRBEFEHAR

CKD 83 KA CLTERAR % bl A R IR Y 3R
B, AR AT TR CL ARG, B R 1 B H & A
FFREZZ [ i i i , AN RSB A AN —FE I EE
7F 30 Z4ER(T, Passer' * jli it CT 46 % B, 76 CKD
B RAE BN G S HBAFTEA [F) AR BE A IR 22 4, 5
PN RN B J2 2548 o A8 MR W 2223 iR )5
28 JGHE PR A I 458 BE. (silent brain infarction, SBI) |
ARt 155, X SE R Y CKD R EINHIDIBE T R 2
FH, SBIAE CKD KAL) 8% ~28% , BLIE
# N\ ,eGFR 7K3F-5) SBI 456, 24 eGFR 7£30.0 ~
49.0 ml/(min - 1.73 m®) i}, SBI Y % A= R f5 5 , SBI
AJHE AN CKD g 38 KA kA b AN RE T B LA K

AMMT o Thong 45z i MRI B 280 R 452
RPN B B AAA R T RE, K BL SBI FIHN 22
Ag b ST S B E R ) e B S TR D
H. SBL3& AT URE i i AL B 12 3 fiE ) K AT Dy i
X7 CKD 583 A 7R 33 U 3% 1%4% ( magneticresonance
spectroscopy , MRS ) £l , i 8 Hph 48 2k A AE K
AR 110 X 3%, - H CKD 4 i % ¥4 e )y iz
J1 Bt e SR

3 CIEEMHEXEER

3.1 MmETS  MmEFIAE CKD B 2R &
ML S, BIOR b Sl Bk A4 ~F- 18 ILIILZ , 2 30 1 58
PEREAR AR, B0 IR I, v 3t Bl Jeg AR
S 17 T 1 A 21 R = AT I Ol 8
Bk ISR T 2 A DA b A8 M R il A A2
(chronic cerebral circulation insufficien-cy, CCCI) &
BRI ERT 21 1 o A8 44 1t A A A 4 4
BRI 5t LTI I 28 A0 i A A [ A B ) B
2GR MAHA NIRRT, 515 & CLLUAR S
FEAR B AR o R R J5 v 5 A 28 00k e i k4 0
SRR TERT R BRI Hh mT DA P dke 1l R AU,
LT Ey CAT IXIURl 22 50 A8 45 0 25 52 B IR, i ¥
DT 2 S iR A EEE A . [, K
SO10E P fofe S ke I Pl A = L i A A TR R ) i
JRARALS , T 2 ] AT 5 15 SR A7 A AN R 3 G
AIERER LT LRI R , P HARR A AN A2 , 7T PP IR 2
W ILF AR R B % 1T

3.2 B #A M2 CKD B fei W IF &k,
TEAN A T R B I, 32 B U 7 A 20 40 i A
Z (erythropoietin, EPO) AN JE 5] #2, FT1M 7] §2 0 CKD
AR A D) R R O LA 1Y) e
K AEBERAIFAE R, TP . B CKD
A EPO Az i/ FZL A AR il R -1 2, &
BOp ™ H AT L PRFEAE R AR 0] Al AR 4
FG,5IRIFINT CKD g I BRI, 74
P IV P 28K 4R RE ) FARAIG M 2 2R ) (R 480 i, N M2
T8 35 BE NN 1ML 37 52 ( cerebral blood flow , CBF ) 3 2% fi#
KR A B4R DL, (H B R34 Y CBF 5 1A Zh g
AT, I A A AR B 2 3% 5 CBF Wz
TR FEREIX AR A & B AR AR, CKD A
B IL55 10 2 A i DRI Sk 2 348 in % VDA G, gk I
Ui BT MLAFTEIT , CKD B0 2 v 4 i AU i 1
J(HR 5.43,95% CT 2.04 ~14.41)""*' A[ I, CKD
HAR M AT CI,

3.3 KHUEBTZRAL KRBT ELAE CKD g
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AR, Horb e WL SRR A AL, AU 25
A, W s I CL, HUAN KR T
B AT EBE ) I 45 VS LR M ( vascular smoothmuscle
cells, VSMC) (i fQ 5 F I 8, T AL i VSMC % A= 45
fb. 7E CKD &b % GFR TR, IR 8D,
ML T v, o LB 5 I 5 45 - e PR A AR T Bk 4
21, MAGFEAR, S0 il /N 4 1,25-(0H) 2D3 (8
A=), DT S 38R AR 55 i b PR 55 IR R
8 R 0 IR S AU RR A B R IR 55 B ) RE T E R
FUMAEESAE " o WS 2 BRI W 2 00 30 ik 45 1k 1
T , HKP- 5 e R 30 WS A0 R 2 S AR ARG, I
WSEEERGIN 0. 32 mmol/L(1 mg/dL) , ARk ES
TR R A 2 T 0 2.5 AR Y B B )Y B
Bt R, P Z 5, Klotho JE[H #1255 CKD
e, HAE CKD 83 CI I A4 & S A d 244
Fi., BRI Klotho 25 [ fEN% S FGF23 <% {& (fibroblastic
growth factor-23receptor, FGFR ) %5 & 1 %5 #5 ik £h 14
1, [A) ) Klotho 25 I8/ id rl BER i CT 1Y A& 4 K&
JEU, di & D 25 ML R 7E R Ak
LR HI N BB AP AE— 2 BYSEIA , 7E P A
MARG AR D ] RS2 R4 FR Y A1
JH . CKD f 8 i il K i 3K 75 8 P R IR 2 1 30
7K, A 2225, 24 b AR T 125 mmol/L AJ
7 A B ) R R v IR 2 5 | ik 200 i kS )
P AN , 505 0 22 A, IR I3 I 1 k2 L
PR IO B , A HFOPR I R T s, T L v 7K HUAR 55
i 2T 5 RS M 2k

3.4 SIESINL i SAE S A A R il A5 A Y — A
HER R, AN EE, 78 CKD B4R N A i
T AR AN B SE S R A P L
MR, K15 M % (reactive oxygen species, ROS)
S %5 5 7 (nuclear factor kB, NF-kB) | i 7% &5
F1 1 (activator protein-1, AP-1) 1] {i& 3 4 4 4\ i B
I, TG H& A B vy 38 3k 9 PR 40 i NADPH %4k
ity , A fig it ROS 174, B BOBMEAE BF , n i 28 2
APy AL LA SAE KT o BFFE R B, CKD i
HZ1iE C & H (C reaction protein, CRP) | 4\
26 (1L-6) Fl MMP-9 /K V- 25 85 1F ' (i e N HE 2 2
Thvar , 0 ELXT S BRAE A A — 5 Y52, DL B S R 1
TP T R 2E S JORE A G A IMT B &g & T 1F
FOXTERLL ™ . ROSIL-6 NO iR RAE A 7 (TNF-or)
DA K —BEpREEIE 1 R R A 2 s BT, AT DL Bopp
ZLTUH MR A AN FE T, W 5| el 22 AR M, S B CKD
FEINFITIAE PR o 5L TNF-o 116 1 PGE2
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OB, TR 2 ROBR DR/ N2 2] T2 ThAE ™
AGEs(advanced glycation end products) 5 B W 4 Jifg
ZE 10 52K (receptor for advanced glycation end products,
RAGE) 454 J5 7T LA B0 V7 22 40 s 9 5 25 AL AT
K E S PP, i TNF-o 1L-6 25500 H 1719 5%
IRHE N, [R)E IR AT DLl i NF-kB g4, {2k A £ 30
BRCT-HWLAR L OCN . Chfal 23k, (it MAEE51L ™ .
R IRZS S Sl R Ak | Hi 165 B STy P PERAIG
W e R P FEAT, 33 CBF BRI 8Ot A
R BRI, I P9 R A0 M AR A R+
3 BURR, 2108 A i AN I T g | R ok A T
AERE AT 8 Jn s R 0™ 4 s NO AR R TS, DA
RS 1 A8 g B I 7™ B W J) 0 DX R i 2H 21
T, B P BONN T RE RS R /R S B >
3.5 WFBCEBEERR  85% L Hy CKD BEA71E
&1 (homocysteine , Hey ) Ifi hE , CKD 3 B9 114 Hey
KB B DIRE T BB T o Hey & — R &
B2, AR A Y, MK Hey Wi
T 10 umol/ L I, Ay 5[] AL e 2R I i ( HHey ) o
HHey 2 5.0l L4892 95 i 48 R GEaB AT P90 L Fh
Jel M AE B G B S R, S R Y A 6 [
FZ 0 BRI Hey KPXEF 212
W23 [B) B REAT T 25200 , Hey i1 5 |6 N if 3895 2
(R 22 T AN B T B 20 PR T 0 B e v mT |
TR CI™ o ML Hey WREES MMSE JF43 5 1] &
R GORE A , W i Hey ZKSF-RES CT Ry 5451 19
FAST SRR . Hoy X it 4 14 B2 40 A 14 e
FEMEAE R, Tl A NO 5 a9 /b NO 77 A m Y
T NO FEfige , DA T FEARR I A B AR A T 7K T , Ak
SESBKISFEREAL ™ . Hhey MURE 22065 P9 % AR 1 s
SR AR AR, 5 RS P B AR 4, T HL AR A
A-THERIKF Hey T R3R080/0 , 50 iH [ B #2128
S8 0 B ok A6 A A Ak XURS: . Hey Rl R R F 45
TE M N B JZE R AR  AE dR IR AR i A=, S B 55
A A P B A5 B sl B AR e LA TG 3
T R 8 ot P 3, 5 B DA B JBARR: I It 7 7
b 22 e A 75 S AR T, Ak 2= 4 S AN T
REIE | fRe ] PR A I BERERS . LoD Hey J8
AR B e A S A AR, S 1l
IR FEURH N DI RERERE . Hey 25 CKD
B CL R, P A Hey 7KF-, 42 i i
Hey /KPA BRELEIR CT B &4 R RE .
4 £5iE

4 Bk, 25 CKD 835 CL YR RARZ 95 A
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