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WM. SRR B/A W TSB W fE K B i L i b i 25 0
RN AKT, T EA AR R 2 E HE AR R RN
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PR OK s 28 e HE SECY W Jr BT, 4 B/A B K F (6. 32 &
1.40) X 10 ° W R 45 738 YR 97 . Bk, o 5 iF — 25 JF R KM
ARG A S 56 4 DT AT 38 I s 1) e B/ A HLAEL.

3.2 EEREEMZALIERE (1) S100 & A 2 — bR M A5 45
BEE . EEAFAE T A 2 5 G0 0 LR A 2 5 J5 41 1
POV b AR B 28 R G AN M B 45 B S-100 M IR R B
A P 232 400 I R E AL ML S-100 &
PR S B0 8 5 A T AR bR . AR R STV AR I R I L AR R A
BT TR A 7 d Ny 84 Bl Hi A= L4y 9 2 A
e M e A X R PR AR R R R 4 2 il v
S-100 FEH TSB.WE & H K- 1158 B/A fi. &R 2 A®
JHZH S-100 & & /(0. 36 +0. 14) png/L1 8 T2 A % IR 41
[€0.2540.07) pg/L], 22 54 G it 2 3 L (P<C0.05), & H %
HAH S-100 EH & &5 B/A WAH 2 IFH 6P (r=0. 509, P<<
0.05) ., R HLA S-100 & A & &[0, 4040, 09) pg/LIH
FR R BRI 0. 28440, 05) pg/ L], 25 A G il 2 8 L (P<
0.05),5-100 FHH &85 B/A HAE L H %M (r=0. 356, P>
0.05), FHH&5IE . L% S-100 4 A B/ A LGB 7T V8 Ay . 10 Tl
TN AR 2T 2 1 25 35 kRO SO AR . W I R T B S LR IR AT %
i 995 A BRLILYE S-100 7K - K AN (5] B 8] 50 il 41 21 S-100 28 A K
K- A BT R S-100 2 AT S B JIE 2T 28 i AT B 48 BT 1Y
PO RE . 22 AT 3 45 W EE RH 21 2 iR 5 11 BRUA ) B i)
IR 2H 21 S-100 mRNA Fih 284k Jz S-100 % [ 357281k , 4347 18
7~ S-100 mRNA 122 4B 7] S-100 H H B4 #—E. S-100
TR R I R 0 AT SR A AR AR . (DM E TR
1 475 B2 AL B (neuron specific enolase, NSE) & # & 70 &t & N
4315 200 B P — A b i T 2 A AR T ORI 28 T AN R 4 P 3
AN PY S 240 28 0 H5 45 B3R BE ) L 3K o i) NSE 3 A A
(CSF) ,fgi CSF o NSE ¥ B 3 w5, [ JI0 21 2 i i 45 A= L I
Jiti 5 F& (blood brain barrier, BBB) 5¢ #& 4: (1) % TR 2 i i35 1 ) 384
Ji.ffi CSF o NSE B A ML S50 1M % NSE F & . J5 57
SR BTG NSE /K P43 87 & B A LG NSE 7K - Ft
1o 55 1R A 2 A IR0 2R I RE 3 I i 40 T AR A 6 L T SR Il R
W i A 2 BT 2% i RE AR L IE 213 M5 1) — A O 2k 48 A
2 AR R B S B 4 B ek X 98 i e JIE 40 22 it AE K 30 451
fa B2 H A JLAT ML NSE W5 . %F 66 i NSE F & 1) 8 A=
JLAT IR W7 3815 & B A (BAEP)Y IR L IF TR 5 12~18 A H i
TR E ., SRAMMMLARE LT m . P EA BT
4 NSE it i, 5 A BB ERAERI¥E L (P
0.01). BAEP 57 % . ® ek & #5 8(PDD K iz 3 k & 5
(MDD F BRI m A S50 R BT a5 T R4
() LA 19 25 B A Be it 2 25 L (P<<0. 01) B FE &% B 5 5 vh i
Ths 4 ) 22 S G2 L (P>>0.05), 478 NSE A L7 3
OB W T A LR IR LD R i
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BAEP 0, I 5 ) A L 45, AR I 35 I 21 3% 7K SF- SLAE 45 4
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18 4 B IE 9% 9% (chronic kidney disease, CKD) & 3 Jig 1L #hif
ZEAUARX T AR A % . BRI E ALY T CKD B .0
14 ¥ 95 (cardiorascula disease, CVD) Sy kK 4 &k B H A &
TR . ARTT 225 % T CKD 3% 190 8 R 1 I AE T
W, CKD 35 W & B E 2 AR F K . 7R pa A3 A0 P 40 0 2 fig 35
Bl HH AR TR AR EEL IR AU AL E CKD B3 19 48 4 Al
S L OR A Al TT 2 25 1 B B R s B R 1 2 3UE
XTI A CVD & g SF A FISE T2 0] Re A W TEME T .
A3k CKD #0345 Je RS R AL I 48 s L ST R M TE X 2B A
e eb 0 RO 5T 3 R AT R
1 CKD Z2HEBERSEZIANFS MEMIERENX

CKD 84 th T8 DhRe T B N PRI 3R AL L 9 20 W 5 LR
PR S5 D TR G A 35 L AR X T 38 i AR B & A AR
PRy I3 e B ) B L R R LA 2 R AR R L 5 B
B AR BB A, DR R B . [R) B 3 i 25 L 3 3% B A 40 A K S
b BEE T RE S B AR L L TR B A D 9 N [ A
AR IR AR A 25 L A0 R B AR & A A A
TEAREA Ko 2 R CKD S35 b =l (TGO LK R &
TG A %5 BE g 25 11 (VLDL) #1 v 45 %5 B g 22 11 (IDL) ¥k B
Thms o B RG  E CHDL) W BT B IR B (TO) LS &
TC WK% B2 AR 2 1 (LDL) 3 B 78 1E 90 L 2 2w R
AN AE BB 3 48 R 4 5 I 5 % (ESRD) i % R B TH &, 18
CKD 5 A Rt & [ R, il 3 TG, TC 1 LDL, VLDL,
IDL Jt7 , HDL 2 & FEAIG
1.1 TG.VLDL il IDL ffRi 26  CKD & & fg Ul &l
B — KA it TG LA JCE & TG ) VLDL Fil IDL ¥ BE F+ 75
G X — A i 5 AR S A n A gy i AR TR
e o, (1DCKD B3 8 A I 5 2 H 0 dk 2 1k R 5% i
YT RE TUHE . 5 BUHE AR W5 il A JH- 41 20 23 08 9 A 2 11 AR Dy it CLip-
oprotein lipase, LPL) ik F i, TG #l VLDL ¥ %53 FH .
DA i 3 o TG A VLDL W B2 TH w5 . (2) I i 4 43 F0 5 445 AL
Wiy VLDL Z i H %35 T 4, VLDL 3Z ki 2>, VLDL ¥ Bk
BEf, BN VIDL W Th . (3 FFHEAR % I8 2 1 2 1k
52 [ (LDL receptor-related protein, LRP) F ik T i, 53
IDL 3 BRBEAFE . (4D JHFJIE AR V5 6 2 BB Bk BG . fff HDL iy TG
I, TC & &7 T B, 5 3 HDL 1 IDL ¥ k3% £, 7] i
IDL 1/ TG 843 /K fif B B, BELER 17 IDL ] LDL #% 4k, 51 2 i
% IDL Jhi .
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CKD #BHF M¥Kh TG Fh e AU B T 8 H AN bk ix st
il A 2 A P I S L T ELTE — AR B e TR R AR
G A R HE AR X S iR A e CKD W 45 5 kA E Ak
J I FIUME 6 A0 B 5 0 R BB 1 48 E A0 8 AL BT eI AT
1.2 TC I LDL ffQBf 3L 3-)% H-3-H 2 & Bl A A
i JE i (HMG-CoA reductase) il 7o-F2 AL 43 3] /& TC & At
R 3 i AR A e R b Y BRI AE LDL 32 {58 it A+ TC
FBREC Y TC AR5 . 78 CKD K BUBE T 1 34 W 4 i
Hl LDL 52 {7 1) 55 K 32 3% 5 % B8 4 AH Hiﬂjiiﬁﬂﬁéé#@_ 5 Il
PRt CKD 8 4 1fiL 3¢ TC. LDL ¥ ¥ 58 5 1E % 3% — B R A4
EAEEA K& 8 R, HMG-CoA i& JFUG 2 358 i, LDL 3%
ARG BE L TC & B3 . S0 A, i3 TC K& &% TC Y
LDL #e B FH " o Beli A BF 58 & B 3B 4T A 3 19 1L 3% TC 7P
HEBEWH TR Z A AFAE AR B3 TC o BB,
HIE TR . R R AHOE KR R T AR S ESRD &K 1 #E IR
NLFIE A RA K. HA R CRuE A (CRP) LA FIAK H &
I A9 ESRD g & £ TC M . Liu 25 BF 58 & B
TEA W] 48 AE S FIE RN B ESRD 835 b 3% in i 3¢ TC
TR T IR HPE T A TR PR A 3 A ) IUAE RIS FE A B 58
SERY ESRD S b, Ho 3¢ TC Wk 5L - R R IEMKE, W
I, ESRD S35 ik TC i iE & 5 A0 H B A W] R AR R 25 A
BRAR, 5&%m NHEAR R, X 2K & WAL TC F1 LDL i %E
TR T 4 F 5 ™ g AR R IR .
1.3 HDL R AL HDL ¥ B T BE7E CKD & 13y 7] L
F|, Ik HDL i iE — & LIk A #A R 2 51k CVD k1 — 4
WEE K. BRI HDL ik B2 0T 4F - 16 R E 7 g
RBEALY — D FZ B, EWOFR BR S8 CKD & &
CVD KU ) 25 K 9f A 2 HDL ¥ B F [, T2 HDL B
R 5 CEI ik = A [ 956 9 HIDLS Ja) & 5 BEL 1] B2 6 59 HDL2 #%
FLBE 3D HDL o JJH [ B lg & & F e, TG & & b, 530 HDL
A5 14 S T I [ T 7 52 3 i LA B T 4 RE R AR AL I I T E
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