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@ OE: HW WS R A - 4R 0BG BT ( maintenance hemodialysis, MHD ) 8 254 A [F) 712 B 22 ( homo-
cysteine , Hey ) (17K P B ARV S50 5K A o 5SS B2 (intima-medial thickness , IMT) FIS#SHEBESR AR LI . Tk 1% 2006
AF6 7 %2007 4F 12 J FIRBEAEBER T2AT MR LIR YT 14 72 4 REEAE B (B4 38 9], 21k 34 f61)) He AN [R) i i v Ak 5
KO3 N Bl MRGE T4 (HD 4 ,n =25) , MRS T & IF Mk g 40 (HD + HDF 40 ,n =30) , V5 BT & 9F 3 821 B AR
JBYT A (HD + CRRT 21 ,n = 17) {@FRXRRZA (C 2,0 =25) . A7 1 AERIRITIT R I E 3 41835 T Hey KK, [A]
ST 3 TR 0 2235 Sl 7 R AT S0 sh ik IMT A A BEBR A, &5 MHD 3% M3 Hey \IL-6 \MCP-1 .hs-CRP /K-8 i
o FEEEXT BR4L (P <0.01) ;HDF 20 F1l CRRT 41 B YA 7 /i L7 Hey 7K 2 3 F (P <0.01) ;7 HD + HDF fil HD +
CRRT J&¥7 19 MHD 35 1 4EJ5 %5 Hey 7KFB AR T HD JAYTAL(P <0.05) . [RIBS#8 ik IMT {8 | s A A Ak BE S i) T AR
/NT HD JBYTH ; Pearson AHICAHT iR MHD £35 [L7% Hey K5 High ik IMT Fsi e 6 AL B i) T AR &5 2 (E ARG (r =
0.46,P<0.05; r=0.52, P<0.01), &5 Hey &0 M55 S fE RS R 2, HD + HDF F1 HD + CRRT J3yr fE B &1
[ Hey, tes MHD S35 Sh kBRI AL Y 4 A S G TR IR I AR A7 3R

KR MBAHL ; ShBKR R ; [RI R B R 5 VA 9T

FhExE9SES: R36; R459.5; R692.5 XHRFRIRED . A

Effect of long-term blood purification on homocysteine level and atherosclerosis in

maintenance hemodialysis patients
LIU Ling, ZHONG Ling, FENG Li-ping, ZHANG Ling ( Department of Nephrology, Second Affiliated Hospital, Chongging
Medical University, Chongqing 400010, China)

Abstract: Objective To investigate the influence of long-term blood purification on atherosclerosis ( AS)
in maintenance hemodialysis (MHD) patients by measuring serum levels of homocysteine ( Hey) and carotid
artery intima-medial thickness (IMT). Methods Seventy-two MHD patients visiting our hospital from June
2006 to December 2007, according to their blood purification mode, were assigned to three groups: hemodialysis
(HD, n =25), hemodialysis + hemodiafiltration ( HD + HDF, n =30), hemodialysis + continuous renal r
eplacement therapy (HD + CRRT, n =17). Another 25 healthy subjects served as controls. Serum Hey was
detected before and after one-year treatment and meanwhile color Doppler ultrasonography was performed to
check IMT of carotid artery and atheromatous plaques. Results The serum levels of Hey, IL-6, MCP-1,
hs-CRP in MHD patients were significantly higher than those in healthy controls (P <0.01). The serum levels
of Hey decreased after the treatment of HDF and CRRT (P <0.01). After one-year treatment, IMT and area of
carotid artery plaques in HDF and HD + CRRT groups were lower than those in HD group. Serum level of Hey
was associated with carotid artery IMT and area of carotid artery plaques (r=0.46, P <0.05; r=0.52, P<
0.01). Conclusion Hcy may be an independent risk factor for cardiovascular disease. HD + HDF and HD +
CRRT can clear Hey effectively and improve the survival rate of MHD patients.
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(<7 5 6 DR 38 22— o AR 5 3 2o A 0 4
MR , LS [) afi 9 Ak 7 3R )7 XF MHD fR 35 1
M Hey 7KFBI520E , SRS AS BRI R FR o

1 x&5H%

.1 %

2006 4 6 J 2 2007 4 12 7 FIBEAEBE s 1217 Ml i
IRYT I RERAE B 72 ) (KA 6 MK NARLA ) 12 Wb e - i
THILEF =707 pmol/L, 12 R 18 P B DI RE A4, IRFEREM) , 5
P 38 i, 2ot 34 4, AF % 25 ~ 88 (60. 64 +15.16) %, FE A it
3~96 ™A 22,9 A H o HEBRbRE: AZERT 1A H WAFETE
JUE A SR TE ST, AR E R D BB TR, A
I
1.2 5B &7

AW 4R 4 4l D LS BT 2 (hemodialysis, HD, n =
25) B 13 ), Lotk 12 5 MR NERE R 9 1, R il
BEHLE 6 0, B bR B 4 ), 24 2 {91, M ) v R 2
ol RERELPE B 1490, 98 XU B 1 9], SR AT R R HD RT3
R 4 b R LA A5, B TR 1. 4 m® @ M bL Ay 4
DUE DIALOG AL s QUL HGE T4 I LR I8 (hemodiafil-
tration, HDF) 20 ( HD + HDF ,n =30) , 584 16 4], 24 14 i, 18
PEVE/INERE 28 12 ], e 1l e M B 450 8 90, 9 B s © 81
ZHEEF 1 ) AR PER B R 1, AR R 1, R B
1. #E8EJEATH B HD 3697 2 (RAGEEAL |, i HDF 3697 1 1Kk,
SR FH e e AL, R R 1. 2 m® R R 42 iE ML N
[E D1 B DIALOG + Online ¥R #1585 3 #i 4> 55 AK-200Ultra #1;
QI TE I 1 LMk B WF AL 3697 ( continuous renal replace-
ment therapy, CRRT) 2H ( HD + CRRT,n =17) , 544 9 #], &4 8
il M /R B R 6 1], s LR B 4 ), AR DR B 4
foil, 226 149 S PE S e 1 ), R 1 e AT R
FLHD 3697 2 ~3 Yeab b, 45 2 ~4 Ji47 CRRT 1 ¥, R AT H [H]
LA DK DK LW I8 (CVVH) 35, 8K 8 ~ 12 h, F 1y
10 h, FHLRT 2 h 8 5 H [ 14 2 1 i K- Fk L i pid a2 A ( CV -
VHD) #5533 A SR O, I AR 1.2 m?, B8 R4
42 iBENTHL AT DU CRRT Ml ; @A IRZL (n =25) HS
INFEBEI ST A 5L, Ho 55k 13 9], Lotk 12 ], 7 S 4F i
61.24 % SRR ML PR | i IUAE TR Sl bk oks A A Ak
PR RS SRR K o

JIT A IR VAR IR T B R R OB AT, OB T VR R
500 ml/min T 2R RS THFRBUEE, MUAE 220 ~280 ml/min,
3 L B4 H R 2 AE B AL L R R (30 mg/d) K4k 3
By, (500 g, JLATEST,2 /T IRYT .

NEHWLERIN 4 2 MHD 835 19 45108 O 1 00 25 7+ T g it

2% Y (P>0.05),HD HD + HDF .HD + CRRT 4 .0» Ifil 4 5 25
(FEIECMR- O O WUREBE X0 H R 45 7R 7™ B A1 ST-T 3078
R TR R NI AN g B L nTE A
EH K IMIEEN 2R TG 2EE L (P>0.05,5£1)
1.3 ArAk4E

YHABIFE ), HD 3 F 5 HD A7 3RS 45 15
10 min 433 EAE# kIl 5 ml, HD + HDF 20 3.3 F ¥k HDF &
ST HTFNIALEZS RS 10 min 435 B BCGEH KL 5 ml, HD + CRRT 44
BT W CRRT W67 B FIALE 45 505 10 min 4351 B3 5 bk
5 ml, [F] 3] 450 300 20 ik R 0, 22 35 8 i 7, e DU oy o 2
(IMT) FSKFERE AL B . 1 4R )5 BT A A8 38 T3k F I 1A T
10 min BIUFBKIAL 5 ml, H-E AT PR @2 B, g
Xof FRZH A S AR K I 5 ml o BT IAs A S Ao e i, R e
SERPE 37 CHAEIEE 2 h, SRR B0 5 88 L, i F T
-70 C vKH4, e —Hkail
1.4 F&k

Hey | T4/ 2-6 (IL-6) (BAAZ A Mk fL 2R (-1 (MCP-1) |
i C B 1 (hs-CRP) 46 2R A ELISA %, 305 & b 35
ADL A w4 AL 45 00 e,

Bl kA 0 22355 4 18 75 G < SR ] HPsonos5500 %2 (6,
P 228 A, T MHz BUGR B ik R Sk, 00 5t 30063 20 ik oz s BE 43
AL T em B4y SCAREY IMT A, J538 IMT > 1. 3 mm & SCHBE
Yo, BT BERT RS ABRAE,

IM£TFE 1 IME LR IR R = s s IR
R EIRE A JeE A (a) TIRBE N 501 52 50 % I B9 S0 0 %
ioRIl
1.5 %it¥sE

K FH SPSS 11. 0 GEt 4 At A 78R 431 o THEERERILL x £ 5
FOR U] LLBCR R 307 2250 BT, PR R B AH DG 43 B FH Pear-
son £ Spearman B £& [01 55347 .

2 HR

2.1 X4 BE BT S 45 AR KT 69 pb AR

L7 EHAEIB YT BT MHD 523 113 Hey . IL-6 . MCP-1  hs-CRP
HI7K T & TR AL (P < 0. 01) B IBIF A Z M 2% F
TGt #EX(P>0.05,%2),

x2 BHBHEEBTHMLBEFERKENEER (3 +5)
215 n  Hey(pmol/L)  IL-6(ng/L)  MCP-1(ng/L) hs-CRP(mg/L)
HD 21 25 44.50 £20.49° 88.15£60.43% 281.77 £45.36* 7.49 +7.04°
HD +HDF 41 30 50.25+24.17% 90.05 +57.59% 302.16 +76.85% 7.63 £6.87%
HD +CRRT 4] 17 45.83 +11.20* 92.51 +63.28% 292.33 +62.14% 7.98 +7.15°
fRERRZE 25 12.35+8.46  38.86+15.13 225.47 +21.51  3.46 £1.57

a:P <0.01, 5 # fe s P8 20 b #

®1 EREEBREBTA—MBRILR

ap . R WE MR CIERE  MAEE AEE BER HSRE sEIRED (CREISEL ISR (a)
() W) [ 018(%) ] [Big(%)] (/L) (L) (nmol/L)  (mmol/L)  (mmol/L)  (mmol/L)  (mg/L)
HD 24 25 61.16 £15.93 3(12) 4(16) 21(84) 79.68 £20.35 39.36 +4.72  3.90+1.09 1.77 £1. 11 0.89 £0.22 2.21 £0.78 253.76 £72.21
HD +HDF 41 30 60.30+12.60 5(16.67) 7(23.33) 23(77) 84.17 £18.62 38.88 £5.22 3.96+0.83 2.01 £1.33 0.89+£0.20 2.15+0.61 232.63 +95.79
HD +CRRT4 17 61.82+10.71 2(11.76) 3(17.65) 15(88) 82.12 £22.11 38.95+4.70 3.83+0.91 1.90 £1.08 0.94 £0.18 2.08£0.74 260.35 £76.42
FREEXTIRZE 25 61.24 +13.56 4(16) 0(0) 0(0) 124.21 £8.67 44.34 £6.73  3.86 £0.95 1.22 £0.47 1.12 £0.45 1.42£0.29 86.55 £22.64
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2.2 BRAFAMRFNTRETHERET 1 FiE
Hey 7K-F o b3z

3 i Ak IR IR YT e Hey ZKF375 F R HD +
HDF Al HD + CRRT W7 i G L B Z R A KIS 8 X (P <
0.01), i HD &7 AT IG 22 R BHI2# R L (P >0.05) 53597 1
4EJ7 HD + HDF 441 HD + CRRT 4 2 Z B I Hey 7K F-FRAK, 3¢
VEITIIE A B8 X (P <0.05) ,HD BB IFHiZ R T
GAtFE L (P>0.05,%3),

£33 #MmRSEFTIGTRIE Hey KERIEEE (pmol/L, % +5)

451 n il YR )A (R ]

HD 2 25 44.50£20.49  36.52£27.48  41.15+24.31
HD+HDF 4 30 50.25+24.17  22.21x4.49®  26.26 £10.85%
HD +CRRT 4 17 45.83+11.20  22.10+8.77**  27.1011.32%

a: P<0.01,54 5779 b4;b. P <0.05,5 HD 21pb4k

2.3 REF XA ET 1 Fa)E BEAHIREH
& % &5 B L
263 Fhl G T 23R 97 1 ARG HD 41 IMT (RIS b 5
(P>0.05) , Ikl REaE AL BEH IR B F PR (P <0.05) , #i7m
A3 KM RETE AL N R ; T HD + HDF 4171 HD + CRRT 40 3 ik
SRR BLBIAI TR 22 R RSB (P >0.05,% 4) .
F4 3EBEET 1 EVEHEK IMT BB HHREREL R (v +5)
IMT( mm) HRERE L BEH T AL mm?)
WOTE WY LAER TR Wi LA
HD 244 25 0.92+0.23 1.02+0.25 21.84+13.06 32.16 +18.04%

HD+HDF#H 30 0.93+0.20 0.94+0.22 25.56 £15.37 26.77 +14.86"
HD +CRRT 4 17 0.92+0.28 0.93+0.26 26.79 £11.74 26.66 +10.80"

4150 n

a:P<0.05, 5% 7 7 tedk ;b P <0.05, %5 HD 41 k#k

2.4 MHD %% i Hey K-F5 2 3h bk IMT 14 354
AR A 5 He 8 AR R F AR K AT
MHD #1137 Hey A5 8030 ik IMT {8 5 5 % iF A1
(r=0.46,P <0.05) ; Hey 7K~ 55 251 20 Jik ok A% 5 £ 33 e T AR s
EREFMX(r=0.52,P<0.01),

3 i

OIS B & MHAD S8 d 3 WL A 0 KE , &
KLY 80% AL R — M NFERY 10 ~20 £5% A
FEH MHD F8 35 o0 I B0 & AE R 53k 81.94% , ]
RE S AL B E AR AL AL G0 A e P R
A ANZEWE v IS e LR W PR R A 2 A
O EE B IS AR 0 e [ 28 2 e 2 R I e 5[] Y
e R —Fh S BRI , 1y R = R A A ]
P, AR B IS 58 B R, 7 3 5 A% R e
SRR R0 2 50 Z 0 BoA 8 2 A ISP
BRI, EH AN Hey & 81R( <14 pmol/L),
2y 70% 22 B ERR AR 18P R R B T
B WA FIVE B Hey BEAT, iirp Hey W B8, PRt 5
1E7E & 6 2 2 B & 8 1fil SiE ( hyperhomocysteinemia ,

HHey) , Hik AR R IE % AR 33 4557, 1969 4F, M-
Cully 1 5644 [F 7 B 2R 5 sh Ik fLAHIRE 2R | T et
Bk BRI P AN AE2E 3R B, AR e 5 B B ) A
o 22 TR I 14 BB 5, Bk R IR R PE Bl Dk Ak pleAg %
M2, JEAER, HHey © 9% 25N 2 51 o) ks +F A
b e A SR S R IR R

AL R B , MHD B IfiLE Hey KV B35 &
THEFEX I (P <0.01) 2 5 # 1Y 4 %5, 4R %
RN Hey W8 . ASHIESE 4 Pearson Fll Spearman 2%
AHSC A 5347, SR MVE Hey K F 5 880k IMT {8
sk R AL B AR TE ARG (r =0. 46, r=0.52) . H
S P 2 O I 52 0 45 e IMT 3 522 AS (1 7L 1A 45
fE™ 378 Hey 5 AS pBER VI, AROFSE R
%P MHD 21135 1L-6 MCP-1 . hs-CRP ) 7K -8 .
e TARFEXS I (P <0.01) , UESE B R N AFTE TR
FEARAS, HEM Hey W] BBl o 42 iF 134 58 5E I 7 1 3%
ik WESR AR RAE RV, S5 s KRR RE AL . FLAE
AU I R Uk Hey PRAMNIEE L BAAZ 0L, & BLAAAL
WIF T 1 (Ref-1) (&35 Ty, HE 70806 2 K F «B,
IR TR PR AN LB T 1 A 20, AT 2 B A% A4
Ji 1) BB 1 SR AR, A HHey nJ 1 5 40288 58 0 S 1Y)
e, EAERA MR R, Hey RIS AN AR i
EHIKREALIZ AL o Perna %1% 3848 H Hey mJid id {2
HEEE I RG2S SN K RERE 2 1 o T 2R 44l b 1
I LA 8 , 25 S ko RE AL IE . HAR H
AT ETF Hey 5808 bkt Ak g HLHM A + 20 B A, (H K
ST EAUESE HHey J20 I3 90 BB (0 fE B N &K
Shemin 25" X} 84 T BIEHIK P RERY MHD H & JEAT R
A 18 A~ H g, & PRI Hey A T mol /L, 1L
PRI ZER G S N 4. 0% , HLI 3 Hey /K7
1 R IR A R A

HHey X MHD £ 350 L7895 5 14 52 M) 200 1b 38 35
WUl S ARG 38 Hey 7KV B A3 SR 2, AHE
FEER R 3 B g 77 SRR IG YT S Hey K
I T R, Hirh HD R[4 18% , HDF [&AX 4 56% ,
CRRT [%{X %y 43% ,HDF #1 CRRT JA¥7 R 5 LA 24 R
HG 48 L (P <0.01,CRRT [F&{%1F B R~ &% HDF,
Al RE S B A ) i HD IGYTRTG B4 it24 8 L
(P>0.05), Hey BN THER, AR IE
3 Hey R2>,70% ~80% 5 (1 145G, HD R H i
DiREBEHT A, FLAR BN, I8 R EIG, Sox Hey W BR fig
7122, HDF 78 HD RY3EAE B3 7 XH /e, e 7
K FEZMIERE . CRRT 1 332 DL 7 X0 %
VT, T8 bR Koy 7 8 R M E A 7 S A
P2 R Y HDF A1 CRRT 3697 4%
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T RN 375 AT 2% , 1 UE 28 A W A 25 PR U B UE R B
ALK, K s B iE R A M T E AT T8
T RS T, (] ek SRR EL A B 5 G 2 11 AP, ok
Hey 15 B2 AL T HD,

28 3 PR AL 77 223697 1 4R )5, HD + HDF 411
HD + CRRT #1325 B il Hey KF-A Fr T RE(P <
0.05) , 58 3 200 5y ik of5 % A A0 175 50 TS s 5 (P >
0.05) ,1fif HD 4 Hey 7K~F-3% 4 B 5 oo 35, #ig) ik IMT
EEIEITRIAE TS (P <0.05) , 3 A6 4k BE S 1 FH
PR R IR S KoR AR RE AL T, R R
X 15 451 MHD F8 35 % e & 0008, B ) 3 Wk, WigE 3
MHJE RIS Hey K- T, FRATAMEE R
i, HD + HDF 1 HD + CRRT f Ifil & ¥ Ak 41 4 8 97 38
X R R (A SO B, e 2E 22 5L 22 9k 5 B Dk ok A fif Ak
AR O AR I B iR AR B TR E ZEE- . W
T ARENAL 14, IR BIECE 2 | i s 1)
BOFIERK RS [E], A BEAS A ULk J1 i as R .

XF Hey JEBNTIRIT 7 H 5T AR £ . Beavers
LR 69 49 13 35 M R EAT M 6 AN H B WLEE,
RIRE R BERRIRA 6 ¢ Q-3 BN, {2 HHey ¢
W14 3 . Urquhart 25 STHIEAT T — 5006 AR BEHL AL
B LR R, A R A AT R (R 3 k)
TR DK 28 F 48 5 me/kg, 8 JE JE 36 Rl AR 4 I
Hey ¥ JE A 24. 3 wmol/L, L H2H A 24.9 wmol/L,
HiRIran iz R igit2em (P >0.05) . bt
iR (R FndEA= 2= B, (I IRECALP ST ) — B2 IR IR
V8T HHey 08 FHJ7 %8, {0 H 5 AIG PR 33 0 A8 % 1l T
Hey KA A R, 20 I IR Meta 23 BT S 7w, Al FH i iR
feflff HHey 7K-F T RE2) 25% 4 su i 2 B, (U ATR#AIR
27% 7 R IR 25 W) A e A SRl 3% MHD R
W Hey 7K,

IR SCHRRGE , 20 & N T B B 0 8 125 7 08 3 o
LI B RE S8 3 375 B Hey BORE ™™ o W BM 4 AR Xk
SR, JUHR B VA5 G I T A B i T BR Ak
R HHAR M2 2 RN, DR e S 4 58 W B AT RE
BAREL 0 & JER 5. B iR A1 kR H HDF A
CRRT J&J7, [7] B il LA #h 58 i R A 4E A= R B, 235 bR
Hey W4 R i, BB AE 5% Sl ks A i 1k 1E Ji | B A1 I
BRI AR LT R, s MHD B35 5 .
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