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ZEMERE RS 16 H P18 A Sk E
k& 35 (B & U R AE R 3R & O HE
#,X &BRA 30 bKE AL IR A 3 ke
LHITER) .
1.1.2 MBi&Ara 3661, HABE34H, &
1261, F#21~81% , F¥ (46. 8+£23. O ¥,
RALBXEREHEBRIRE. X
CAPD 5764 H B kR ER 5 0 18 v
K245 ABYE A FRAE'E R4 B R E 3
Bl XE FORIE T R & 26 E A AEL16.
H A ofil A s ke AL & FFIE (FRMER ).
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$%:apoA I ,apoA I .apoB.apoC I ,apoC
i,
1.3 RBWFHE

BN BTHENE6 A 4 5IE R Z b LS
ml, FEHRE RO ERIE LFT -
20CHW . TC. TG EXRRKE BRI AT
HHEATR N, HDL-C JH 845 R 4 8% U 3 ¥ Hil
%E,LDL-C [ Friedewal A8 .G #H I8
FEORAMEUEETHER KEELBHE,
BRI SR ERERFRASREEBY 87
WHTHE.
1.4 Gtk

2WMERH s ¥F/R,MHD A M0

CAPD H E 7 AT/ #9 L L & MHD 4 M
CAPD AEMal ML LB c KR,
PLP<<0.05hF BEHEREAIRHE,

2 % xR

2.1 MHD&FTRIGMAE.IEZEQREIEE
B3ER

MRIF R AT LUE &, MHD 55 & # A7
1697 JG TC.apoA I ,apoA I ,apoC I & apo
C I /apoC I B B F& i, apo B-10080 8 H51.
TG.VLDL-C BEF &, HEKITEER.

#1 MHDEIGHLAR.REQRBBEALEL

& ¥ 8 g HD Hre & MHD =% . P
(n=42) (n=59)

T C (mmol/L) 6. 26+0. 62 3.92+0. 88 5.51 <<0.01

T G (mmol/L) 1. 6810. 45 1.8410. 64

HDL-C (mmol/L) 1.12+0. 34 1. 05+0. 28

LDL-C (mmol/L) 2.4640. 43 2.18+0.70

VLDL-C (mmol/L) 0.3240.12 0.37+0.12

TC/HDL-C 4.3240.91 3.78+0.95

apo Al (mg/L)  1136.00%132.40 922.20+124. 70 4.13 <o.01

apo A I (mg/L) 254. 30+ 38. 60 182.50+18. 50 2.41 <0.05

apo B-100 (mg/L)  1343.504342. 40 1565. 60+ 217. 40 3.94 <0.01

apo A I (mg/L) 44.20+421. 40 36.50412. 20 2.26 <<0.05

apoC I (mg/L)> 172. 40+ 87. 50 166. 701+92. 40

apoC I /apo CX ) 0.25%0.13 0.211+0.12

TC. S HBEMR.TG. HM=f8 . HDL-C. & EE LS HEMN.LDL-C. KEX B EHBEM. . VLDL-C. R {FEERE

HHE B . apo: B8 EH

2.2 CAPDRIGHAEREZE B RHIEERTE
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5®HTIBITRT L, CAPD S E & 18
§¥ J& L. TG, LDL-C. VLDL-C, apo B-100,
apoCH B F+&j,apo A 1 B B,
2.3 MHD f1 CAPD i/smis. lEE O R &
lEZEaEEMEEE

MFE3P A LE S ,MHD # CAPD 3t %

i E IR A M m A i B8 AR, CHD
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apoC 1 ,apoC H f&ff & VLDL-C A EHRE
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AT Japo B-1000 i & &y LB ; LRSS
R I R AT O B B AT AR IR A s
FmAHBHAM.
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#2 CAPDWRMEE.BEARBEBEALL
CAPD ®Y CAPD
M t P
& * B (n=36) (n=36)
T C (mmol/L) 4.72%1. 34 4.631+1.02
T G (mmol/L) 1.56%0. 83 1.931+0.58
HDL-C (mmol/L) 1.294+0. 42 1.2440.36
LDL-C (mmol/L) 2.5610. 83 3.96+0.69 4.56 <<0.01
VLDL-C (mmol/L) 0. 30%0. 14 0.4840.21 2.69 <<0.05
TC/HDL-C 3.6530. 93 3.761t1.08
apo Al (mg/L) 1214.0+183.2 1007.0+169.5 3.68 <0.01
apo A I (mg/L) 289.4142.5 306.8+98.2
apo B-100 (mg/L) 1124. 34+ 165.4 1347.0£273.0 4.12 <o0.01
apoC I (mg/L) 43.2431.6 42.14+24.8
apoC I (mg/L) 132.5+48. 6 156.0+53.6 2.54 <0.05
apoC I /apoC I )y 0.3740.21 0.3640. 14
EREREL
#3 MHD M CAPD RI/SILER. IR EARBIBE O B {HM K
MHD /5 & CAPD RIS &
& _— WEEHE WEEHE , p
(n=42) (n=136)
T C (mmol/L) —2.1610. 48 —0.08+0.02 5.32 <0.01
T G (mmol/L) 0.1430.06 0.13+40.08
HDL-C (mmol/L) 0.05%0. 02 0.0440.03
LDL-C (mmol/L) —0.31+0.12 1.56+0. 69 4.21 <o0.01
VLDL-C (mmol/L) 0.4740.12 0.184:0. 06 2.64 <<0.05
TC/HDL-C —0.36240.95 0.1240. 08 2.32 <0.05
apo Al (mg/L)> —221.4 + 84.7 —216.6 £+ 68.5
apoA 1 (mg/L) —76.4 + 32.5 16.8 £ 8.2 6.21 <<0.01
apo B-100 (mg/L) 218.4 + 117.4 227.0 + 73.8
apoC I (mg/L) —7.5%+ 2.2 —2.1 0.8 5.46 <0.01
apoCI (mg/L) —4.2 £ 1.4 26.6 + 13.6 4.86 <<0.01
apoC I /apoC1I (%) —0.0310.01 0.01%0. 006
HEEREL

2.4 BEIEIHFnhhkTE MHD 1 CAPD %
H MRS RMEILRIEES
MNRAMKRSPATUFL, HHRELE
JAEH) CHD f5 &, H Il HDL-C.apoA I,
apoC I ,apoC 1 /apoCH B Bk F L & I 4E
#19i% .M TC/HDL-C BB & T X3 kaE{k

BN BE  ERBLEN BE A IKEL
E&HEHMBEF M TG, TC/HDL-C.apo B-100
B 3%, M apo A 1 ,HDL-C B B & {K. A\
EATHBFRERTLAE B ,apoA 1 ,HDL-C
HIBEE X TC/HDL-C ¥ 5 sh ik 1L
ABREREUVHEER,
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#4 FREGHHIkEE/L MHD % & 3% B8 R LAY b3
- HIhBKELL Fo g Bk EE L
£ ¥ B t P
(n=11) (n=148)
T C (mmol/L) 4.1610. 82 3.87+0. 87
T G (mmol/L) 1.89+40.72 1.83+0.69
HDL-C (mmol /L) 0.7410.26 1028+0. 32 2.48 <0.05
LDL-C (mmol /L) 2.3640. 83 2.12+0.91
VLDL-C (mmol/L) 0.42+0. 18 0.34%0.12
TC/HDL-C 9.40+2. 38 4.08+1.63 4.52 <0.01
apo Al (mg/L) 763.6+212.0 1186.0+164.8 3.82 <0.01
apo Al (mg/L) 243.4%+21.6 163.31+18.8 2.36 <C0.05
apo B100 (mg/L) 1584. 6+276. 4 1542.81+184. 6
apoC I (mg/L) 29.1+13.2 43.2111.6 2.87 <0.05
apoCI (mg/L) 167.64+94.2 152.4+52. 3
apoC I /apoC I o) 0.18+0. 12 0.31+0. 14
i 3% 3
#5 HXE&HFEKEL CAPD 55 35 A8 FmAL iy
. Ao pkaE ik 76 5h kB 4k
& Bof t P
(=" (n=25)
T C (mmol/L) 4.62+1.21 4.71%+1.03
T G (mmol/L) 2.1140. 46 1.6940. 39 2.12 <0.05
HDL-C (mmol/L) 0.87+0.26 1.3240.36 2.46 <C0.05
LDL-C (mmol/L) 3.981+0.71 3.6510.42
VLDL-C (mmol/L) 0.5140.23 0.4610.18
TC/HDL-C 8.94+2.52 4.18+2.14 5.21 <0.01
apoA'l (mg/L) 812.51+198.6 1214.04:216.5 4.38 <0.01
apoA I (mg/L) 302.5487.4 312.0+86.4
apo B-100 (mg/L) 1423.61+325. 8 1328.914296.0
apoC I (mg/L)} 43.2123.6 41.8+19.6
apoC1I (mg/L) 154.3456. 4 162.4+49.2
apoC1I /apoCI » 0.3410.16 0.3210.15
ERREL
FIENKEANEERS, BHFERE BR
3 1t ® RPEILREPHFEREZ —Y.RATM

HERRCRIEL , BIFUBETRESR
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F HDL-C Bf B F& K , 1 0 32 35 bk 88 4L 49 B
F TG.VLDL-C B B ¥ &, & IKIT 5 L
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TG.VLDL-C ¥ &, 5 Uk 8 A9 7 1R 3 Bk
BERE M AR AR E A SRR H %
FHAHE O, M3 HDL & &, 451 & HDL2&
B 5 VLDL RA.BEMN (CM)KIREBRE T
X% ,HDL #9572 4R § ma 41 A A (e e X
Y R 4 R P A [ R A FRER , o 3l Bk T £k
BB A R EY S, MHD %% & L TG
1 VLDL-C K F# 7+ 5, W RE =B 55 E F
HEL, FREHM BN ESRS
(LPL) ¥R (KA A&, Al LPL
HEEE ) A%, WANEFIRES HFIIEER &
B I B SR B AR Z B4 B8 (LCAT) IE ¥4
BAEXBHEEHEAR, LR ERTBRFRE
EWMEREREABHELA X LERNY
RS, RITEME D MHD £5# LK KR
EOAAE, KB EAREEAHIEN apoC
I REfE, LPL A 5 apo C I 3 & ,apo B-
10048, B B 34 & ,apoC 1 /apoC T fy KL {H BH
RBREAE, i —SUEL T TG M VLDL F+EH
FHE.ZATRIEEASBRATL . EIRFER
WEATRETEEER. A, RITENE
B apoA 1 AT SEMEE.XFFRAH,
appA 1 R HDL M FEBAEEAH,. HFELEH
% LCAT YA .M HDL-C —#%, BR¥L{k$T
HKEELM EERE F,apo A | WRREBIAN
BERBHREANEEREZ U, Lk
SRR, M AT 3T T F TR A A AR AR
EHBHEMH.

EBEEVRE  RITUED, LASH 3
- fhZE R I M TG,.HDL-C,VLDL-C #4
F# ,LDL-C BEMK (P>0. 05), BB
BT MUK AE R 5 & T AR
o Xt B, K ATF LK B, MHD J5 & &
¥rigff /M TC.LDL-C.apoA I ,apoC I,
apo C B f&{E$: CAPD % ¥ B 8 ./ VLDL-C
# 7+ % W B T CAPD f§ & . 8L 4, L TG,
HDL-C.apo A 1 .apo B-100 0 # #4735 1k 8¢
R s LRSS E R RENT R E T
RERRAMAOEMEHBH AR . FEH
BB R B, CAPD B i 5 18 ML iE £ &

EEBWHBEZER2~4AR, EEIM
TG.LDL-C.VLDL-C # &K E,B>H TC
TR, 5RATH WE 2 EH U FBt, R AT
M RGERBR, HEEN BH M apo A 1
B B.R& K ,apo B-100.,apo C I F & , R 8
ENEERREAAMEED apoA LB
W 55, b0 SRk B (LA B R BIR . F ¥
HA KU, CAPD BEMRERARBEILE
BE5&EMS518 TR A BEEERE, 18R
SHRACRT RS IR B B AR s BT R R
EHAE —RREQASEELERE apoA
1S RIBEAMESE X,

Ft, RITEME R, &7 HERE & FHIE
MENFRE R HELHARET LY
BREEfLy B &, U apoA T \HDL-C
&€ X% TC/HDL-C A B ABEKEHN BEH.
B, RATA X, apo A 1 ,HDL-C B
B TC/HDL-C # & & Bim 3h bk B L fE B i
B HEhR.
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THE CHANGES OF LIPIDS, LIPOPROTEINS AND
APOLIPOPROTEINS IN THE PATIENTS
UNDERGOING DIFFERENT
DIALYSIS METHODS

Yu Xueging Shen Qingrui Li Huiqun Dong Xiuqing

(Kidney Research Institute, Sun Yat-sen University of Medical Sciences, Guangzhou, 510080)

In order to understand the lipid metabolism in patients receiving dialysis, the plasma
lipid, lipoproteins and apolipoproteins of 59 patients with maintain hemodialysis and 36 with
CAPD were measured. The results showed that TG, VLDL-C and were lightly increased,
apo B100 was markedly increased in the patients undergoing hemodialysis, whereas TC, apo
Al, apoA T, apoCI, apoC I /apoC N were decreased. In patients with CAPD, raised
TG, LDL-C, LDL—C apo B-100, apoC ¥ and reduced apo A I were observed. Meanwhile,
the authers also found the different level of lipids, liproteins, apolipoproteins in the patients
with and without arterosclerosis. All data suggested that there were markedly lipid
metabolism deturbance in patients receving hemodialysis and CAPD. The imbalance between
anti- and accelerated arterosclerosis factors may be the main cause inducing atherosclerosis.

Subject headings lipoproteins/blood; apolipoproteins/blood; hemodialysis; peritoneal

dialysis



