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[ABSTRACT] Aim  To investigate whether atherosclerosis may be accelerated by lipoprotein-associated phospho—
lipaseA, (Lp-PLA,) in patients with chronic renal failure (CRF) . Methods 100 patients of CRF and 40 healthy
volunteers were involved in the study. The levels of plasma Lp-PLA, were determined by enzyme-linked immunosorbent
assay (ELISA). Intima-middle thickness (IMT) and prevalence atherosclerotic plaques of the extrcranial common carotid
artery were measured by high—resolution B-mode ultrasonography.  The CRF group level of plasma Lp-PLA, was compared
with the control group. The levels of plasma Lp-PLA, were compared between the different groups in patients with CRF.
The multiple stepwise regression analysis was used for the multi-factor of affecting the carotid artery IMT. Results
Higher plasma Lp-PLA, levels were found in patients with CRF (232. 16 +59. 36 pg/L) as compared with those in healthy
controls (129. 47 £29.72 ug/L,P <0.01).  Lp-PLA, levels in dialysis patients (261. 84 +50. 82 pg/L) were signifi-
cantly higher than in pre-dialysis patients (204. 73 +53.95 pg/L, P <0.01) .  Lp-PLA, levels increased with the progres—
sion of renal dysfunction and inversely correlated with creatinine clearance (Cer) (r= -0.567, P <0.01). Patients with
carotid artery atherosclerotic plaques showed significantly higher levels of Lp-PLA, (281.33 £39.72 pg/L) as compared
with patients without carotid artery atherosclerotic plaques (188. 46 +35.02 pg/L, P <0.01). By multiple stepwise re—
gression analysis strong association was still present between Lp-PLA, levels and carotid artery IMT (B =0. 735, P <0. 01)

in the CRF patients. Conclusion The results indicate that atherosclerosis is associated with increase of plasma Lp—
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PLA, in CRF patients.

rosis for CRF patients.
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S M) s 1) o ek 1 2 ik B 8 T 0 2 7 G e AR A e
A5 04 1R — 58 o 0L 3], R B o AR 4 X 31 IMT &2
b 50% , 8] 75 AN 5] B A B3 R .
1.3 I i B A B i B A DU

B W Fe Xt 35 T iRk 23 IR I § ik I 2 mLL,
EDTA K2 1%, {57 F AT A4 J& O Bl IR B P28 I Rt v 0
JE MK LpPLA, W, A &)W 3 & E R&D A,
1.4 Zihseabs

FH SPSS15. 0 8 fF. SRIREHEDL x +5s /o, W
21 B Ll e R F ¢ K256, #H 95 43 M7 R A Spearman A 56
SHT. P <0.05 AERBG T FE L.

The elevated levels of LpPLA, may be involved in the occurrence and development of atheroscle—
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2.1 WIS MR AR R A ARSCREAREE A, K

STREZE I 3¢ LpPLA, Jy 129.47 +29.72 pg/L,
CRF 414 232.16 +£59.56 pg/L, CRF &3 Ifi 3¢ Lp-
PLA, /K-F 8 & & T X HRAH (P <0.01) o & HT# Il
# Lp-PLA, 7/KF (261. 84 +50. 82 pg/L) B & & T&
#EHTE (204.73 £53.95 pg/L, P <0.01) . CRF 4
HRIBE T M 2K LpPLA, /K P B B Th &8y A8 1M FF
o RIBHH MM Lp-PLA, /KT 5N ENENESGE
(Cer) B (r= -0.567, P <0.01; % 1 fl[E
1Table 1 and Figurel)

*1. FMATHEMRIBEEHEXHIEEE A, KT
Table 1. The comparation of the levels of plasma Lp-PLA,

in the two groups

g M n Cer(mL/min)  LpPLA, (ug/L)
Xof fE 20 40 - 129. 47 £29.72
CRF 4 100 - 232.16 +59. 56"
RENTE 51 - 204.73 £53.95
Dy e AL I 5 50 ~80 136. 02 +26. 17
EIRe S ARL] 18 20 ~50 185.91 +36. 24
W5 55 35 #A 20 10 ~20 218.92 +42.50
SREFIE 8 <10 255.12 +69. 67
ETE 49 = 261. 84 +50. 82"
5% 10 <10 257.19 +74.65
1% 39 <10 263.03 +43.98

a Ny P <0.01, SR by P <0.01, 5 AREHF HLE BTG
AR RAREE ] B 0B MM PR B AC I LR F =9. 288, P <0. 01+
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HBh kA R BEE A % LpPLA, KTV BE 5
T TCH S ik O B BE B, AR I 17 BUN 1 Ser
T BN KR A e, i ALB KT L 3)
kR, o R T bR P4 (1) 2 7 0 R M (R
2,Table 2)

K12 LpPLA, 7K-F AR08 1 50 IR 08 st 3 T
B8] S 35 30 Jik O ~ Glu Ser JR 25 %0~ 2 i1 & B2 TG
LDL.HDL.ApoAl.ApoB.ALB 47 % K 2% 45 [H] V544
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Figure 1. The levels of Lp-PLA, in non-dialysis patients of different renal function stages

=2 BEHMBKNHBIRA CRF 2E MK AT AHEXH
BEEBE A, KEREMIsFRATL R

Table 2. The comparation of plasma levels of Lp-PLA, and
other indicators between existence carotid artery plaques

and no carotid artery plaque in CRF patients

s b %;ﬁfbﬂzké*éﬁ ﬁéﬁﬁﬁﬂ(%ﬁ Pl
W n =54 BE n =46

5 () 29 28

T () 51.37 £14. 07 61.13£10.32  0.092
ALB (g/L) 34.17 £3.74 31.52 £4.26 0. 001
BUN (mmol/L) 18.72 1.0 21.33 £1.1 0. 004
Ser (wmol /L) 522.35 +27.30 762.29 £34.73  0.012
Glu (mmol /L) 4.95 £0. 59 4.91£0.86 0. 809
TC (mmol /L) 4.23 +0.65 4.50 0. 84 0. 073
TG (mmol /L) 1.76 +0.93 1.82+1.12 0.749
HDL (mmol /L) 1.13 0. 37 1.02 £0.35 0.139
LDL (mmol /L) 2.20 +0. 66 2.43 £0.77 0.108
ApoAl (g/L) 1.07 +£0.30 0.96 +0. 32 0. 090
ApoB (g/1.) 0.80 =0. 16 0.92 +0. 37 0.023
iﬁiﬁ’]@ 136. 85 +14. 57 139.44 +14.25  0.368
W J0H sk (431) 14(25.92%) 21(43.75%) 0. 058
300w

BEE BN BRI R, 18 1B 3 v JE A I A A
FAFRE IR E . H AT MR B G RCN

181 Rk fB o BT R IE 1 50% CRF i34 (1 3E
TR 2 0 8 B B ™ o Bk o RERE AL 2 R
Ao I 7 2 B ) HE 2 Stk K B IR PR T AE
St CRF B E ARk @ MEsh Bk RERE AL, IF BB AT
WITRIEE O TTFE™ o B0k RE AL A2 18 1 %
() [ BT 2 1T CRE FR 35 K J 47 78 DA 1k i g [ 1
BETEAREMAERES Y TRESRER
Sk FERE AL O I RR IR K 2 — o IR T
T B JORE E R A R K3l ik £ i 4k (athero—
sclerosis As) 7E18 1 15 T 68 52 v 93 A\ % i /7 76 B
AR < 12 1 98 A2 Bl ok 59 R A Ak S8 TR AN R
M7 TR R 2%, 75 M3 N 98 0E Fig A 2 2 0 1f
BN R AL T R AR R A e — TR & .
RIDRSTEE M S 2ol B b h s EEIEH,
FEARAE S K S RERE AL MO0 M PR R A RS IR
S BE T AR 0 ) R A

H &0 » 8RR Bk 22 BIF 91 3% BA 75 2 ik o8 B B8 10 11 R
ML B TP va T b IR &R A A SR AR A, (Lp-
PLA,) W] 582 — R AT Bl ik o8 5 A 44 11 2 57 £ 6 R
o — MR R NAREY, BEMSL TR R A
K PR 22 2 40 TR0 3 Jik o B A 1) UG, {ELFE CRF 22
RS AT R RE 0 20 Bk R Ak, 28 M OB 76
WY, H 5180 5 52 B 3 ik ok AR A0 7 AR 2 [R] 6 &
B 50 R DL - 3 25 VP40 B ik i A A 4k &5 Fi o7
P 224G 5 RN B ik 3 S A 2T, (H X B 5 N B A
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A, JUH X CRF B R, IR 2B SR G2 H
B PEAS 2, WO I T0 6 M 330 ik P9 —h 2 5 R B K
BEHLIATI T RSNk AR AL YRR B R H RTERLA A
(VR AE 4 B B R RERE AL B 7

A 5T 4E R0, M2 LpPLA, 7K CRF H &
EE T IEH X4, CRF 4 3¢ LpPLA, /K
SFIEATE RE T AREN#H, RIENTE LpPLA, K
FE5NAENBERE R K. LK LpPLA, KF
B &3 CKFF394E) (% CRF #3%, 3 3h ik IMT.
RSV 2 Je 0 B H R AR W E &S T Lp-
PLA, K PREZEHES R UNTFRETFHE) 1
B H BB R LK LpPLA, /KP B3
mT B AEBE B CRF . Il Lp-PLA,
AKES B K IMT 2 IEAESG, ZH KRB HS T Bon
M3 LpPLA, /KFAh 5 CRF H 2 3l ik oF b 5 4k 25
PIAH 5%, J2 5 WA 1K 5 43 28 3 30 30 ik IMT ) = 22 [A]
%, RKWE Lp-PLA, IfLAE 7] G2 5 CRE &2 3k
SR RERE A i AR BUR R (B ST fE R TR 2R .

A5 CRF &3 MK LpPLA, /K B 3E &
T IE & X B2, DA IR 4H 1 2% Lp-PLA, 3548 N IE %
IR (95% TT{S ) , 64. 15% K % #r % - 93. 88% i
M I 3% LpPLA, /K-F3 5, #27~ CRF 835 3% i 17
fEim LpPLA, I, HBEE Thae b minE. Lp-
PLA, & S 20 f = A= B 72— e A B2 — N8
FRE R N RR LW, 75 CRF 8 3% v 3 38 17 75 1 & Lp-
PLA, ILAE N5 HA R GRS H 5% $275 Lp-PLA, 7]
AE R LMEA CRF & R G AKTF RAE R BN 45% &
TERRE T AR B -

WA Ay, CRF B 2 3 Jik 6 4 i & 5 i 2% Lp-

PLA, /KP4 5%, 3 LpPLA, KFF & mae S5 T
CRF 5525 3 ik 08 RE B 1k 10 K 2E S R R R H R AR 3
PR RERE AL AT R R (R 2% . PRI Lp-PLA, /K
ST A TR 75 T B2 TR 12 5 58 2 B kol
REREAL MR — A RS
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