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A SBRBAHEA R ., ok R A @A R, 2017 £ 11 A2020 51 A ERE AL ERAT oY Lp-
PLA2 7K ¥ | %20 35 bk % A A2 45 69 CKD 1-2 #1% 4% 67 47 25 CKD 1-2 28, 3£ Bt CKD 3-5 H7 % % 96 ) 4 CKD 3-5 41,
) B i B R AR A 61 4 b sF IR, VAR 3 4B 08 e 2 Lp-PLA2 'B-)v 3k 83T % (eGFR) & F A& ¢ (LDL-C) . &
&M% @ (HDL-C) (#J5&E & A(apoA) H & G B(apoB) ¥ 4t £ 5, &M logistic B2 541 CKD %4 & %
AR G H &, &R :CKD B4 ¥ 2B 5 HDL-C & apoA & %} BE ZA4K , H il = &5 . LDL-C & apoB %t B2
20, H CKD3-5 405 2+ B 2010 £ A %it F &L (P 3 <0.05) . CKD &% Lp-PLA2 /-4 CKD 2 #i38 m i 7+ 5,
BB EEH (P <0.01), CKD %%, Sh ik B A5 1L & & LA 48 5 09 o . Lp-PLA2 /K P (318.39 + 18. 22 vs
166.15 £15.58 ,P <0.01) ., #8547 2% Lp-PLA2 55 eGFR 2 fi48% (r= —0.263,P =0.001) , logistic =3 447
2% Lp-PLA2 B 5#5% CKD % %30 Bk HEAIAL A A 090k 5 A B & R4 b 53155 1.007 5 1,132, %4#: CKD &
# f 3 Lp-PLA2 KFH & ,Lp-PLA2 &KF 2 CKD &% % 2 Sk 1 2 e B %,
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Abstract Objective: To analyze the changes of lipoprotein-associated phospholipase A2 (Lp-PLA2) and the risk fac-
tors of atherosclerosis in patients with chronic kidney disease (CKD). Methods: Totally, 67 cases of stage CKD 1-2 and 96
cases of stage CKD 3-5 and 61 cases of healthy controls who underwent Lp-PLA2 determination and color Doppler ultrasound
examination of the carotid artery were selected in Donghua Hospital from November 2017 to January 2020 in a cross-sectional
study. Serum Lp-PLA2, estimated glomerular filtration rate, low density lipoprotein cholesterol (LDL-C) , high density lipo-
protein cholesterol (HDL-C) , apolipoprotein A (apoA) , apolipoprotein B (apoB) and other indexes were compared among
groups. Logistic regression was used to analyze the risk factors of atherosclerosis in patients with CKD. Results: Total choles-
terol, HDL-C and apoA in patients with CKD were significantly lower, and triglycerides, LDL-C and apoB in patients with
CKD were significantly higher than those in the healthy group, and there were statistically significant difference between CKD
3-5 group and healthy group (P <0.05). Lp-PLA2 increased with CKD staging, and was significantly higher in CKD group
than in healthy conrol group (205.48 +20.75, 273.50 £17. 16 vs 143.46 +£13.85, P <0.001). The CKD patients with
atherosclerosis had a higher Lp-PLA2 (318.39 +18.22 vs 166. 15 £15.58, P <0.001). Correlation analysis showed that
Lp-PLA2 was negatively correlated with eGFR (r= -0.263, P =0.001). Logistic regression analysis showed that Lp-PLA2
and age were independent risk factors for the development of atherosclerosis in patients with CKD, with odds ratio of 1. 007
and 1. 132 respectively. Conclusions: Lp-PLA2 increased in the CKD patients. High level of Lp-PLA2 is the independent
risk factor of atherosclerosis in patients with CKD.
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O I8 95 9% ( cardiovascular disease, CVD) J& &
P4 "B W% ( chronic kidney disease , CKD) & % 1& hin
FRIETIETFE T CKD S CVD KA [ sr
faBR R ZE Y, CKD B & A0 A B & WA
PR35 20y Ik st A B fim 3 98 i 0 i 2 10 Qa8 52 40
S BRI 22 Y TR R B CKD 5 30 Jik ok # i 16 AH
X, RGBS fiE 53 CKD ™ . 3K g
T HAH BN A2 (lipoprotein-associated phospho-
lipase A2,Lp-PLA2) j&— i BY (14 1 45 S SE bR iC )
REAE HE SN Kok RERE AT 1, OF 500 048 S 1 A
HIEA T ARG M Lp-PLA2 KFE 5
CKD f35 %& A 3l ik ok FE AL 1 56 &R, #5837 CKD f&
EEbol) G = A U A ] AN
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— A BEHC2017 4F 11 2020 41 A 78
FREEREEE BEAT LMY Lp-PLA2 7K S 46 Jz 29 50 ik
KA AR & T CKD 35 163 f4], Hrf CKD 1-2
WEE 67 ] (35 40, 22 27) , P 4EHE (47. 5 +
14.3) % ;s CKD 1-2 #4H; CKD 3-5 ¥ & & 96 | ( A
73,40 23) S EHAER (51.0 £12.1) %, 2y CKD 3-5
41, CKD 12 #5 CKD 3-5 I3 & v i s 28 5 59 Jil)
4 30 N 75 5], I M PR 430 A 10 51 FN37 4,
Fi-ai7 IR LR sl i SR 7 SR O S e Ry 75}
S3R 2 N4 5, rE T U e PR B
ANER'EF 52123 51, PR s B v 22 51, e Il /N Bl
JikREARS 5], 55 /N TB] i 28 3 43, He At PR (3 i
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BC AR BRARAS 25, S X R . AR A AR EAR LR
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MNB HERAT AR GUAFRE: CKD 12 W7 K731
Z:7% 2012 AR08 A BRI 1S 2121 (Kidney Dis-
ease : Improving Global Outcomes, KDIGO) #55 , 5 /]>
Bk g 1 & ( glomerular filtration rate, eGFR) Lk MDRD
NFAEE . FFEAH eGFR=90 mL/(min - 1. 73m2) ,
HICE I 8RS et O A5 6 K A 1 VB s
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WEE 43 5 #H :eGFR =90 mL/ (min - 1.73m”) 24 1 #1,
60 mL/(min + 1. 73m*) < eGFR < 90 mL/( min -
1.73m*) 4 2 #,30 mL/(min - 1. 73m’) < eGFR <
60 mL/ (min - 1.73m2)j§]3 #9,15 mL/(min - 1.73m2)
<eGFR <30 mL/(min - 1. 73m>) & 4 #}], eGFR <
15 ml/ (min - 1.73m>) k5 #,

2B o IR AL B AT R
B R e AT Ik LR Z & (BUN) ILEF
(sCr) JRFR (UA) .4 % 4. Lp-PLA2 . LDL-C , HDL-
C.apoA apoB G IH[EEE(TC) K& H i =FE (TG) .
i (WBC) £ (Hb) (Ifi/MiiH4% (PLT) 5545
b, e AR AR BRI IR A BE R B VS RS I .
MM 3% Lp-PLA2 ¢ J2 R FH o ey Ly vk , iR 6 il
RV R 2 A AR A BRA R B AL A A 24
AN SV AT o FBE AT RN 85 sl ik oRE R A A
Hi PHILIPS EPIQTc HL#SRH 3 ~ 12 Hz @i 2k ARk
R, 2583 [ R — R BB, =D —
SIS R RERE Ak hy 3550 Ik kAR R Ak

HAESBh I ABES A CKD 1-5 W35 7 R 351 5))
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goit Fodr SRA SPSS 20.0 Fiifrfft, 1§
HIESAMMELL AR (& £5) FoR, EIES ST
1S 5 ] M( P25, P75 ) KR, 43 2872 5 HIH L
FEEoR . BELAR BTG IR B 2255 0,2 4
] ELE T ¢ A, 3 4 (a] H B R ANOVA BLIR 2 Ty
22530, FL R R] AR LSD ki, AR IEA S
A1 J7 224555 F Mann-Whitney U 4k 2808k FAG 55
3 2] He 3 Kruskal-Wallis A6 56, o 9 9 ] H 45
* 1 Kruskal-Wallis B 2 ANOVA (k H48) ZHE 1L
B, ARAFRUMALL R, X AR, IEAES:
AR A AR 43T R FHAUAE 5 Pearson #HC %%, JEIE
AIESAE 5 R ] spearman #HC R %, H logistic [H]
A5 MR35 CKD FR 35 & 2 sl bk ol AE R Ak 1) 1k 37 f
R ER. LLP<0.05 hESFAGIFE L,

& X

fr 3 Lp-PLA2 & f g K -F 5%} R4 FL 4%,
CKD 1-2 #15 CKD 3-5 HiZH I 2% LP-PLA2 7K~F-HH i}
FE5(P 4 <0.01) , H CKD 3-5 #3441 % CKD 1-2 #§
T 3 2RI LA, SUsh koks B R AL 25 A Ge it
23 Y (P=0.009), CKD ## TC HDL-C J% apoA
AT BRAAI, H i = . LDL-C J apoB %% #f
gl iy, Hi CKD 3-5 A5 %) HREH L, 45 AR FE bn 22
WA E (P ¥ <0.05) L& 1,
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£l BREERAASHBALALTHALRERELR
R B CKD 12 248(n =67) CKD 3-5 48 (n =96) 2R (n=61) P14
FH(H % xs) 47.5£14.3 51.012.1 49.7 +8.0 0.054
B/4% 40/27 73/23 40/21 0.076
CKD 5% B [ # (%) ]
K B ERE K 52(77.6) 71(74.0)
e Jk % R 6(9.0) 16(16.7)
2 o R B B AR AR AL 5(7.5) 4(4.2)
BB R R R R 1(1.5) 2(2.1)
H g A 3(4.5) 3(3.1)
BMI(kg/m” % %) 24.97 £4.28 24.36 £3.27 23.94 £2.12 0.617
W %5 & (mmHg, & +5) 133.63 +19.27 142.09 +19.59* 128.07 +6.61 0. 000
47k & (mmHg, & +5) 82.43 £12.68" 82.51 £11.25 74.80 =7.29 0. 000
%8 (g/L,x £s) 39.08 £7.86" 36.28 +5.78" 45.69 +3.40 0. 000
TG(mmol/L, % +5) 1.61(0.96 ~2.28) 1.55(1.11 ~2.59) 1.28(0.82 ~1.74) 0.015
TC(mmol/L, % +5) 5.26+1.65 4.76 £1.68 5.47 +0.98 0. 000
HDL-C(mmol/L, % ) 1.26 +0.40" 1.09 +0.37" 1.40 £0.29 0. 000
LDL-C(mmol/L, % %) 2.85(2.54 ~3.47) 3.13(2.52 ~3.87) 2.81(2.40 ~3.09) 0.023
apoA(g/L,x £5) 1.37 £0.29 1.24 +0.27bc 1.41 +0.19 0. 000
apoB(g/L,% *5) 1.03(0.90 ~1.24) 1.06(0.84 ~1.48)* 1.00(0.93 ~1.07) 0.009
Lp-PLA2(ng/mL, % +5) 205.48 +20.75 273.50 +17. 16" 143.46 +13.85 0. 000
sCr( pmol/L, & +5s) 81.00(66.70 ~92.40)  253.85(150.18 ~581.73)* 74.00(66.50 ~82.00)  0.000
BUN(mmol/L, % +5) 4.57(3.73 ~5.60) 12.45(7.62 ~20.30) " 4.57(3.79 ~5.19) 0. 000
UA(umol/L, % +35) 390.55 +87. 66 466.34 +127.87" 355.79 +79.09 0. 000
WBC( x10°/L,% ) 7.20+1.73" 7.28 £2.57 5.88+1.53 0. 000
Hb(g/L,x +5) 137.19 +19.36 104.93 +27.05" 145.90 +21.70 0.000
PLT( x10°/L,% +5) 270.36 +75.34 " 229.27 +76.94 231.77 +56.05 0.002
eGFR[mL/(min + 1.73m°) ,& +s]  85.97(72.35~99.96) * 24.39(8.43 ~44.02)*  99.82(94.08 ~106.84) 0.000
2 B ARA] 41 (% ) ] 31(46.3) 54(56.2) 19(31.1) 0.009

. G RULE " P<0.05;5 CKD 12 21pt4 " P <0.05

IR AE AR AL A 163 {5 CKD 3%
RS Sh Kk R A AL 2H 85 5], JC 251 8l ik o5 A A Ak 41
78 5, 3Bl ik s BE A Ak 4 5 AT B S Y Lp-PLA2
(P<0.01), W32, fEXTHAR, A+45 A -4
[ Lp-PLA2 7K~ o] B 22 5% (P =0.38) .

Lp-PLA2 5 o fi5 6948 % P51 Lp-PLA2 H4E
% AR EC(body mess index, BMI) | gl ks A-AE 1k
K apoB R IEAHX:, 5 eGFR HDL-C ,apoA 5 i #H ¢
(P#71<0.05), 133,

CKD & Z Sk RIAL LW & EH
CKD f835 251 8 ik s ¢ i Ak DX A8 55, DL CKD AH G
Fal R 2 A AR i (AL AR PR L i E  BE R
I JeE O AR SE  BMI WS 46 R (&7 5K e \BUN (sCr
UA Il 4 L %5 | if @5 . (1 & . eGFR | Lp-PLA2 |
LDL-C ,HDL-C , apoA , apoB . TC , TG , WBC , Hb , PLT
85)  Se AT B R logistic [|IH 4304, A8 &5 | A K HE
BEE N 0.2, 45 R AE 0% PR W46 & BMI, Lp-

PLA2 LDL-C  apoA . apoB | IMmBE . JHE . WBC . Hb,
PLT eGFR & Il HE PRI e 0o S IR AE AL 2L 18
PMHREAGEEE XL, Z R logistic [1)4 73 #r i
t Lp-PLA2 FI4E Y2 CKD A% 3l Ik it A Ak & A=
A S FER R 3R (P <0.05) , L& 4,

Wit

Lp-PLA2 W9k A IfiL/ NI Ak £ 7K e i ( PAF-
AH or PLA2G7) , j&—Ff Ca® " RIS PEBE IR G A2, 3=
TR AN B VAN /W AE A T PAF-AH
EE LDL A6, i —/Nif i S5 AE & A (a) [ Lp
(a) JF1 HDL 36" Lp-PLA2 J&— A7 281
KEA I, 5 B JOE 95 78 P9 1 22 o B A FHUIR 0 AH 26
Wang %" iff 58 268 Lp-PLA2 7¢ CKD 3-5 & % f
FibTHE, HZ5 CKD B35 (%) B 45495 A0 3l fikooks A i
TRl % . ABFFE T, Lp-PLA2 76 CKD #8352 7t
o Rolla 251 %3 Lp-PLA2 > 194 nmol/ ( min * mL)
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%2 CKD1-5 #E4 U ah B BEN 245 & A0 &
A A+40(n=2385) A-21(n=178) P14
G (F 5 ts) 56.7 £10.4 41.7 £11.1 0.000
5B/ % 63/22 50/28 0. 166
S E[H1(%) ] 66(77.6) 39(50.0% ) 0.000
¥R (%) ] 36(42.4) 11(14.1) 0.000
sy (%) ] 6(7.1) 0(0.0) 0.029
Fake K[ 41 (%) ] 11(12.9) 2(2.6) 0.019
BMI(kg/m®, % +5) 25.12 +3.95 24.06 +3.38 0.071
fo 4% (mmol/L, % +5) 5.98 +2.41 5.08 +1.00 0.009
a%&%8(g/L,x £5) 36.29 £6.47 38.67 £7.03 0.026
TG(mmol/L, % £5) 1.71(1.08 ~2.58) 1.45(0.98 ~2.26) 0.237
TC(mmol/L, % +5) 4.93+1.76 5.01 +1.60 0.788
HDL-C(mmol/L,x +s) 1.13 +£0.41 1.19 £0.36 0.302
LDL-C(mmol/L,x £5) 3.35(2.68 ~3.90) 2.77(2.43 ~3.48) 0.006
apoA(g/L,% +5) 1.26 £0.29 1.33 +0.28 0.132
apoB(g/L,% +5) 1.19(0.94 ~1.48) 0.96(0.83 ~1.16) 0.000
Lp-PLA2(ng/mL, % +s) 318.39 £18.22 166. 15 +15.58 0.000
sCr( pmol/L, % £5) 153. 10(87. 30 ~405. 10) 128.25(80.30 ~410.23) 0.781
BUN(mmol/L,x +s) 7.52(5.38 ~16.59) 6.42(4.30 ~15.33) 0.387
UA(umol/L) 440.78 £114.65 429.10 £123.65 0.533
GFR[ mL/(min - 1.73m’) ,% +5] 44.93(13.38 ~70.45) 53.83(14.01 ~78.61) 0.095

#3 CKD1-5 # 84 Lp-PLA2 5 fn fig B — A #6948 5k 0 07

FE AR r A P 1A
S 0.315 0. 000
BMI 0.202 0.010
eGFR -0.263 0.001
HDL-C -0.160 0.042
apoA -0.232 0.003
apoB 0.160 0.041

BRI T S 2 e A T 22 B S O LA S
FFA5H Lp-PLA2 alii/Fn] HFPEAR O A4S KU . Ao
Fr CKD B 2 1l 3% Lp-PLA2 ¥ 5245.54 ng/mL, 5
Rolla FIBFFEARSE . [ FRILIGA SR Lp-PLA2 0 I 4
HAFR ML >235 ng/mL"™

A S o AL 92 5 AR e B P Pl s e
BLARMBE IR OIME G HNZEZ —, Adeju-
mo %5 Xt 105 fE BHTHY CKD H3# & 105 {7 VE L
HOLEPEATRIESE A5 10 CKD f 2 I8 S 8 (1 24 s s 2
(P =0.002) , M55 7624 ot (i > 45
) UL B SR IR T R A, F
R I B G S 0 R AP I A B 4 S S8 1
B UE R o AR AT 0 18 B R AR
{8 HDL-C Fil apoA 7K, 3¢ 1% TG apoB \LDL-C |
VLDL-C fl Lp(a) , %84k LDL-C [ /K V- R B &,
LV 2 AT R JISE375 T 6 35 22 300+ 2 R0 A il g i 22
(L 05 BT 8 5 I A RS B @ 10" Baragett

TR I CKD B B AT AR HDL-C KT, A
HDL-C J& CKD # J#é iy il 57 F U X 5, A wiF5E v,
CKD #3# TC . HDL-C J apoA #:X%} BRZH A, TG \LDL-
C J% apoB X} BRZH &7, H CKD 3-5 1 i 5 % 4
ZRBERE(P I <0.05),

RN Lp-PLA2 J& — A S0t ) Jok ok +F A
AR , BE 7K A 1l /MRS AL IR 1 (PAF) | 3005 26 81
PAF HYfiR B4 J5i I 7K fifk 44 LDL JB0RL Hh 14 88 4 Ak
W) FEL SRR REREALAE T o JTARRIFSE % PR Lp-
PLA2 j i 7K fiff 4804k LDL 73 5 vh 4 1k 95 i Tt JIEL ik
(Ox-PC) y=H= 145 IfiL #5 B5 1% AH % ( lysophosphatidylcho-
line, Lyso-PC) FlI %8 1k % 3% 25 B& Wi 12 (oxidized free
fatty acids,oxFFA) , J5 —F Z i 2 BCR H 1, GEE
T 755 P A L 2 R G B 0 4 L DR, i i
KA MLE NI, I 0k o B 20 B I TR 40 i, A
11T 23 ok 5 R B AL BE B 2 Lp-PLA2 1
Sk RE AL B S A Y A I P B
F I 240 B R 0L R 2 2 . Lp-PLA2 Bk ok 2
Ko BB Ak B f5 16 1. Kajitani 2574 % 31
CKD 7 fF- £ A JIEEJ5E 2 4 3% 7 T 6 CKD aa%
Olechnowicz-Tietz * ZIF 5L , v i 28 0 18 W SO RE 00
553 ik ok B B Ak I 3 A G, 1 Ah, eGFR < 60 mL/
(min « 1.73m?) (¥ 585 5y £ N3 1) 22 1485 1 O i
PRI o A BIF 5T 0 7S 2l bk ot #F i Ak 20 1fi 3¢ Lp - PLA2



WRSfEEIEAGE 2021 4F 527 % A4 )

303

%4 CKD 1-5 1 &2 5 5h i B2 1 oy % o0 [ % logistic B )3 247

JAce )3 F 3 Wald 14 A (OR) 95% F 4% X 14) Pk
Lp-PLA2 (ng/mL) 0.007 12.069 1.007 1.003 ~1.011 0.001
EXYED) 0.124 21.540 1.132 1.074 -1.193 0.000
R 12. 826 0.000 0.999

HKAPH R (P <0.01), Lp-PLA2 J2 353 ik ok) A il £k
KAWL fERK 2R (OR =1.007) , 7] WLl 3% Lp-
PLA2 7K X F R CKD 35 & AE 30050 ik ok +F
ifb HA B2 L, X T Lp-PLA2 ¥4 &1y CKD f&
T GO S SR A R R AT
Ulrich %' % CKD-SD 1] - 0F 52 & B0 PR R B 5
AR ARAEA BG4 Lp-PLA2 36 PE K K-, 3
Kok AEREfL d A B T Lp-PLA2 mRNA K3k, A4
FERHEHE A3 B 5 78 Lp-PLA2 5 eGFR 2 17 4H ¢
(r=-0.263,P=0.001) ,Lp-PLA2 7K (7} ok 14
5 PREEIE AR

25 Uik, Lp-PLA2 ¥£ CKD i35 b R 3 B 5 K
S SR HAE S ko AR AL 4L, FLBE eGFR FEAIK M T
o Lp-PLA2 554 2 ik ok #f B A0 AH 56 , 2 3h ik o A
fifl A= i ph S fa B I &R . Lp-PLA2 A]4E % CKD
RN (IKER iR R PS R
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