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Abstract

Objective: The objective of this study was to explore the relationship between lipoprote-
in-associated phospholipase A2 (Lp-PLA2) and the incidence of hypertensive nephropathy in pa-
tients with primary hypertension. Methods: A retrospective analysis was conducted on the clinical
data of 455 patients admitted to the First Affiliated Hospital of Qingdao University from August 2022
to February 2023. Based on whether estimated glomerular filtration rate (eGFR) was reduced, pa-
tients were divided into a hypertensive nephropathy group (115 cases) and a non-hypertensive
nephropathy group (330 cases). Statistical methods such as chi-square test, Spearman correlation
analysis, and logistic regression analysis were used to compare Lp-PLA2 levels, complete blood
count, lipid profile, glycated hemoglobin, uric acid, cystatin C (Cys-C), urea/creatinine, and other
indicators between the two groups. Results: Among patients with primary hypertension, 25.3%
were diagnosed with hypertensive nephropathy. The Lp-PLA2 levels in the hypertensive nephro-
pathy group were higher than those in the non-hypertensive nephropathy group, and the differ-
ence was statistically significant (P < 0.05). Multivariate logistic regression analysis showed that
Lp-PLA2 (B: 0.866, OR: 0.011, 95%CI: 1.215~4.647), coronary artery atherosclerotic heart disease (S:
3.011, OR: 0.001, 95%CI: 3.195~128.975), diabetes (f: 0.720, OR: 0.032, 95%(CI: 1.064~3.967), cysta-
tin C (B: 5.133, OR < 0.001, 95%CI: 40.854~703.289), and total cholesterol ($: 0.623, OR < 0.001,
95%CI: 1.399~2.487) were risk factors for hypertensive nephropathy (P < 0.05). The correlation
analysis indicated a significant association between Lp-PLA2 and hypertensive nephropathy (OR =
5.077, P < 0.001). After adjusting for factors such as age, gender, body mass index, hypertension
duration, glycated hemoglobin, lipid profile, blood pressure, presence of coronary heart disease,
and carotid plaque, the elevated level of Lp-PLA2 was independently associated with hypertensive
nephropathy (OR = 2.487, P = 0.003). Spearman correlation analysis revealed a negative correla-
tion between Lp-PLA2 levels and estimated glomerular filtration rate (eGFR) (OR = -0.372, P <
0.001), and a positive correlation with cystatin C (OR = 0.239, P < 0.001). Conclusion: Elevated
plasma Lp-PLA2 levels are associated with the incidence and progression of hypertensive neph-
ropathy in patients with primary hypertension. Lp-PLA2 can serve as a biomarker for early detec-
tion and follow-up of hypertensive nephropathy.
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burden disease research, GBD) 2017 5, "B WEA& & MR 454 1 £ EER A B 2 — o il s B ) JB i 22
RAERE A, SR &K E 5% (End-stage Renal Disease, ESRD)HI S — K& IR K [2]. S A Im
W £ £ & (China kidney disease network, CK-NET) 2016 .7, 3 E {3 B 1244 "5 JiE 5 (chronic kidney disease,
CKD) &35 s I 08 o L ik 20.78%, 2 4B PR B o 1R 58 — A7 B0 J5 K [3]. b4k, CKD B
R SE B, ORI A RO MUE S R — N ia L ek = [4]. AR 7 g%
K FR 52 A BEL VTS 751 0 AL 9 R R 4G BT ) R A BELIT R IR B SR IR T IR R A R, R A SR g R
TRIE DIRE[S] -

B HAH B FE I A2 (lipoprotein-associated phospholipase A2, Lp-PLA2)j& —Fh CLIE 5L 5 s ik s A
PRI ST AR S HOGE A Bl , 2 ML BE RAE AR (6] (7], i LR 9 O e ML 51 S O ML A2, 53l ik
SFERE AL PR H A AL BRI R, 1T Lp-PLA2 5 MR B2 IR R MAE R . AW B 7Rt
BT 7R DT LP-PLA2 5 a MR BRI R, AT a7 SR ARG B DhRefe b 48 T 2 .

2. AREH®
2.1. —fEER

[ i P 43 AT 2022 4 8 H £ 2023 4 2 A7 B K= — B R Bt i) 455 4 38 BOIGIR BERE, AR 4
i 55 /NER I I 2R (estimated glomerular filtration rate, eGFR) & 75 AR 5535 2 N e LE B 2. (115 5 Fn
Al 5 IR B 2EL (330 f8)), s i 0 4L 55 1k (48 A51), Lo tE(67 1), Ak e R B 2H 53 (173 4), k(167
i), RO 27~90 %5 (63.80 + 11.15 %), WirAmMlE Em R 115 #1(25.3%). AFFHRETH 5K
S I B R B A TR RS AL UE(QYFY WZLL 28231). AANbR#E: 54 (hEEIMIER G
(2018 FFAEITRR)Y [81AIEME S WibritE: © BIEARMEH RSN T, JEFEHE 3 RS =%,
SERR e > 140 S/A14T KR > 90 mmHg (1 mmHg = 0.133 kPa); @ B Ay e L% H Bl I 78 AR %
RPN RS . HEbndE: © BESEMEENE: @ FEAMEE: @ WREER; @ (FgnE
IHRERIGM (A Roe Befhd . belii. MEIFE): © B, wEahtEd il B 5 % 5m .
FEhkI)Z Bk ZE. T R SR

22, Bk

SRR M. S REL AR B ILE (blood pressure, BP). =il FREERT (], A kIR
i RO BB BKEE R SR RO B B FIAR R B A R . B AR R FE £ (body mass index, BMI)iT
SO (2 )RR B S CROIE 7

Bk eGFR (mL/min/1.73 m®) = (140 — 4FE#%) * A& (kg)/ MALEF (umol/L) * 1.23; Zt: eGFR
(mL/min/1.73 m?) = (140 — 4Ei#%) * A5 (kg)/ 1M ALEF (umol/L) * 1.04.

MHR (Monocytes/high-density lipoprotein cholesterol) 4y 5% 41 il 5 % & fig 2 14 AE [ % EL A o

2.3. BB IRE

WAL B 1 4 B B4 I 21 2 A (glycosylated hemoglobin, HbAlc). HiAZ4H fil(monocyte, mono#). g
(L JHTE B (total cholesterol, TC)~ 1= % 5 i 2% [ AH[E % (High-density lipoprotein cholesterol, HDL-C). H
—MH(triglyceride, TG). % % JIg & A IH [ % (Low density lipoprotein cholesterol, LDL-C). JRZ/WLEFHLAE
(Urea/Crea). E#IZ C (Cystatin C, Cys-C). IM4L4 A (hemoglobin, Hb). JRMR(uric acid, UA). A Uy ZE HF I
53 $0(Left ventricular ejection fraction, LVEF)/K-F2%# .

MR v L B 12 R yE T B K 3R(2022) [4]mii B2 E bR dE: © BIEEMEEIE; @
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eGFR PFK[IEH 2%l > 60 mL/(min-1.73 m®)]. 4 HE 0 e s B AR S iR B4 . 774 Bk
T ML BRI AR HE R 115 1 B Ve i s B 4L, & B R M e LR 2 Wi s (B AN EE A eGFR A
[ 340 451 5535 A i e B9 2
24. G FERZ

KH spss22.0 GEit A AT I 0T, TR ORI B bR E 2 (X £5) R, P LLECR A t
K5 s B R R R R, 1A LU R 2 K6 56, A 2 20 41 % FH Spearman #H 5 PE 23 #r , I3 H logistic
B AT R R R . P < 0.05 2578 Fiih 22 o ANFFE IE 5045 19K F A AL B0R DY 4347 Bt iR [M(P25,
P75)].

3. &R
3.1. SMESHESIESIESRERN Lp-PLA2 LB

P IR B B Lp-PLA2. Yi4i/E. BMI. HbAlc. TG. TC. UA. HDL-C. Cys-C. MHR & TF
LR B, ZFA R (P <0.05), BRI je O BB AKEESR A AR 28 i T JE s U B 4,
ZRA G FE (P <0.05). eGFR. HDL-C X THEEMERA, ZFA G578 (P <0.05) (% 1),

Table 1. Univariate analysis of the influencing factors of hypertensive nephropathy (x £ )

# 1. BERZRSMESNEBSHFHEZEER(X £s)

715 P
To(n = 340) H(n=115)
Lp-PLA2 (ug/L) 133.17 (103.19, 172.00) 195.39 (152.47, 243.00) 8.487 <0.001
ﬁﬁ:ﬂ;ﬂ%};?ﬁ%ﬁ]ﬁu 275 (80.9%) 113 (98.3%) 20.668 <0.001
BEIRWE A, n(%)] 111 (32.6%) 60 (52.2%) 13.968 <0.001
NPT, n(%)] 249 (73.2%) 101 (87.8%) 10.306 0.001
() 63 (55, 68) 67 (59, 72) -3.683 <0.001
PRI, n(%)] 173 (50.9%) 48 (41.7%) 2.876 0.090
BMI (kg/m®) 25.8(23.9,27.3) 26.5 (24.8, 28.6) —3.237 0.001
W54 T (mmHg) 137 (126, 148) 142 (128, 152) —2.004 0.045
£75K FE (mmHg) 76 (70, 84) 78 (72, 84) —0.755 0.450
e I RSP R () 5(3, 10) 10 (5, 20) —5.464 <0.001
Cys-C (mg/L) 0.89 (0.79, 1.01) 1.21 (1.01, 1.46) -11.067 <0.001
HDL-C (mmol/L) 1.31 (1.12, 1.56) 1.19 (1.06, 1.35) -3.734 <0.001
LDL-C (mmol/L) 2.46 (1.77, 3.15) 2.83 (1.90, 3.85) -3.019 0.003
TG (mmol/L) 1.18 (0.87, 1.69) 1.41 (0.95, 2.06) -2.000 0.045
TC (mmol/L) 4.26 (3.51, 5.08) 4.72 (3.70, 5.80) -2.890 0.004
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mono# (*10° g/L) 0.47 (0.37, 0.59) 0.49 (0.37, 0.60) ~0.664 0.507
MHR 0.35 (0.26, 0.47) 0.39 (0.30, 0.54) ~2317 0.021
Urea/Crea (mg/dL) 15.54 (12.78, 19.17) 16.22 (13.28, 18.97) -0.562 0.574
UA (umol/L) 341 (278, 394) 376 (324, 429) ~3.945 <0.001
Hb (g/L) 138 (127, 149) 136 (125.143) ~1.928 0.054
HbAlc (%) 6.1(5.7,6.8) 6.3(5.8,7.4) ~2.455 0.014
LVEF (%) 63 (61, 64) 62 (60, 64) ~1.635 0.102

7E: 1 mmHg=0.133 kPa, Lp-PLA2 AflEE A< A2; eGFR ML & E /MRl %; BMI Ak E{E%; MHR
Az AN/ % e R A I I BE LG ;. LVEF /A B4 534 Cys-C NMRIER-Cs HDL-C Sy % 4 fis 2 1 H T 5
LDL-C NMRZE e EAMEEE; TG NHIM=EE; TC NSHHBEEE; mono# NHAZ4NMI; Urea/Crea NIKRE/MIEF; UA
AREE; Hb AIMLLEH; HbAlc LML H .

3.2. IE¥ Lp-PLA2 4A57 Lp-PLA2 SN E Bk & & RBALLE

AR 5 [ I PR P 43 Wb 27 28 22 (A ACE) ¥ L AR 7 5 75 BN ) JiK R AR A4 P 23 b S B 4 P [ 9] Hh B2 L 110
0 I AR 186 A 56 B I PR ifs FUEL(Lp-PLA2 < 200 5>200 ng/mL), ¥ f# 70 NIEH Lp-PLA2 4 AIE
Lp-PLA2 4. & LP-PLA2 (>200 ng/mL)41 &% ") BP. BMI. HbAlc. TG. TC. LDL. Cys-C. MHR,
UA /KFiEFIEH LP-PLA2 4, Z5A 4243 X (P < 0.05); HDL /KK T 1EH LP-PLA2, ZRAG 41t
2R (P <0.05) (% 2).

Table 2. Single factor analysis of the influencing factors of high LP-PLA2 (X )
2. BEEDE LP-PLA2 EMER(Y £5)

LP-PLA2 pavs p

<200 (n = 348) >200 (n = 107)

LR E, n(%)] 60 (17.2%) 55 (51.4%) 50.565 <0.001
’Eij‘;]g[%gﬁf%]ﬁ 288 (82.8%) 100 (93.5%) 7.461 0.006
FEIRIG[H . n(%)] 119 (34.2%) 52 (48.6%) 7.237 0.007
HSBKBEER [, n(%)] 260 (74.7%) 90 (84.1%) 4.073 0.044
(%) 63 (56, 68) 67 (58, 71) —2.689 0.007
TR, n(%)] 154 (44.3%) 67 (62.6%) 11.048 0.001
BMI (Kg/m?) 25.9 (24.0,27.1) 26.4 (24.8,29.1) -3.426 0.001
45 (mmHg) 136 (126, 147) 142 (129, 155) -2.775 0.006
&F5K K (mmHg) 76 (70, 83) 79 (74, 88) -2.758 0.006
o LR 973 P2 (4F) 5(3,10) 9(3,15) -2.515 0.012
Cys-C (mg/L) 0.93 (0.81, 1.08) 1.00 (0.88, 1.25) -3.938 <0.001
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HDL-C (mmol/L)
LDL-C (mmol/L)
TG (mmol/L)
TC (mmol/L)
mono# (¥10'%/L)
MHR
Urea/Crea (mg/dL)
UA (umol/L)
Hb (g/L)
HbAlc (%)

LVEF (%)

1.30 (1.12, 1.54)
2.35 (1.66, 3.12)
1.15 (0.85, 1.64)
4.11 (3.47,4.95)
0.46 (0.36, 0.58)

0.35 (0.25, 0.47)

15.57 (12.98, 19.09)

343 (282, 394)
137 (127, 146)
6.0 (5.7, 6.8)

62 (60, 64)

1.20 (1.07, 1.36)
3.06 (2.46, 4.03)
1.51 (0.96, 2.11)
5.10 (4.23, 6.08)
0.49 (0.41, 0.63)

0.40 (0.32, 0.54)

16.29 (12.55, 18.97)

376 (321, 419)
139 (126, 149)
6.4(5.8,7.6)

63 (60, 64)

—2.435

—6.264

—2.910

—6.153

—2.080

—2.712

—0.176

—2.989

—-0.992

—2.955

—-0.313

0.015

<0.001

0.004

<0.001

0.038

0.007

0.861

0.003

0.321

0.003

0.754

VE: 1 mmHg=0.133 kPa, Lp-PLA2 NEEREAKBEIEEF A2; eGFR NLHE ¥/ NEkjEd =, BMI NfkEIE%:; MHR
N AR AR B R AR I B LG s LVEF N =AM 4 Cys-C NBEIIER-C; HDL-C Ay % B I8 2 1 1H
LDL-C NXRZEMREANMEER, TG NHM=; TC NEJHBEEE; mono# N IEYAM,; Urea/Crea NIRH/WLEF: UA
AREE: Hb AIMLLEH; HbAlc BELIMLLE A .

33. BIESFNEWER

logistic [ 43#745 4271, Lp-PLA2 (B: 0.866, OR: 0.011, 95%CI: 1.215~4.647). IR sh ks FEmE AL
PEOHERI(B: 3.011, OR: 0.001, 95%CI: 3.195~128.975) ## K7 (B: 0.720, OR: 0.032, 95%CI: 1.064~3.967)+
Cys-c (B: 5.133, OR < 0.001, 95%CI: 40.854~703.289). TC (B: 0.623, OR < 0.001, 95%CI: 1.399~2.487)+&
I B9 B R R (P < 0.05) (7 3. 4 4).

Table 3. Allocation of independent variables

3. BXEMERER

AR AR TR L1
Lp-PLA2 (ug/L) LA JR A EE
e 0L IrRA R <60=1, >60=0
bR 20 Bk o B A A oo U 9 R 4 =1, £ =0
W R I Iy A H =1, £=0
25 kB e R H =1, £ =0
FR (%) BB G HUE
BMI (kg/m?) TR B JR A EE
i i (mmHg) EEL A JE G A
o LR P (4F) SRR B JF AR HH
Cys-C (mg/L) EE A JE IR HUE
DOI: 10.12677/acm.2024.1451722 2578 Il A = 2 3k i
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HDL-C (mmol/L) BRI 3 GECIc]
LDL-C (mmol/L) LT B JR A HE
TG (mmol/L) HETAE SRR HE
TC (mmol/L) BRI A JF G HUE
MHR AR JRAGHUE

UA (umol/L) LA JR G EE
HbAlc (%) EERITE'S JR A%

vE: 1 mmHg =0.133 kPa; Lp-PLA2 AR5 FAICHIEEE A2; BMI NAEFRE; MHR N EAZANH/ &% E & A H
EEEELAE; Cys-C AMEIMIZ-C; HDL-C A% FAEE A HE RS, LDL-C AR A& A HEE, TG JvH =Mk,
TC NEMEEEE; UA NRER; HbAlc ML & H,

Table 4. Multiple linear regression analysis of the influencing factors of hypertensive nephropathy

F 4. BIEEREEERNZ TRV

EXP(B)] 95%E {5 [X [A]

i SE wald OR Exp(B)
IR R
Lp-PLA2 (ug/L) 0.866 0.342 6.400 0.011 2.377 1.215 4.647
SE R BN B A O I 3.011 0.943 10.183 0.001 20.298 3.195 128.975
B PR 0.720 0.336 4.596 0.032 2.054 1.064 3.967
BN K BEER 0.780 0.428 3.327 0.068 2.181 0.944 5.042
FERN (D) 0.003 0.017 0.030 0.863 1.003 0.970 1.037
BMI (kg/m®) 0.089 0.055 2.600 0.107 1.093 0.981 1219
W54 i (mmHg) 0.007 0.009 0.605 0.437 1.007 0.990 1.024
e I RSP R () 0.033 0.019 2.938 0.087 1.034 0.995 1.073
Cys-C (mg/L) 5.133 0.726 49.990  <0.001  169.506 40.854 703.289
HDL-C (mmol/L) —1.409 0.657 4.607 0.032 0.244 0.067 0.885
LDL-C (mmol/L) -0.073 0.084 0.768 0.381 0.929 0.789 1.095
TG (mmol/L) -0.392 0.185 4513 0.034 0.676 0.471 0.970
TC (mmol/L) 0.623 0.147 18.048  <0.001 1.865 1.399 2.487
MHR 0.017 0.590 0.001 0.977 1.017 0.320 3.230
UA (umol/L) 0.000 0.002 0.020 0.888 1.000 0.997 1.004
HbAlc (%) 0.007 0.133 0.003 0.959 1.007 0.776 1.306

7E: 1 mmHg = 0.133 kPa; Lp-PLA2 AJEE AT A2; BMI AAE % MHR A SAZANM/ &% e & A H
B LLE; Cys-C AMEINER-C; HDL-C NEEENEE A HEE; LDL-C AR EIREAMEER; TG AH h=Hk;
TC M B EE; UA NJRER; HbAlc FifbLiZEH.
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3.4. Lp-PLA2 55 JE BimHHEX S

3.4.1. Lp-PLA2 58 EMEH L ER X R
Lp-PLA2 5 il 5 B 9% R MG, S0 SEhBkBTE . BRI A7 26 UPAR P (% 5).

Table 5. Relationship between Lp PLA2 and complications of primary hypertension
%2 5.Lp-PLA2 5RAMEMEHAFENXR

95%E.A7 [X [8]

P OR
TR FBR

RN =g <0.001 5.077 3.172 8.125

AR B BK LR A O JUE T 0.009 2.976 1.317 6.725
SNk LR 0.046 1.792 1.011 3.175

i R I 0.008 1.819 1.173 2.822

3.4.2. Lp-PLA2 55 I/E BHEAEX D

Lp-PLA2 7K &y tH 30 iy I 0 ARk &y, FE TR B ie . 100, @R 2. HbAle. BMIL TC.
TG. HDL 1 LDL J&, Lp-PLA2 5 @&ifl & B 2 IEAE(OR = 3.087, P < 0.001). Lp-PLA2 [J&hrifEZ
(Standard Deviation, SD)3 it 5 & if & B3 S ZUAH OGP < 0.001);  TAHE e .00« B8 FR v AN B0 ik B B 1)
TEE. MHR PLRIMESS, & Lp-PLA2 ZH459R 5 il B 995 2 IEAHC(OR = 2.487, P = 0.003) (55 6).

Table 6. Correlation between Lp-PLA2 and hypertensive nephropathy
Fz 6. Lp-PLA2 55 E BiFAIHE XM

Lp-PLA2 e ML
OR 95% & 17 X [H] P
AT |
Lp-PLA2 <200 1.000
Lp-PLA2 >200 5.077 3.172~8.125 <0.001
4 SD # 1.015 1.011~1.018 <0.001
B 2
Lp-PLA2 < 200 1.000
Lp-PLA2 > 200 5.371 3.205~9.000 <0.001
4% SD H4hn 1.015 1.011~1.019 <0.001
B3
Lp-PLA2 < 200 1.000
Lp-PLA2 > 200 3.087 1.728~5.513 <0.001
45 SD H4hn 1.012 1.007~1.016 <0.001
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BA 4
Lp-PLA2 <200 1.000
Lp-PLA2 >200 2.487 1.356~4.559 0.003
4 SD 14/ 1.011 1.007~1.016 <0.001

VE: R SRR, MR 2 RIEMAL | FEAE RN TIREAR AR, MR SRR AL 3 7R 2 BRI
HbAlc. BMI. TC. HDL-C. TG. LDL-C; % 4 ZE45Y 3 Femb Ehnye Ok PR . SshikBrde. Wads. 479KIE.
MHR; BMI AAEFEE; MHR NS4/ &% e & AHERE L ; HDL-C M@ % &R & A HERE; LDL-C A
REE Mg RAMEEE; TG N HW=0; TC NEJEEE:; HbAlc BibM4 & H; Lp-PLA2 Alg A LB IEEE A2;
SD NEFHRAEZ

3.4.3. Lp-PLA2 55 M/E B%H Spearman 1HX 5347
Spearman A 3¢ 73 M7 27K Lp-PLA2 5 eGFR 2 #AH5(r = 0.372, P < 0.001), 5 Cys-C 2 1IEAH K (r = 0.239,
P <0.001) (% 7).

Table 7. Correlation between Lp-PLA2 and eGFR/Cys-c in different subjects
#£7. FEIZRE Lp-PLA2 5 eGFR/Cys-c BIFE 14

eGFR EshE-C
N
r P r P
Lp-PLA2 455 —0.372 <0.001 0.239 <0.001
PERI
i 207 —0.384 <0.001 0.300 <0.001
5 248 -0.411 <0.001 0.221 0.001
e
<60 % 166 -0.311 <0.001 0.276 <0.001
>60 2 289 —0.396 <0.001 0.210 <0.001
o 0L 9 72
<10 4E 281 -0.299 0.001 0.193 <0.001
>10 4 174 —0.430 <0.001 0.272 <0.001
HbAlc
<9% 429 —0.353 <0.001 0.240 <0.001
>9% 26 —0.592 0.001 0.296 0.134
BP
<140/90 mmHg 230 —0.355 <0.001 0.225 <0.001
>140/90 mmHg 225 —0.388 <0.001 0.239 <0.001

#¥: 1 mmHg=0.133 kPa, Lp-PLA2 R EAHXBENGES A2; HbAlc FiLIZLE A ; BP NIlLE.
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4. #ig

AW TR T Lp-PLA2 5 i LR B i 2 (8] 2 EAH G /3T K3 Lp-PLA2 5 Lp-PLA2 & Cys-C. UA,
HbAlc. LDL-C. TC. TG. BMI. BP RIEM, M5 eGFR. HDL-C A2, XK ILEE KM & i
JE A, Lp-PLA2 KT+ e I B9 S8 G 56 . Jlid 57 logistic [B] A2 FE4% 1IEA% St i 6 8]
5, Mk Lp-PLA2 Jy s I B AT G B R 2

TERRIE, oy i B 5 o A v I B 5 L PR R RRE 2 AR T SR 20 25% 1) 1Mk v I
RIBNEIME SR . SIEm IR S B A, SR EREZ L TE2E, B, oA 5K LR
FE. Bm HbAlc. BP. UA. TG /KVHIESE, HiH Lp-PLA2 /KPR E . X PR PR 55 ml A
fis 2 I S 4 R J[10] 6

e L5 95 3 5 4 VR IR 2 B /N BRI, (R 9 S s L 5 9% i A D 56 R ARl 26 0k P 386 in e 42 AH
K, BEAERE AR RAER T CRP. IL-18. TNF-a AW, H 98 R 48 TLAE FH 0 RARE SR 4
M N B A0 FLAR 2 SO R I AR B, TR R — PR, SEUE IR AR, R
TR, T I RO A AR T R S T Bk AL, S S R RS UG ], BeAh, BhKGEARREAL
PN B Th R R RS A5 55 v I 51 A P 2 RE AT SR A 5 v I B9 AR DG [ 12, $i7s 1A 7 T B A5 2 70 B ARl 5
PR BIR A, NEREER IR 2 B e AR 13]. eGFR I Cys-C 1 Ay L B 453 2 1 L 48 AR [ 14]
[15], 5 B 7 N R IhREREAT[16], SO ML KB IG INAHSC[17] [18]. BEAT: 2 Wi 7t R B I 55
TR II[19][20] [21][22] [23] s A P B BRIMAE[24]« I3 17/23 BFHIRE 12512 5 7 m i E S
WG R AR I RE[26] [27], AWFFCE RE Lp-PLA2 55 B & 4E KA . Hi/KFH) Lp-PLA2
T R 1R ML 9 1 S B

R FHRRE: © MEEHATE S AU R U AT SRZ5 06 FH BRI S8R 2 n] RERZ
eGFR fl Lp-PLA2 /K, HKRTER DT @ XN, &2l — S hmariet:
WA Lp-PLA2 5 5 IR B 2 (R R SR R

5. &g

BRI, AHT TR Lp-PLA2 7K T i 5 JRUR vy I s 588 1% i LS B o A e DIARL oG, A 3
MSZAERIRIER, W T e B9 ) O S ML . Lp-PLA2 AT RE A iy I B 5 A R VG 97 1Y)
B ail.

AR
ARFILFTA (07 AL R 2R
SE 30k
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