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Spearman A &4 HT 7R, BE P R 7K F 5 eGFR & fAH G (7=—0.131, P<0.001) , 2 okt mIH #7145 51 BoR, £
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TR A7 A B ) A ™ (v e o A T 3700 6 ) I B
il 7K S, AR S [ B = 8 R 3 Al 5 1 =4 A
(1 [ B <11.62 ng/dL, 1 ng/dL=27.7 pmol/L, n=296) .
5 2 =40 4H (I ] B >11.62~ << 15.49 ng/dL, n=295)
FEE 3 = 43 2H (5 &1 B =15.49 ng/dL, n=295) . K
4 B S A BT AR I PR R LI T L R R AL B
JOFL L H IR = L R A B 1 IE [ (high-density
lipoprotein cholesterol, HDL-C) | {1k % B i 25 11 IH [ B
(low-density lipoprotein cholesterol, LDL-C) 2§ ¥ #5 . #2
Tt 1% M B 9 U AT % 2% & AE BF 5% (Chronic Kidney
Disease Epidemiology Collaboration, CKD-EPI) 75 F¢ '
115 eGFR. 2k, 1L 7 LB <62 umol/L B, eGFR=
144 X (IfiL ¥ JILBF /62) 32 0.993F % | 1 3% JIL BF > 62
umol/L it , eGFR=144 X (IfiL 7% JJLBF/62) 2% 0.993 % #;
Bk, 1035 WUEF < 80 pmol/LINF, eGFR=141X (IfiL. i WA/
80) *411<0.993F % ifil i JIL IF > 80 pmol/L i, eGFR=
141 X (IfiL3% WLTF/80) 2% X 0.993F#
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KB (%) Fon, Z 2418 LR 7 K56, 20 18] 9
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FH G E L) . K Spearman 15 17 AH 3¢ M 43
BT o R 22 7026 M 0] )3 452 784 53 By 2 361 1 7K O 5 eGFR
FIRFR. UL P<0.05 HESHASIFE L.
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2.1 AREEEmMKTEEENELIGRFFIEFM eGFR
ABIE 5T S b T AR R] 7 Il AR 886 i, b B
P 609 B (68.7%) , 2 ¥ 277 ] (31.3%) , “F ¥ 4F i
(50.86£8.65)% . 3L ZIA k. 0ol . AR L LRI
Fe A A0 25| IR/ 1 2% G {E (aldosterone to renin ratio,
ARR) LR, Z R A gt a L (3 P<0.05); 3 HZ[H
eGFR W#, ZRA g2 X (P<0.05). W% 1.

T MR = o 2 HE LR PRAFAE A eGFR 7KF

e . AP B BRI BEEKE S
(%) [f1(%)] (mmHg) (mmHg) [%1(%)]
B1=4 296 51.16+8.96 244 (82.4) 146.53+17.81 91.81+11.82 59 (19.9)
F2=4 0 295 50.52+8.87 205 (69.5) 147.44+18.08 92.18+12.16 46 (15.6)
H3=4E 295 50.89+8.12 160 (54.2)™ 149.394+21.23 93.06+13.82 27 (9.2)°
F/IHIA 0.398 54.774 1.595 0.717 13.710
PlE 0.672 <0.001 0.204 0.489 <0.001
1l e I SR W % 4 e} BMI L [
[#51)(%)] [51(%)] [51(%)] [1(%)] (kg/m*) (mmol/L)
F1=5010 194 (65.5) 60 (20.3) 168 (56.8) 182 (61.5) 26.56 (24.31,29.32) 475 (4.01,5.48)
H2=4000 204 (69.2) 52(17.6) 140 (47.5) 162 (54.9) 26.84 (24.68, 29.06) 4.68 (4.05, 5.54)
SE3= A 206 (69.8) 52 (17.6) 98 (33.2)" 112 (38.0)*° 26.56 (24.22, 28.89) 4.82 (4.05, 5.57)
F//IHIA 1.449 0913 33.445 34.828 1.705 0.817
PlE 0.484 0.634 <0.001 <0.001 0.426 0.665
sl i =g LDL-C HDL-C JIREPIING IRz M4
(mmol/L) (mmol/L) (mmol/L) (umol/L) (mmol/L) (mmol/L)
E1=5 1.83 (1.33, 2.60) 2.86(2.38, 3.41) 1.30 (1.15, 1.54) 71.38+12.38 141 (139, 142) 3.9240.31
2= 1.81 (1.35,2.50) 291 (2.37,3.41) 1.30 (1.15, 1.54) 72.56+13.26 140 (139, 142) 3.864+0.27°
3= 1.73 (1.26, 2.34) 2.96 (2.39, 3.36) 1.36 (1.21, 1.53) 72.37+16.87 140 (139, 142) 3.904+0.28
F///HIA 4.289 0.230 5.375 0.701 4.114 3.464
PfH 0.117 0.891 0.068 0.496 0.128 0.032
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&R 1
- - JEEE 351 ) ARR PRER PRI eGFR
(ng/L) (ng/dL) [(ng -dL™")/(ng:L™)] (mmol/L) (pumol/L) [mL/(min-1.73 m*)]
1= 6.89(3.39,14.54)  9.78(8.61,10.86)  1.39 (0.66, 2.88) 5.26 (4.35,6.21) 375.52+89.43  100.41 (94.74, 107.85)
2= r 8.93 (4.07,16.15) 13.34 (12,51, 14.47)" 1.56 (0.80, 3.34) 5.33 (4.55, 6.14) 376.86+93.21 99.16 (92.25, 106.27)
ETREy NI 10.43 (4.48,23.34)" 18.37 (16.67, 20.93)™ 1.76 (0.82, 4.15)" 5.35 (4.44, 6.34) 361.57+89.18 98.82 (88.85, 104.98)"
F/IHIA 17.002 786.669 8.916 2.494 2.578 11.000
Pl <0.001 <0.001 0.012 0.287 0.076 0.004

TR T R DL B R AE2E (X £s) HoR, AR IES 20 A0 B 112 R LA P 2 B0 (P, Po) om0 TR [ R = S L5044, 351 =43
{720, 1 [ B <11.62 ng/dL; 55 2= 43 {57 26, ¥ [ B >11.62~ < 15.49 ng/dL; 45 3= 4337 26, ¥ [ B =15.49 ng/dL., eGFRN fiti 54 ity B /N K 8 1 %5
BMIK {4 & 45 % ; LDL-C A L% 2 5 25 14 JIH [ B ; HDL-CoA v %5 J3 /IR 2 14 10 [ B ARRON 5 [ 8 /' R L. S8R 1= (i 4l A Lk, *P<<0.05; 5
2 AP AR L, PP<<0.05. THETTEOR) 4L 1] 5 B L %5 24 7% Bonferronif 1F .

22 XML X EE S ) 6E & 18 b AT
Spearman FHCYE ST, 45 3R W s B AT 5 eGFR. R
8 7UR 56 (,=—0.131, P<<0.001; =—0.086, P=0.011), 5
B % . ARR £ IEA2E(7=0.143. 0.119, ¥ P<<0.001) .
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ARSI T, 2 A R B0 08 (] 75 1 2R A I 4 AT
g SL P R T SR 7 A A WAL 4 S eGFR A K (3
P<0.05). W33,

R 2 TPEAERR] L B E 20 eGFR B ugk a8 (n=886)
H AR B SE i PfH VIF
g (i1 ) -0.475 0.094 -0.176 -5.038 <0.001 1.113
RN ] -3.320 1.134 -0.098 -2.928 0.004 1.019

i : cGFR Al S 1 W /NBR IR i %85 VIF R 7 2 K K 0 4% H AR 3 (9 VIFYY <5, 2% 1 A8 i (B L2 M 0 R T 2% . LLeGFRIy A 45 1, DL [
il AR, BEIE MRS SO L TR L R L B RERE AR R LA (ARR) o

R 3 RIE AR R L A A T I RS eGFR B9 22 Uk ME 0] 5 23 Mt (2853 Hr)

W2H % SRS B SE B HH PlE
LI (%)

<45 182 FEE 11 1§ -0.635 0.217 -0.227 —-2.930 0.004

=45 704 EEE 151 -0.430 0.095 -0.178 -4.521 <0.001
BALIRR 8] 5 IR

& 668 TEEE 5T P —0.449 0.109 -0.167 —4.108 <0.001

2 218 T [ ) -0.707 0.187 -0.260 —3.774 <0.001
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K5 eGFR A,

AT EE R Z Rl — B — R L2
Xof HRUIG PR3 56 Sk 7w, i % 1 31 i 7K SF- J2: eGFR N B 1Y
— AN ST fE R N2 1Y — TR 3 300 1 B BT 5T
T, 7 — B RAE T, I 3R [ R v E T ARR 5

eGFR 2 B AH G, 330 S8 AH DG 37 0 000 45 R0 B 4 5
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